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INTRODUCTION
Acne is a common dermatological condition that 
impacts approximately 85 percent of those between 
ages of 12 and 24¹ . However, it is often viewed as a 
cosmetic condition. Treatment of acne is often sidelined 
by health care administrators resulting in poor resource 
allocations in the treatment of acne.

OBJECTIVE
To determine the impact of severity of acne on quality 
of life and psychological health among acne patients in 
Hospital Seremban.

MATERIALS AND METHOD
 A cross-sectional study on acne patients visiting 
Dermatology clinic in Hospital Tuanku Jaa’far, 
Seremban, Malaysia from August 2016 to January 2017 
was carried out. All patients with acne vulgaris aged 13 
years and above were invited to participate in this study.
 Data was collected with standardized questionnaire
forms namely Global Acne Grading System (GAGS), 
Dermatology Life Quality Index (DLQI) and Patient 
Health Questionnaire for Depression and Anxiety (PHQ-
4).
 The data was analyzed with T test, using statistical 
analysis IBM SPSS.

DISCUSSION
 A higher prevalence of males (55%) having 

moderate-severe acne than females, similar as had 
been demonstrated in other studies². 

 Mean DLQI score of 9.60 indicates patients in 
Seremban Hospital experienced moderate 
impairment in quality of life due to their acne.

 Mean PHQ-4 score was 4.14, indicating mild 
symptoms of depression and/or anxiety in the past 
two weeks. 

 No significant difference between acne severity and 
dermatology life quality index (p= 0.104). This implies 
that effect on quality of life should not be judged 
based on acne severity alone. Lack of coping 
strategies, for example, increased cosmetics usage 
and hairstyles to partly conceal the presence of acne, 
are other factors which may influence the quality of 
life in patients, besides the severity of acne. 

LIMITATIONS
 Small sample size
 Cross sectional design

CONCLUSION
Acne has a profound effect on quality of life and the 
psychological well being of patients. However these 
effects are not related to the severity of acne per se.
Quality of life and psychological health issues must be 
addressed in all patients with acne vulgaris regardless 
of acne severity. 

RESULTS

RESULTS
• There was no significant difference between gender 

and acne severity (p= 0.242), as well as between 
ethnic and acne severity (p= 0.369).

 The mean DLQI score was 9.60 ± 5.16. There was no   
significant difference between acne severity and the
DLQI score (p= 0.104). 

 The mean for PHQ-4 score was 4.14 ± 3.63. There 
was no significant difference between acne severity 
and psychological health. (p= 0.425).

 No significant difference between gender and 
dermatology life quality index (p= 0.866), as well as 
psychological health ( p= 0.215). No significant 
difference between ethnic and dermatology life quality 
index (p= 0.208), as well as with psychological health 
( p= 0.792).
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Characteristics N=40 (%)
Gender
Male 
Female

Ethnicity
Malay
Chinese
Indian
Others

Acne severity using Global Acne 
Grading System (GAGS)
Mild
Moderate
Severe

22 (55%)
18 (45%)

27 (67.5%)
7 (17.5%)
3 (7.5%)
3 (7.5%)

21 (52.5%)
17 (42.5%)
2 (5%)

Table 1: Socio-demographic data and clinical 
characteristics of patients  

Table 2: Quality of life and psychological health of 
acne patients

Quality of life and psychological 
health

N=40 (%)

Quality of life measured with 
Dermatology Life Quality Index (DLQI)
No effect
Mild effect
Moderate effect
Very large effect
Extremely large effect

Psychological Health measured using 
Patient Health Questionnaire for 
Depression and Anxiety (PHQ-4)
None
Mild
Moderate
Severe

1 (2.5%)
8 (20%)
15 (37.5%)
15 (37.5%)
1 (2.5%)

16 (40%)
9 (22.5%)
9 (22.5%)
6 (15%)
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INTRODUCTION

There are many types of cutaneous adverse drug reactions (CADR), from mild pruritus to severe life-threatening conditions such as
Stevens-Johnson syndrome (SJS) and toxic epidermal necrolysis (TEN), with significant morbidity and mortality. Awareness of local
epidemiology of CADR may play a vital role in future clinical management protocols.

METHODOLOGY

A retrospective review of all patients referred to the Department of Dermatology of Hospital Tengku Ampuan Afzan (HTAA), Kuantan,
Pahang with CADR from 2013 to 2016 was carried out to determine the epidemiology of CADR in the local population.

DISCUSSION

1. Huang H. Y., et al. Clin & Exp Dermatol 2010; 36: 135-141 2. Choon S. E., et al. Ind J Dermatol Venereol Leprol 2012; 78(6): 734-739 3. Talib N. H., et al. S Afr Fam Pract 2015; 57(4): 227-230 4. Garg H. K., et al. Int J Med
Res Prof 2016; 2(5): 45-49 5. Mokhtari F., et al. J Res Med Sci 2014; 19: 720-5 6. Janardhan B., et al. Int J Res Dermatol 2017; 3(1): 74-78 7. Borch J. E., et al. Acta Derm Venereol 2006; 86: 523-527 8. Zaraa I., et al. Int J
Dermatol 2011; 50: 877-880 9. Lim K. S. et al. Neurol Asia 2008; 13: 15-21 10. Chang C. C., et al. Int J Dermatol 2011; 50: 221-4

RESULTS

Type of CADR (n=62) Culprit Group of Drug

A comparison of clinicoepidemiological studies on CADR in Malaysia and various Asian countries

CONCLUSION

SJS was the commonest CADR encountered in our center, while the commonest culprit drug was allopurinol. Antibiotics as a group
caused the most CADR.

We would like to thank the Director General of Health, Malaysia for permission granted to present this report.
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Rates of CADR among both genders 
and various ethnic groups

No. of new 
patients

N (%)

No. with 
CADR
N (%)

CADR 
rate
(%)

Gender
Male

Female
3567 (48.5)
3786 (51.5)

37 (62.7)
22 (37.3)

1.04
0.58

Ethnicity
Malay

Chinese
Indian

Indigenous

5697 (77.5)
1176 (16.0)

322 (4.4)
158 (2.1)

41 (69.5)
11 (18.6)

3 (5.1)
4 (6.8)

0.72
0.94
0.93
2.53

Total 7353 59 0.80

Stevens-Johnson syndrome

Maculopapular Eruption

Toxic Epidermal Necrolysis

Photodermatitis

Urticaria/Angioedema

Acute Generalized Exanthematous Pustulosis

Exfoliative Dermatitis

Erythema Multiforme

Fixed Drug Eruption

Erythroderma

Drug-related Eosinophilia with Systemic Symptoms

Lichenoid Drug Eruption

Bullous Drug Eruption

Dapsone Hypersensitivity syndrome

No Data

24%

21%

10%
8%

8%

3%

3%

3%

3%

2%
2%

2%
2%

2%

8%

Antibiotics

Allopurinol

Analgesics

Antiepileptics

Antimitotics

Traditional &
Complimentary Medicine

Antiretroviral Therapy

Unknown

Others/Miscellaneous

48%

15%

10%

3%

3%

3%

2% 5%

11%

Huang HY, et al1

(2004-2008)
Shanghai, China

N=734

Choon SE, et al2

(2001-2010)
Johor Bahru, Malaysia

N=362

Talib NH, et al3

(2009-2010)
Kuala Lumpur, Malaysia

N=134

Garg HK, et al4

(2010-2012)
Ajman, UAE

N=43

Mokhtari F, et al5

(2006-2013)
Isfahan, Iran

N=282

Janardhan B, et al6

(2013-2014)
Hyderabad, India

N=481

Our Study
(2013-2016)

Kuantan, Malaysia
N=62

Male:Female ratio 1:1.97 1.14:1 1.1:1 1:1.15 1:1.55 1.78:1 1.68:1

Mean age (years) 43.9 (8-93) 39.6 (1-98) 47.0 (14-91) 30.0 29.48 (0.4-90) 42 (1-64) 47.2 (3-92)

Median latency (days) 7.64±8.32 NA NA 5.63±0.5 NA 4 (1-120) 6

Incidence/
Prevalence (%)

NA Incidence: 0.86 Prevalence: 0.2 NA NA Prevalence: 1.08 Incidence: 0.8

Commonest CADR (%) 1. EM (34.7)
2. Urticaria (26.2)
3. MPE (21.7)

1. MPE (42.3)
2. SJS (24.3)
3. DRESS (9.4)

1. MPE (22.4)
2. SJS (9.7)
3. FDE (8.9)

1. MPE (48.8)
2. Erythroderma 

(18.6)
3. Urticaria (11.7)

1. SJS (31.9)
2. MPE (24.5)
3. TEN (11.0)

1. MPE (35.6)
2. Urticaria (26.2)
3. FDE (17.9)

1. SJS (24.2)
2. MPE (21.0)
3. TEN (9.7)

Commonest Groups of 
Culprit Drugs

1. Antimicrobials 
(48.3)

2. Allopurinol (6.0)

1. Antimicrobials
(40.3)

2. AEDs (22.4)
3. Allopurinol (13.8)

1. Antimicrobials 
(36.6)

2. TCM (17.9)
3. Analgesics (13.4)

1. Antimicrobials 
(48.8)

2. Analgesics (32.5)
3. TCM (4.6)

1. AEDs (51.8)
2. Antimicrobials 

(33.7)
3. Analgesics (5.7)

1. Antimicrobials 
(56.3)

2. NSAIDs (19.5)
3. AEDs (16.6)

1. Antimicrobials 
(48.4)

2. Allopurinol (14.5)
3. Analgesics (9.7)

• A total of 62 CADR involving 59 patients 
were seen among 7,353 new patients, 
yielding an incidence rate of 0.80% (yearly 
CADR rate range: 0.16 – 1.89%)

• The highest CADR rate was seen among 
indigenous peoples

• Two-thirds of patients with CADR were 
between 21 and 60 years old, with a mean 
age of 47.3 years (range: 3 – 92)

• Two patients died, one each from dapsone
hypersensitivity syndrome and TEN, 
resulting in a mortality rate of 3.39%

• More females (80.0%) had SJS than males 
(20.0%), while TEN showed a reverse 
pattern (83.3% males vs 16.7% females)

• Allopurinol was the commonest culprit 
drug causing SJS (7/15) and TEN (2/6)

• Cotrimoxazole and Cloxacillin were the two 
commonest antimicrobials implicated in 
CADR, while the commonest analgesic was 
Celecoxib

• One-third of our patients only took a single 
drug, while the average number of drugs 
taken by a patient was three.

• Severe CADR, namely SJS and TEN, were among the commonest CADRs observed in the Malaysian hospitals above, including ours. 
This could be due to a referral bias, being dermatology referral centers accepting serious CADRs. This could also explain the lower 
CADR rate in our cohort compared to 1.38% and 1.5% of dermatology referrals in Denmark7 and Tunisia8, respectively.

• We now know that there are specific genetic markers for carbamazepine- and phenytoin-induced CADRs9,10, and that these alleleic
markers occur with varying frequency in different ethnic populations. Whether this holds true for the indigenous peoples of the 
state of Pahang resulting in higher CADR rates among them, requires further pharmacogenomic studies.

• Antimicrobials being the predominant culprit group in almost all of the studies above not only reflects the high infectious diseases 
burden in tropical and subtropical Asia, but also serves to remind us of more judicious prescriptions of these agents in the future.

EM: erythema multiforme; MPE: maculopapular exanthem; SJS: Stevens-Johnson syndrome; DRESS: drug-related eosinophilia with systemic symptoms; FDE: fixed drug eruption; TEN: toxic epidermal necrolysis; AEDs: 
anti-epileptic drugs; TCM: traditional and complimentary medicine; NSAIDs: non-steroidal anti-inflammatory drugs; NA: not available
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INTRODUCTION

Fungal infections of the skin is one the most common diseases encountered in dermatology. As a tertiary referral center in the state of
Pahang, we sought to determine the clinicoepidemiology pattern of patients with cutaneous fungal infections.

METHODS

A retrospective review of all cutaneous specimens sent for fungal culture from the Department of Dermatology of Hospital Tengku
Ampuan Afzan (HTAA), Kuantan, Pahang between 2011 to 2016 was carried out to determine the local pattern of cutaneous mycology.

DISCUSSION

• More than half of all samples did not isolate any fungus despite a clinical diagnosis of cutaneous mycosis. This could be due to
several possible factors:

i. a wrong diagnosis of cutaneous mycosis
ii. delayed specimen transportation to the lab; it is recommended that specimens for fungal culture should be transported to

the lab preferably within 2 hours to ensure optimum recovery of fungi1

iii. improper sampling methods without the aid of direct microscopy using potassium hydroxide (KOH) or Wood’s lamp
examination, especially for onychomycosis and superficial mycoses

• Ideally, as described in previous studies, micro-drilling, proximal sampling and subungual curettage2 yield better results than simple
nail clipping for nail fungal cultures. A recent meta-analysis concluded that the accuracy of KOH and cultures was lower compared
to nail biopsy with Periodic Acid-Schiff (PAS)-staining3, something worth considering in patients with recalcitrant onychomycosis.

• For suspected tinea capitis, hair root and scalp skin scraping should be obtained by vigorously rubbing over the erythematous, scaly
or alopecic region with a moistened cotton swab or gently rubbing with a sterile toothbrush4.

• While skin biopsy and tissue culture remains the gold standard in diagnosing subcutaneous and deep fungal infection, occasional
specimens can be difficult to culture either due to low fungal burden or heavy secondary infections, and may require multiple
sampling, subcultures and/or extended incubation5. Furthermore, there may be histopathologic identification of fungal elements
despite skin tissue culture failing to show fungal growth6. As such, future studies may want to look at the discrepancy rate between
both methods of fungal identification.

• We advocate proper prospective studies in the future addressing mycological patterns of cutaneous fungal infection with important
associated factors such as comorbidities, immunosuppression, occupation, social habits and chronic medication usage in addition
to improved sampling techniques.

• The utilization of polymerase chain reaction (PCR) or matrix-assisted laser desorption/ionization time-of-flight mass spectrometry
(MALDI-TOF)7 for a more accurate identification of fungal species should also be considered in future clinicoepidemiological studies.

1. Chaya A. K., et al. Ind J Dermatol Venereol Leprol 2007; 73(3): 2002-2005 2. Shemer A., et al. J Dermatol 2009; 36: 410-414 3. Velasquez-Agudelo V., et al. BMC Infectious Diseases 2017; 17(166): 2-
11 4. Friedlander S. F., et al. Pediatrics 1999; 104(2): 276-279 5. Barros M. B., et al. Clin Microbiol Rev 2011; 24(4): 633-654 6. Gonzalez Santiago T. M., et al. J Am Acad Dermatol 2014; 71: 293-301 7.
Chalupová J., et al. Biotechnol Adv 2013; 1-12

RESULTS

CONCLUSION

The predominant fungi isolated from nail samples were non-dermatophyte molds, whereas samples of skin scraping and hair mainly
isolated dermatophytes. Apart from onychomycosis, both superficial and subcutaneous mycoses of the skin and hair showed a male
preponderance.

We would like to thank the Director General of Health, Malaysia for permission granted to present this report.
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Positive Cultures Nail Skin Scraping Hair Skin Biopsy

Patients
N

Male : Female

Malay
Chinese

Indian
Indigenous

Mean age (years)

135

1 : 1.33

82 (60.7%)
33 (24.4%)
19 (14.1%)

1 (0.7%)

53.5 (2 – 90)

31

1.21 : 1

24 (77.4%)
5 (16.1%)
2 (6.4%)

0

47.9 (2 – 80)

19

1.7 : 1

18 (94.7%)
0
0

1 (5.3%)

8.9 (3 – 28)

8

1.67 : 1

5 (62.5%)
3 (37.5%)

0
0

66.1 (27 – 83)

Samples
N

Commonest 
fungus isolated

150

A. niger: 62 (41.3%)
T. rubrum: 10 (6.7%)

Penicillium sp: 9 (6.0%)

40

M. canis: (6 (15.0%)
T. rubrum: 5 (12.5%)

T. interdigitale: 3 (7.5%)

27

M. canis: 20 (74.1%)
M. audouinii: 5 (18.5%)
E. floccosum: 1 (3.7%)

9

S. schenckii: 3 (33.3%)
C. cladosporioides: 1 (11.1%)

Penicillium sp: 1 (11.1%)

A total of 496 samples from 413 patients were sent, out of which 62.9% were nail clipping, 19.0% skin scraping, 12.9% hair and 5.2%
skin biopsy tissue. Cultures were positive in 226 (45.6%) samples from 193 patients. Overall, non-dermatophyte molds were the
predominant fungus isolated (74.0%), followed by yeasts (14.7%) and dermatophytes (11.3%).

A. niger: Aspergillus niger; T. rubrum: Trichophyton rubrum; T. interdigitale: Trichophyton interdigitale; M. canis: Microsporum canis;  M. audouinii: Microsporum audouinii; E. floccosum: Epidermophyton floccosum; 
S. schenckii: Sporothrix schenckii; C. cladosporioides: Cladosporum cladosporioides

* There is no conflict of interest for all authors *
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Nail

Fingernail

Toenail

Fingernail &
Toenail
Not specified

Skin scraping

Feet

Scalp

Trunk

Groin

Not specified

14%

9%

1%

76%

15%

15%

10%

2%

58%
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Introduction

Naevus sebaceous is a cutaneous hamartoma with 
hyperplasia of the epidermis, sebaceous glands 
and apocrine glands. It usually occurs in the head 
and neck region and is present since birth. Naevus
sebaceous has been well documented to have the 
potential of developing into both benign and 
malignant neoplasms. 18.9% of patients with 
naevus sebaceous have secondary benign 
neoplasms while another 2.5% have malignant 
neoplasms.1 We report a case of 
syringocystadenoma papilleferum (SCAP) arising 
from a naevus sebaceous.

Case Report

A 56-year-old Malay lady with underlying type 2 
diabetes mellitus, hypertension and gout was 
referred to our Dermatology clinic by her local 
government clinic with a lesion over her right 
temporal scalp. This lesion had been present since 
birth but increasing in size with intermittent 
bleeding over the past two months. She was 
initially treated with oral antibiotics and dressings 
without improvement. 

On physical examination, there was a fleshy 
papillomatous exophytic mass measuring 3 cm x 2 
cm over her right temporal scalp with surrounding 
maceration and pus discharge. There was no 
palpable lymphadenopathy. An excisional biopsy 
was performed.

Histopathological examination revealed 
papillomatosis with cystic invaginations extending 
downwards from the epidermis. Numerous papillary 
projections were extending into the lumina of these 
invaginations. The invaginations and papillary 
projections were lined by glandular epithelium 
consisting of an outer layer of small cuboidal cells 
and inner layer of tall columnar cells. Underlying 
apocrine metaplasia was also seen, suggesting the 
presence of a naevus sebaceous.

Figure 1: Fleshy papillomatous mass on temporal 
scalp, measuring 3 x 2 cm

Figure 2: Syringocystadenoma papilliferum (H&E. stain, x4)

Figure 3: Apocrine metaplasia (blue arrow), a feature of 
naevus sebaceous (H&E. stain, x10)

Discussion

SCAP is a hamartoma derived from apocrine eccrine
glands. It is the second commonest benign neoplasm 
arising from a pre-existing naevus sebaceous after 
trichoblastoma.1 However in Taiwan, SCAP is more 
common in patients with naevus sebaceous 
compared to trichoblastoma.2

Katoulis and Bozi have described 3 types of SCAP. 3
Our patient had the first type, namely the plaque type, 
which presents as a hairless lesion on the scalp and 
is often associated with naevus sebaceous. It is 
generally apparent at birth and gradually enlarges 
after puberty. The other types are the linear and 
solitary nodule types. Malignant transformation of 
SCAP to basal cell carcinoma, squamous cell 
carcinoma, or syringocystadenocarcinoma
papilliferum may occur. The treatment options for 
SCAP include surgical excision, Mohs micrographic 
surgery and carbon dioxide laser excision.3 For 
naevus sebaceous, surgical excision may be delayed 
till after adolescence as risk of malignancy is low.4
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Netherton syndrome (NS) is a rare autosomal recessive ichthyosiform disorder characterized by ichthyosis, atopic 
diathesis and hair shaft abnormalities1. Here, we present a family of NS. 
 

 

 
The index case was referred at the age of 13 years for management of erythroderma. He had generalized scaling 
and desquamation since day 3 of life and was follow-up at a district hospital however defaulted review since 10 
years ago. Both his parents were distant cousins. He was refused for schooling because of his skin condition. His 
eldest sister, one aunt (Fig 1b) and two of his uncles had similar skin changes at newborn. However, except his 
aunt, they passed away during early infancy. His family tree is shown in Figure 4. 
 

Clinically his hair was sparse with loss of eyebrow and mild ectropian (Fig 1). He was erythrodermic with 
polycyclic erythematous serpiginous patches with double edge scales at his trunk (Fig 2a). His weight and height 
were below 95% centile. Dermoscopic examination of his hair showed bamboo hair (Fig 2b). Histopathological 
examination of the skin biopsy showed psoriasiform hyperplasia, hyperkeratosis with focal parakeratosis with lack 
of granular layer (Fig 3b and 3c). There was almost absence of lymphoepithelial kazal-type related inhibitor 
(LEKTI) staining at the granular layer the epithelium(Fig 3a). His total Ig E was > 5000 kU/L.The diagnosis of NS 
was made based on clinical signs and symptoms as well as immunofluorescence staining results. 
 

His aunt’s skin biopsy for LEKTI staining is still pending. The index patient’s skin and symptoms improved after 
started acitretin and he plans to start schooling.  

 
 

 

 
Near to one fifth of a study of newborn with erythroderma had NS2. The 
clinical hallmark of NS are non bullous ichthyosiform erythroderma, 
ichthyosis linearis circumflexa (ILC) and hair shaft abnormalities3 which 
include trichorrhexis invaginata (TI). 
 

The challenge of the diagnosis is that the characteristic hair may appear 
late due to delayed hair growth. It is not uncommon for hundreds of hair 
samples to be examined before TI is found. Furthermore ILC is 
intermittent and may not be present during examination.  
 

NS is due to mutation in SPINK5 gene located in chromosome 5q31-32 
which encodes for serine protease inhibitor LEKTI. As a result of loss of 
function of LEKTI, there is increased skin proteolytic activity affecting skin 
barrier function. This syndrome is also associated with metabolic 
disturbance (for example aminoaciduria), immunological disorders and 
growth retardation.  

Netherton syndrome should be considered in any neonate presenting with 
erythroderma or ichthyosis, growth failure and recurrent infection and 
prompt us to look for additional clues. The most important period is the 
neonatal period whereby supportive therapy is the mainstay of treatment 
as mortality is high due to intercurrent infection4. 
  

 

 
 

Conclusion 
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INTRODUCTION

RESULTS

METHODOLOGY

This is a retrospective study on all HIV-infected MSM with syphilis
between 2011 and 2015. Data was collected from five centres which
included Department of Dermatology Hospital Kuala Lumpur; Department
of Dermatology Hospital Sultanah Bahiyah; Department of Dermatology
Hospital Umum Sarawak; Dermatology Unit and Infectious Disease Unit
University Malaya Medical Centre; and Department of Dermatology
Hospital Sungai Buloh.

DISCUSSION

CONCLUSION
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The most common subtype of syphilis among MSM with HIV was latent syphilis. Approximately 43.8% of the patients defaulted after treatment.
About 8.5% failed treatment at 1-year follow up.

Table 1. Demography of 294 HIV seropositive MSM with syphilis

Table 2 Characteristics of Syphilis in 294 HIV-infected MSM

High rates of syphilis have been reported worldwide among men who
have sex with men (MSM). Co-infections between human
immunodeficiency virus (HIV) and other sexually transmitted infections
(STI) are common due to shared routes of sexual transmission. As a
notifiable disease in Malaysia, the data of syphilis among MSM and
among those infected with HIV is lacking. This study aims to describe
the clinical pattern and treatment response of syphilis among HIV-
infected MSM.

• A total of 294 HIV seropositive MSM with the mean age of 31.2
years (range 16-66) were confirmed to have syphilis. Nearly half
(47.6%) were in the age group of 20-29 years. The demography is
shown in Table 1.

• Less than 10% was documented to have substance abuse. Only
about 13% was documented to use condom consistently.

• About a quarter was previously infected with syphilis.
• The most frequent concomitant sexually transmitted infection was

genital wart.
• More than half (55%) were diagnosed to have syphilis and HIV

concurrently.

Characteristics] n=294 p
Type of syphilis Early syphilis

(n=149)
Primary 8 (2.7%) 0.861

(early vs 
late)

Secondary 83 (28.2%)
Early Latent 58 (19.7%)

Late syphilis
(n=145)

Late latent 65 (22.1%)
Latent  of unknown 
duration

72 (24.5%)

Tertiary 8 (2.7%)
Median Pre-treatment 
VDRL/RPR titer (range)

Early syphilis 1:64 (0-1:2048) <0.0001
Late syphilis 1:8 (1:1-1:1024)

Median CD4 count 
(range), cell/μl

Early syphilis 341 (2-998) 0.315
Late syphilis 312 (3-978)

Number of patients with 
CD4 < 200/μl (%)

Early syphilis 30 (20.1%) 0.402
Late syphilis 36 (24.3%)

Type of treatment, n (%) Early syphilis Benzathine penicillin 131 (44.6%) -
Doxycycline 41 (13.9%)
Crystalline penicillin 2 (0.7%)
Procaine penicillin G 3 (1%)

Late syphilis Benzathine penicillin 135 (45.9%)
Doxycycline 11 (3.7%)
Crystalline penicillin 3 (1%) 
Procaine penicillin G 1 (0.3%)
Ceftriaxone 1 (0.3%)

Treatment outcome with serological response Early syphilis

n=149

Late 
syphilis
n=145

Total

n=294
Responded 
to 
treatment 

4-fold drop at 1 year 8 10 18 (6.1%)
Serology non-reactive 15 15 30 (10.2%)
Serofast (1:8 or less) 35 37 72 (24.5%)

Fail treatment 8 6 14 (4.8%)
Four fold drop at 6 months but re-infected 17 11 28 (9.5%)
Treated and
Defaulted

Defaulted right after treatment 36 46 82 (27.9%)
Treated with 4-fold drop at 6 months & defaulted 23 14 37 (12.5%)
Treated with no 4-fold drop at 6 months & 
defaulted

7 3 10 (3.4%)

Died before completed treatment 0 3 3 (1%)

Table 3. The treatment outcomes with serological responses at one year after treatment

Characteristics n=294
Mean age in years (range) 31.2 (16-66)
Age group in years, n (%) <20 10 (3.4%)

20-29 140 (47.6%)
30-39 95 (32.3%)
40-49 37 (12.6%)
50-59 10 (3.4%)
60-69 2 (0.7%)

Ethnicity, n (%) Malay 165 (56.7%)
Chinese 100 (34.0%)
Indian 9 (3.1%)
Bumiputra (Iban, Bidayuh, Bajau, Melanau) 18 (6.1%)
Foreigner (Philippines & Indonesian) 2 (0.7%)

Number with documented substance abuse, n (%) 25 (8.5%)
Number of bisexual, n (%) 75 (25.5%)
Type of partners, n (%) Casual 164 (55.8%)

Steady 96 (32.7%)
Commercial 16 (5.4%)

Number of patients with 2 or more partners in the past 6 months, n (%) 164 (55.8%)
Number with documented consistent use of condom in the past 6 
months, n (%)

39 (13.3%)

Number with previous history of sexually transmitted infections, n (%) 184 (62.6%)
Type of previous
sexually transmitted 
infection (STI),
n (%) 

Syphilis 71 (24.1%)
Gonorrhoea 26 (8.8%)
Genital warts 19 (6.5%)
Herpes genitalis 18 (6.1%)
Hepatitis B 8 (2.7%)
Non-gonococcal urethritis 4 (1.4%)

Number with other concomitant STI, n (%) 80 (27.5%)
Concomitant STI apart 
from syphilis, n (%)

Genital warts 50 (17.0%)
Herpes genitalis 24 (8.2%)
Gonorrhoea 12 (4.1%)
Hepatitis B 10 (3.4%)
Chlamydia 3 (1.0%)
Non-gonococcal urethritis 1 (0.3%)

Median CD4 count (range) 334 (2 – 998)

Author, year Country n % 
MSM

Early syphilis (%) Late syphilis (%) % responded 
to treatment 

at 1 year*
Primary Secondary Early 

latent
Late 

latent
Latent of 
Unknown 
duration

Tertiary

Manavi et al, 200712 UK 129 82 31 21 - - - - 70
48 undetermined stage

Jinno et al, 201313 US 560 96.7 14 26 60 - - - 90.9

Tsai et al, 201414 Taiwan 349 94.9 8.9 55.3 35.8 - - - 67.8

Yang et al, 201415 Taiwan 573 94.1 8.9 57.8 33.3 - - - 70.9

Nishijima et al, 201616 Japan 112# 100 62 unspecified 4 18 - - -

Current study 2017 Malaysia 294 100 2.7 28.2 19.7 22.1 24.5 8 Early syphilis  -
87.9

Overall-89.6

• Syphilis and HIV co-infection has been labelled as a dangerous
duo1,2. Syphilis enhances the risk of contracting HIV infection
and HIV may alter the natural course of syphilis3.

• HIV may result in higher rate of asymptomatic primary syphilis
or more aggressive disease manifestations in early syphilis4,5.
Neurosyphilis may occur more frequently, at a much earlier
stage and progress more rapidly in the presence of HIV
infection6,7. Treatment failure is noted to be higher and
serological cure has been shown to be slower in HIV-infected
patients with syphilis8-10.

• The burden of syphilis among the MSM is known to be
inexplicably high worldwide11.

• The clinical characteristics and treatment outcome of syphilis
among HIV-infected MSM have been described in a few studies
as shown in Table 4. Most papers did not study late syphilis.

Table 4. The characteristics and treatment outcome of syphilis among HIV-infected MSM reported in other countries

* Excluding patients who re-infected with syphilis, defaulted after treatment and died; #-incident syphilis infection

• The characteristics of syphilis and the type of treatment received are
shown in Table 2.

• The number of early and late syphilis in our cohort were almost equal.
However about 2/3 of the patients (66.3%) had latent syphilis. The pre-
treatment non-treponemal antibody titre (VDRL or RPR) for early
syphilis was significantly higher than the late syphilis. The median CD4
counts and the number of patients with CD4 <200/μl in early syphilis
were comparable to late syphilis.

• The treatment outcome is shown in Table 3. Excluding those who were
re-infected and defaulted follow up or died, the rate of treatment
failure were 12.1% and 8.8% for early and late syphilis respectively
(p=0.582).
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• The treatment and the response rate of early syphilis in our cohort were
comparable to other studies.

• Future prospective study is needed to describe the effect of HAART on the
natural history and treatment outcome of syphilis in HIV-infected MSM.
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Prevalence of Co-infection of Gonorrhoea and Non Gonococcal Urethritis 

in Males with Urethral Discharge 
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Majority of males diagnosed with urethritis were heterosexual. Two third of the

urethritis were gonorrhea. About 10% had co-infection with Neisseria

gonorrhoea and Chlamydia trachomatis.

We would like to thank the doctors and allied health personals from GUM clinic for their contribution to this study.  We 
would also like to thank the Director of Health Malaysia for the permission to present the poster

Introduction

Methodology

Dual infection with Neisseria gonorrhoeae and chlamydia has been reported in
several studies worldwide in men presenting with urethral discharge. The rates
of co-infection have been reported to be 1.5-51%5-11. In Malaysia there is limited
data on the prevalence of gonorrhoea, non gonococcal urethritis and its co-
infection. This study aims to determine the demographic characteristics and
behavior traits of men diagnosed to have the above infections.

This is a retrospective study was done at GUM clinic, HKL. All case notes of men
who had presented with urethral discharge and diagnosed to have gonococcal
and non gonococcal urethritis from the year 2011 to 2015 were retrieved and
reviewed.

Results

• There were a total of 307 men who had attended the GUM clinic with urethral
discharge. The demographic data is shown in Table 1.

• The mean age of the patients was 26.4 years(range 16-57). Majority of the
patients (64.5%) were in the age group between 20-29 years.

• About 95% were Malaysian and of these about 80% were Malay.
• Thirty-seven patients (12%) completed their tertiary education.
• There were 24 patients (8%) documented to have substance abuse.
• Majority (78%) were heterosexual. About 36% of patients had 2 or more

partners (range 2-10) 6 months before the symptoms developed.
• The most common cause of urethritis was gonococcal urethritis (66.4%),

followed by non-gonococcal urethritis (NGU; 24.4%).
• Among the NGU, nine were detected to have Chlamydia sp infection (12%).
• Co-infection of Neisseria gonorrhoeae and Chlamydia sp were detected in 28

men (9.1%).
• Seven (2.3%) were HIV seropositive.

Table 1. The demographic data and sexual history of 307 men with urethritis

Characteristics n=307

Mean age in years (range) 26.4 (16-56)

Age group in years (%) <20 37 (%)

20-29 198 (47.8%)

30-39 51 (32.6%)

40-49 11 (12.0%)

50-59 10 (3.4%)

Ethnicity Malay 245 (79.8%)

Chinese 13 (33.7%)

Indian 30 (9.8%)

Bumiputra 3 (1%)

Foreigner 16 (5.2%)

Highest education level Primary 45 (14.7%)

Secondary 222 (72.3%)

Tertiary 37 (12.0%)

Missing data 3 (1.0%)

Employment history Student 43 (14.0%)

Unemployed 26 (8.5%)

Employed 238 (77.5%)

Number with documented substance abuse (%) 24 (7.8%)

Sexual orientation Heterosexual 242 (78.8%)

Bisexual 35 (11.4%)

Homosexual 30 (9.8%)

Type of partners Casual 182 (59.3%)

Steady 92 (30.0%)

Commercial 31 (10.1%)

Number of patients with 2 or more partners in the past 6 months (%) 111 (36.2%)

Number with other concomitant sexually transmitted infections (%) 18 (5.9%)

Concomitant sexually 

transmitted infections apart 

from Urethritis

Syphilis 4 (1.3%)

Genital warts 3 (1.0%)

Herpes genitalis 2 (4.1%)

Hepatitis B 2 (3.4%)

Hepatitis C 1 (0.3%)

Human immunodeficiency virus 7 (2.3%)

Conclusion
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Table 2 . The etiology of urethritis in 307 men with urethral discharge

Age group Neisseria 

gonorrhoea only

N=204

Non gonococcal 

urethritis

N=75

Nisseria

gonorrhoea &

Chlamydia

trachomatis

N=28

Total

N=307

<20 27(8.7%) 4(1.3%) 6(1.9%) 37

20-29 132(28%) 54(8.7%) 12(1.0%) 198

30-39 32(7.8%) 11(2.6%) 8(1.9%) 51

40-49 5(1.0%) 5(1.6%) 1(0.3%) 11

50-59 8(1.6%) 1(0.3%) 1(0.32%) 10

Discussions

Author, year  Countries Age  (yrs) Sexual behaviour NG (%) NGU (%) CT(%) NG and CT
(%)

Sarah et al
20035

UK 22.4 
(mean)

- 3.8 - 8.1 1.5

Khan et al
20056

US 15-16 - 1.3 - 5.9 51

Satyajit et al
20057

UK 20-25 1 partner  43.7%
2 partners  32.3%

≥3 28.7%

- - - 16.1

Donati. et al
20098

Italy 33.7 
(mean)

- - - 74.5 30.1

Barbosa et al
20109

Brazil 26.5
(mean)

1partner 85.4% 18.4 13.1 4.4

Tongtoyai et 
al, 201510

Thailand MSM 4.6 11.6 2.9

Lim et al, 
201511

Singapore 14-19 Heterosexual 
male with STI

33.1 23.6 10.2

Krishnasamy
et al 2017

HKL
Malaysia

26.4
(mean)

> 2 Partners -
36.2%

66.4 24.4 3 9.1

• According to the WHO1, the estimates global incidence of Nisseria gonorrhoea and
Chlamydia trachomatis were 106.1 and 105.7 millions cases respectively in 2008. The
number of reported cases were in increasing trend from the 2005 report for both.

• Nesseria gonorrhoea infection is a notifiable in Malaysia. The incidence of gonorrhoea for
Malaysia was 4.7 per 100,000 population in 20112, increasing over the years to 7.53 per
100,000 in 20153. Nevertheless, NGU is not in the list of notifiable infections in
Malaysia. The rise of incidence of gonorrhoea could be consistent with the global rise or
it could due to the increase in the awareness of notification among the clinicians.

• Non-gonoccocal urethritis (NGU) may be caused by Chlamydia trachomatis, Mycoplasma
sp, Ureaplasma sp and others4. NGU is diagnosed when staining of urethral secretion in
a symptomatic man shows inflammation without gram negative diplococcic. All men who
are confirmed to have NGU need to be tested further for the etiology. However, the
diagnostic tests for Mycoplasma sp and Ureaplasma sp are not available in our setting.

• Co-infection of gonococcal and non-gonococcal urethritis especially Chlamydia
trachomatis has been observed in different countries5-11 as shown in Table 3. The rates of
co-infection were reported to be between 1.5-51%.

• In our cohort of gonococcal urethritis, about 12% was also infected with Chlamydia
trachomatis. This may not justify the policy of epidemiological treatment of chlamydia in
all cases of gonococcal urethritis in Malaysia. Future prospective study is needed to
determine other aetiology of NGU in order to characterize better the rate of co-infection
in this country.

1. WHO 2012. ISBN: 978 92 4 150383 9
2. MOH Malaysia. Health Fact 2012.
3. MOH Malaysia. Health Fact 2015.
4. CDC. MMWR 2015;64:51-52 
5. Sarah et al. Int J STD AIDS 2003;14:109-113
6. Khan et al. Sex Transm Dis 2005;32:255-259
7. Satyajit et al. Int J STD AIDS 2005;16:318-322
8. Donati et al. Eur J Clin Microbiol Infect Dis 2009;28:523-526
9. Barbosa et al. Rev Soc Bras Med Trop 2010;43:500-503
10. Tongtoyai et al. Sex Transm Dis 2015;42:440-449
11. Lim et al. Sex Transm Dis 2015;42:450-456

Table 3 . The reported rate of co-infection of gonococcal and NGU  urethritis in 
different countries

NG – Neisseria gonorrhoea; NGU- non gonococcal urethritis; CT – Chlamydia trachomatis; MSM- man having sex with man; STI – sexually transmitted infections
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70.3 %

27.9 %

1.1 %
0.7 %

1 type of STI

2 types of STIs

3 types of STIs

4 types of STIs

We would like to extend our sincere gratitude to the doctors, allied health personnels from GUM,HKL for their contributions in this study and as well as 
Nooraishah Ngah Saaya for helping to compose the data. We would also like to thank Director General of Heath Malaysia for permission to present this poster. 

The latest WHO update in August 2016 reported more than 1 million
sexually transmitted infections (STIs) acquired every day worldwide.
Each year, there is an estimated 357 million new infections with either 1
of these 4 STIs: chlamydia, gonorrhoea, syphilis and trichomoniasis. HIV
patients are high risk group for STIs. However, data regarding the current
trend of STIs among HIV patients in Malaysia is limited .

BACKGROUND

OBJECTIVE

To describe the pattern of STIs and profile of patients with HIV in GUM
clinic, HKL.

This was a retrospective study carried out from 2011 until 2015 in GUM
clinic, HKL. Case notes of patients with HIV positive were retrieved and
reviewed. Demographic data such as: gender, ethnicity, age, occupation
and sexual orientation were analysed. Clinical presentations and types of
STIs were identified.

ACKNOWLEDGEMENT

RESULTS

CONCLUSION

METHODOLOGY

Figure 4 : Types of syphilis in patients with HIV

Figure 3 : Types of sexually transmitted infections in 

patients with HIV

Based on the data from GUM, HKL, STIs were commonly seen in males
suffering from HIV. Almost half of the patients were in the blue collar
occupation. More than half of the patients were homosexuals. Syphilis
was the commonest type of STI in HIV patients and secondary syphilis
was the most common presentation. It was noted that 29.3% of patients
suffered from 2 or more types of STIs.

Figure 1 : Clinical presentation of sexually transmitted  

infections in 276  HIV seropositive patients 

There were a total of 276 HIV seropositive patients, which were
confirmed to have STIs and have sought treatment at the GUM clinic
between 2011 - 2015. Most of the patients were males (267, 96.7%) and
the remaining were females (3, 3.3%). As for ethnic distribution, the
Malays accounted for 55.8%, followed by Chinese (30.8%), Indians
(8.0%) and 5.4% belong to the other groups. 46.4% of patients’
occupation were blue collar, followed by white collar (21.0%), students
(12.7%) and there were no available data for 19.9%.
The mean age of patients that was diagnosed to have STIs was 31.1 ±
9.9 years. More than half were homosexual (55.8%), followed by
heterosexual (22.1% ) and bisexual (13.8%). There were 147 valid CD4
count and 129 missing data, of which 20.4% patients had a CD4 count of
>500 cells/μL, 55.7% patients with CD4 count between 200-500 cells/μL
and 22.4% patients with CD4 < 200 cells/μL. Almost half of patients
presented with warts (40.1%), with the remaining presenting with rash
(19.6%), ulcer (16.3%), discharge (7.2%) and pruritus (0.4%) (Figure 1).
70.3% patients had 1 type of STI, 27.9% had 2 types of STIs, 1.1% had 3
types of STIs and 0.7 % had 4 types of STIs during the follow up period
of 5 years (Figure 2).
The most common STIs among HIV patients were syphilis (139, 44.2%),
followed by genital wart (95, 34.4%), herpes (31, 11.2%), gonorrhea (9,
3.3%), chlamydia (2, 0.7%), others (17, 6.2%) being non specific
urethritis and chancroid (Figure 3). Among the patients with syphilis, the
most common presentations were secondary syphilis (44.6%), followed
by early latent (23.0%), late latent (12.9%), primary (5%) and tertiary
(2.2%). (Figure 4).

6.2

0.7

3.3

11.2

34.4

44.2

0 10 20 30 40 50

OTHERS

CHLAMYDIA

GONORRHEA

HERPES

GENITAL WART

SYPHILIS

Percentage, %

1.8
14.1

0.4
7.2

16.3

19.6
40.6

0 10 20 30 40 50

NOT AVAILABLE

OTHER

PRURITIS

DISCHARGE

ULCER

RASH

WARTS

Percentage, %

12.2

2.2

12.9

23.0

44.6

5.0

0 10 20 30 40 50

NOT SPECIFIED

TERTIARY SYPHILIS

LATE LATENT…

EARLY LATENT…

SECONDARY SYPHILIS

PRIMARY SYPHILIS

Percentage, %

Figure 2 : Number of concomitant  sexually transmitted  

infections

08
PATTERN OF SEXUALLY TRANSMITTED INFECTIONS (STI) AMONG PATIENTS WITH HIV 

IN GENITOURINARY MEDICINE (GUM) CLINIC, HOSPITAL KUALA LUMPUR (HKL)

Shir Nee Tan, Swee Kuan Heah, Azura Mohd Affandi, Asmah Johar
Department of Dermatology, Hospital Kuala Lumpur



Poster 

No.9

Prevalence of Sexually Transmitted Infections (STI) in 

Genito-Urinary Medicine Clinic (GUM), Hospital Kuala Lumpur

HR Hariyadurai, SR Syed Nong Chek, A Johar
Department of Dermatology, Hospital Kuala Lumpur

BACKGROUND

Efforts by the Ministry of Health and non-governmental organisations (NGOs) has
seen the incidence of human immunodeficiency virus (HIV) on the downtrend.
Nevertheless, the opposite can be said with syphilis and gonorrhea1-3. Earlier age of
sexually debut and lack of sexual education exposure has led to STIs further
spreading to others as patients fail to realise that they are disease carriers resulting
in complications such as infertility and spread of HIV4-5.

OBJECTIVES

To determine the prevalence of reported STIs within the Genitourinary Medicine (GUM)
Clinic, HKL between 2015-2016.

METHODS

This is a retrospective study of patients age more than 10 years attending the GUM Clinic,
HKL between 2015-2016. Data was obtained by reviewing patients’ case notes and further
analysed using SPSS version 18.0.

CONCLUSION

The three commonest STI presented to GUM clinic were genital wart, syphilis and
gonorrhoea.
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Table2: Literature review on the Prevalence of Sexually Transmitted Infections  in other 
regions 
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Figure 2:Sexually Transmitted Infections presented to GUM Clinic Hospital Kuala Lumpur

Table1: Demographic characteristics  GUM Clinic attendees

A total of 1361 patients had attended the clinic of which 1296 (95.2%) diagnosis of STDS
were made. The most common age group attending the clinic are between 20-29. This
consisted 472 (48.3%) males and 182 (47.5%) females.

• Table 1 represents the demographic characteristics of the patients.
• Figure 1 constitutes age group versus type of STIs.
• Figure 2 depicts top 5 STIs in our study. HIV screening was performed in all the patients

presenting to the clinic. There were 129 (9.5%) patients diagnosed with HIV although the
data for the mode of transmission is not available

Figure 1:SexuallyTransmitted Infections  according to Age Group

Region Country Author/Year Number (subjects) Top 5 STI

Asia Thailand Rugpao et al,

1997

195 Chlamydia, gonorrhea, warts, 

molluscum contagiosum,

trichomoniasis

Malaysia Rohani et

al,2002

435 Gonorrhea, syphilis, 

non specific urethritis (NSU), 

Other STDs, Herpes genitalis

Indonesia Hamzah et al,

2009

278 NSU, gonorrhea, warts, 

vulvovaginal candidiasis, 

bartholinitis

Malaysia Hariyadurai et al,

2017

1361 Warts, latent syphilis, 

gonorrhea, 

primary herpes, 

non specific urethritis

WHO Americas, African 

regions, European

regions, Eastern 

Mediterranean, Western 

Pacific, South East Asia

Rowley et al,

2008

Trichomoniasis -276.4 million

Gonorrhea-106.1 million

Chlamydia-105.7 million

Syphilis-10.6 million

Trichomoniasis, gonorrhea, 

chlamydia, syphilis

North 

America

US Satterwhite 2013 19.7 million Warts, Chlamydia, 

Trichomoniasis, 

Gonorrhea, Herpes Genitalis

Characteristics n=1361 %
Gender Male 978 71.9

Female 383 28.1

Mean age in years (range)

Age group in years (%) <20 78 5.7

20-29 654 48.1

30-39 366 26.9

40-49 118 8.7

50-59 84 6.2

60-69 40 2.9

>70 21 1.5

Ethnicity Malay 801 58.9

Chinese 234 17.2

Indian 216 15.9

Others 82 6.0

Foreigner 28 2.1

Sexual orientation Heterosexual 1059 77.8

Bisexual 245 18.0

Homosexual 57 4.2

Source of referrals Government Hospital 586 43.1

Government Clinic 311 22.9

Self referred 209 15.4

General Practioner 116 8.5

Pusat Darah Negara 83 6.1

Emergency Department 39 2.9

Others 17 1.2

Reason for visits Symptomatic 968 71.1

Positive VDRL 176 12.9

Contact 117 8.6

STI Check Up 98 7.2

Negative VDRL 1 0.1

Others 1 0.1

Diagnosis Sexually Transmitted Infections (STIs) 1296 95.2

Non STI 65 4.8

30.2%

21.7%13.8%

11.4%

7.9%

14.9%

Warts

Syphilis

Gonorrhea

Primary Herpes

NSU

Others



Cutaneous manifestations in patients infected with  
Human Immunodeficiency Virus:  An audit in Hospital Kuala Lumpur 

BACKGROUND 

Individuals infected with human immunodeficiency virus (HIV) may 
suffer from various cutaneous diseases.  Local surveillance data 
demonstrate that HIV is still confined within the key populations1, and 
that the prevalence among relatively low risk populations is between 
0.02 to 0.11%2. This audit aims to describe the pattern of cutaneous  
manifestations of patients infected with HIV, whom were referred to 
the Department of Dermatology, Hospital Kuala Lumpur.   

METHODS 

This is a retrospective study on all newly referred HIV-infected patients 
who presented to the Department of Dermatology, Hospital Kuala 
Lumpur in year 2016. Patients case notes were retrieved and reviewed.  

DISCUSSION & CONCLUSION 

• The pattern of HIV transmission in Malaysia has changed 
significantly from primarily via Intravenous Drug-Use (IVDU), to 
transmission via sexual routes.  
• IVDU to sexual transmission ratio declined from 4 in year 2000 to 0.2 

in 2015, owing to efforts made in opioid-replacement therapy and 
needle exchange programme2.  

• However, HIV prevalence among the MSM population has since 
increased2.  

• While the majority of referrals were from outpatient sources, 
low CD4+ counts  complicated with opportunistic infections 
incurred a greater need for inpatient treatment.  

• The types of dermatoses among the HIV infected patients in 
various Asian countries were shown in Table 2. 

• Interestingly, psoriasis was encountered more often than 
seborrheic dermatitis in our cohort similar to an Indian study3. 
The latter being more commonly seen in other similar studies4,6 
along with xerosis.  
• Seborrheic dermatitis in HIV infected patients may be more 

commonly managed by primary care doctors in our setting. 
• Our cohort showed that 9.5% of patients with kaposi sarcoma 

among those with CD4+ counts less than 200 similar to a report 
from Taiwan 
• Lower threshold to perform skin biopsy is advocated 

• Oral candidiasis which is commonly encountered in HIV cohorts 
as demonstrated by other studies in Asia6 (up to 70%), showed a 
much lower prevalence in this study (5.5%).  
• Most patients had received treatment for oral candidiasis at primary 

care, dental clinics as well as from their ID physicians.  

• In conclusion, majority of  HIV infected patients in our cohort 
presented with infective skin diseases, of which, viral causes 
were most frequently encountered.  

• The results of this study, add to the increasing evidence of 
cutaneous manifestations in HIV. Further local studies are 
needed to analyse the evolution of skin disease through the 
different stages of HIV and their treatment outcome.  

RESULTS 

REFERENCES 

• There were a total of 110 new HIV-infected patients referred to us 
with skin diseases. The demographic characteristics are shown in 
Table 1. 

• The mean age of the patients was 33.6 years (range 15-72). Majority 
of the patients (43.6%) were from the 20-29 years age category.  

• About a third (31.8%) of cases were in-patient referrals.  
• Fifty-nine patients (53.6%) were men who had sex with men (MSM).  
• Nine patients (8.2%) were documented to have substance abuse.  
• Majority (59%) had CD4+ counts of more than 200/μL. About 80% of 

in-patient cases had CD4+ counts of less than 200/μL whereas about 
three-quarters of out-patient cases had CD4+ counts of more than 
200/μL. 

• There were 46 patients (41.8%) who were on HAART.  
• A total of 152 skin diagnosis were made. Of these, 103 were infective 

and 49 were non infective diseases.  
• The commonest infection observed was viral infections (52.4%) with 

genital human papilloma virus infection being the most frequently 
encountered.   

• The most common non-infective skin disease was papulosquamous 
disorders such as psoriasis (44.7%) followed by pruritic papular 
eruption of HIV (21.1%).  

• Six patients had severe adverse cutaneous drug reactions i.e. Stevens-
Johnson Syndrome (SJS)/SJS-Toxic Epidermal Necrolysis overlap 
syndrome to Co-trimoxazole, carbamazepine, Akurit-4 and 
levofloxacin.  

Table 1. Demographic Data of 110 HIV infected patients in 2016  
 Characteristics  n = 110 (%) 
 Mean Age in Years (range) 33.62 (15-72)  
 Age (years) 11-20 4 (3.6) 

21-30 51 (46.4) 
31-40 28 (25.5) 
41-50 16 (14.5) 
Above 50 11 (10.0) 

 Gender Male 104 (94.5) 
Female 6 (5.5) 

Sexual Orientation Heterosexual 26 (23.6) 
Homosexual 51 (46.4) 
Bisexual 8 (7.3) 

 Ethnicity Malay 65 (59.1) 
Chinese 32 (29.1) 
Indian 8 (7.3) 
Others 5 (4.5) 

 Concomitant Illness Pulmonary tuberculosis 23 (20.9) 
Fungal infections 7 (6.4) 
Hepatitis B 2 (1.8) 
Hepatitis C 3 (2.7) 
Bipolar Mood Disorder 1 (0.9) 
Asthma 2 (1.8) 
Diabetes mellitus 1 (0.9) 

 Referral Category Inpatient referral 35 (31.8) 
Outpatient referral 75 (68.2) 

Mode of HIV Transmission Heterosexual 26 (23.6) 

Homosexual 51 (46.4) 
Bisexual 8 (7.3) 
IVDU 9 (8.2) 
Blood Transfusion 1 (0.9) 
Not available 15 (13.6) 

Meena Nithianandan, Anisha Bhullar, Suganthi Thevarajah, Min Moon Tang 
Department of  Dermatology, Hospital Kuala Lumpur 
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Figure 1.   CD4+  Count  versus  referral category 

12.2% 

79.6% 

8.2% 

Adverse cutaneous drug reaction
Non-infective dermatoses
Malignancy

Figure 3. Non-Infective causes (n=49) skin lesions among HIV 
infected patients 

We would like to thank all doctors and allied health personnel from the Department of Dermatology, 
Hospital Kuala Lumpur. We would also like to thank the Director of Health Malaysia for the permission 
to present the poster. 

 

Figure 2.   Infective causes  (n=103) skin lesions among HIV infected 
patients 

1. MOH. Malaysia Global AIDS Response Progress Report 2016 
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5. Wiwanitkit V. Int J Dermatol 2004;43: 265-8. 
6. Tzung et al. Kaohsiung J Med Sci 2004;20:216-24 

Country India3 Indonesia4 Thailand5 Taiwan6 Current 

study 

No of Cases (n) 150 121 96 45 110 

Total Diagnosis 

Infective (%) 

Non-Infective (%) 

473 195 322 158 152 

46.5 31.8 32.9 62.0 67.8 

53.5 68.2 67.1 38.0 32.2 

% of CD4+<200 59.3 71.7 37.5 79 38.2 

Table 2.  Cutaneous diseases among HIV infected subjects in 
different Asian countries  

29.1% 

52.4% 

16.5% 
1.9 

Bacterial infections
Viral infections
Fungal infections
Arthropod Infestation

ACKNOWLEDGEMENT 

Non infective  Type (number) 
Inflammatory 
dermatoses 

Psoriasis (15) 
Pruritic papular eruptions in HIV (7) 
Contact dermatitis (4) 
Photodermatitis (4) 
Papular urticaria (1) 
Eosinophilic folliculitis (1) 
Discoid eczema (1) 
Nodular prurigo (1) 
Papular eczema (1) 
Xerosis (1) 
Hydradenitis suppurativa (1) 

Cutaneous 
adverse drug 
reactions 

Severe cutaneous adverse drug 
reactions (6)  
Maculopapular (2) 

Malignancy Kaposi sarcoma (4) 

 Infection Type (number) 
Viral  Genital wart (31) 

Herpes genitalis (11) 
Herpes zoster (6) 
Molluscum contangiosum (2)  
Herpes labialis (1) 
Common wart (1) 
Hairy leukoplakia (1) 

Bacterial Syphilis (20) 
Gonorrhea (4) 
Cellulitis (3) 
Abscess (2)  
Folliculitis (1) 
Lupus Vulgaris  (1) 

Fungal Oral candidiasis (6) 
Penicilliosis (4) 
Histoplasmosis (2) 
Onychomycosis (1) 
Tinea corporis (1) 
Tinea pedis (1) 

Arthropod Scabies (2) 

10 



A retrospective review of patch test results using the European 
Standard series in University Malaya Medical Centre between 

2016 and 2017
Kelvin Shenq Woei Siew1, Zhenli Kwan1, Chin Chwen Ch’ng1, Leng Leng Tan1, Faridah Muhamad2, Norhazah

Halim2, Adrian Sze Wai Yong1

1Division of Dermatology, Department of Medicine, Faculty of Medicine, University of Malaya
2Division of Dermatology, Department of Medicine, University Malaya Medical Centre

Poster 

No.11

Patch test is an essential tool to aid in the diagnosis of  
allergic contact dermatitis, which is characterised by type 
IV hypersensitivity, and used to identify potential 
causative allergens. 

Nickel had the highest frequency of contact 
sensitisation, possibly due to the ubiquitous use of 
nickel in many products, including electronics and 
costume jewellery. This is consistent with previous 
Malaysian, Singaporean and Thai data.1,2 The high 
frequency of contact sensitisation to fragrance and 
Balsam of Peru were consistent with previous 
studies1,2,3 and may be due to leave-on and self-
hygiene products such as perfumes and cosmetics.4,5

Although positive reactions to cobalt are often 
attributed to co-sensitisation with nickel or 
chromium, these associations were not statistically 
significant in our study.

The association between facial involvement and 
contact sensitization to neomycin could be due to the 
use of topical neomycin for various cutaneous
infections and also in eye drop preparations. 
Fragrances may be found not only in cosmetics and 
hygiene products, but also in food, beverages and 
scented detergents used for laundry purposes, thus 
leading to the association between truncal involvement 
and contact sensitization to fragrance mix.

Introduction

Objectives 

To evaluate the frequency of contact sensitisation to 
different allergens among patients who were suspected to 
have allergic contact dermatitis. 

Material and methods

This is a retrospective observational study on contact 
sensitisation using the European Standard Series with the 
allergEAZE™ patch test system conducted in the 
Dermatology clinic between 2016 and 2017. The 
interpretation of outcomes were according to the 
International Contact Dermatitis Research Group (ICDRG) 
recording system. Positive patch test reactions were 
defined as those with +, ++ or +++. Statistical analysis was 
performed using SPSS version 21.0. Frequencies of 
positive patch test reactions were calculated. The 
Pearson’s chi-squared test, or Fisher’s exact test where 
necessary, was performed to evaluate possible 
associations between demographic factors, site of 
involvement and contact sensitisation to allergens. 

Results
A total of 62 subjects (M:F = 1:2.44; median age 44 years) 
were patch-tested and the majority were ethnic Chinese 
(Table 1). 90.3% (n=56) had suspected allergic contact 
dermatitis, 3.2% (n=2) had atopic eczema, 1.6% (n=1) had 
discoid eczema and 4.8% (n=3) had other forms of 
eczema. The most common site of involvement was on the 
face (29.0%, n=18) (Table 1). 

Figure 1: Top five most common sensitising allergens

Characteristics Number of subjects, n (%)

Age group
Adult (18-64 years old)
Geriatric (65 years old and above)

54 (87.1)
8 (12.9)

Gender
Female 
Male

44 (71.0)
18 (29.0)

Ethnicity
Chinese
Malay 
Others
Indian

42 (67.7)
17 (27.4)
2 (3.2)
1 (1.6)

Occupation
Unemployed/retiree
White collar
Student
Homemaker
Blue collar
Not stated

13 (21.0)
11 (17.7)
7 (11.3)
6 (9.7)
2 (3.2)
23 (37.1)

Site of involvement
Face
Hands
Lower limbs
Trunk
Arms or forearms
Lips
Nipples
Neck
Not stated

18 (29.0)
14 (22.6)
11 (17.7)
10 (16.1)
7 (11.3)
4 (6.5)
1 (1.6)
1 (1.6)
12 (19.4)

Discussion
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66.1% (n=41) had reaction to one or more allergens. The  
most common allergens causing contact sensitisation 
are as summarised in Figure 1. 

Table 1: Demographics of study population and site of  involvement

25.8% (n=16) 

16.1% (n=10)
12.9% (n=8) 11.3% (n=7)

9.7% (n=6)

0
2
4
6
8

10
12
14
16
18

Nickel Sulfate 
Hexahydrate 

5%

Fragrance 
mix 8%

Fragrance 
Mix II 14%

Cobalt (II) 
Chloride 

Hexahydrate 
1%

Balsam of 
Peru 25%

The authors have no conflict of interest to declare.

Contact sensitisation to neomycin was associated with 
facial involvement (odds ratio, OR = 12.286, 95% 
confidence interval, 95% CI: [1.266, 119.250]) while 
contact sensitisation to fragrance mix was associated 
with truncal involvement (OR = 5.111, 95% CI: 
[1.113, 23.477]). A history of atopic eczema was 
associated with contact sensitisation to colophony 20% 
(OR = 30.500, 95%CI: [7.805, 119.190]).
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Leprosy and tuberculosis are chronic granulomatous 
diseases. Leprosy has a predilection for the skin and 
peripheral nerves, whereas tuberculosis mainly involves 
the lungs, and occasionally extrapulmonary organs. The 
coexistence of leprosy and cutaneous tuberculosis is 
infrequently reported even in countries where both of 
these diseases are endemic. 
 
 
We described a case of a 30-year-old Indonesian lady 
with a 6 months history of symmetrical polyarthritis 
involving her hands and feet, associated with morning 
stiffness and weight loss. She denied any contact history 
with leprosy or tuberculosis.  
 
On examination, she had multiple ill-defined 
hypoaesthetic, hypopigmented patches over her face (Fig 
1). She also has thickened earlobes with palpable nodules 
over the pinna. There were hypertrophied scars and 
nodules over the axillary and inguinal areas. The deep 
nodules at the inguinal areas had sinus tracts which were 
exuding purulent discharge (Fig 2).There were active 
synovitis over her proximal interphalangeal and 
metacarpophalangeal joints bilaterally, and nail dystrophy 
(Fig 3).Ulnar nerves were thickened bilaterally with no 
evidence of ulnar neuropathy.  
 
 
  
 
 
 
 
 
 
 
 
 

  
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 She was diagnosed to have borderline lepromatous 
leprosy with erythema nodosum leprosum and 
cutaneous tuberculosis (scrofuloderma). WHO 
Multidrug therapy (MDT), antituberculous treatment 
and oral prednisolone for treatment of erythema 
nodosum leprosum, were given. She received blood 
transfusion and hematinics for iron deficiency anemia.  
 
During the clinic reviews, her joint symptoms have 
resolved and her skin lesions have healed with 
hypertrophic scars.  
 
 
 
Musculoskeletal involvement is the third most common 
clinical presentation of leprosy1. Joint involvement can 
be due to lepra reaction, direct infiltration of the 
synovium by Mycobacterium leprae or Charcot’s 
neuropathy.2 Among the five subtypes, lepromatous 
leprosy is most commonly associated with arthritis and 
involvement is polyarticular in nature3.  
  
Numerous reviews have reported coinfection of leprosy 
and pulmonary tuberculosis in patients where both of 
these diseases are endemic. This is postulated to be 
due to a mycobacterial genera-specific anergy that 
predisposes an individual to both mycobacterial 
infections4. However, coinfection of leprosy and 
cutaneous tuberculosis is rarely reported.  
  
We need to consider leprosy in patients presenting with 
rheumatic manifestations and the possibility of 
coinfection with tuberculosis in endemic areas. Delay in 
diagnosis and treatment may lead to permanent nerve 
damage or physical deformities. With coinfection, we 
need to avoid monotherapy treatment of tuberculosis 
which may lead to rifampicin resistant tuberculosis. 
 
 
 
1. Paira S.O, Roverano S. The rheumatic 
manifestations of leprosy. Clin Rheumatol. 1991; 10: 
274-276 
2. Alam F et al. Case of arthritis secondary to leprosy. 
Springerplus 2014 Dec 15;3:732 
3. Pereira H.L, Ribeiro S.L, Pennini S.N, Sato E.I. 
Leprosy-related joint involvement. Clin Rheumatol. 
2009; 28: 79-84 
4.Rajagopala S, Devaraj U, D’Souza G, V Aithal V. Co-
Infection with M. tuberculosis and M. leprae-Case 
Report and Systematic Review. J Mycobac Dis. 2012; 
2:118 
 
 
 

Laboratory investigation showed microcytic hypochromic 
anemia (haemoglobin 5.7g/dL) and elevated C-reactive 
protein. White cell count, platelet, renal and liver profile 
were normal. Antinuclear antibodies and anti-cyclic 
citrullinated peptide antibodies were negative, with a low 
titre (1:8) of rheumatoid factor. Chest and hand 
radiographs were normal. HIV status was negative. 
 
Slit skin smear showed BI 4 and MI 0. Histopathology of 
the earlobes and inguinal nodule revealed macrophage 
granuloma (Fig 4, 5) Additionally, the inguinal nodule also 
had epithelioid granuloma with chronic inflammatory 
infiltrates (Fig 5). Wade Fite stain of both samples showed 
abundant acid fast bacilli  (Fig 7). Mycobacterium 
tuberculosis culture of the inguinal nodule grew acid fast 
bacilli but was insufficient for further testing.  
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Figure 1: Multiple erythematous papules with

hemorrhagic crusts and erosion scattered over the

anterior abdominal and chest wall

Figure 2A: Neoplastic

cells infiltrating in the

dermis dispersedly.

(Magnification X40, H&E

stain)

Figure 2B: Large

irregular neoplastic cells

with abundant

cytoplasm, indistinct

cell membranes and well

demarcated lobulated

nuclei seen.

(Magnification X100,

H&E stain)

INTRODUCTION

On admission to the pediatric department, renal profile, liver
function test, urinalysis, biohazard screening, chest and skull X-ray
were normal, except for depressed hemoglobin of 7.8 g/dl and
platelet of 43 uL, elevated white cell count of 13.8 uL and lactate
dehydrogenase of 593 uL. Blood for culture and sensitivity showed
Staphylococcus infection with a body temperature of 38.50C.
Treatment was initiated with syrup Cloxacillin and intravenous C-
penicillin.

A 3mm diagnostic punch biopsy from the abdomen was obtained.
Microscopically, sections were stained with hematoxylin and eosin
showed ulcerated epidermal surface replaced by inflammatory debris
and degenerating polymorphs. The upper dermis, there are
aggregates of histiocytic cells with round to lobulated nuclei,
inconspicuous nucleoli and pale eosinophilic cytoplasm (Figure 2).
Mitosis are frequent up to 4/HPF. The cells are positive for CD1a and
S100 stain (Figure 3). A diagnosis of LCH with multi-system
involvement was confirmed. The pediatric team started the patient
with metylprednisolone with topical application of bethamethasone
cream 0.05% to the skin and 1% cetrimide solution was used for
bathing. The lesions subsequently dried up and improved within few
weeks.

Langerhans cell histiocytosis (LCH) is an idiopathic, rare
disorder which is characterized by primary infiltration and
accumulation of histiocytes in various tissue organs.1 The Histiocyte
Society clinically classifies LCH into single and multi-system, where
single-system involves one organ, usually the bone, skin, lymph node,
lungs, thyroid or pituitary gland and multi-system with two or more
organ involvement, which can be with or without risk organs involved.
The liver, spleen, lungs and bone marrow are considered high risk
organs as associated mortality rates are high in those who do not
respond to treatment.2 Here we describe a case of an infant with
multi-system LCH presenting with anemia, thrombocytopenia,
hepatosplenomegaly, together with an infection.

REFERENCES

DISSCUSSION

The initial manifestation of LCH is often the cutaneous
histiocytosis, which may mimic chronic dermatitis. However, high
index of suspicion should be raised when the use of conventional
topical creams becomes a failure. The incidence of LCH is rare with an
estimate of 2 to 5 cases per million populations with a male
predominance and most common in children aged 1 to 4 years.3 The
etiology is unclear with a neoplasm versus inflammatory disorder
which is often debated. Mutation of oncogenic BRAF V600E indicates
a neoplastic disorder while the participation of proinflammatory
chemokines in LCH suggests a reactive disorder.4

Treatment varies according to disease extension, sites and number
of lesion. It is aimed to increase survival rate and prevent late
sequelae.3, 4 Single system skin diseases is often self-limiting, which
do not require any therapy; however topical corticosteroid may be
used. Local nitrogen mustard application and PUVA are utilized as
second-line.1 Multi-system diseases are treated with systemic
prednisolone, chemotherapy such as vinblastine, methotrexate and 6-
mercaptopurine.3 Progressive disease with risk organ involvement
who does not respond to first-line treatment, a salvage therapy with
combination of Ara-C and cladribine or clofarabine, single agent
should be considered.4 The prognosis depends on age of onset,
extent of disease and vital organ failure.3

CASE REPORT

A female infant at 3 months of age, born at term with a birth
weight of 2.55kg was referred from primary care for multiple visits of
generalized rash for the past 1 month, which was worsening after
treatment of various topical creams. Before transfer to the tertiary
centre, patient had blood transfusion due to low hemoglobin level of
5.7g/dl and treated for infection. The lesions were pruritic
erythematous papules, which later became crusted, eroded and some
forming pustules (Figure 1). The rash started over the scalp, spreading
to the upper limbs, trunk and lower limbs, which involved the palms,
soles and lower gum. The child was clinically pale with a palpable liver
and spleen. Patient had a history of admission to the hospital for
atypical pneumonia previously. Furthermore, there was no history of
consanguineous marriage or family history of similar condition. A
differential diagnosis of LCH, acrodermatitis enteropathica, leukemia
cutis and scabies were made.

1.Satter EK, High WA. Langerhans cell histiocytosis: a review of the
current recommendations of the Histiocyte Society. Pediatric
dermatology. 2008 May 1; 25(3):291-5.

2. Histiocyte Society. Langerhans cell histiocytosis: evaluation and
treatment guidelines, 2009 April 15. Available from URL:
http://www.histiocytesociety.org/document.doc?id=290.

3. Hu S, Wang W, Wang C, Ma R, Xiao Z, Dong H. Langerhans cell
histiocytosis presenting as a multi‐system disorder in an infant.
International journal of dermatology. 2012 Jun 1; 51(6):709-12.

4. Morimoto A, Oh Y, Shioda Y, Kudo K, Imamura T. Recent advances in
Langerhans cell histiocytosis. Pediatrics International. 2014 Aug 1;
56(4):451-61.
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A TWO-YEAR RETROSPECTIVE STUDY OF 

CONTACT DERMATITIS TO COSMETICS IN 

PUBLIC HOSPITAL
Ong Sai Beng, Rohna Ridzwan

Department of Dermatology, Selayang Hospital, Malaysia

Methodology
This is a retrospective observational study of patients who 
presented to Dermatology clinic at Selayang Hospital with 
facial dermatitis with or without involvement of other part of 
the body and with positive patch test to preservative, 
fragrance and/or metal allergen between year 2015 and 
2016. These sensitizers were obtained from the Standard 
European series and additional series from 
Chemotechnique Diagnostics® (Fragrance, Metal, 
Cosmetic, Dental series) while Preservative series was 
from AllergEAZE®. Parameters studied include 
demography and patch test positive allergens. Patients 
who had developed angry back syndrome will be excluded 
from the analysis. Angry back syndrome is defined as more 
than 5 patch test positive allergen s in one particular series

Result
125 patients were studied with male to female ratio of 1:2. The age ranges from 7 to 77 years old with mean age of 41. 
We noted 44% of sensitizers detected are preservative, where 37% and 19% for fragrance and metal respectively. In 
this study we also look at allergens positive in lips dermatitis. Total of 18 patients with lips dermatitis with male to 
female ratio of 1:8. 
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Common Allergen in Lip Dermatitis

PreservativeMetalFragrance

Discussions
The commonest preservative in cosmetic induced contact allergic is Kathon CG which is also noted in other Asian 
countries, Europe and America. Cosmetic allergy to arbitol and gallate (preservatives) are documented in the Asian 
countries only .Cosmetic contact dermatitis to Iodopropynyl butylcarbamate is in an uprising trend and it is noted in 
Europe and this study.

In Selayang Hospital, individual fragrance allergen that causes cosmetic allergy were identified due to the availability of 
Fragrance series. In other Asian country, only Fragrance Mix I is documented.

Heavy metal such as chrome, lead or palladium are not suppose to be present in the cosmetics. But during the 
production of cosmetic product, these heavy metals might be produced as part of a by-product due to impurities in the 
raw materials. There are multiple chemistry papers that reported trace of heavy metals in cosmetics such as eyeliners, 
lipstick, powder and others. In this study, metal allergen in cosmetic  induced 
contact allergic dermatitis was also detected from patch test.

In this retrospective study we were able to identified the contact allergens but unable to confirm the sources. Future 
prospective patch test study on patient’s own product is preferable to identify the sources of the allergens.

Conclusion
For all patient with suspected cosmetic dermatitis, we suggest patch test is perform with additional preservative, 
fragrance and metal series in addition to individual sensitizer from patient’s own products.

Common Allergen in Facial Dermatitis
Number of patients

Number of patients

Figure 2. Top 10 allergens in lip dermatitisFigure 1. Top allergens in cosmetic induce contact

PreservativeMetalFragrance

Introduction
Cosmetics are products intended to be used on the skin, 
teeth and oral cavity for cleaning, perfuming, changing 
their appearance, and/or correcting body odours, and/or 
protecting or keeping them in good condition. Hence 
cosmetics include make-up and personal care products. 
There have been an increase in incidence of contact 
allergic dermatitis to cosmetics for the past decade. It 
not only affect the patient’s psychologically in social 
activities but also will reduce the productivity due to 
absent from work.

Objective of this study is to determine the common 
cosmetic allergens in this region.



Antibiotic Resistance Pattern of Neisseria Gonorrhoeae at the Genitourinary

Medicine Clinic, Hospital Kuala Lumpur (2011-2015)
Meena Nithianandan, Azura Mohd Affandi

Department of Dermatology, Hospital Kuala Lumpur, Kuala Lumpur, Malaysia

In the era of super-bugs, there is a need to monitor antibiotic resistance patterns.
Due to the emergence of antimicrobial resistance worldwide, local antibiotic
resistance patterns should be monitored periodically to alert early intervention.
This audit was conducted to analyse the antibiotic resistance patterns among the
gonococcal urethritis cases that presented to the GUM Clinic, HKL.

INTRODUCTION

This is a retrospective study on the antibiotic resistance patterns based on 370
culture-positive gonorrhoea obtained from urethral swab samples sent between
2011 and 2015. Antimicrobial susceptibility testing by standard disc diffusion
method was performed to detect sensitivity to penicillin, tetracycline,
ciprofloxacin, cefuroxime, azithromycin and ceftriaxone. All data was obtained
from patient records.

CONCLUSION

REFERENCES

A total of 370 positive culture isolates of N.gonorrhoeae (new and recurrent)
from 2011 to 2015 were reviewed. Highest level of resistance detected was to
azithromycin 100% (64/64) followed by tetracycline 82.8% (293/354).
Resistance to penicillin was noted in 60.9% (224/368) of all isolates. Both
penicillin and tetracycline showed a decreasing resistance trend from 2011-
2015. The third commonest antibiotic resistance was to ciprofloxacin at 46.5%
(158/340), followed by cefuroxime 2.7% (6/219). Resistance to ceftriaxone was
0.8% (3/364), although reviews previously in 2001-2005 showed no
resistance1. The results were compared to data obtained from the Gonococcal
Resistance to Antimicrobials Surveillance Programme (GRASP)3.

High rates of resistance to Penicillin and Tetracycline have been
documented in HKL and in the Western Pacific region. Within 10 years, a
marked increase in Ciprofloxacin resistance (10% to 46.5%) is evident.
Resistance to Cefuroxime and Ceftriaxone was discovered, not found in
the previous study. In view of the comparative susceptibility profile of
Cefuroxime, further studies should be carried out within the region to
document its possible use against Neisseria sp. Ceftriaxone remains the
first line antimicrobial in treating Gonorrhoea at HKL.

RESULTS

METHODOLOGY

Table 1: Demographic Characteristics of GUM Clinic HKL Patients

Variables
(n = 98)

n %
Age (years):

11-20 24 24.5
21-30 57 58.2
31-40 13 13.3
41-50 0 0.0

Above 50 4 4.1
Mean ± SD 

(Range)
25.70 ±7.89

(15,56)
Ethnicity:

Malay 82 83.7
Chinese 0 0.0
Indian 9 9.2
Others 7 7.1

Clinic Visit: 
1 89 90.8

2-3 4 4.1
>3 0 0.0

Orientation:
Bisexual 11 11.2

Heterosexual 72 73.5
Homosexual 14 14.3

unknown 1 1.0
HIV status: 

Positive 5 5.1
Negative 91 92.9
Unknown 2 2.0
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Figure 1: Overall Antibiotic Susceptibility for Neisseria gonorrhoeae (2011-2015, HKL)
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Figure 2:  Antibiotic Resistance Pattern for Neisseria gonorrhoeae (2011-2015)

1. Affandi AM, Gangaram HB, Hussein SH. Antibiotic Resistance Pattern
of Neisseria gonorrhoeae in Hospital Kuala Lumpur, Malaysia (2001-
2005).

2. World Health Organization. Baseline report on global sexually
transmitted infection surveillance. Geneva: WHO. 2012.

3. Public Health England: Gonococcal Resistance to Antimicrobials
Surveillance Programme (GRASP) 2013 Report.

Year/Antibiotics 2011 2012 2013 2014 2015
Overall 

(5 years)

Penicillin
82.2%

(83/101)
53.4%

(55/103)
54.9%

(28/51)
49.1%

(28/57)
53.6%

(30/56)
60.9%

224/368

Tetracycline
87.1%

(88/101)
86.0%

(80/93)
80.9%

(38/47)
63.2%

(36/57)
91.1%

(51/56)
82.8%

293/354

Ciprofloxacin
10.0%

(10/100)
70.5%

(67/95)
67.4%

(29/43)
39.2%

(20/51)
62.7%

(32/51)
46.5%

158/340

Cefuroxime ND
1.5%

(1/68)
2.2%

(1/46)
0%

(0/55)
8.0%

(4/50)
2.7%
6/219

Azithromycin
100%

(64/64)
ND ND ND ND

100%
64/64

Ceftriaxone
0%

(0/100)
0%

(0/103)
5.8%

(3/52)
0%

(0/55)
0%

(0/54)
0.8%
3/364

Table 2:  Summary of antibiotic resistance patterns of N.gonorrhoeae (2011-2015)  in HKL

Antibiotic 
%Resistance

Penicillin Tetracycline Ciprofloxacin Cefuroxime Azithromycin Ceftriaxone

HKL
(2011-2015)

(n = 370)
60.9 82.8 46.5 2.7 100.0 0.8

1HKL
(2001-2005)

(n = 416)
64.4 86.8 10.4 0 N/A 0

3England & 
Wales

(n= 1568 )
22.6 82.8 37.3 N/A 1.0 0.0

2Singapore
(n= 86)

N/A N/A 10.0 N/A 0 0.0

2Philippines
(n= 160 )

N/A N/A 74.4 N/A N/A 0.0

2Thailand
(n=720)

N/A N/A 97.6 N/A N/A 19.9

2Australia
(n=3220 )

N/A N/A 34.7 N/A <1.0 2.0

2China
(n= 1026 )

N/A N/A 100.0 N/A N/A 36.9

Table 3: Comparison of N.gonorrhoeae Antibiotic Resistance Patterns in HKL with other Countries

3GRASP (England & Wales) – 2014
N/A - not available

1Affandi AM et al.HKL - 2005
2WHO (Global Report) - 2012

Pe
rc

en
ta

ge
Pe

rc
en

ta
ge

15



POSITIVE	PATCH	TEST	TO	COPPER	
SULPHATE	AND	COPPER	OXIDE,		IS	

THERE	ANY	RELEVANCE?
Nasuha	R1,	Salwa R1,		Teoh	TY1,	Rohna	R1,	Wan	Syameen	Afira	WA2	

1Dermatology	of	Department,	Hospital	Selayang	2UITM

Copper is a metal that is commonly used in coin, jewelry, plumbing, dental applications, ceramic glazes,
electrical wires, intrauterine contraceptive devices (IUDs) and pesticide. Allergic contact dermatitis to
copper is a type IV hypersensitivity reaction and is infrequently reported although humans are widely
exposed to copper on the skin. Positive patch test to copper sulphate and copper oxide is controversial in its
significance.
Therefore, through this study, we seek to assess the prevalence of allergic contact dermatitis to copper
based on our local patch test data and to investigate the most probable sources of copper allergy among
our patients.

INTRODUCTION

This is a cross sectional study involving patients had
positive patch test to copper sulphate and copper oxide
between January 2015 until December 2016. Parameters
studied include patient’s demography and site of
dermatitis. Patients from year 2016 with cheilitis were
called back to answer the questionnaire to determine the
possible source of exposure to copper.

METHODOLOGY

RESULTS
There were 21 patients aged between 19 to 55 years old
with positive patch test to copper sulphate and copper
oxide with a female preponderance.
Nine patients had cheilitis, while 6 (67%) of them were
able to provide relevant history suggesting contact
dermatitis to copper containing food, personal care
products and cosmetics.

Copper is a known weak sensitizer as compared to other
metal compounds, yet it is relevant in some patients,
especially those with cheilitis. Our findings should be
considered exploratory and hypothesis generating. A
larger trial with an extended follow-up period would be
ideal to prove a causal relationship between copper and
certain cases of allergic contact dermatitis.

CONCLUSION

REFERENCES
1..Zug KA, Kornik R, Belsito DV, et al. Patch-testing north american lip dermatitis patients:
data from the North American Contact Dermatitis Group, 2001 to 2004. Dermatitis.
2008;19(4):202-208.
2.Strauss RM, Orton DI.Allergic contact cheili- tis in the United Kingdom: retrospective
study. Am J Contact Dermat. 2003;14(2):75-77.
Zoli V, Silvani S, Vincenzi C, Tosti A. Allergic contact cheilitis. Contact Dermatitis.
2006;54(5):296-297.
3.Lim SW, Goh CL. Epidemiology of eczematous cheilitis at a tertiary dermatological referral
centre inSingapore. ContactDermatitis. 2000;43(6):322-326.
4.Jun Ma.Nancy M. Betts.Zinc and Copper Intakes and Their Major Food Sources for Older
Adults in the 1994–96 Continuing Survey of Food Intakes by Individuals (CSFII).Journal of
Nutrition.2000: 2838-2843
5. VilaplanaJ,RomagueraC. New developments in jewellery and dental materials. Contact
Dermatitis 1998: 39: 55–57.
6.Ali Sani, Maryam Bello Gaya et al , Determination of some heavy metals in selected
cosmetic products sold in KanoMetropolis, Nigeria . Toxicology Reports 3 (2016) 866–869 .

SOURCES

MALE
38%

FEMALE
62%

GENDER

MALE FEMALE

Products	 Case	Reported

Pineapple 2

Noodle 2

Chocolate	 2

Sunflower	seed 1

Lipstick	/lip	gloss 2

toothpaste 3

Dental filling 1

Dental	braces 1

DISCUSSION
In 2015, we noted copper sulphate to be the 12th most
common sensitizers among our patients. We further looked
into specific sites involved and noted 42% of our patients
with positive patch testing to copper had chelitis.
Allergic contact chelitis has usually been described to be
secondary to fragrance mix, balsam of Peru, nickel sulphate,
sodium gold thiosulfate and neomycin sulphate as reported
by The North American Contact Dermatitis Group (NACDG)1

and groups from the United Kingdom2, Italy3 and Singapore4.
A study on Zinc and Copper Intakes showed that certain food
groups such as nuts and seeds, legumes, potato and potato
products, beef, pasta, pasta dishes and chocolate have high
content of copper. Pineapple is also a very good source of
copper.
Copper is also commonly and increasingly used in dental
applications in concentrations of 5% to almost 100%7.
Another study in Nigeria showed that copper ranked third
behind manganese and nickel in terms of the highest
concentration of the heavy metals analysed in cosmetic
products8. Interestingly 67% of our patients were able to
identify food, dental and personal care products as a cause
of their cheilitis which contains copper.
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Drug Reaction with Eosinohpilia and Systemic (DRESS). A  4-year  
retrospective study from Selayang Hospital, Malaysia

Sharifah FSNM,  Teoh TY, Rohna R, Ng HW  
Department Dermatology Selayang Hospital, Selangor, Malaysia

Introduction
DRESS (Drug reaction with eosinophilia and systemic syndrome), also known as Drug induced hypersensitivity syndrome
(DIHS) is a severe cutaneous adverse reaction (SCAR), and carries a mortality rate of up to 10%.
• It is characterized by fever, skin rash, lymphadenopathy and multi-organ involvement. Diagnosis is based on Naranjeet’s

criteria. The onset of symptoms usually occurs 2-12 weeks after drug ingestion which is delayed when compared to other
types of drug reactions.

Methodology: This is a retrospective study. All patients’ medical records with the diagnosis of DRESS from year 2013 to

2016 in Selayang Hospital were retrieved and included in this study. Parameters studied included demography, clinical

presentation, laboratory results and patients’ outcome.

Result: There were 34 patient were included in this study, from 2013 till December 2016. (male 26 , female 8) .Majority

were Malays (64.7%) followed by Chinese (29%).Their age ranged between 20-90 years old. Majority (97%) of patient

presented with macular papular rash ((Figure 1) as well as hyper eosinophilia. The rashes could be seen as early as 2 days

after starting the culprit drug. The commonest drug is phenytoin (Figure 2). The culprit drug that causes death were

allopurinol, duramine and akurit-4. The anti-TB medications, and duramine have higher latency time (range 28 – 60 days).

17 

Roujeau and Stern7

Walsh S Chen YC Wongkitisophon Voo SYM

Et al 
Present study

et al10 et al1 et al12

Number of patients - 27 60 27 22 34

Most frequent drug Anticonvulsant Anticonvulsant Allopurinol Phenytoin Allopurinol Phenytoin

Fever (%) 87 100 87 88.9

10=29.41%

Most frequent rash Exanthem
Urticated papular 

exanthem
Exanthem Macular papular Macular papular Macularpapular

Facial edema (%) - 85.1 - 74.1 11.76%

Lymphadenopathy (%) 75 88 31 22.2 77.30%
8.82%

Eosinophilia (%) 30 93 52 70.4 91.42%
33=97.1%

Hepatic involvement (%) 51 100 80 96.3 90.90%

13= 38.23%

Renal involvement (%) 11 7 40 7.4 22.70%
35.29%

Mortality (%) 10 11 10 3.7 22.70%
4=11.76%

Discussion

This study was conducted as a follow up study by Voo SYM in 2014 (poster presentation) who looked at DRESS cases in

Selayang Hospital from 2006-2012. In the first study, we noted a high mortality rate which we thought was due to late

presentation and also misdiagnosis. A series of awareness activity was carried out to educate healthcare professionals in our

hospital and also healthcare centres around Selayang Hospital.

In our study, we noted a decrease of mortality rate to 11.76% from 22.7% from the previous study. This mortality rate is still

higher compared to other studies. All 4 death in our study was due to liver failure, 2 patients were actually referred from other

medical centres to hepatology department which is the national referral centre for hepatology with severe liver impairment.

Interestingly, our current finding noted there is a decrease in the incidence of hepatitis in our DRESS patient while an increase in

renal impairment. We are unsure of the reason for this phenomenon. due to poor documentation and lack of awareness

Facial oedema and lymphadenopathy has been noted to be a prominent feature in DRESS. However, in our study, the number of

patient with these feature is low probably awareness of these signs in medical officers. Reference from other study are shown in

tablet 1 .

The most common causative drug for DRESS in our study differs from Voo SYM could be due to the awareness of allopurinol

being a highly sensitized drug in causing multiple severe cutaneous adverse drug reaction and the cautious use of it. On top of

that, ministry of health Malaysia has also made allopurinol a controlled drug to be prescribed only by specialist.

Figure 1 Clinical features of DRESS

Conclusion
DRESS training is important to extent to health care beyond our hospital to increase the awareness and further reduction in

DRESS complication.

Table 1  previous and current studies :Roujeau and Stern, Walsh S , Chen YC , Wongkitisophon, Voo SYM

Figure 2 Drug causes DRESS



The difference of sensitization detection rates by routinely patch-testing 
1,3-Diphenylguanidine, N-Cyclohexyl-N-phenyl-4-phenylenediamine, 

N-Cyclohexylthiophthalimide and Ylang Ylang Oil in addition to 
European Baseline Series in Hospital Selayang 

Fei Yin Ng1, Min Moon Tang1, Asmah Johar1, Rohna Ridzwan2

1Department of Dermatology Hospital Kuala Lumpur
2Department of Dermatology, Hospital Selayang

INTRODUCTION

RESULT

METHODOLOGY

European Baseline Series(EBS) is used in most Dermatology Centres in
Malaysia in the assessment of allergic contact dermatitis. This study aims
to assess the difference of sensitization detection rates by routinely
patch-testing 1,3-Diphenylguanidine(DPG), N-Cyclohexyl-N-phenyl-4-
phenylenediamine(CPPD), N-Cyclohexylthiophthalimide(N-CHTP), and
Ylang-ylang oil in addition to the EBS.

This is a prospective study done in the Department of Dermatology
Hospital Selayang between July 2015 and December 2016. All patients
scheduled for patch tests were routinely patch-tested with the 4
additional allergens along with the EBS.

• A total of 292 patients were recruited with majority females(59.6%).
• The median age was 41 years.
• The overall sensitization rate was 67.1% using EBS and it increased to

70.5% with the addition of the 4 allergens.
• The 10 most common sensitizing allergens were shown in Table 2.

Among these, females were more sensitized to nickel, fragrance mix I,
textile dye mix, DGP and Methylisothiozolinone. Males were more
sensitized to nickel, textile dye mix, paraben mix, DPG and Balsam of
Peru.

• Rubber sensitization detection rate was significantly increased with
the addition of DPG(from 23.1% to 76.9%, p<0.00001). The addition
of CPPD and N-CHTP improved the detection of rubber sensitization
by 4.6%.

• The addition of Ylang-ylang improved the detection of fragrance
sensitization by 6.5%.

• The allergens with the low sensitization rates < 1.0% were lyral (0.7%),
mercapto mix (0.7%), primin (0.7%), budesonide (0.3%) and N-
Isopropyl-N-phenyl-4-phenylenediamine (0.3%).

DISCUSSION

CONCLUSION

REFERENCES ACKNOWLEDGEMENT

The sensitization detection rate was improved slightly with addition of the
4 allergens. The routine patch-testing of DPG along with EBS improved the
detection rate of rubber allergy significantly. Larger muticentre studies are
required to provide more data to reflect the prevalence of DPG allergy
within the nation.

We would like to thank the 
Director General of Health, 
Malaysia for permission to 
present this study.

• Although previous data showed that the sensitization rate of these 4
allergens were high in the same center between 2011-2013, their
sensitization rate in the current cohort became significantly lower for
CPPD(3.9% vs 1.4%; p=0.047) and ylang-ylang (14.6% vs 3.4%,
p=0.00002); insignificantly lower for N-CHTP (3.6% vs 1.4%, p=0.064).
The sensitization of DPG remained high (11.1% vs 10.6%, p=0.824).

• In the process of manufacturing rubber products, 1,3
Diphenylguanidine is an important rubber accelerator, while N-
(Cyclohexylthio)phthalimide functions as a retarder and N-Cyclohexyl-
N-phenyl-4-phenylenediamine plays its role as an antidegradant1.

• The prevalence of diphenylguanidine allergy had been gradually rising.
Most cases have been reported with exposure to synthetic gloves2.

• An 8-year retrospective review on patch test using rubber allergens
demonstrated that the positive rate of reaction to diphenylguanidine
ranged from 1% to 7.5%3. The rate of sensitisation to N-
(Cyclohexylthio)phthalimide (5.2%) and N-Cyclohexyl-N-phenyl-4-
phenylenediamine (1.3%) was comparable to our data3.

• Ylang ylang oil, also known as Cananga odorata flower oil was first
discovered as a cosmetic sensitizer in 1971, Its usage has expanded in
aromatherapy, food preparations and ethnomedicine4. Ylang ylang oil
has been incorporated into the North American baseline screening
series5. Studies which have included Ylang ylang oil in the routine
testing of patients with contact dermatitis have revealed prevalence
rates of 0.7% to 2.6% 6,7

Characteristics n=292
Gender, n(%) Male 118 (40.4)

Female 174 (59.6)
Age, median 41 
Ethnic, n(%) Malay 157 (53.8)

Chinese 96 (32.9)
Indian 37 (12.7)
Others 2 (0.7)

Table 1.  Patient demography

Patch Test Series Rate of positive reaction (%)
n=292

P value

European Baseline Series 196 (67.1%)
0.37European Baseline Series + 4 

additional allergens
206 (70.5%)

Table 3. Comparison of rate of positive reactions using the European
Baseline Series (EBS) and with 4 additional allergens

Test allergens Detection rate,
n (%)

p value

European Baseline Series rubber allergens
15 (23.1) -

European Baseline Series rubber allergens + 
3 Additional rubber allergens 50 (76.9) <0.00001

European Baseline Series rubber allergens + 
1,3 Diphenylguanidine 47 (72.3) <0.00001

European Baseline Series rubber allergens + 
N-Cyclohexyl-N-phenyl-4-phenylenediamine 18 (27.7) 0.545

European Baseline Series rubber allergens + 
N-(Cyclohexylthio) phthalimide 18 (27.7) 0.545

Table 2.  Top 10 common allergens detected using modified EBS

Table 4.  Sensitivity of rubber allergy detection

Allergen Positive reactions, n (%) 
Total

n=292
Female
n=174

Male
n=118

Nickel Sulfate 67 (22.9) 47 (27.0) 20 (16.9)
Textile Dye Mix 38 (13.0) 19 (10.9) 19 (16.1)
N,N-Diphenylguanidine 31 (10.6) 19 (10.9) 12 (10.2)
Fragrance Mix l 29 (9.9) 20 (11.5) 9 (7.6)
Methylisothiazolinone 23 (7.9) 15 (8.6) 8 (6.8)
Cobalt Chloride Hexahydrate 20 (6.8) 14 (8.0) 6 (5.1)
Balsam of Peru 20 (6.8) 9 (5.2) 11 (9.3)
Paraben Mix 19 (6.5) 6 (3.4) 13 (11.0)
Formaldehyde 16 (5.5) 11 (6.3) 5 (4.2)
Potassium Dichromate 16 (5.5) 12 (6.9) 4 (3.4)

Table 5. Sensitivity in fragrance allergy detection

HOSPITAL SELAYANG p value
2011-2013 2015-2016

Duration of study period 36 months 18 months -
Total number of study subjects 705 292 -
Rate of positive reaction using EBS 466 (66.1%) 196 (67.1%) 0.755
Rate of positive reaction using EBS + 
Additional series

546 (77.4%) 229 (78.4%) 0.736

Rate of positive 
reaction to 
specific rubber 
allergen

1,3 Diphenylguanidine 52 (11.1%)
n=468

31 (10.6%)
n=292

0.824

N-Cyclohexyl-N-
phenyl-4-
phenylenediamine

18 (3.9%)
n=462

4 (1.4%) ↓↓
n=292

0.047

N-Cyclohexylthio
phthalimide

17 (3.6%)
n=472

4 (1.4%) ↓
n=292

0.064

Rate of positive reaction to Ylang ylang
oil in total number of patients tested 
with Ylang ylang oil

21 (14.6%)
n=144

10 (3.4%) ↓↓
n=292

0.00002

Table 6. Comparison of data between the current study and the previous 
study in Hospital Selayang 

1. Warburton et al. Contact Dermatitis 2016:1-9.
2. Notre-dame P. Eur J Dermatol 2016;26(6):523-30.
3. Bendewald et al. Dermatitis. 2010;21(1):33-40.
4. Tan et al. Evidence-Based Complement Altern Med.

2015;2015:1-30.
5. de Groot et al Dermatitis. 2016;27(4):170-5
6. Uter et al. Contact Dermatitis. 2010;63(5):277-283.
7. Wetter et al. J Am Dermatology. 2007;63(5):789-798.

Test allergens Detection rate, n 
(%)

p value

European Baseline Series fragrance allergens 48 (62.3%) -
European Baseline Series + 
Ylang ylang oil 52 (68.8%) 0.499

• The current data was compared to a previous study held in the same
centre between 2011 and 2013. The 36-month study had a total of 705
subjects. Rate of positive reaction to at least one allergen was similar in
both studies when using EBS alone or along with additional series.

• In the former study, subjects were tested with additional rubber and
fragrance series only when suspected to have rubber and fragrance
allergy. When tested in a random population, there was a significant
reduction in the rate of positive reaction to N-Cyclohexyl-N-phenyl-4-
phenylenediamine and Ylang ylang oil . There was no significant
difference in the results for diphenylguanidine and N-
Cyclohexylthiophthalimide. However, the number of positive reactions
to N-Cyclohexylthiophthalimide was small.

• In the previous study, lyral (0.0%) had the lowest positive rate of
reaction, followed by fragrance mix II (1.0%).
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Introduction
Allergic contact dermatitis is thought to be infrequent in children.
However, recent reports have proven otherwise. Positive patch test
reaction has been detected in children in 26.6% to 95.6% of patients1.
This study aims to explore the pattern of allergic contact dermatitis in
children and adolescents in Hospital Kuala Lumpur.

Materials and methods
This is a retrospective review of all children and adolescent patients
between the age of 5 to 19 year-olds who underwent patch test in
Hospital Kuala Lumpur between January 2010 to December 2016. Patch
test was performed using IQ chambers and allergens purchased from
Chemotechnique Diagnostics. Patients were patch tested with European
Baseline Series, other appropriate series and patients’ own products as
directed from history. Readings were recorded according to the
recommendations by the International Contact Dermatitis Research
Group.

Results
• There were 116 children and adolescent patients who underwent

patch test (Table 1).
• Based on age definitions by World Health Organization, 19 (16.4%)

patients were categorized as children (<10 years) and 97 (83.6%)
patients were adolescents (10-19 years).

• Seventy four patients (63.8%) had at least one positive patch test
reaction.

• There were 11 (57.9%) positive patch test in children and 63 (64.9%) in
adolescent patients and this difference is not statistically significant
(p=0.56).

• The most common allergens in this study were nickel sulfate, fragrance
mix, potassium dichromate, cobalt chloride, MCI/MI (Kathon CG) and
thimerosal (Table 2).

• In patients with upper limb involvement, 54(78.3%) patients had hand
eczema.

• Positive patch test was recorded in 53.7% of patients with hand
eczema.

Characteristics n=116

Median age in years (range) 14 (5-19)

Male : female ratio 1 : 2.7

Ethnicity, n (%) Malay 75 (64.7)

Chinese 25 (21.6)

Indian 15 (12.9)

Others 1   (0.9)

Site of lesions, n (%) Upper limbs 68 (59.5)

Lower limbs 61 (52.6)

Face and ears 36 (31.0)

Trunk 31 (26.7)

Generalized 2   (1.7)

Clinical diagnosis, n (%) Contact dermatitis 87 (75.0)

Eczema 6  (5.2)

Atopic eczema 5 (4.3)

Hand and foot eczema 5  (4.3)

Foot eczema 4 (3.4)

Hand eczema 3  (2.6)

Discoid eczema 3  (2.6)

Pompholyx 1  (0.9)

Facial eczema 1  (0.9)

Lip eczema 1  (0.9)

Series used, n (%) European Baseline 115 (99.1)

Shoe 31 (26.7)

Rubber 29 (25.0)

Cosmetic 20 (17.2)

Plastic and glue 10 (8.6)

Textile and dye 9 (7.8)

Metal 7 (6.0)

Medicaments 3 (2.6)

Dental 3 (2.6)

Photoallergen 1 (0.9)

Positive patch test n (%)

Nickel sulfate 29 (39.2)

Fragrance mix 13 (17.6)

Potassium dichromate 11 (14.9)

Cobalt chloride 9  (12.2)

MCI/MI (Kathon CG) and thimerosal 6 each (8.1)

Colophony, neomycin, formaldehyde 5 each (6.8)

4-phenylenediamine base and SQL mix 4 each (5.4)

Disperse orange 3, acid yellow 36, 4-aminobenzene, 
epoxy resin, mercaptobenzothiazole

3 each (4.1)

Mercapto mix, dibutylthiourea, paraben mix, 
palladium chloride, cocomidopropylbetaine, 
tixocortol-21-pivalate, N-isopropyl N-phenyl 
paraphenylanadiamine, thiuram mix

2 each (2.7)

Balsam of Peru, primin, disperse yellow 9, benzoyl 
peroxide, MDBGN, mercury ammonium chloride, 
disperse red 1, wool alcohol, 4-ter-butylphenol 
formaldehyde resin, benzocaine, amalgam, mercury, 
copper oxide, copper sulphate, lead chloride, 
chlorocresol, dimethylamino propylamine, 
goldsodium thiosulphate, hexamethylenetetramene, 
disperse blue mix 106/124, dithiodimorpholine, 
amalgam alloying metal

1 each (1.4)

Discussion & Conclusion 
• Around 60% of our patients had a positive patch test reaction.  
• The most common allergen is nickel sulfate, and this finding is similar

to other studies2 (Table 3).
• Our female patients had higher positive patch test reaction and this

could be due to the increased exposure to nickel from jewellery and
ear piercing.

• Cobalt chloride and potassium dichromate are also one of the
common allergens in this study. Patients who are sensitized to nickel
are more prone to be sensitized to other metals such as cobalt and
chromium and this may explain the high sensitization to cobalt
chloride and potassium dichromate in our patients3.

• Fragrances and preservatives were also found to be common
allergens in this study and this could be caused by exposure to
increasing number of toiletries and cosmetic products aimed at
children and adolescent population.

• In conclusion, allergic contact dermatitis is not rare in our children
and adolescent population as more than 60% positive reaction were
recorded during patch test.

• Our top 3 sensitizing allergens are nickel, fragrance mix and
potassium dichromate.

• Findings from this study could contribute to the development
of paediatric baseline series suited for Malaysian population.
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MCI/MI-methylcholoroisothiozolinone/methylisothiozolinone; 
MDBGN- methyldibromoglutaronitrile; SQL-sesquiterpine lactone 

Table 1: Characteristics of patients who underwent patch test

Table 2. The sensitization pattern  of current cohort

Author
Country

Study
period

No of 
patients

Age Positive
reaction 

Top  two 
allergens

Our study
Malaysia

2010-
2016

116 5-19 
years

63.8% Nickel
Fragrance mix

Jacob et al4

USA
2001-
2006

65 1-18 
years

83.0% Nickel
Thimerosal

Clayton et al5

UK
1995-
2004

500 <16 
years

27.0% Nickel
Fragrance mix I

Goon et al6

Singapore
1986-
2003

2340 <20 
years

45.4% Nickel
Thimerosal

Kobata7

Brazil
2007-
2009

62 2-12
years

61.0% Nickel
Thimerosal

Table 3. Patch-test results from literature review
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Fig 2: Post treatment - 
Left shin healed 
cutaneous lesion with 
flat hyperpigmentation 
(yellow arrow)  

Fig 1: Pre treatment  - 
Left shin cutaneous 
lesion with hyper 
pigmented nodule 
(yellow arrow)  

¾ Primary cutaneous diffuse large B-cell lymphoma, leg type (PCDLBCL-LT) is rare, comprising approximately 1-3% of all 
cutaneous lymphomas.  

¾ It usually affects elderly females, and has a poor prognosis.  
¾ There is a well established association between lymphoproliferative disorders and autoimmune rheumatological diseases 

such as systemic lupus erythematosus (SLE).  
¾ The risk of non-Hodgkin’s lymphoma (NHL) is particularly increased in SLE, with diffuse large B-cell identified as the 

commonest associated subtype.  
¾ However, the risk of primary cutaneous lymphomas in patients with SLE is not known.  
¾ We report a case of PCDLBCL-LT in an elderly lady with longstanding SLE and Sjogren’s syndrome. 
 

¾ A 56 year-old Malay lady with underlying long standing SLE and Sjogren’s syndrome on Azathioprine presented with a 
painless nodule over her left shin for 6 months (Figure 1) with multiple soft nodules with atrophic skin changes over 
thighs.  

¾ There was history of intermittent fever and loss of weight. There were no palpable lymph nodes or hepatosplenomegaly.  
¾ A punch biopsy of the nodule revealed findings consistent with diffuse large B-cell lymphoma of non-germinal center B-

cell–like (non GCB) type.  
¾ Computed tomography of thorax, abdomen and pelvis excluded visceral organ involvement.  
¾ A trephine biopsy done showed no evidence of infiltration by primary disease.  
¾ She was commenced on chemotherapy with R-CHOP (rituximab, cyclophosphamide, doxorubicin, vincristine and 

prednisolone), and is currently responding to treatment (figure 2). 
 
 
 
 
 
 

¾ Association of autoimmune disease such as Sjogren and SLE with NHL is well known.  
¾ The common sites of involvement are lymph node, bone marrow, mucosal associated lymphoid tissue and in specific for 

Sjogren syndrome the salivary gland.  (1) (2) Cutaneous involvement is rare.  
¾ It is extremely rare when cutaneous DLBCL manifest in this patient with mixed Sjogren Syndrome and SLE.  
¾ There are similar case reported in either isolated Sjogren Syndrome or isolated SLE (3) (4), but not in the case of mixed 

Sjogren Syndrome and SLE.  
¾ However, development NHL in these patients seems to share the same pathogenesis.(5) 

 
 
 
 
 
 
 
 

 
 
 
 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

This case highlights the possibility that patients with autoimmune disease have increased risk of not only the classic forms 
of NHL but also primary cutaneous B-cell lymphomas. 

Primary Cutaneous Diffuse Large B-cell 
Lymphoma-Leg Type In A Patient With Mixed 
Connective Tissue Disease  

1. Bernatsky S et al. Hodgkin’s lymphoma in systemic lupus erythematosus. Rheumatol Oxf Engl. 2007 May;46(5):830–2.  
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4. Selva-O’Callaghan A et al. Primary cutaneous large B-cell lymphoma of the legs in a patient with primary Sjögren’s syndrome. Clin Exp Rheumatol. 2003 

Oct;21(5):672.  
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Fig 3: Dense lymphoid 
infiltrate in lower dermis 
and subcutis (H&E X4) 

Fig 4: The infiltrate consist of malignant 
lymphoid cells, characterized by large 
cells with irregular vesicular nuclei, 
prominent nucleoli and conspicuous 
eosinophilic cytoplasm. Multiple mitoses 
are present. (H&E  X 40) 
 

Fig 5: The malignant cells stain positive for CD20 (left),  Bcl6 (middle) 
and MUM1 (right) [X40]  
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Result and discussion
18 patients were studied with age ranging from 10 to 77 years with a mean age of 32. The were more female patients (72%) than
male patients (28%). The positivity rate for the short contact patch test is 50%.

Conclusion
We propose that all urticaria patients with history of adverse drug reaction, contact dermatitis and atopy should have short contact 
patch test done to identify the cause of urticaria

SHORT CONTACT PATCH TEST PROFILE IN PATIENTS WITH  

HISTORY OF URTICARIA AND CONTACT DERMATITIS IN 

SELAYANG HOSPITAL FROM JANUARY TO DECEMBER 2016
Ong SB1, Rohna R1, Nur Ashikin A2

1Department of Dermatology Hospital Selayang, 2UiTM Selayang
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Introduction
Contact urticaria is an immediate hypersensitivity reaction
that occurs after direct contact with an allergen.To
determine the cause of contact urticaria remains a
challenge due to the diversity of causes and the complexity
of diagnostic procedures. There are increasing reports of
positive patch test in contact urticaria patients and little is
known about its mechanism.

Objective of this study is to determine the short contact 
patch test (SCPT) sensitization rate and the clinical 
characteristic of patient with history of urticaria in 
suspected contact dermatitis.

Methodology
This is a retrospective  study of patients who had history of urticaria 
and  suspected of contact dermatitis in Selayang Hospital from 
January to December 2016. These patients had a 30 minutes of  
SCPT followed by European baseline series.The allergens tested  
were  Balsam of Peru, Benzoic acid, Cinnamic alcohol, Cinnamic 
aldehyde, Fragrance mix I and Nickel sulphate. Parameters studied 
include demographic data , frequency of contact  allergens and 
source of allergen , SCPT adverse reactions , association between 
contact urticaria with contact dermatitis, history of adverse drug 
reaction and  frequency of atopy diathesis .

0 1 2 3 4 5 6 7 8 9

Benzoic Acid

Balsam of Peru

Cinnamic Aldehyde

Nickel Sulphate

 Cinnamic Alcohol

Fragrance mix 1

Allergens

We were unable to identify  the allergen source as the patients were unable to recall possible causative  food and personal care
product that  contained either 1 or more of the 6 allergens tested. Two out of 18 patients developed adverse reaction during short 
contact patch test and closed patch test was not done on them. One patient developed giddiness during SCPT. Another patient 
developed urticaria after completed the short contact patch test and follow by wheezing at 60 minutes post SCPT.

No. of patient

Figure 1: SCPT result 

We noted the possible association of contact urticaria allergen with adverse drug reaction, contact dermatitis and atopy as 
illustrated in Table 1. In view of this is a retrospective observation study with small sample size, we were unable to determine the 
significant of this finding. We would like to recommend further prospective study with bigger sample size to verify this finding.

Allergen History of adverse drug 
reaction

Positive patch test result Allergic 
Rhinitis

Bronchial 
asthma

Atopic 
eczema

Balsam of Peru Diclofenac
Mefenamic acid
Bactrim

Alfa Isomethyl Ionone
Anise Alcohol
Balsam of Peru
Benzoic acid
Cinnamic Alcohol
Coblat chloride
Farnesol
Fragrance Mix II
Povidone iodine 10%
Neomycin sulphate

3 1 1

Benzoic acid Diclofenac
Bactrim
Erythromycin
Tetracycline

Alfa Isomethyl Ionone
Anise Alcohol
Balsam of Peru
Benzoic acid
Cinnamic Alcohol
Coblat chloride
Farnesol
Fragrance Mix II
Isopropyl Myristate
Kathon CG
Methylisothiazolinone
Neomycin sulphate
Povidone iodine 10%

5 1 1

Cinnamic alcohol Mefenamic acid
Bactirm

0 0 0

Cinnamic aldehyde Diclofenac
Mefenamic acid
Bactrim
Erythromycin
Tetracycline

Coblat chloride
Isopropyl Myristate
Kathon CG
Methylisothiazolinone
Neomycin sulphate

2 1 0

Nickel sulphate None None 1 0 1

Table 1: Association of contact urticaria allergens with other type of allergy
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Conclusion
Sun exposure was very limited in the majority of both AD and controls. The
SEI was similar between the 2 groups. Severity of AD was not related to the
amount of sun exposure. Higher SEI observed in males and Chinese are
most likely due to culture and religious influences.

Introduction
Sun exposure has been reported to be beneficial for atopic
dermatitis (AD). Patrizi et al. 1 showed that 74.4% of patients with
mild-moderate AD had complete resolution during summer, 16.3%
improved while 9.3% had no change in disease severity. Ultraviolet
A1 and narrowband ultraviolet B are established AD treatments. In
the tropics it is often assumed that AD patients shun the sun to
prevent sweating which worsens the symptoms of AD. This study
compared sun exposure between AD with healthy controls and
determine the relationship between sun exposure with AD severity,
ethnicity and gender.

Materials and Methods
This was a case- control study involving 38 AD patients and an equal number
of healthy controls matched for age, gender, ethnicity, Fitzpatrick skin type
and body mass index. Subjects on systemic immunosuppressive agents
within the last 4 weeks of recruitment, those with renal or hepatic impairment,
subjects on vitamin D/ calcium supplements in the last 6 months, and those
with parathyroid diseases were excluded from the study. A clinical
examination was performed on the cases to determine their eczema severity
using SCORAD. Sun exposure was calculated as the number of hours per
week spent outside without sun protection multiplied by percentage body part
exposed to sunlight3,4.

Results

Table 1. Characteristics of the study population
Parameters Case, n=38

((%)) or median 
(IQR)

Controls, n=38

((%)) or median 
(IQR)

MWU p 
value

Age (years) 27.5 (22.8-38.0) 28.0 (24.0-38.0) 681.5 0.673

Gender
Male 14 ((36.8)) 14 ((36.8))
Female 24 ((63.2)) 24 ((63.2))

Ethnicity
Malay 20 ((52.6)) 20 ((52.6))
Chinese 10 ((26.3)) 10 ((26.3))
Indian 8 ((21.1)) 8((21.1))

Fitzpatrick skin type

III 2((5.3)) 2((5.3))
IV 31(81.6) 33((86.8))
V 4((10.5)) 3((7.9))
VI 1((2.6)) -

BMI (kg/m2) 23.6 (21.2-29.5) 24.7 (21.4-29.7) 685.0 0.701

Normal 20((52.6)) 23((60.5))
Obese 8((21.1)) 8((21.1))
Overweight 9((23.7)) 7((18.4))

Underweight 1((2.6)) -

SEI 9.3(5.7-17.9) 9.1(4.5-19.0) 705.0 0.864

Adequate(SEI≥18.3) 9((23.7)) 11((28.9))

Inadequate(SEI≤18.3)

Subjects using 
sunscreen

29((76.3))

0

21((71.1))

0

Table 4. Interethnic comparison of SEI between AD and controls

Parameter Male Female χ2 p value

SEI – AD 

Median(IQR)

Kruskal-Wallis 
Test Ranks

19.36(9.6-26.8)

26.04

8.23(5.5-12.6)

15.69

7.689 .006*

SEI - Control

Median(ICR)

Kruskal-Wallis 
Test Ranks

19.00(12.81-24.39)

28.68

5.95(3.30-9.32)

14.15
15.159

<.001**

Parameter Malay Chinese Indian χ2 p value

SEI – AD 
Median(IQR)

Kruskal-Wallis 
Test Ranks

7.59 (3.2-9.7)

15.40

14.97(12.8-32.0)

29.05

9.85(3.6-20.2)

17.81

10.32 .006*

SEI - Control

Median(IQR)

Kruskal-Wallis 
Test Ranks

6.51(3.3-14.1)

15.45

14.32(12.6-24.6)

27.75

7.89(4.7-21.4)

19.31

8.19
.017*

Figure 1. Severity of atopic dermatitis in cases

Table 3. Intergender comparison of SEI between AD and controls

Parameter Mild AD Moderate AD Severe AD χ2 p 
value

SEI (IQR) 8.78(5.6-22.3) 8.78(6.2-14.2) 14.97(2.8-25.3) .362 .835

Analyses were performed using the Kruskal-Wallis H test

Table 2. SEI and AD severity

Analyses were performed using the Mann-Whitney U test.

Analyses were performed using the Kruskal-Wallis H test. **. Kruskal-Wallis test is significant at the 0.01 level. *. Kruskal-
Wallis test is significant at the 0.05 level.

Discussion
Sun exposure in AD patients was similar to healthy individuals contrary to
common assumption that they avoid the sun more than people without skin
diseases. However, SEI of both AD and controls were generally inadequate
suggesting that the majority of the study population avoided the sun. Sun
avoidance is a typical behaviour among Asians who value fairer skin. The
SEI in this study in fact may reflect just the amount of unavoidable sun
exposure in an Equatorial country.
The lack of association between sun exposure and AD severity maybe
explained by the low SEI across the board. The amount of sun exposure is
not sufficient for a positive effect on AD. Culture and religion influence the
higher SEI in males compared to females and in Chinese compared to other
ethnicities. Men in general wear clothes that cover less of the body and
limbs while Muslim women’s clothing covers more than others. Low SEI in
Malays is because the majority were females. Malay ladies generally have
less skin exposed as they wear hijabs, long sleeved tops with long skirts or
trousers.
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This study aims to evaluate the efficacy and safety of combine treatment 

between MFU-V and CaHA for the treatment of facial skin laxity in lower 

face.

Introduction

Results

Case 1

Left: Before treatment. Right: 1 month post treatment (Centre)

Discussion

Case 1

Left: Before treatment. Right: 1 month post treatment (Left side) Conclusion
• Combinative treatment with MFU-V and CaHA is effective for 

improving facial skin laxity giving natural facial rejuvenation.

• Both are adjunct to production of new collagen.

• The safety profile is consistent with the safety profiles of the 

individual treatments. 

• Further follow up is needed to study the long term safety and 

longevity of the results.

Ming Chun Goh, Hui Qian Yeow, Bob John, Ting Song Lim

Department of Aesthetic Medicine, Clique Clinic

Case series: Combining Micro-focused Ultrasound with Visualization (MFU-V) with 
Calcium Hydroxylapatite (CaHA) with Integral Lidocaine as a Novel Approach for Reversing 

Facial Aging

Objective

Facial involving many factors across multiple layers of the face. It is a 

dynamic process involving the aging of soft-tissue and bony structures.

Skin tendons, retaining ligaments and superficial musculoaponeurotic 

system (SMAS) form a structural complex that supports the tethering of the 

skin to the skull.  As part of the aging process, these structures, along with 

the skin, undergo collagen depletion, loss of elasticity and weakening of 

components, leading to skin laxity and facial sagging.

Combinative aesthetic interventions often leads to better results than 

single modalities alone. However, combining Micro-focused ultrasound 

with visualization (MFU-V) with biostimulators such as Calcium 

hydroxylapatite (CaHA) with integral lidocaine have not been fully 

explored.

Methodology

• 8 healthy patients ( 30-65 years old) with mild to moderate skin laxity 

were enrolled. 

• MFU-V with transducer DS4-4.5 and DS7-3.0  were used . 240 lines, 0.3J, 

DS4-4.5 transducer followed by 200 lines, 0.45J, DS 7-3.0.

• Then 1.5 ml of CaHA with integral lidocaine was injected over the 

corner of the mouth, nasolabial fold, marrionatte line and mandible 

angle. 

• All pre treatment photos were taken using 3D LifeViz.

• All patients were follow up at post treatment 1 week and 1 month.

• MFU-V is a transcutaneous heat delivery system that focuses 

ultrasound waves to specific areas in dermal and subcutaneous 

tissues. These depths target structures such as SMAS layer and 

retaining ligaments and skin tendons complex. The immediate 

response is a tightening of the collagen and stimulating subsequent 

long-term neocollagenesis seen within at least 3 months after 

treatment. 

• Calcium hydroxyapatite is a white substance filler and biostimulator. 

It is supposed to induce neocollagenesis during the first 6 months 

after injection. It can be used as volumizer in the subcutaneous 

layers or in the dermis to correct dermal atrophy.

• Theoretically, the heating process by MFU-V could initiate an 

inflammatory response and might lead to a foreign body reaction 

or change in the appearance and characteristics of the filler after 

being heated.

• Inflammatory response eg. Swelling is seen over treated area. This is 

expected as CaHA is a biotimulator with volumizing properties.

• Clinically no visual or palpable nodule present.

• Both procedures were well tolerated and no major adverse effect is 

seen.
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Case 1

Left: Before treatment. Right: 1 month post treatment (Right side)

Case 2

Left: Before treatment. Right: 1 month post treatment (Centre)

Case 2

Left: Before treatment. Right: 1 month post treatment (Left side)

Case 1

Left: Before treatment. Right: 1 month post treatment (Right side)
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INTRODUCTION 
Blastic plasmacytoid dendritic cell neoplasm is a rare 
form of cutaneous lymphoma. It accounts for 0.44% of 
haematological malignancies and 0.7% of cutaneous 
lymphoma1.   
 

 

 

 

CASE REPORT 
A 32-year-old man presented with a rash on his trunk 
for the past one month, which progressively involved 
his limbs. There were no other constitutional 
symptoms. Clinically, there were multiple 
erythematous indurated plaques noted at the trunk 
and limbs (Figure 1). There were no 
hepatosplenomegaly or lymphadenopathy.  
 

 

 

 

DISCUSSION 
Blastic plasmacytoid dendritic cell neoplasm (BPDCN) 
is a rare form of cutaneous lymphoma and is classified 
under the prescursor of haematological neoplasm. This 
neoplasm has been reclassified numerous times  as 
clinical and pathological techniques improve. Currently 
it is classified as BPDCN by WHO in 20082. 
 
BPDCN usually affects elderly patients, aged between 
60 to 70 years old. However, it can present at any age 
albeit rare as the case of our patient. It has a 
predilection for men (male to female ratio, 3:1)3. It 
commonly presents in the skin with either solitary or 
multiple nodules / tumours. About half of the patients 
may have nodal or bone marrow involvement at 
presentation. Most patients presenting with only skin 
lesions will rapidly develop involvement of bone marrow, 
peripheral blood, lymph nodes and extranodal sites4. 
 
BPDCN is an aggressive lymphoma with poor 
prognosis. Median survival rate is 12 - 14 months3. 
Systemic chemotherapy usually results in complete 
remission, but quick relapses unresponsive to further 
chemotherapy follows. Allogenic haemotopoetic stem 
cell transplantation may improve survival rates from 12 
months to 31 months1. As our patient was young this 
option was discussed with him. Unfortunately, our 
patient defaulted follow up and further treatment 
modalities could not be discussed.  
 
Other novel treatment options in development include 
monoclonal antibodies, chimeric antigen receptor T-cell 
therapies, dual-targeting agents or bispecific molecules. 
These treatment modalities have the ability to target 
CD123, CD56 and other antigens that may be 
applicable to patients with BPDCN5.  
 
 

CONCLUSION 
BPDCN is a rare and aggressive form of cutaneous 
lymphoma that may initially present in the skin with 
multiple contusiform plaques, with or without leukaemic 
infiltration. Skin biopsy with triple positive 
CD4+CD56+CD123+ phenotype confirms the diagnosis. 
Early treatment is essential as initial chemotherapy 
combined with allogenic haemotopoetic stem cell 
transplantation may improve survival. Novel targeted 
agents could represent the next direction in therapeutic 
drug development. We present this case to add to the 
growing body of literature on BPDCN. 
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Blood investigations, computer tomographic scan, 
bone marrow aspiration and trephine biopsy were 
normal. Skin biopsy showed scattered periadnexal 
nodules of neoplastic aggregates in the papillary and 
reticular dermis (Figure 2A). These cells are 
admixture of small to medium sized pleomorphic 
blasts with high nucleo-cytoplasmic ratio and 
exhibiting fine chromatin clumps with occasional 
small nucleoli (Figure 2B). They stained positive for 
CD4, CD56 and CD123, features in keeping with 
blastic plasmacytoid dendritic cell neoplasm. (Figure 
3).  
The patient was started on chemotherapy and 
completed one cycle of cytarabine and etoposide 
protocol, which led to the improvement of cutaneous 
manifestations. He was also counselled regarding the 
option of allogenic haemotopoetic stem cell 
transplantation. 
 

 

 

 

 

 Figure 1: Multiple indurated plaques at the trunk 

Figure 2A: Scattered periadnexal nodules in the dermis 
Figure 2B: Clusters of small to medium sized 
pleomorphic blast with  high nucleo-cytoplasmic ratio 

Figure 3: Positive stains for CD4, CD56 and CD123 

CD56+ CD4+ CD123+ 
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Introduction 

Mastocytosis is a rare disease characterized by a 
disorderly mast cell accumulation in various organs, 
manifesting through a wide range of clinical alterations 
and varies from indolent cutaneous forms to malignant 
and systemic conditions. The variants of cutaneous 
mastocytosis are urticaria pigmentosa, mastocytoma, 
diffuse cutaneous mastocytosis (DCM), and 
telangiectasia macularis eruptiva perstans. Bullous 
mastocytosis is a severe variant of diffuse cutaneous 
mastocytosis with approximately 30% cases manifesting 
within 6 months of age. It causes extensive blisterings 
and can be confused with other forms of infantile 
bullous disorders. 
 

Case Report 

A 6 month of girl was admitted with acute respiratory 
distress, requiring ventilatory support after 2 days 
history of fever and cough. She was tachycardic and 
hypotensive, compounded by multiple episodes of 
vomiting and diarrhea. The child was small for her age, 
weighing 3.9 kg upon admission. Her birth weight was 
2.8 kg. At 1 month of age, she had asymptomatic brown 
macules on her body. These lesions subsequently 
progressed to pruritic red-brown plaques over the whole 
body about 4 months later. The cutaneous lesions 
eventually developed to tense blisters which became 
hemorrhagic and eroded 2 weeks after presentation. 
Systemic examination did not reveal any abnormality. 
Darier’s sign was positive. 
 

Discussion 

Bullous mastocytosis is a rare and severe variant of 
cutaneous mastocytosis. It is associated with both 
local and systemic symptoms that are caused by the 
excessive production of mast cell-secreted mediators 
such as histamine,  leukotrienes, proteases and 
heparin. Apart from the skin, gastrointestinal tract, 
spleen, liver and bones are commonly affected. Patients 
suffering from mastocytosis often have cardiovascular 
manifestations such as flushing, hypotension, 
tachycardia, syncope, as was noted in this child. The 
commonest symptoms affecting gastrointestinal tract are 
vomiting and diarrhoea. This patient may also have 
malabsorption as  she had poor weight gain. The main 
goal of treatment is to control signs and symptoms caused 
by release of mast cells mediators. Combinations of H1 
and H2 blocking agents have been the mainstay of 
treatment for most of the uncomplicated bullous 
mastocytosis cases. Oral steroids have been reported in a 
few case reports, to be useful in GI malsabsorption. This 
child was started on cetirizine and ranitidine as well as a 
2 week course of prednisolone. There was improvement 
in the GI symptoms with no progression of the disease 
over a month period thereafter. Despite the relative rarity 
of bullous mastocytosis, the diagnosis of this disease is 
important. Patients with extensive blistering, neonatal 
onset and symptoms of vasodilatation are at a potential 
risk of developing severe complications and death. It is 
important to distinguish this rare form of cutaneous 
mastocytosis from other blistering conditions in children. 
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Laboratory Results 

The serum total tryptase level was elevated at 46.8 µg/L 
(normal level < 10 µg/L). Result of the child’s complete 
blood cell count and differential was normal. Skin 
biopsy showed a subepithelial bulla with aggregates of 
CD117 positive stained mast cells at the base and 
Giemsa stain highlighting cytoplasmic metachromatic 
granules. These cells stained negative for Cd1a, S-100 
and HMB-45. The clinical and histologic features were 
compatible with the diagnosis of bullous mastocytosis. 
 

A B 

C D 

A. Subepidermal bulla (H&E 40) 
B. Mast cells densely filling the dermis below the bulla 

(H&E 400) 
C. Positive CD117 stain (40) 
D. Positive Giemsa stain highlighting intracytoplasmic 

metachromatic granules in mast cells (400) 
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Figure 3. Numerous foci of large granulomas seen 
between muscle bundles (H&E  X4) 
 

INTRODUCTION 
• Leprosy is a chronic granulomatous infectious disease with an insidious onset1.  
• The clinical presentation varies from few to widespread lesions, while oral manifestations are rare2. 
• We report a case of tuberculoid leprosy in a middle-aged Malaysian gentleman with orofacial swelling. 

CASE REPORT 
This is a 43 year-old Malaysian Indian gentleman who presented with a painless swelling over his lips and 
face for 6 months. There was no preceeding trauma. He denied any close contact with leprosy patients.  
Clinically there was a firm, non tender erythematous swelling extending from the area below the left side of 
his nose to his left upper lip (Figure 1). There were no thickened nerves or hypoaesthetic patches. He was 
otherwise well. 
A biopsy was taken from the mucosal area of the left side of his upper lip. Histopathological examination 
revealed tuberculoid granulomatous inflammation, but acid-fast bacilli stain was negative (Figure 2 & 3). 
Tissue cultures for fungal and mycobacterium tuberculosis, and tissue for mycobacterium leprae PCR were 
all negative. Slit skin smear was also negative.  
A diagnosis of tuberculoid leprosy with type 1 reaction was made. He was commenced on paucibacillary 
regime with oral prednisolone, and is responding well to treatment.  

Figure 1: Erythematous swelling over left side of upper lip extending to area below left side of nose (left). Image on right shows the 
clinical improvement after 2 months of treatment. 

Figure 2: Oral mucosal biopsy showing numerous foci of 
large granulomas between muscle bundles (H&E  X4) 
 

Figure 3: These granulomas compose of well-formed epitheloid 
histiocytes and multinucleated giant cells, and are surrounded 
by lymphocytes (H&E  X10). AFB stain was negative. 

DISCUSSION / CONCLUSION 
• Leprosy is usually characterized by erythematous or hypopigmented macules with peripheral sensorimotor 

neuropathies, and rarely affects the oral mucosa3. 
• This case emphasizes the importance of high index of suspicion for leprosy in cases with atypical presentation.  
• Clinical diagnosis is paramount, especially with leprosy reactions, where histopathological changes may be subtle with 

negative mycobacteria staining.   
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Self healing Infantile Familial 
Cutaneous Mucinosis: Case Report	


Introduction 
Self- healing Cutaneous Mucinosis is a rare disease characterized by transient cutaneous lesions and sometimes mild 
inflammatory symptoms. In this report, we describe one of the youngest patient with this condition.   

Case Report 
 Patient is a 2 month old Malay boy who presented with 

generalise skin lesions that begin at 1 month old. Lesions initially only 
involving bilateral cheek but progressively increasing involving the 
whole body. The lesions were asymptomatic and patient otherwise 
was well.  

 He was born full term with birth weight of 3.33kg. 
Antenatally, mother had gestational diabetes mellitus on diet control 
and anemia. Postnatal, he was observed in ward for 5 days for being 
G6PD deficiency. His growth and development were appropriate for 
his age. 
  He was the youngest of 4 siblings, product of non 
consanguinous marriage. His eldest brother had similar skin lesions 
during neonatal period which totally resolved by 1 year old. 

 Physical examination revealed generalize skin lesions, more 
prominent over the face and acral region with involvement of the 
palms and soles. There was no involvement of the scalp and mucous 
membrane. Skin lesions consist of erythematous non follicular 
papules which coalesce forming plaques. Lesions were blanchable 
and there were no overlying epidermal changes. These lesions 
resolve with post inflammatory hyperpigmentation. 

 The clinical differential diagnosis included congenital 
syphilis, langerhan cell histiocytosis and neonatal lupus 
erythomatosus. 

 Laboratory workup including complete blood cell count, C-
reactive protein, antistreptolysin O titer, erythrocyte sedimentation 
rate, liver transaminases, creatinine and urinalysis were within normal 
limits. Immunologic workup included antinuclear antibody, anti-Ro, 
anti-La, C3, C4, IgA, IgG, IgM, complement factor and rheumatoid 
factor. All were within normal limits. 

 A punch biopsy of the left thigh was performed. Results 
revealed mild acanthosis and mild increased in melanocytes in the 
epidermis. There is no lichenoid reaction. Scattered melanin pigment 
laden macrophages are seen at the superficial dermis extending 
down to the deep dermis. There were extracellular mucin 
demonstrated in the papillary dermis. Immunofluorescence study 
showed no antibody deposition (IgG, IgA, IgM, C3). 

 At 5 months follow up, the patient was noted to have 
resolution of some lesions and development of some new lesions. He 
has subsequently been lost to follow up. 

H&E x100. Normal epidermis with sparse 
perivascular lymphocytic infiltration. 

Alcian blue x200. There is superficial dermal 
mucin deposition in the papillary dermis 
  

Alcian blue x400. Mucin deposition in the 
papillary dermis 

Discussion 
 The cutaneous mucinoses are a heterogenous group of 

disorders in which mucin accumulate in the skin or within the hair 
follicle.  

 Depending on the clinical manifestations, cutaneous 
mucinoses may be divided into localized or diffuse forms. In addition, 
they may he classified as primary or secondary to neoplastic or 
inflammatory disorders. Furthermore, cutaneous mucinoses may 
involve only the skin or may be associated with other systemic 
pathology such as thyroid disorders, diabetes mellitus, lymphoma, or 
mucoplysaccharidosis.  

 This case is unique in its presentation with coexisting 
progressive and self healing lesions which present during infancy. In 
addition, its familial with 2 brothers having similar skin lesions. 
 
Conclusion 

 Awareness of this condition is important because its course 
is benign, no treatment is required, and parents can be reassured.  
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Figure 1: Generalise symmetrical, erythematous 
papules and plaques involving palms and soles. 
Sparing of scalp and mucous membrane. 
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Introduction
Multicentric reticulohistiocytosis (MRH) is a rare 
multisystem disorder of unknown aetiology that is 
characterized by erosive arthritis and papulonodular 
lesions on the skin, mucous membranes, and 
internal organs. Females are affected more than 
males, with ratio of 3:1.1

Case Report
A 57-year-old man, presented with generalised skin 
rash and multiple small hand joints pain  for 4 years. 
H e  h a d  a r t h r a l g i a  o v e r  b o t h  h a n d  d i s t a l 
interphalangeal joint, proximal interphalangeal joint 
and wrist joint. There was no morning stiffness of 
the joints. On examination, there are multiple non 
pruritic reddish-brown paulonodular skin lesion over 
body trunk, head, ear helices, both upper and lower 
limbs without any mucosal involvement (Fig 1,2). 
His blood test revealed dyslipidemia. There was no 
anemia, ESR was not raised, ANA and rheumatoid 
factor were negative. Histopathological examination 
revealed nodular proliferation of histiocyte and 
multinucleated giant cells at superficial dermis 
(slides 1&2). Immunohistochemical study shows the 
cells are positive for CD68 and negative to CD10. 
Bilateral hand radiograph revealed symmetrical 
marginal erosion over hand joints(Fig 3). Ultrasound 
of the abdomen revealed no mass.

Figure 1: Multiple reddish brown papulonodule over limbs, 
trunk

Figure 2: reddish-brown papulonodule over acral

Discussion 
MRH is  a c lass I I  or  non-Langerhans ce l l 
histiocytosis, characterized by local proliferation of 
resident mononuclear phagocytes other than 
Langerhans cell. It consist of nonpruritic, flesh 
coloured to reddish brown yellow papules and 
nodules that may be found anywhere in the body 
with a predilection for face, hand and around joints.  
Small papules are found around nail folds which 
are called ‘coral beads’ represent typical clinical 
sign. There is association with malignancy, 
tuberculosis, dyslipidemia and autoimmune 
d isease.  Mal ignancy can occur  in  25% of 
patients.2,3

Conclusion
MRH is a rare disease. High index of suspicion is 
needed to diagnose MRH in patient presented 
with erosive arthritis with papulonodular skin 
lesions, and to exclude underlying malignancy.

Reference:
1. Shah SP, Shah AM, Prajapati SM, Bilimoria FE. Multicentric 

reticulohistiocytosis. Indian Dermatol Online J. 2011 Jul-Dec; 2(2): 
85–87

2. Snow L,  Mul ler  SA.  Mal ignancy-associated mul t icent r ic 
reticulohistiocytosis: a clinical, histological and immunophenotypic 
study. Br J Dermatol 1995;133(1): 71-76

3. Han L, Huang Q, Liao KH. Multicentric reticulohistiocytosis 
associated with liver carcinoma: report of a case. Case Rep 
Dermatol. 2012 May-Aug; 4(2): 163–169

Slide 1 and  2 (x400):  Section of skin show unremarkable 
epidermis. There is nodular  proliferation of histiocytes 
and multinucleated giant cells at superficial  dermis.

Fig 3: Symmetrical marginal erosion on bilateral 
hand xray
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INTRODUCTION
Acrodermatitis enteropathica is a rare dermatosis related to zinc deficiency, manifests as acral and periorificial dermatitis, 
alopecia, intractable diarrhoea and failure to thrive. It can be classified into primary zinc deficiency, which is genetically based 
and acquired secondary deficiency. 

CASE REPORT
We report 3 cases of AE, presented as symmetrical 
erythematous, squamous or eczematous lesions, located around 
perioral, anogenital and acral areas. Two of them are siblings, 
diagnosed in Malacca and later transferred to Langkawi hospital 
for follow up; and a newly diagnosed infant who developed AE 
due to nutritional zinc deficiency. 

Patient 1: A 10 year old Malay girl, who presented with 
psoriasiform plaques at lower limbs at 3 years old. Her younger 
brother (Patient 2) also suffered from similar unresolved 
psoriasiform skin lesions. There were no hair changes and no 
chronic diarrhoea. Oral zinc was given to both siblings with serial 
zinc level monitoring, and skin lesions resolved after that. They 
were transferred to Langkawi hospital for continuation of follow 
up since 2015, and disease remain stable up to date. 

Patient 3, an eight-month old baby boy, presented with 
generalized itchy scaly rash for 3 weeks duration. The rash  
started on bilateral calf and expanded to trunk and head 
involving face and scalp, gradually progress to superficial 
blistering associated with weepy excoriation over groin and 
perianal region. Further history revealed a child with poor social 
& financial support. He was taken care by his mother together 
with a 3-year-old sister, father being imprisoned. Breastfeeding 
was given for first 2 months then followed by diluted condensed 
milk without proper weaning diet. 

We saw a generalized oedematous baby having extensive skin 
desquamation and depigmentation over limbs, with tender 
weepy erosion over groin area. Scanty short brittle hair over 
scalp. He was first treated as possible staphylococcus scalded 
skin syndrome. Upon referral to dermatology team on day 3 
admission, the diagnosis was revised to acrodermatitis
enteropathica with possible kwashiorkor disease and was later 
confirmed by a low serum zinc level of 10 ug/dl. 

He was assessed by dietician and started on formula milk 
(lactogen), which deliver around 4mg of zinc per day; on top of 
introduction of solid diet. His skin lesion improved within a week 
of diet modification, and completely resolved upon discharge 
after 1 week time, leaving post inflammatory hypopigmentation. 

DISCUSSION 
Acrodermatitis enteropathica is related to zinc deficiency, 
either primary deficiency or acquired secondary deficiency. 

Hereditary AE is caused by autosomal recessive mutation of 
SLC39A4 gene on chromosome 8q24.3 which encodes the 
ZIP4 zinc transporter, leading to impaired zinc absorption 
mainly from small intestine. 

Acquired form is more common than hereditary form, which 
occur in poor diets such as anorexic and alcoholics; 
malabsoprtion conditions such as inflammatory bowel 
disease and coeliac disease; an excess of phytate diet (cereal 
grains); increase in metabolic demands such as malignancy, 
burns; medications-induced; pregnancy and renal disease.
Zinc deficiency is frequently found in premature infants due 
to increased demand, insufficient stores, impaired 
absorption and increased urinary, gastrointestinal tract and 
cutaneous losses of zinc.

Clinical findings of AE include characteristic eczematous, 
bullous cutaneous lesions on periorificial and acral sites, 
alopecia, and intractable diarrhoea. However the triad is only 
complete in 20% of AE patients. If left untreated can be 
devastating, ranging from growth retardation, 
neuropsychiatric features, associated immunodeficiency, 
delayed wound healing and secondary bacterial/fungal 
infection with sepsis often lead to death.

AE is diagnosed primarily by clinical manifestations and 
further supported with low plasma zinc level. Good recovery 
with zinc supplement confirmed the diagnosis of AE. The cut-
off point of plasma zinc level is 50ug/dl. However, in 30% of 
diagnosed AE, the zinc deficiency occur with normal level of 
plasma zinc, due to the impairment of zinc biologic action at 
the actual site where zinc is released from blood to 
microenvironment, thus reducing the actual bioavailability of 
zinc.

Histopathology findings usually consistent with deficiency 
dermatitis, include cytoplasmic pallor, vacuolization, 
ballooning degeneration causing subcorneal &
intraepidermal clefts , and subsequent confluent necrosis of 
keratinocytes within the superficial stratum spinosum and 
stratum granulosum of the epidermis. In chronic or resolving 
AE, the fully developed necrolysis is minimal; psoriasiform
hyperplasia, parakeratosis with variable neutrophils are often 
indistinguishable with psoriasis and other chronic dermatitis. 

Rapid recovery is usually observed with prompt zinc 
supplement, generally started at 2-3 mg/kg/d of elemental 
zinc, most patients require 1-10mg/kg/day of oral zinc 
preparation. Plasma zinc levels and zinc-dependent enzyme 
levels should be monitored every 3 to 6 months for 
appropriate dose adjustment.

The limitations of our case report are that skin biopsy was 
not performed in view of the young age of patients with 
difficult sedation and also the patient defaulted follow up.

 

   
Fig 1: Case 3 : acral and periorificial dermatitis with alopecia on presentation 

   
Fig 2: Case 3 : resolution of skin desquamation and growth of hair after 1 week 
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CONCLUSION
Our case emphasises that one should think broadly when treating childhood skin disorders.  Diagnosis on AE requires a high index of 
suspicion. AE is diagnosed primarily by clinical manifestation, low serum zinc level, and good recovery with zinc supplementation. An 
early diagnosis and prompt treatment of AE reduces mortality and prevents the long-term consequences of zinc deficiency.



Introduction 

Case report 

Angioimmunoblastic T Cell Lymphoma ( AITL) 

remains a diagnostic challenge due to its 

constellation of diverse presentations which 

include diffuse lymphadenopathy, 

hepatosplenomegaly and constitutional 

symptoms1-3. The polymorphism of cutaneous 

presentations of AITL causes a diagnostic dilemma 

to dermatologists. Furthermore, the non specific 

histological features from the skin often leads to 

delayed diagnosis4. The common histological skin 

characteristics seen in AITL include perivascular 

infiltrate, vascular hyperplasia or proliferation and 

vasculitis4. Other uncommon cutaneous 

histological findings include granulomatous 

dermatitides, prurigo eruptions,atypical linear IgA 

dermatosis form and epidermotropic form 

mimicking myocosis fungoides4. Therefore AITL is 

diagnosed by lymph node biopsy which remains 

the gold standard5. To our knowledge, this is the 

first case in Malaysia where the skin biopsy has 

conclusively diagnosed AITL. Given the lack of 

diagnostic clinical and histological characteristics 

of cutaneous AITL, dermatologists must maintain a 

high index of suspicion when skin lesions are 

refractory to standard treatment and continue to 

ascertain an accurate clinical diagnosis in order to 

improve survival. 
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Angioimmunoblastic T Cell Lymphoma (AITL) is a 

distinct form of peripheral T cell lymphoma that presents 

with diffuse lymphadenopathy,hepatosplenomegaly and 

B cell symptoms1,2.  Skin manifestations occur in up to 

50% of patients with AITL and usually presents as a non 

specific macularpapular rash. The other plethora of 

dermatological presentations include petechiae,purpura, 

nodules and urticaria1-3 .The histological features of AITL 

in the skin are subtle therefore the gold standard for the 

diagnosis of AITL remains excisional lymph node 

biopsy4,5. 

A 78 year old Chinese gentleman with a history of 

hearing difficulties and hypertension presented with a 

one year duration of indurated hyperpigmented plaques 

over his back with associated right cervical 

lymphadenopathy. His initial skin biopsy showed chronic 

inflammation without the evidence of malignancy.  Initial 

repeated biopsies demonstrated  granulomatous 

inflammation without the evidence of malignancy. He 

subsequently progressed to develop nodular lesions on 

his trunk, face and limbs( Picture 1) with hepatomegaly 

and multiple lymph nodes involving his axilla, cervical 

and inguinal region. The cervical lymph node biopsy 

showed features of dermatopathic lymphadenopathy. A 

CT Scan of his thorax, abdomen and pelvis revealed 

bilateral axillary and inguinal nodal and liver 

involvement. In view of the high index of suspicion 

repeated biopsies was done and finally demonstrated 

features of cutaneous angioimmunoblastic T cell 

lymphoma. The patient was started on Narrow Band 

Ultra Violet B(NBUVB) by the dermatologist and on a 

palliative regimen of cyclophosphamide and 

dexametasone/prednisolone by the hematologist. 

Unfortunately he progressively deteriorated and passed 

away secondary to aspiration pneumonia with an acute 

stroke.  

 

 

 

 

 

 

 

 

 

 

 

 

 

Figure 1                              Figure 2 

 

 

 

 

 

 

 

 

 

 

 
 

Histopathology 

The diagnostic skin biopsy demonstrated irregular 

perivascular nodules of atypical lymphoid cells 

aggregates. These cells are large, moderately 

pleomorphic and exhibiting vesicular nuclei with 

prominent nucleoli. These atypical lymphoid cells 

express almost all T-markers (Pan-T markers) (strong & 

diffuse: CD2+;CD3+;CD5+;CD4+, lesser CD7+ & CD8+ 

and CD 56-. Strong & diffuse PD1+) The lesion shows 

moderate proliferation rate (Ki67 in between 20-30% 

only). 

Discussion/Conclusion 

 

 

 

 

 

 

 

 

 

 

 
 

Figure 1:CD34 negative, CD21 negative and PD1 positive 

neoplastic cells 

Figure 2: Neoplastic cells are expressing all T-cell markers. 
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This case series aims to investigate the safety and efficacy of utilizing the 

Cutera Enlighten 1064Nm picosecond laser with Multi Lens Array (MLA) for 

the treatment of acne scarring. 

Introduction

Results

Results

Case 3 

Left: Before treatment. Right: Follow up visit at 8 weeks post 2 treatments 

Discussion

Case 4

Left: Before treatment. Right: Follow up visit at 4 weeks post 1 treatment session

Conclusion
• This study shows that treatment of facial acne scars by 1064nm 

picosecond laser with a diffractive lens array produced 

improvement in appearance and texture during a 5 months follow 

up. 

• Minimal adverse affects were reported. 

• A longer duration of treatment and follow up as well as a larger 

number of subjects is recommended for a better understanding of 

the effects of Picosecond laser with MLA for treatment of acne 

scars.  

Case 1

Left: Before treatment. Right: Follow up visit after 5 months post 5 treatments 

Dr Bob Klajo anak Edmund John, Dr Tingsong Lim

Department of Aesthetic Medicine, Clique Clinic

Case series: The use of Cutera Enlighten Picosecond Laser with 

Multi Lens Array (MLA) in Treatment of Facial Acne Scarring

Objectives

Acne is a common disease that affects mostly adolescents. More often 

than not, acne is associated with acne scarring which is permanent. 

Treatment for acne scarring has been well studied, but novel treatments 

are emerging. One of the most recently introduced treatment for acne 

scars would be the use of Picosecond laser with lens array.

Methodology
• Subjects who are affected by acne scarring are recruited into the 

study. Four subjects are enrolled, three males and one female, age 

ranging from 22 to 30 years old. 

• Subjects are screened for any contraindications for treatment including 

use of oral isotretinoin. They provided informed consent to be involved 

in this study. 

• Post laser care including the application of sun protection was 

reinforced to the subjects. 

• Photos were taken before treatment as well as for every subsequent 

visits for comparison and monitoring the progress. 

• Pain management include the use of numbing cream Lidocaine 

10.56%.

Case 2

Left: Before treatment. Right: Follow up after 5 months post 7 treatment sessions

• Lasers, intense pulsed light, and other energy devices are also 

regularly used in the treatment of scarring and fractional 

resurfacing, whether with ablative or nonablative devices, and 

have become the current standard of care. 

• Brauer et al previously described the use of a picosecond 755-nm 

laser (Cynosure) with a diffractive lens array in the treatment of 

facial acne scarring. This specialized optic affects more surface 

area, has a greater pattern density per pulse, and may improve the 

appearance of acne scars. 

• This current study has the objective to study safety and efficacy of 

using the Cutera Enlighten picosecond laser with patented Multi 

Lens Array for treatment of acne scars. 

• The adverse affects reported were mainly pain during procedure 

and petechiae that lasted for 7-10 days. No other significant 

adverse affects were reported, including Herpes Simplex 

reactivation. 
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Figure	  2a:	  	  
Waxy	  infiltraTon,	  	  	  

loss	  of	  eyebrows	  and	  
necroTc	  crusted	  ulcers	  

Figure	  2b:	  	  
Confluent	  reTculate	  purpuric	  
patches	  with	  bullae	  at	  the	  

lower	  extremiTes	  
	  	  

INTRODUCTION	  
	  

Lucio’s	  phenomenon	  is	  an	  uncommon	  presentaTon	  of	  	  	  	  	  	  	  	  
leprosy,	  which	  is	  characterized	  by	  reTculate	  purpura	  and	  or	  
geometrical	  ulcers	  that	  heal	  with	  atrophic	  stellate	  scarring.	  
The	  aim	  of	  this	  study	  is	  to	  review	  the	  clinical	  presentaTons	  
and	  outcome	  of	  paTents	  with	  lucio’s	  phenomenon	  seen	  in	  
five	  dermatology	  referral	  hospitals.	  

	
METHODOLOGY	  
	  

This	  is	  a	  retrospecTve	  review	  on	  all	  the	  paTents	  with	  lucio’s	  
phenomenon	  diagnosed	  and	  managed	  in	  Hospital	  Queen	  
Elizabeth	  Hospital,	  Sabah,	  Hospital	  Sultanah	  Bahiyah,	  
Kedah,	  Hospital	  Pulau	  Pinang,	  Penang,	  Hospital	  Tengku	  
Ampuan	  Afzan,	  Pahang	  and	  Hospital	  Kuala	  Lumpur,	  Kuala	  
Lumpur	  over	  the	  last	  15	  years	  from	  2003	  to	  2017.	  
	  

	  

	


RESULTS	  
	  

•  There	  were	  18	  paTents	  with	  male	  to	  female	  raTo	  2:1	  	  
•  Four	  were	  non	  Malaysians	  
•  The	  ethnic	  distribuTon	  is	  displayed	  in	  Figure	  1	  
•  Mean	  age	  of	  presentaTon	  was	  41	  
•  Mean	  duraTon	  of	  presentaTon	  was	  21	  days	  and	  median	  

10.5	  days	  (range	  4-‐60)	  
•  Mean	  bacteriological	  index	  (BI)	  and	  morphological	  index	  

(MI)	  were	  4.2	  and	  2.1	  respecTvely	  
	  
	  

	


Table	  2:	  Clinical	  presentaFons,	  Treatment	  and	  Outcome	  

PresenTng	  
symptoms	  

Ulcers	   	  	  5	  (27.8%)	  

Purpura	  and	  ulcers	   13	  (72.2%)	  

Type	  of	  leprosy	   Diffuse	  non	  nodular	   17	  (94.4%)	  

Lepromatous	  leprosy	   	  	  1	  	  (5.6%)	  

WHO	  disability	   Grade	  2	   13	  (72.2%)	  

Histopathology 
findings	


Endothelial	  proliferaTon	   	  	  	  4	  (22%)	  

ColonizaTon	  of	  endothelial	  cells	  by	  
AFB	  

	  17	  (94%)	  

Thrombosis	   	  14	  (77%)	  

Treatment	   MDT	  alone	   	  	  2	  (11.1%)	  

MDT+	  systemic	  steroid	   	  	  9	  (50.0%)	  

MDT+	  systemic	  steroid
+pentoxyphylline	  

	  	  7	  (38.9%)	  

Outcome	   Survived	   15	  (83.3%)	  

Died	  due	  to	  lucio’s	  related	  
complicaTon	  

	  	  2	  (11.1%)	  

Died	  due	  to	  other	  cause	   	  	  1	  (5.6%)	  

Current	  status	   Treatment	  in	  progress	   	  	  7	  (39.0%)	  

Surveillance	   	  	  3	  (16.7%)	  

Completed	  treatment	  and	  
surveillance	  

	  	  1	  (5.6%)	  

Transfer	  back	  to	  home	  country	   	  	  1	  (5.6%)	  

Defaulted	   	  	  3	  (16.7%)	  
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Table	  1:	  Referring	  team’s	  diagnosis	  	   n=18	  
ConnecTve	  Tssue	  disease	   	  	  2	  

Vasculopathy/vasculiTs/purpura	   	  	  4	  

Steven	  Johnson	  syndrome	   	  	  2	  

Others	  (Gangrene	  toes/celluliTs/necroTzing	  
faciiTs/ulcers/cutaneous	  tuberculosis)	  

	  	  6	  

Not	  stated	   	  	  2	  	  

Lucio’s	  phenomenon	   	  	  1	  

Leprosy	   	  	  1	  

	  

DISCUSSION	  	  
	  

•  We	  found	  male	  preponderance	  	  similar	  to	  other	  
studies1,2,3	  	  

•  Only	  one	  paTent	  was	  known	  to	  have	  leprosy	  prior	  to	  
presentaTon	  and	  more	  than	  two	  thirds	  of	  our	  paTents	  
also	  had	  WHO	  grade	  2	  disability	  indicaTng	  late	  
recogniTon	  of	  leprosy	  

•  All	  except	  one	  paTent	  all	  had	  diffuse	  non-‐nodular	  
leprosy	  which	  contributes	  to	  under-‐recogniTon	  as	  there	  
is	  absence	  of	  the	  typical	  patches,	  plaques	  or	  nodules.	  

•  Our	  paTents	  have	  significant	  morbidity	  as	  indicated	  by	  
high	  proporTon	  of	  disability	  however	  this	  phenomenon	  
can	  also	  have	  aggressive	  course	  with	  the	  development	  
of	  secondary	  sepsis2,3,4.	  	  

	  
CONCLUSION	  
	  

•  Lucio’s	  phenomenon	  mimics	  connecTve	  Tssue	  diseases	  
and	  vasculopathy,	  hence	  this	  diagnosis	  should	  be	  
considered	  when	  paTents	  presents	  with	  reTculate	  
purpura	  or	  bizzare	  geometrical	  shaped	  ulcers	  and	  
prompt	  us	  to	  look	  for	  further	  clues	  including	  diffuse	  
infiltraTon,	  maldrosis,	  hypoesthesia	  and	  peripheral	  
neuropathy	  

•  Awareness	  of	  this	  enTty	  facilitates	  diagnosis	  and	  
improves	  paTents’	  outcome	  
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Figure	  1:	  NaTonality	  and	  Ethnic	  DistribuTon	  



 
Conclusion 

 
This case clearly illustrates that clinical presentation and response to oral zinc is more 
important to clinch the diagnosis; even though the zinc level was normal. The role of 
investigations including serum zinc level and histopathology examinations may support 
the diagnosis of acrodermatitis enteropathica but they are not compulsory criteria. 
 
 

Acrodermatitis Enteropathica with  
Normal Zinc Level: A case report  

Ai Leen Wee 
Hospital Melaka, Melaka, Malaysia 

Introduction 
 
          Acrodermatitis enteropathica or zinc deficiency can be divided into genetic or acquired 
type.  Both clinical presentations are the same, presenting with well demarcated 
erythematous patches around the mouth, anus, limbs including hands and feet.  Diagnosis is 
readily made with typical clinical features and low serum zinc.  We  illustrate here a case of 
acrodermatitis enteropathica with normal zinc level. 
 

Discussion 
        

          Acrodermatitis enteropathica is a disease related to zinc deficiency caused by an 
abnormality of intestinal zinc absorption, which is classified into hereditary congenital 
type (inherited as an autosomal recessive trait) and acquired type.  Possible causes of the 
acquired type include inadequate intake zinc caused by prematurity or insufficient zinc 
absorption.  The acquired types can be further classified into classic acrodermatitis 
enteropathica with low serum zinc levels and a variant type that presents with 
characteristic clinical features but normal serum zinc level(1).  In cases diagnosed with 
acrodermatitis enteropathica, approximately 30% of cases show a normal or higher serum 
zinc level(2). Hence, the level of serum zinc is not reflected in the actual bioavailability of 
zinc. Zinc deficiency can occur when zinc is released from blood to a microenvironment 
where the actual site of zinc biologic action is impaired, even when serum zinc level is 
normal(3). Both the inherited and acquired type presents with similar clinical features. The 
only way to differentiate the two is the resurgence of clinical manifestation with the 
cessation of zinc supplement in the inherited type.  
 
          The cutaneous manifestation is characterized by of erythematous patches with well 
defined borders over the periorificial, perineum, perianal, and limbs including the hands 
and feet. These patches evolve into crusted, blistered pus-filled and eroded lesions(3) 
(Figure 1). Other cutaneous manifestations include alopecia, red glossy tongue with 
mouth ulcers, nail changes and secondary cutaneous infections. The babies affected are 
usually irritable as witnessed in this patient as well. Intractable diarrhoea, failure to thrive 
and conjunctivitis are other non-cutaneous clinical features. The diagnosis of this 
condition comprises of characteristic clinical features and rapid resolution to zinc 
supplement. Low serum zinc level further supports the diagnosis. Another supportive 
investigation would be histopathological examination (HPE) showing psoriasiform 
epidermis, confluent parakeratosis and upper epidermal pallor(3) (Figure 3). This patient’s 
biopsy showed focal parakeratosis, acanthotic and spongiotic epidermis. No bullous lesion 
or cytoplasmic pallor of keratinocytes seen. These findings can still be in keeping with 
early changes acrodermatitis enteropathica.  
 
          In the case presented above, the fact that the patient is an ex-premature gives an 
important clue to the diagnosis. With the added typical skin lesions, both distribution and 
morphologically; the clinical diagnosis of acrodermatitis enteropathica can be confidently 
made despite of normal serum zinc level. The commencement of oral zinc leading to rapid 
clinical response and resolution further supports this diagnosis. In the above reported 
case, after commencing oral zinc, her irritability resolved within a day and skin lesions 
resolved in about two weeks’ time.  
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Case report 
           
          NAH is a 5-month-old girl presented with one month history of rashes associated with 
irritability.  She was treated as eczema by general practitioners with no improvement seen; 
before referring to us.  Physical examination revealed erythematous patches with well-
defined borders seen along the periorificial, perianal, perineal, scalp, limbs including hands 
and feet.  She had alopecia but no nail changes and mucous membranes involvement.  Apart 
from cutaneous manifestation, she was also very irritable, crying incessantly since the skin 
condition began.  However, she has no conjunctivitis, intractable diarrhoea and failure to 
thrive.  
           
          Baseline blood investigations were normal.  Skin biopsy was performed; serum zinc was 
sent and commenced on oral zinc 1mg/kg.  Zinc level was normal and the histopathological 
examination is supportive but not pathognomonic of acrodermatitis enteropathica.  
Irritability resolved within a day and skin lesions resolved in about two weeks’ time. 
 

At presentation After 2 weeks of zinc 

At presentation After 2 weeks of zinc After 1 day of zinc 

At presentation 

 Progression/ Resolution 

Typical Histopathological Examinations (3) 

Figure 3: The typical histopathology examination findings(3)  
(A) Acute spongiotic dermatitis and infiltration of upper dermal inflammatory cells (H&E, ×200)  
(B) Cytoplasmic pallor, intraepidermal vesicle formation in the upper epidermis (H&E, ×40) 

Figure 1: Clinical findings of patient at presentations; erythematous, well defined crusted  
                 patches over periorificial, perineum, perianal, limbs including hands and feet 

Figure 2: Rapid improvement/ resolution of cutaneous lesions, significantly seen over the  
                 periorificial and perineum areas. 
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INTRODUCTION
Granuloma annulare (GA) is an idiopathic benign granulomatous skin disease, characterized by annular dermal
plaques or papules. We are reporting two patients with generalized GA (GGA), with different clinical features, disease
morphology and histology pattern.

CASE	REPORT	1
A 26 years old Malay gentleman with no known medical
illness, presented with asymptomatic, skin-coloured, large
annular plaques over the upper limb, dorsal hands, upper
back and trunk of 8 months duration (figure 1a & 1b). He
was otherwise well without any constitutional symptoms.
Apart from granuloma annulare, our differential diagnoses
included erythema annulare centrifugum, lepromatous
leprosy, and cutaneous sarcoidosis. Histology (figure 1c)
showed perivascular and periadnexal lymphocytic infiltrate
with foci of epithelioid granulomas in an interstitial pattern
(arrow). Muciramine stain was negative. No necrobiosis
was seen. Negative wade-fite stain and slit skin smear
examination excluded leprosy. His fasting blood sugar,
thyroid function test and fasting serum lipids were all
within normal range. On follow up, there was spontaneous
partial resolution of skin lesions.

CASE	REPORT	2
A 67 years old Malay lady with underlying diabetes
mellitus (DM) presented with 2 months history of pruritic
erythematous discrete papules over the forearms, dorsal
hands, upper back and lower limbs (figure 3). She denied
any constitutional symptoms. Clinical diagnoses of lichen
planus, cutaneous sarcoidosis and GA were considered.
Histology showed palisading granuloma with central area
of necrobiosis in the dermis (figure 1c). Grenz zone was
present. The granuloma consisted of epithelioid cells and
Langhans type multinucleated giant cells. Alcian-blue stain
demonstrated mucin deposition within the central area of
dead collagen (figure 1d). Her fasting serum lipid and
thyroid function test were unremarkable. In view of
extensive lesions and poor response to topical
corticosteroids, hydroxychloroquine was commenced.

DISCUSSION
The prevalence of GA is unknown1. It is estimated about 0.1-0.4% of new patients presented to dermatologists were
diagnosed as GA2. The reported age of onset is at the third and fifth decades with female predominance (1-2:1). The
variants, presentation, frequency and histology are stated in Table 1. Though debatable, the association with diabetes
and dyslipidemia is most widely reported. Other associated diseases includes HIV, malignancies, thyroid disease and
systemic infections3. GA typically produce minimal symptoms, and frequently self-resolved. 50% of LGA has a tendency
to remit within 2 years3. Treatment is desired in view of its appearance, tendency to recur and occasional widespread
distribution3, however evidence is minimal. Intralesional triamcinolone can be used for LGA3. Antimalarial drug or
phototherapy are suggested for treatment of GGA3. Our case reports, demonstrate an early and late onset GGA. The first
case showed classical clinical morphology but had interstitial type GA on histology, whereas our second case did not
show typical morphology but had classical histology of GA.
Type Classic description Frequency Note Histology
Localized
(LGA)

Annular plaques, limited 
classically on hands or 
feet 

+++++ Most common and well recognized Mucin coupled with a palisading 
(26%) or interstitial (71%)1

pattern of granulomatous 
inflammation represents the 
principle findings in all subtypes 
of GA

Generalized
(GGA)

Annular plaques, or 
papules, diffuse, classically 
on the extremities and 
trunk

+++ Extensive involvement of the limbs 
probably fits into this type.  
“disseminated” GA is best thought 
to be as a form of GGA in the 
absence of better data.

Subcutaneous
(SGA)

Subcutaneous nodules +++ Exclusively in children Involving the reticular dermis or 
subcutaneous layer. 

other rare variants include, perforating GA, palmoplantar, blackolinear, pustular, visceral and actinic granuloma.
Table	1:	Variants,	morphology,	frequency	and	histology	of	GA1

REFERENCES
1. Piette et al. J Am Acad Dermatol. 2016; 75.3: 457-465.
2. Muhlbauer JE. J Am Acad Dermatol. 1980;3:217-230.
3. Piette et al. J Am Acad Dermatol 2016; 75.3: 467-479.

CONCLUSION
GA is not uncommon, yet under researched. Additional studies are
necessary to better elucidate the cause, triggers, associations, and
treatment of this condition.

(b)(a)	

(c) (d)

Figure	2
(a)	Left	forearm
(b)	Right	upper	back
(c)	H&E	stain	(x	100)
(d)	Alcian-blue	stain	(x	400)
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Figure	1
(a)	Left	forearm
(b)	Right	flank
(c)	H&E	stain	(x	100)
(d)	Muciramine stain	
(x400)
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INTRODUCTION
Primary cutaneous CD30+ lymphoproliferative disorder is a group
of primary cutaneous T cell lymphoma (P-CTCL) that consists of
lymphomatoid papulosis (LyP), borderline disease and primary
cutaneous anaplastic large cell lymphoma (C-ALCL). It is the
second most common cutaneous lymphoma after mycosis
fungoides (MF), comprising about 30% of all CTCL1. We herein
report a case of primary cutaneous anaplastic large cell
lymphoma which regressed completely without any treatment.

CASE	REPORT
A 45 years old Malay gentleman presented with a rapidly
enlarging, painless solitary facial nodule of 2 months
duration. He denied any prior trauma or insect bites. He
was also well with no history of fever, constitutional or B
symptoms. Clinical examination revealed a 3x3 cm
erythematous juicy ulcerated tumour (figure 1A), with no
enlargement of regional lymph nodes or
hepatosplenomegaly. Clinical differential diagnoses
included lymphocytoma cutis, fixed plaque sporotrichosis,
deep fungal infection, mycobacterium and atypical
mycobacterium infection. Histological examination from an
incisional skin biopsy showed a diffuse and dense
proliferation of large neoplastic lymphoid cells with
markedly pleomorphic nuclei in the dermis. Occasional
horseshoe ("hallmark") cells were also present (arrow)
(figure 2a). Apoptotic bodies were frequently seen. The
neoplastic cells were immunopositive for CD2 (figure 2c),
CD3 and CD30 (figure 2d). A subpopulation of neoplastic
cells were CD4 and CD8 positive. The Ki-67 proliferative
index was high, at 90%. The neoplastic cells showed
aberrant loss of CD5 and CD7 expression (figure 2e & 2f).
Importantly, the ALK-1 stain was negative (figure 2b). A
diagnosis of cutaneous anaplastic large cell lymphoma was
made. A staging computed tomography revealed cervical
lymph node enlargement with no distant metastases. He
declined any active intervention and had complete
spontaneous regression after 3 months of initial
presentation, leaving an atrophic scar over the site of
previous tumour (figure 1B).

Figure	1	(A)	February	2017.	(B)	July	2017	

(A) (B)

DISCUSSION
C-ALCL comprise 8% of P-CTCL2. They typically present as
nodules or papules with ulceration. Histologically, there is
diffuse, non-epidermotropic infiltrate with cohesive sheets
of large CD30+ tumour cells. The tumour cells have round,
oval or irregularly shaped nuclei, with prominent
eosinophilic nucleoli and abundant cytoplasm,
representing typical anaplastic cells. Immunophenotype.
The neoplastic cells shows CD4+ expression with variable
loss of CD2, CD5, and/or CD3. Cytotoxic proteins (granzyme
B, TIA-1, perforin) are commonly positive. More than 75%
of neoplastic T cells should express CD30+ to be defined as
C-ALCL. CLA is usually positive. EMA and ALK negativity
differentiate C-ALCL from systemic CD30+ lymphoma. Co-
expression of CD56 is rare, indicating a poor prognosis.2 As
in our case, C-ALCL may show partial or complete
spontaneous regression2. They frequently relapse in the
skin (41%) but rarely disseminate (10%)3. Patient with
multifocal skin lesions and only regional lymph nodes
involvement have similar prognosis to patient with just one
skin lesion3. It is an indolent disease, with an excellent
prognosis, demonstrating 10 years disease-specific survival
in over 90% of patients3. Treatment of C-ALCL is
summarized in Table 1. Though regional lymph nodes are
involved, doxorubicin-based multi-agent chemotherapy is
not required, as demonstrated in our case.

Type First Line

Solitary/ few localized 
nodule 

Excision
Radiotherapy

Multifocal skin therapy Radiotherapy 
Low dose MTX 

Extracutaneous disease/ 
rapid progressing

Doxorubicin-based 
multiagent chemotherapy

Table	1:	Treatment	for	P- ALCL2

CONCLUSION
• C-ALCL is an indolent disease with a good 10 year

disease survival. It may show partial or complete
spontaneous regression. Doxorubicin-based
multiagent chemothrapy is rarely needed.

REFERENCES
1. Groves FD et al. J Nati Cancer Inst. 2000; 92: 1240-

1251.
2. Willemze R et al. Blood. 2005; 105.10: 3768 – 3784.
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Figure 2: (a) H&E stain (b) negative ALK-1 (c) CD2+ (d) 
CD30+ (e & f) abberent loss of CD5 and CD7
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Introduction 
Tumoral calcinosis  (TC),also known as Teutschlaender disease or calcifying bursitis, is a rare condition which is characterized 
by  deposition of calcium phosphate and calcium hydroxyapatite within periarticular soft tissues. We report a case of TC in an 
adolescent who presented with typical presentation and histological findings. 

  
 ML is a 14-year-old boy who presented with multiple 

 swellings around bilateral elbows and knees for 2 years  
duration. The number and size of the swellings have increased  

gradually. Some have ruptured with chalky white discharge. The 
movement of the affected joints remained normal despite  

the swellings. It was not associated with pain. He is  
otherwise well with no known medical illness or history of  

hospital admission. He performs fairly well at school and he 
 plays football for his school.  There is no similar history in 

 the family.  
 On examination, multiple masses of  

various sizes ( smallest one measures about 1x1cm whereas 
 the largest one measure 5x7cm) and consistencies, ranging 

 from firm to hard, were noted around bilateral knees and  
elbows. The overlying skin was normal. The masses were not  
attached to the  overlying skin and were not warm, tender or     

mobile.  Examination of other joints were normal  with no 
 weakness.  

 
 Laboratory  investigations  revealed normal renal  

profile, Calcium, phosphate, thyroid function and parathyroid 
 function. The connective tissue diseases screening was  

negative and inflammatory markers were not raised.  
Echocardiography  revealed mild dilatation of the aortic root.   
Ophthalmology and hearing  assessment was normal. Plain 

 radiographs showed multiple  multilobulated, calcified masses 
at bilateral knees and elbows. There was no evidence of  

 fractures, periosteal changes or soft tissue changes.  
 Ultrasound of bilateral elbows and knees showed multiple well-

defined cystic lesions with complex fluid component,  
especially in both knees. Some of the lesions have foci of  
calcification within.  Internal Doppler did not suggest high  
vascularity.  There was no intra-articular  extension or joint 

 effusion noted.  

 

TC mainly presents in childhood or adolescences as painless, firm, single or multiple  masses around the joints that may lead to 
joint function limitation especially when it is large in size. The commonest reported joints affected are  soft tissues of peri-

articular upper limb (shoulder and elbow), knees and hip regions as in our case. Differential diagnoses of soft-tissue 
calcification include mixed connective tissue diseases, dermatomyositis and  calcific bursitis. However, malignancies e.g. 

parosteal osteosarcoma, chondrosarcoma, and synovial sarcoma should also be considered. 
 
 
   

TC is a distinct clinico-radio-pathological entity characterised by soft tissue periarticular calcinosis which mimics neoplasm. 
Hence, a multidisciplinary approach should be exercised in terms of  making a precise diagnosis.  

1. Kathryn M et al. Tumoral Calcinosis: Pearls, Polemics, and Alternative Possibilities. RSNA May-June volume  2006: volume 28 issue 3. 
2. Sridevi et al. Idiopathic Tumoral Calcinosis – Rare Clinico Pathological Entity: A Report of Two Cases. J Clin Diagn Res 2017 Jun; 11(6): ED06–ED07. 
3. Yuen et al. Tumoral calcinosis: a case reportJournal of Orthopedic Surgery 2011;19(1):108-12 

 
 

 
 

Multiple swellings of various sizes and consistencies at 
bilateral knee joints.  

Presence of calcium discharge at the joint 

HPE findings 

There is a  large 
uniform basophilic 
calcium deposit at 
dermis 

H&E x 40 
 

H&E x 200
  

Case Report 

multiple  multilobulated, calcified masses at bilateral knees and 
elbows ( early changes) 

Conclusion 

Discussion 

Classifications of TC Type 1-Primary normo-phosphatemic)  Type 2- Primary hyper-phosphatemic   Type 3-Secondary TC 

Laboratory 
Characteristics 

•  Normo-calcemia and normo-
phoshpatemia 

• Normo-calcemia and hyper-phosphatemia  • Hyper-calcemia  and 
phosphatemia secondary or 
tertiary hyperparathyroidism 
due to Chronic renal failure 
(CRF) 

Number of 
calcifications 

•  usually solitary calcifications.  • Usually multiple calcifications • Usually multiple 
calcifications 

Genetic 
preponderance 

• no evident familial pattern in this 
entity 

 

• Genetic predisposition is a feature  
• hyperphosphatemia arises due to reduced urinary phosphate 

excretion caused by recessive mutations in GalNAc 
transferase 3 gene, GALNT3, and KLOTHO, that causes the 
inactivation of FGF23, a phosphoturic hormone 

The diagnosis of TC  is mainly based on typical radiologic features and biochemical profile, with the exclusion of the presence of  
connective tissue diseases. The normal laboratory results and the presence of multiple calcifications make our case most likely an 
idiopathic case since there is no family history of such complaint. Conservative treatment  remains the mainstay of treatment for 
primary TC unless symptomatic whereas a combination of surgical excision and medical treatment for phosphate deprivation is 

the best approach for TC with secondary causes. 

Rt Elbow 

Rt knee 
Lft knee 

Rt knee- 
medial 
aspect 

Rt knee 

Reference 

Rt knee Rt Elbow 
Lft knee 

several small 
calcified 
nodules in the 
dermis. 
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Introduction 
Blue rubber bleb naevus syndrome (BRBNS) is a rare multifocal venous malformation syndrome involving predominantly the skin 
and gastrointestinal tract.  It has been reported to be associated with iron deficiency anaemia and fatal bleeding. We report a case 
of BRBNS presenting as a facial tumour in utero for its rarity and atypical presentation which cast a diagnostic dilemma. 

Case Report 

  
Q is a 6 month-old Malay girl who was  

referred to us during her antenatal period  for a facial mass  
found during antenatal scan at 35 weeks of gestation. A fetal  

MRI done showed an  exophytic mass with features  
suggestive of  vascular tumour. At birth, there was a 

 pedunculated violacious mass found at the  right forehead  
extending to the right upper eyelid, measuring 7x8cm. It was  

soft in consistency and non tender. The clinical impression was  
haemangioma and oral propranolol was started at day 4 of life. 

 
 However, the tumour increased in size  

disproportionately to growth and she developed one episode of  
fresh per rectal bleed despite treatment with propranolol for 2 

 months and hence it  was stopped. MRI of brain, orbit and  
face was repeated at 4 months of age and there was  

evidence of slow flow vascular malformation which was  
confirmed by angiogram. In view of the development of new  

bluish naevi over other parts of the body and further  
episode of bleeding from the mass, which resulted in anaemia       
requiring packed cell  transfusion, the diagnosis was revised  
 to Blue Rubber Bleb Naevus Syndrome which was supported  

by HPE findings. Oral sirolimus was started subsequently 
 with satisfactory response. 

 

 

HPE findings 

The dermis shows 
presence of dilated 
vascular channels.  

Discussion 
 BRBNS is a rare vascular anomaly syndrome consisting of multifocal venous malformations . The confusing 
terminology or misnomer has historically obscured the diagnosis and treatment of vascular anomalies. BRBNS has been 
thought to have an inheritance pattern of autosomal dominant. However, most case reports revealed otherwise and most of them 
are sporadic as in our case.  
 
 The venous malformation in BRBNS is different from proliferative tumors e.g. haemangiomas and hence it is expected 
not to respond to antiangiogenic agents such as corticosteroids and interferon. The cutaneous lesions of BRBNS are generally 
small, measuring less than 1–2 cm, and blue to violacious in color. The number of  these compressible cutaneous lesions can 
vary from several to hundreds at any age.  In our case, a large facial mass during antenatal period as the sole presentation is the 
first case ever reported in history and hence a diagnostic challenge. The site of this lesion ( extending from the right forehead to 
the upper eyelid) makes the biopsy or excision difficult. The biopsy was only done at 6 months of age when she started to 
develop other cutaneous lesions around her body and the HPE results cinched the diagnosis of venous malformation. 
  
  In comparison to cutaneous lesion, the lesions along the gastrointestinal ( GI) tracts are  usually more clinically 
relevant than the skin and soft tissue lesions as they can cause chronic bleeding which leads to iron deficiency anaemia. Most of 
the time, patients exhibit GI bleeding at an early age and it continues throughout their life. Massive sudden hemorrhage is rare. 
 
 A multidisciplinary approach, involving Paediatrician, Dermatologist, and Surgeon should be adopted in terms of 
management of complications of BRBNS. Medical treatment with oral antiangionenic agent ,Sirolimus has recently gained 
popularity among treating paediatricians/dermatologists. To date, there are several case reports  that demonstrated good 
response among Paediatric patients diagnosed to have BRBNS i.e. the shrinking of the size of the venous malformation and the 
reduction in incidence of GI bleed in patients . Endoscopic approaches are generally reserved for acute bleeding. Surgical 
resection is deemed to be overly aggressive and unhelpful because of the belief that lesions would recur after removal. 

Conclusion 
BRBNS has various presentations, and can even present during the antenatal period. Therefore, it is important to correlate the 
clinical and HPE findings to come to a definitive diagnosis.  

Reference 
1. Steven J Fishman et al.Blue Rubber Bleb Nevus Syndrome Surgical Eradication of Gastrointestinal Bleeding  Ann Surg. 2005 Mar; 241(3): 523–528. 
2. Domini M et al. Blue rubber bleb nevus syndrome and gastrointestinal haemorrhage: which treatment Eur J Pediatr Surg. 2002 Apr;12(2):129-33. 
3. Dobru D. et a; Blue rubber bleb nevus syndrome: case report and literature review. Rom J Gastroenterol. 2004 Sep;13(3):237-40. 
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INTRODUCTION:
Syphilis and HIV are both sexually transmitted diseases and commonly
coexistist especially among high risk populations. Co-infection of these
two condition can alter the course of both diseases. Syphilis may
increase the risk of HIV transmission and accelerate development of
immunodeficiency in HIV patients. On the other hand, HIV may
influence the manifestation of syphilis and increase the treatment
failure. Treatment response in syphilis is defined as 4-fold decline of
non-treponemal antibody titres and /or seroreversion to non reactive
in 12 months. However this response may be delayed in syphilis
patients with coinfection of HIV.

OBJECTIVES
The aim of the study is to analyze demography , clinical characteristic
and treatment outcome of syphilis among HIV and non HIV patients.

METHODS
This was a retrospective study involving patients with syphilis treated
in Department of Dermatology, Hospital Raja Permaisuri Bainun from
year 2012-2016. Medical records were traced and following data
were analyzed: demography, sexual preference, CD4 count, HAART
therapy, stage of syphilis,, RPR level and the rate of decline after
treatment. Data were analyzed using SPSS version 20.

RESULTS

In term of treatment outcome, rate of 4-fold reduction in RPR within 12
months is higher among
• N-HIV (90%, 36 out of 40,) as compare to HIV (67.7%, 21 out of 31)

(Figure 1 ).
• Baseline RPR titer <1:32 (90%, 38 out of 42) as compare to baseline

RPR titer > 1:32 (65%, 19 out of 29) (Table 2)
• latent syphilis (87%, 49 out of 56 patients as compared to primary

(67%, 2 out of 3) secondary syphilis (75% 6 out of 8) or tertiary
syphilis( 0%, 0 out of 4 patients)

• HIV with CD4 counts > 350 cells/mm3 (90% ,10 out of 11) as
compared to HIV with CD4 counts < 350 cells/mm3 (55% ,11 out of
20) (Table 2)

DISCUSSION:
HIV infection can coexist with syphilis, as both pathogens are sexually
transmitted and presence of one may facilitate infection with the other
[1]. Ahn Jy et al revealed that co-infection of syphilis and HIV
predominantly affect young male patients (n=933,92.4%) with median
age group 38 years old and most of these patients were MSM
(n=636,63%) [2]. This finding was consistent with our study which
showed syphilis and HIV co-infection commonly affect male patients
(93.5%) with median age of 34 years old and mostly were MSM (61.3%)
too.

It has been well accepted that 4-fold decline on RPR titers by 12 months
of follow up is considered as appropriate response to therapy regardless
of the treatment regime for patients with syphilis [3,4]. There are
multiple factors which may influence the rate of decline in RPR. Ghanem
et al. showed that failure of 4-fold decline of serological response within
12 months after treatment was higher in HIV group ( 22 out of 129
patients) as compared to non-HIV group (5 out of 168 patients)
(p<0.001)[6]. We observed similar result in our study whereby the rate
of 4-fold reduction in RPR within 12 months is higher among N-HIV
(90%) as compare to HIV group (67.7%).

Apart from that, baseline RPR level may affect the rate of decline in RPR.
Arlene C.sena et al revealed that baseline of RPR<1:32 was associated
with higher rate of seroreversion within 12months as compare to
patients with baseline RPR of > 1:32 (41.1% v 5.0%,) [5]. Similar result
was noted in our study in which of higher percentage of patients with
baseline RPR <1:32 showed decline of titer to 4-fold within 12 months as
compared to patients with baseline RPR of >1:32 (90% vs 65%) .

Treatment outcome of patients with syphilis may be related to the stage
of disease too. Ghanem et al study showed that early syphilis was
associated with delaying in 4 fold reduction of RPR as compared to late
syphilis[6]. In our study, latent syphilis (87%, 49 out of 56 patients as has
is associated with highest percentage of 4 fold reduction in RPR as
followed by secondary syphilis (75% 6 out of 8) , primary (67%, 2 out of
3) and tertiary syphilis( 0%, 0 out of 4 patients).

In patients with co infection of syphilis and HIV, baseline CD4 count will
affect the treatment outcome too. Marra et al. showed that HIV-infected
patients with CD4 cell counts ⩽200 cells/µL were 3.7 times less likely to
normalize CSF–Venereal Disease Research Laboratory (VDRL) test results
than were those with CD4 cell counts >200 cells/µL [7,8] In our study, it
was noted that 55% (11 out of 20) of patients with CD4 < 350 as
compared to 90% (10 out of 11) of patients with CD4 >350 achieved 4
fold decline of RPR within 12 months.
It has been shown that the prevalence of neurosyphilis is higher in HIV
patients as compared to non HIV patients (23.5% versus 10%) [9]. Nicola
M.Zetola et al also revealed significant association of neurosyphilis with
CD4 count < 350 cells/mm3 and baseline RPR >1:32. It was
recommended to perform CSF examination for HIV infected patients
with RPR titre >1:32, regardless of syphilis stage or those with CD4 count
<350 cells/mm3 regardless of titre[4].
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4. Nicola M. Zetola .Syphilis and HIV infection . 
5.Arlene C.Sena .Rate of decline in nontreponomal antibody titres and seroconversion after treatment of 
eary syphilis.
6.Khalil G. Ghanem .Antiretroviral Therapy Is Associated with Reduced Serologic Failure Rates for Syphilis 
among HIV-Infected Patients.
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A total of 71 patients with syphilis were recruited [HIV (n=31); N-HIV
(n=40)] (Table1) . Demography pattern of both group were quite similar
with majority being male and median age of 34 years old. Majority of
patients with HIV were MSM (61.3%) while most of patients with N-HIV
were heterosexual (47.5%). Patients in both group mostly had latent
syphilis but the number is higher in N-HIV (87.5%) as compare to HIV
(70.9%). However primary and secondary syphilis were more common
in HIV (21.6%) as compare to Non HIV (10%). On the other hand, HIV
group has higher number of tertiary syphilis (7.5%) as compare to N-
HIV (2.5%). All of the HIV-infected patients were given HAART.
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Clinical characteristic HIV (n=31) N-HIV (n=40)

1) Age 
• Median (years)
• Range ( years)

34.13 
18-40

34.38
18-40

2) Gender
• Male
• Female

29 (93.5%)
2 (6.5%)

30 (75%)
10 (25%)

3) Sexual preference
• MSM
• Heterosexual
• Bisexual

19 (61.3%)
8 (25.8%)
4 (25.7%)

5 (12.5%)
19 (47.5%)
16 (40%)

4) Stage of syphilis
• Primary
• Secondary
• Latent
• Tertiary

2 (5.5%)
5 (16.1%)
21 (70.9%)
3 (7.5%)

1 (2.5%)
3 (7.5%)
35 (87.5%)
1 (2.5%)

Table 1: Demography pattern among HIV and non-HIV patients

Figure 1 : Rate of 4-fold reduction in RPR  after treatment among HIV and non-HIV.
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Factors HIV (n=31) N-HIV (n=40)

4 x decline 
<12m

4 x decline 
>12 m

4 x decline 
<12m

4 x decline     
> 12 m

1) Baseline RPR
•< 1:32
•>1:32

13
8

3
7

25 
11

1 
3

2) Stages of 
disease
•Primary
•Secondary
•Latent
•Tertiary

1
4

16
0

1
1
5
3

1
2

33
0

0
1
2
1

3) CD 4 count
•< 350
•>350

11
10

9
1

CONCLUSION : Syphilis with HIV co-infection is common especially
among young male who are MSM. Factors associated with failure to
achieve 4-fold decline in RPR within 12 months include HIV co-
infection, early syphilis and higher baseline RPR of >1:32

Table 2: Factors associated with rate of decline in RPR after treatment in HIV and N-HIV group
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Bullous SLE is a rare autoimmune bullous disease
that occurs in established cases of SLE . Less than
5% of patients with SLE, either in isolation or in
addition to other cutaneous manifestations have
this condition.1 Therefore , there is need to exclude
other primary bullous diseases such as bullosa
acquisita (EBA), pemphigus vulgaris (PV) or bullous
pemphigoid (BP) on first presentation. The
association of bullous SLE with lupus nephritis is
controversial and is reported in this case as a
concomitant presentation.

LS, a 60 year-old Chinese lady, housewife, who
was previously well presented with itchy
erythematous patches for 2 weeks. However, her
condition became worsened into extensive
generalized blisters that spread from face, then
spread to trunk , limbs and also developed oral
ulcers . It occurred as flaccid painful blisters and
evolved into raw and crusted erosions with
presence of nonblanchable purpuras on trunks and
limbs . There was no genital or eye involvement .
She reported alopecia but no joint pains . She was
initially treated as pemphigus vulgaris with
intravenous hydrocortisone and topical potent
steroids. Skin biopsy showed subepidermal bullous
with neutrophilic dominant inflammation consistent
with clinical diagnosis of lupus erythematosus. The
IF study shows IgG (3+), IgA (2+), IgM(1+), C3(1+),
C1q (3+) and fibrin (3+). The immune deposits were
seen within the vessels wall as well. Her diagnosis
was revised to bullous systemic lupus
erythematous. Results later revealed that her ANA
was positive 1:160 mix pattern, AntiDsDNA positive,
low C3 (0.14), low C4 (<0.08) , and raised ESR
44mm/Hr . AntiRNP and antiSM was also positive.
Her condition was complicated with newly
diagnosed lupus nephritis requiring hemodialysis
and was treated with intravenous immunoglobulin
for 5 days. She deteriorated due to sepsis with
multiorgan failure and did not manage to undergo
renal biopsy . We report a case of concomitant
lupus nephritis with newly diagnosed bullous SLE
who succumbed to death due to overt sepsis.

Bullous SLE is rare as first presentation of SLE and
has possible association with lupus nephritis .1,2

Treatment of cutaneous LE depends on disease
severity. Our patient fulfilled bullous SLE criteria
and lupus nephritis. Bullous SLE is caused by
autoantibodies to type VII collagen at the
dermoepidermal junction.3 The association between
blistering diseases and renal impairment is still
controversial. The relationship between lupus
nephritis and bullous SLE was reported in few case
studies, and was associated with type VII collagen
which is usually not present in normal glomeruli. 2,4

Type VII collagen was described as actively
synthesized and incorporated in areas of
glomerular and/or tubular scarring, irrespective of
the underlying disease including SLE nephritis. The
de novo expression of fibrillary collagens in the
diseased renal extracellular matrix and type VII
collagen is the major component of anchoring fibrils
at the dermal-epidermal junction and the main
target of immune system in bullous SLE.4
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Figure 1 :Generalized erythematous             Figure 2 : Blistering eruptions on chest      

plaques with blistering eruptions on trunk

Figure 3 : Figure 4:

Nonblanchable purpura on the thigh Nonblanchable purpura on the trunk ,with

blistering eruptions on arms/forearms

Figure 5: Skin biopsy shows subepidermal bullous, and neutrophilic dermal

infiltration.

In conclusion, differentiation between bullous SLE with
primary bullous disease is important . There is possible
association of autoantibodies to Type VII collagen in both
bullous SLE and lupus nephritis due to the concomitant
presentation, however there is not enough evidence to
support the link . Furthermore, bullous SLE may be a risk for
the development of lupus nephritis and may relate to worse
prognosis and refractory disease.
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Lichen	  planus	  (LP)	   is	  an	  inflammatory	  disorder	  that	  can	  affect	  
the	   skin,	  mucous	  membrane	  and	  nail.	   It	   typically	  presents	   as	  
pruriKc,	   polygonal,	   violaceous	   flat-‐toppped	   papules	   or	  
plaques.	   Study	   regarding	   LP	   in	  Malaysia	   is	   sKll	   very	   few.	   This	  
study	   presents	   the	   epidemiology	   and	   clinical	   paRern	   among	  
paKents	   aRending	   Dermatology	   Clinic,	   Hospital	   Raja	  
Permaisuri	  Bainun,	  Ipoh.	  

All	   paKents	   with	   biopsy	   proven	   LP	   from	   2010	   to	   2016	   were	  
recruited.	  Epidemiology	  and	  clinical	  data	  were	  obtained	  from	  
medical	  records	  retrospecKvely.	  

LP	   affected	  mostly	   Indian	   in	   our	   populaKon	  with	   classical	   LP	  
being	   the	   most	   common	   presentaKon.	   Majority	   of	   paKents	  
achieved	   remission	   following	   treatment	   with	   topical	   and	  
systemic	  steroid	  with	  few	  requiring	  other	  systemic	  agents	  for	  a	  
beRer	  control	  of	  the	  disease.	  

Table	  1:	  Clinical	  characterisKc	  in	  paKents	  with	  LP	  

Characteris*cs	   N	  (%)	  

Gender	  	  
	  	  	  	  	  	  	  	  	  	  	  	  	  Male	  
	  	  	  	  	  	  	  	  	  	  	  	  	  Female	  

	  
24	  (52.2)	  
22	  (47.8)	  

Age	  (years)	  
	  	  	  	  	  	  	  	  	  	  	  	  	  Median	  
	  	  	  	  	  	  	  	  	  	  	  	  	  Min,Max	  

	  
56	  
15,84	  

Ethnicity	  
	  	  	  	  	  	  	  	  	  	  	  	  	  Malay	  
	  	  	  	  	  	  	  	  	  	  	  	  	  Chinese	  
	  	  	  	  	  	  	  	  	  	  	  	  	  Indian	  
	  	  	  	  	  	  	  	  	  	  	  	  	  Others	  	  

	  
8	  (17.4)	  
4	  (8.7)	  
33	  (71.7)	  
1	  (2.2)	  

Table	  2:	  Disease	  characterisKcs	  in	  paKents	  with	  LP	  

Characteris*cs	   N	  (%)	  

Disease	  duraKon	  (months)	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Median	  	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Min,	  Max	  

	  
10	  	  
1,120	  

Symptoms	  	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Itchy	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Itchy	  &	  pigmentaKon	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  PigmentaKon	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  AsymptomaKc	  	  

	  
23	  (50.0)	  
19	  (41.3)	  
3	  (6.5)	  
1	  (2.2)	  

Site	  	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Genital	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Trunk	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Limbs	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Trunk	  and	  Limbs	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Groin	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Face	  and	  neck	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Trunk	  and	  neck	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Face	  and	  limbs	  

	  
1	  (2.2)	  
5	  (10.9)	  
13	  (28.3)	  
20	  (43.5)	  
1	  (2.2)	  
2	  (4.3)	  
2	  (4.3)	  
2	  (4.3)	  

Family	  History	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  Yes	  
	  	  	  	  	  	  	  	  	  	  	  	  	  	  No	  

	  
1	  (2.2)	  
45	  (97.8)	  
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Figure	  1:	  Subtype	  of	  LP	  in	  our	  paKent	  

In	   our	   study,	   we	   found	   predominantly	   Indian	   paKents	  
compared	   to	  other	  ethnicity	  which	  was	  similarly	  observed	  by	  
Norazirah	  MN	  et	  al	  and	  Vijayasingam	  et	  al.	  This	  suggest	  some	  
geneKc	  predominant	   to	   get	   LP	   in	   Indian.	  We	  also	   found	   that	  
the	   classical	   LP	  was	   the	  most	   common	   consKtuKng	   71.7%	  of	  
total	  cases	  followed	  by	  lichen	  planus	  pigmentosus	  (LPP)	  (8.7%)	  
and	   hypertrophic	   LP	   (4.3%).	   A	   similar	   finding	   of	   dominant	  
classical	   LP	   over	   other	   subtype	   had	   been	   reported	   in	   other	  
literature	  3,4,5.	  50%	  of	  our	  paKents	  were	  seen	  in	  the	  age	  group	  
of	  40-‐60	  years	  old.	  However	  in	  India	  it	  mostly	  affected	  younger	  
age	   group	   between	   20-‐40	   years	   old	   3,4.	   We	   also	   found	   that	  
there	  was	  no	  gender	  preponderance	  compared	  to	  Indian	  study	  
which	   showed	   female	  were	  more	   commonly	   affected	   3,4,5.	   In	  
our	   paKents,	   the	   most	   common	   site	   affected	   in	   classical	   LP	  
was	  limbs	  (75%)	  which	  was	  similarly	  observed	  by	  BhaRacharya	  
et	   al.	   and	   Pariha	   A	   et	   al.	   Pruritus	   was	   the	   most	   common	  
symptom	   of	   LP	   in	   91.3%	   of	   our	   paKents	   which	   similarly	  
experienced	   by	   Indian	   study	   (	   90.0%	   4	   and	   82.6%	   5	   ).	   There	  
were	   two	  paKents	  with	   lichenoid	  drug	  erupKon	  secondary	   to	  
ImaKnib	   and	   Glimepiride	   (anKdiabeKc)	   respecKvely	   which	  
were	  two	  main	  implicated	  drugs	  causing	  lichenoid	  reacKon	  6	  .	  
The	   lower	   number	   of	   paKents	   with	   lichenoid	   drug	   erupKon	  
may	   be	   due	   to	   less	   likelihood	   of	   performing	   skin	   biopsy	   in	  
adverse	  drug	  reacKon	  hence	  this	  group	  of	  paKent	  may	  not	  be	  
captured	   in	   our	   series.	   Our	   paKents	   had	   higher	   complete	  
remission	   rates	   which	   was	   64%	   compared	   to	   systemaKc	  
review	   and	   meta-‐analysis	   done	   by	   Atzmony	   L	   et	   al,	   which	  
found	  that	   the	  complete	  remission	  rates	  ranges	   from	  13.04%	  
to	   59.26%.	   This	   may	   be	   due	   to	   early	   iniKaKon	   of	   treatment	  
including	  systemic	  steroid	  which	   lead	  to	  beRer	  control	  of	  the	  
disease.	  
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Surg.	  2015;	  27(9):576-‐582.	  
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reviewof	  clinical	  subtypes,	  risk	  factors,	  diagnosis	  and	  prognosis.	  Sci	  World	  J.	  2014.	  
7.  AtzmonyL,	   Reiter	   O,	   Hodak	   E	   et	   al.	   Treatments	   for	   cutaneous	   lichen	   planus:	   a	   systemaKc	  

review	  and	  meta-‐analysis.	  Am	  J	  Clin	  Dermatol.	  2015.	  

	  

•  Male	  and	  female	  were	  equally	  affected	  in	  our	  study.	  
•  Most	  of	  our	  paKents	  did	  not	  have	  nail	  changes	  (93.5%)	  or	  

oral	  lesions	  (89.1%)	  
•  Only	  2	  paKents	  had	  lichenoid	  drug	  erupKon	  secondary	  to	  

ImaKnib	  and	  Glimepiride	  
•  All	   paKents	   received	   topical	   corKcosteroid,	   19	   paKents	  

required	   only	   topical	   corKcosteroid	   and	   27	   paKents	  
required	  addiKonal	  systemic	  steroid.	  

•  Out	  of	   these	  27	  paKents,	  3	  paKents	   required	  addiKonal	  
Hydroxychloroquine,	   1	   paKent	   required	   addiKonal	  
reKnoic	   acid	   and	   1	   paKent	   was	   treated	   with	  
Hydroxychloroquine,	  Methotrexate	   and	   Azathioprine	   to	  
control	  the	  disease.	  

•  1	   paKent	   had	   addiKonal	   PUVA	   and	   2	   paKents	   had	  
NBUVB.	  

•  DuraKon	   before	   complete	   remission	   was	   between	   7	  
months	  to	  5	  years.	  

•  For	   25	   paKents	   who	   are	   sKll	   under	   our	   follow	   up,	   16	  
paKents	  (64%)	  of	  them	  achieved	  complete	  remission.	  
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INTRODUCTION 
Poikiloderma is a descriptive term referring to a combination of 
cutaneous atrophy, telangiectasia and varied pigmentary changes in a 
reticulate pattern1. It may pose a diagnostic challenge to clinicians due 
to similarity in presentation even though the underlying causes are 
varied. Herein, we describe 2 patients with poikiloderma caused by 
mycosis fungoides (MF) and subacute cutananeous lupus erythematosus 
(SCLE) respectively, both of whom had similar clinical presentation. 

CASE 1 
A 36 year old man presented with a 6 year history of erythematous, 
scaly plaques over his trunk, bilateral upper and lower limbs. His rash 
was asymptomatic. His past medical history was not significant and he 
was not a smoker. On physical examination, violaceous plaques in a 
reticulated pattern were noted predominantly over the trunk and limbs 
with thick plaques over the inner aspect of the thighs (Fig. 1A). His face, 
neck and scalp were spared. His liver, spleen and lymph nodes were not 
palpable. A skin biopsy done showed epidermotropism and 
intraepidermal collections of atypical lymphocytes (Fig. 1B) which 
stained positive for CD2, CD3, CD4 and CD5 (Fig. 1C) with loss of CD7 
and CD8 (Fig. 1D). All other blood investigations were normal. CT scan 
for staging showed bilateral axillary and inguinal lymphadenopathy. A 
final diagnosis of poikilodermatous MF (Stage IB) was made and he was 
commenced on a combination of psoralen plus ultraviolet A therapy 
(PUVA) and acitretin. All lesions resolved within 2 years of treatment 
and he continues to be in remission. 

CASE 2 
A 52 year old man presented with a 2 month history of diffuse rash 
which started from the thighs then gradually spread to involve his 
trunk, upper limbs, face and neck. The rash was mildly itchy. His past 
medical history was not significant. He worked as a bus driver and was 
exposed to the sun for many hours in a day. On examination, there 
were erythematous to violaceous, confluent papules and plaques with 
areas of cutaneous atrophy, hypopigmentation and hyperpigmentation 
(Fig. 2A) in a reticulated pattern involving his face, trunk and limbs but 
worse over the sun exposed areas. There was no heliotrope rash, 
Gottron sign or proximal myopathy. His systemic examination was 
unremarkable. Skin biopsy showed psoriasiform hyperplasia with 
interface dermatitis (Fig 2B). Immunofluorescence (IF) studies showed 
granular deposition of IgM antibody along the dermoepidermal 
junction (DEJ) (Fig 2C). Antinuclear antibody (ANA) test was positive 
with a titre of 1:640. However, no extractable antinuclear antibodies 
were detected. His creatine kinase was normal as was his other blood 
investigation results. On the basis of the clinical, histopathological and 
serological findings, a diagnosis of poikilodermatous SCLE was made. 
He was started on oral prednisolone, hydroxychloroquine and topical 
corticosteroids and showed good response to treatment. 

CONCLUSION 
Poikiloderma may look confusingly similar despite its varying 
etiologies. Although the importance of good history taking and 
thorough physical examination should not be overlooked, the final 
diagnosis depends on a good clinicopathological correlation with the 
skin biopsy result.  

DISCUSSION 
Poikilodermatous MF is a rare variant of MF. Typically, the lesions 
consist of large plaques of hypopigmentation and hyperpigmentation 
with atrophy and telangiectasia, located predominantly over the trunk 
and flexural areas.2 Due to cutaneous atrophy, the skin appears 
wrinkled and resembles a “cigarette paper”. It has an early stage (IA-IIA) 
at diagnosis and a male predominance.2 As opposed to classic MF, 
poikilodermatous lesions are generally asymptomatic or mildly pruritic 
and are usually stable or slowly increasing in size.2 A retrospective 
study by Abbott et al found the incidence to be 11.2% with younger age 
at onset when compared to classic MF.3  
    Histologically it is similar to classic MF with an atypical T-cell 
infiltrate in the papillary dermis, evidence of epidermotropism, 
epidermal atrophy, dilated blood vessels in the dermis, melanophages, 
and melanin incontinence.2 Pautrier microabscesses are not as common. 
Immunophenotypic studies are consistent with a mature helper T-cell 
phenotype and typically demonstrate a CD2+, CD3+, CD4+, CD45RO+, 
CD7-, CD8- pattern.4 However, other studies have found a 
predominance of a CD8+, CD4- immunophenotype instead.2 
Poikilodermatous MF has an excellent prognosis and most patients 
respond well to phototherapy (PUVA).3 
    Poikilodermatous SCLE was first reported by Pramatarov et al in the 
year 2000. They described a patient who presented with generalized 
poikiloderma in a photo distributed pattern and attributed it to a 
previous episode of sunburn.5 Since then, there have only been 2 other 
articles published on the matter.6,7 One of them was a retrospective 
study by Marzano et al, who reviewed 54 patients with established 
SCLE. They found the prevalence of poikilodermatous SCLE to be 7.4% 
(4 out of 54 patients). Interestingly, 3 of the 4 patients also reported an 
episode of sunburn or excessive sun exposure followed by rapid 
development of generalized poikiloderma.6 Excessive sun exposure had 
been noted in our second case due to his job as a bus driver which 
could have predisposed him to develop SCLE. 
   Histologically characteristic features of SCLE include marked 
orthokeratosis, interface dermatitis with basal cell vacuolation, Civatte 
body formation and melanin incontinence.7 Direct 
immunofluorescence may show granular deposits of complement 
and/or immunoglobulin along the DEJ but this is only positive in 60% of 
patients.7 Likewise, a positive ANA with positive anti-Ro/SSA is highly 
suggestive of SCLE but may be absent in up to 20% of patients, as was 
the case with our patient who tested positive for ANA but negative for 
anti-Ro/SSA. Frequently, a combination of topical corticosteroids, oral 
anti-malarial and immunosuppressive therapy is required to achieve 
remission. 
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Figure 1. (A) Poikilodermatous MF with reticulated  lesions (inset); (B) Epidermo -
trophism with atypical lymphocytes which are CD4+ (C) and CD7- (D) 

Figure 2. (A) Pokilodermatous SCLE with cutaneous atrophy and dyspigmentation 
(inset); (B) Interface dermatitis; (C) Positive IF with granular pattern 
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INTRODUCTION

Psoriasis is a chronic relapsing inflammatory skin disorder affecting about 1 to 3% of the population worldwide, and is often
associated with significant morbidity and impaired quality of life.

In the treatment of psoriasis, topical therapy is sufficient in the majority of patients. However, a number of patients experience
severe symptoms and may require systemic treatment such as methotrexate, cyclosporine, oral retinoid, or phototherapy 1.
Introduction of biologic agents has changed the landscape of psoriasis treatment worldwide. In Malaysia, biologic agents are
used as a 3rd line treatment.

DISCUSSION

Biologics agent has changed the paradigm of treatment for psoriasis
and psoriatic arthropathy2. Malaysia psoriasis CPG recommends
that biologics agent to be considered when BSA >20% or PASI >30
or DLQI >20 and a failure or intolerant or contraindication to all 2nd
line therapy: methotrexate, cyclosporin, acitretin and phototherapy3.
Our experience is consistent with PHOENIX 1 and 2 where
maximum response is noted at 6 months and the response rate
stabilized there on4,5. All our patient attained at least PASI 50 at 6
months. PHOENIX 2 noted only a 5-7% of poor responders who
achieved less than PASI 504,5. Three of our patient had mild URTI
while on ustekinumab. PHOENIX 2 documented of up to 10.4% of
URTI in patients on 8 weekly dosing of ustekinumab. Interestingly,
our experience noted that weight may not play a significant role in
response to ustekinumab. Both patient 1 and 2 were below 90kg
while patient 3 and patient 4 were above 100kg, yet patient 3 and 4
had better response at 6 months. PHOENIX 2 had 20% of partial
responders and they were noted to be of higher body weight and
longer duration of skin disease4. Patient 4 had a worsening of
response towards the end of his treatment which could be
contributed to a stressful life and URTI. The 3 patients who
completed one year of ustekinumab had gradual recurrence of
psoriasis, as was noted in PHOENIX 15.
One interesting observation we noted was that patient 1 and patient
3 developed psoriatic arthropathy few months after completing 1
year of ustekinumab. After following up patient for 36 weeks in
PHOENIX 1, there was no similar report of psoriatic arthritis in its
population. This observation may be a coincidental finding as part of
the disease progression, or a “side effect” of the treatment. A larger
population study is needed to ascertain this effect.
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CASESERIES

Four patients had Ustekinumab and completed 12 months of therapy. One patient just completed his therapy in April 2017.
Mean baseline body surface area (BSA) was 66%, Psoriasis Area Severity Index (PASI) 24.8, and Dermatology Life Quality
Index (DLQI) of 11.5. Three patients developed mild infection during the course of Ustekinumab therapy.

Patient 1 is a 43 year-old male, who was diagnosed with plaque psoriasis at 26
years old. He has failed phototherapy and methotrexate, and had contraindication
to cyclosporin. His BSA, PASI and DLQI improved at the end of therapy but had
gradual rebound after 1 year. (Figure 1) However, he developed psoriatic arthritis
with sacroiliitis during our post one year follow up observation.

Patient 2 is a 32 year-old male, who suffers from plaque psoriasis since 18 years of
age. He had a slow response to phototherapy and acitretin, and developed an
adverse effect to methotrexate and cyclosporine. He was started on ustekinumab
in 2015 for 1 year. His BSA, PASI and DLQI were significantly reduced. (Figure 2)

Patient 3 is a 33 year-old male, who has plaque psoriasis since 13 years of age.
He also has underlying steatohepatitis. He developed erythroderma secondary to
phototherapy and had transaminitis with acitretin and methotrexate. His BSA, PASI
and DLQI improved significantly and was maintained for another 1 year. (Figure 3)

He developed psoriatic arthropathy during our post one year follow up observation.

Patient 4 is a 43 year-old male, who was diagnosed with plaque psoriasis at 29
years old. He has an underlying metabolic syndrome with gouty arthritis. He
developed transaminitis with acitretin. His BSA, PASI and DLQI were noted to be
reduced after 6 months of therapy (Figure A-D) but worsened at 12 months. (Figure

4)

Figure A: Before therapy        Figure C: 6 months of 

(Front)                                       therapy (Front)

Figure B: Before therapy        Figure D: 6 months of

(Back)                                        therapy (Back)

Figure A

Figure B Figure D

Figure C

43

CONCLUSION

Treatment with ustekinumab was fully indicated in our
patients, resulting in very good and rapid therapeutic
effect without any severe adverse events. However,
the development of arthritis in 2 of our patients after
completing 1 year of ustekinumab remains to be
explained.
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INTRODUCTION
Alopecia areata (AA)  is a common autoimmune mediated non scarring hair 
loss directed at anagenic hair follicle, most commonly on the scalp. The 
severity ranges from alopecia areata to severe form of alopecia totalis (AT) 
and alopecia universalis (AU). Squaric acid dibutylester (SADBE) is a form of 
contact sensitizer used as immunotherapy in AA with promissing outcome 
and good tolerablility with less side effects.   
OBJECTIVES
To determine the demography, treatment outcome and  side effects of 
SABDE in the treatment of AA at the Department Of Dermatology, Hospital 
Raja Permaisuri Bainun, Ipoh.
METHODS
This was a retrospective review from December 2015 to July 2017 for 
patients with AA who undergone SADBE treatment in our department after 
failed conventional treatment. All patients who completed SADBE for at 
least 3 months were recruited and the following clinical data were 
analyzed : age, sex, gender,duration of presentation to initial SADBE, disease 
subtype, side effect and  treatment response. Good response of treatment 
is defined as regrowth of terminal hair with patches of alopecia (Mcdonald 
Hull and Norris Grade 3).
As for the SADBE protocol, all patients are sensitized with 2% SADBE first 
and then 0.001% SADBE wi l l  be used dur ing the in it iat ion.  This 
concentration is gradually increased to 0.01%, 0.1%, 0.2%, 0.5% , 1% and 2% 
until mild dermatitis develop manifesting as mild erythema and pruritus. 
This treatment is carried out at weekly basis until significant hair growth is 
noted.
RESULTS
A total of 11 patients with AA of varying severity in the treatment of SADBE 
were recruited that consist of 8 females (72%) and 3 males (28%). There 
were 6 Malays (55%) and 5 Chinese (45%). The means age was 20 years old 
(range from 4 years old to 60 years old) and the means duration of 
presentation to initial SADBE was 2 years 5 months (range from 5 months to 
7 years). As for previous treatment, all 11 patients had failed topical 
corticosteroid and 4 had failed topical psoralen and ultraviolet A therapy 
PUVA, intralesional corticosteroid (IDK) respectively and 3 had failed short 
course of oral prednisolone. 

There was three subtypes of AA been identified which were 5 patients had 
AA affecting less than 50% of the scalp and 6 had severe form, including 1 
patient with AT and 5 patients with AU. 
A total of 8 patients (72%.) achieved overall good response with regrowth of 
terminal hair with residual patches of alopecia. In patients with less than 
50% scalp involvement; the response rate was better (80%) compare to 
those with severe form of AA (66%) -Figure 1 -4. The mean duration taken 
to achieve good response was 6.5 months ( range from 3.5 months to 16 
months). Among 8 responders, 4 of them require 10 sessions of SADBE to 
elicit the regrowth of vellus hair at the concentration of 0.1-0.5% and the 
remaining 4 responders required more than 10 session before vellus hair 
formation. Among 3 non responders, 2 patients were unable to be 
sensitized at the concentration of 2% and one responsed with formation 
vellus hair but failed to develop terminal hair. Among 8 patients who failed 
topical PUVA and/or IDK previously, 5 of them (62.5%) responded well to 
SADBE.  Only 3 patients  suffered from minor side effects like persistant 
irritation, vesicle and blister formation. Table 1

Table 1: Clinical characteristic and Treatment outcome of patients on 
SADBE  F-Female, M-Male, TCS-topical corticosteroid, PUVA-topical psoralen and ultraviolet A 
therapy, IDK-intralesional corticosteroid, CS-oral corticosteroid, y-year, m-month, GR-Good response, 
NR-Non response
DISCUSSION
AA is a common autoimmune disease, mediated by autoreactive CD8+ T 
cells,characterized by  non scarring hair loss involving commonly on the 
scalp and the life time risk is 2%. [1,2,3] . AA predominantly affects female 
as in our study (72% female) which was consistent with a study by Dall’oglio 
et al (53% female).[1] 
SADBE is  a form of contact allergens of topical immunotherapy in treatment 
of AA whereby the recruited suppressor CD8+ T cells generate an inhibitory 
effect on the immune process against hair follicles, thus allowing hair 
growth. SADBE is an  nonmutagenic ideal sensitizer as it is not widely found 
in nature , does not cause significant adverse events and does not cross 
reaction with other chemicals.[2,3]

CONCLUSION 
SADBE is an effective and well tolerable therapeutic 
immuno therapy in treatment of AA.

[1]F. Dall’oglio, M. R. Nasca et al.Topical immunomodulator therapy with squaric acid 
dibutylester (SADBE) is effective treatment for severe alopecia areata (AA): Results of an open-
label, paired-comparison, clinical trial 2005; 16: 10–14
[2]Nikki D Hill, Kristin Bunata et al. Treatment of alopecia areata with squaric dibutylester 
2015; 33,300-304
[3]Anup K. Tiwary, Dharmendra K. Mishra et al.Comparative study of efficacy and safety of 
topical squaric Acid dibutylester and diphenylcyclopropenone for the treatment of  alopecia 
areata 2016 Jun; 8(6): 237–242.
[4]Gurcharan Singh, MS Lavanya et al.Topical immunotherapy in alopecia areata  2010; 2:36-39
[5]Van der Steen, Van Baar et al. Treatment of alopecia areata with diphenylcyclopropenone 
1991; 24:253-257
[6]Takashi Yoshimasu, Fukumi Furukawa et al. Modified immunotherapy for alopecia areata 
2016;15 (7), 664-667. 

The clinical response to SADBE was according to a grading system 
proposed by Mcdonald Hull and Norris [4]
Grade 1 - Regrowth of vellus hair
Grade 2 - Regrowth of sparse pigmented terminal hair
Grade 3 - Regrowth of terminal hair with patches of alopecia 
Grade 4 - Regrowth of terminal hair on scalp 

Our study showed 72% of patients with AA responded to SADBE and 
the response is better with less severe form of AA (80%) as 
compared to severe form AA (AT/AU) (66%). This result is supported 
by Case et al which also showed AA responded better than AT and 
AU at 73% and 30% respectively. Another study by Micali et al 
showed that 80% with less severe type of AA had good response to 
SADBE compared to 49% of more severe form of AA. Dall’oglio also 
showed that 80% of the treatment group had experienced hair 
growth compared to 50% of the control group. Ajith et al too showed 
higher success rate in patients < 50% scalp involvement (68%) 
compared to diffuse type (29%) .However, Caserio et al only had 
28.5% patients had hair growth after using SADBE. [2]. The non 
responder rate in our series was 28% which is consistent with  20% 
of non responders in study by Case et al.[2]

Severity of alopecia , duration of disease and presence of nail factor 
predicted a poorer response by Van der Steen et al.[5] Our study 
showed that 2 patients suffered from AU did not respond to SADBE. 
However, early development of contact dermatits (sensitization 
induces contact dermatits within 10 weeks of application) is a good 
prognostic factor.[4] In our study, 4 patients who formed vellus hair 
at minimal of 10 sessios of SADBE showed good response to 
treatment.

Eczema, auto-eczematization, blistering, swelling of regional lymph 
nodes, urticaria and contact leukoderma are the most common side 
effects.[2,4] In our study , only 3 patients suffered minor side effects 
like persistant irritation, vesicle and blister formation. 

Meanwhile, Takashi et al revealed that modified immunotherapy 
starting with a concentration of 0.01% SADBE without sensitizationis 
as effective as conventional  immunotherapy start ing with 
sensitization with 2% SADBE or DPCP.[6] 

Figure 1 & 2 -  60 years old lady with progressively worsening of  
                          AA which hair regrowth after 4 months of SADBE 
                          
                         

  Figure 3 & 4 - AA in a 4 years old girl which failed topical steroid
                           responded well after 4 months of  SADBE

Fig 1 Fig 2

Fig 3 Fig 4

Sex Age 
 

Subtype
 

Previous 
Treatment

 

Disease 
Duration

Outcome 
of SADBE 

Duration to 
achieve good 
response 

Side effect 

1 F 6 AA TCS 1 y GR 7 m  -
2 F 33 AU TCS, PUVA, CS 2 y GR 7m -
3 F 10 AU TCS, PUVA 4 y GR 16m -
4 M 13 AA TCS 7 y GR 4 m -
5 F 42 AU TCS, PUVA 7 y NR - -
6 F 4 AA TCS 5 m GR 3.5 m Irritation
7 F 32 AT TCS, PUVA, IDK 2 y GR 5 m Blister

8 F 9 AU TCS, CS 5 m NR - -
9 M 12 AA TCS, IDK 1 y NR - Vesicle

10 M 31 AU TCS, IDK, CS 1 y GR 6 m -

11 F 61 AA TCS, CS 1 y GR 4 m -
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INTRODUCTION

Erythroderma is a condition characterized by generalized scaling and

erythema involving 90% or more of the body surface area.

Erythroderma poses a diagnostic challenge as it can be caused by a

wide range of cutaneous or systemic diseases.

OBJECTIVE

The aim of this study was to evaluate the demographic pattern, clinical

features and etiology of erythroderma. We also assessed the

correlation between clinical diagnosis and histopathological findings as

well as duration of erythroderma and complications of acute skin

failure.

METHOD

A retrospective study was conducted in the Department of

Dermatology, Hospital Raja Permaisuri Bainun. All patients with

erythroderma who had undergone skin biopsies from year 2012 to 2016

were studied. Relevant data was collected and data analysis was done

using SPSS version 22.

RESULTS

Over the period of 5 years, there were 48 erythroderma cases who had

undergone skin biopsy. Majority were males and male to female ratio

was 3.8:1. The duration of erythroderma ranged from 2 weeks to 2

years. The demographic data and clinical features are shown in Table 1

and 2 .

The most common etiology in our cohort was eczema (n=34, 70.8%),

Spearman’s rank correlation showed very good correlation between

initial clinical impression and histopathological findings (P=0.962). The

etiological distribution is illustrated in figure 1.

Age (years) Mean 66
Range 22-88

Gender Male n=38 (79.2%)

Female n=10 (20.8%)

Ethnicity Malay n= 15 (31.3%)

Chinese n= 27 (56.3%)

Indian n= 6 (12.5%)

Duration of 

erythroderma

< 3 months n= 21 (43.8%)

3-12 months n= 18 (37.5%)

> 1 year n= 9 (18.8%)

Previous history of 

dermatoses

Eczema n= 9 (18.8%)

Psoriasis n= 2 (4.2%)

Nil n= 37 (77.1%)

Table 1: 
Demographic 
pattern
of patients with 
erythroderma 

Table 2: 
Clinical features  of 
patients with erythroderma

Among the complications noted were, hypoalbuminemia (n=22,
45.8%), mild skin infection (n= 17, 35.4%), severe skin infection such as
eczema herpeticum and carbuncle (n=3, 6.3%) and sepsis (n=6, 12.5%).
Statistical analysis using Fisher’s exact test showed that the duration of
erythroderma had no significant correlation with the complications
encountered. Although, hypoalbuminemia had the highest association
with shorter duration of erythroderma of less than 3 months
(p=0.078), this was still statistically not significant.

Various treatment modalities were used in the treatment of
erythroderma including topicals, phototherapy (NBUVB) and systemic
agents such as oral prednisolone or steroid sparing agents
(azathioprine, cyclosporine, methotrexate and acitretin) or
combination of these treatments depending on the underlying cause
(Table 3). 4 patients were lost to follow up and 2 passed away, both of
which were cases of mycosis fungoides and their deaths were not
directly related to erythroderma.

Treatment n (%) Outcome n(%)
Remission Partial remission Default/ death

Topicals alone 11 (22.9%) 1 (9.1%) 6 (54.5%) 4 (36.4%)
Topicals + 

Systemic agent

32 (66.7%) 26 (81.3%) 4 (12.5%) 2 (6.3%)

Phototherapy 5 (10.4%) 4 (80%) 1 (20%) 0

Table 3: Treatment modalities and outcome

DISCUSSION

The estimated annual incidence of erythroderma is 1-2 patients per

100,000 population.1 There is a male predominance in most studies

with a ratio ranging from 2:1 to 4:1.2 Our study observed similar

findings with a male to female ratio of 3.8:1. Erythroderma usually

occurs in the 6th decade.3,4 This was consistent with our study

whereby patients presented at mean age of 68 years. Majority of our

patients were Chinese (56.3%) which was in contrast to another

study done in Malaysia which reported a Malay predominance at

57.3%.5 This is most likely a reflection of the population in our study

area which is of predominant Chinese ethnicity.

In this study we found that most of the patients had a duration of
erythroderma of less than 3 months which is supported by a recent
study done by Gouthami SK et al, whereby 88% of their cases had
disease duration of less than 3 months.7 Besides, eosinophilia and
hypoalbuminemia were commonly reported at 54.2% and 45.8%
respectively. This finding was supported by a study by Grace FL Tan et
al with eosinophilia (58.2%) and hypoalbuminemia (45.3%).435.4% of
our study population had anemia which was comparable to a recent
study in Portugal which showed 30.1% having anemia.10

Pre-existing dermatosis is the commonest etiology as determined by
most studies with an incidence of 50-70%.1,2,4,7-10 The prevalence of
drug induced erythroderma was 12-24% according to most
studies.2,8,9 These findings were unlike our study whereby the
commonest etiology was eczema accounting for 70.8% of cases. In
our study, pre-existing dermatosis was only seen in 22.9% of cases
and only 6.3% of drug induced erythroderma were reported. This
discordance can probably be explained by the fact that our study
population only included cases of erythroderma who had undergone
skin biopsy. Skin biopsies are less often performed in drug induced
erythroderma and pre-existing dermatosis hence explaining the
fewer cases in these categories.

The initial management of erythroderma is mainly symptomatic.
Systemic steroids may be used in severe cases. 68.8% of our cases
required systemic steroids. From this study we gathered that the
overall prognosis was good with 64.5% achieving remission and 23%
partial remission. Contrary to previous studies which reported high
mortality rates (11%-64%),11,12 there was a low mortality rate of 4.2%
in our study. This may be due to intensive inpatient care given to all
erythrodermic patients which reduce the mortality in our centre.

In general, acute erythroderma is associated with more complications
due to acute skin failure.13 However, we did not find such correlation
between duration of erythroderma and the complications in our
study. Hypoalbuminemia had the highest association with shorter
duration of erythroderma of less than 3 months (p=0.078), but this
was statistically not significant. The correlation between clinical
diagnosis and histopathological findings was very good and
comparable to Gouthami SK et al with 64% and Artur C et al with
66.3%.7,10

CONCLUSION
In all cases of erythroderma it is essential that a thorough history and
clinical examination as well as relevant laboratory investigations
including skin biopsy are performed in order to arrive at an accurate
diagnosis. The commonest cause of erythroderma in our series was
eczema and there was a very good clinico-pathological correlation.
Our study suggested that the prognosis of erythroderma may be
good with a low mortality rate if intensive inpatient care is given to
these patients.
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Clinical feature n (%)

Scaling and erythema 48 (100%)

Pruritus 47 (97.9%)

Fever 12 (25%)

Pedal edema 19 (39.6%)

Palmo-plantar keratoderma 15 (31.3%)

Nail changes 7 (14.6%)

Lymphadenopathy 10 (20.8%)

Eosinophilia 26 (54.2%)

Anemia 17 (35.4%)
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INTRODUCTION

The Department of Dermatology, Hospital Kuala Lumpur has been
providing cutaneous laser therapy services for almost two
decades. The laser unit is currently equipped with an ablative
carbon dioxide laser which is useful for vapourizing lesions and
applying incisions, a Q-switched neodymium-YAG (NdYAG) for
pigmented lesions, a pulsed dye laser (PDL) for treatment of
vascular lesions and a fractional carbon dioxide machine for acne
scar resurfacing.1 Cutaneous laser services are provided three
times a week for local patients as well as referrals from the whole
country.

DISCUSSION

OBJECTIVES

To describe the utilization of cutaneous laser therapy at the
Department of Dermatology, Hospital Kuala Lumpur and the post
treatment complications.

MATERIALS AND METHOD

A retrospective, descriptive study was conducted where medical
records of all patients who received cutaneous laser therapy at
the Department of Dermatology, Hospital Kuala Lumpur from
January 2012 till December 2016 were reviewed. Complications
were defined as hypopigmentation, infection, scarring, blisters,
ulcerations, skin textural changes or contact dermatitis secondary
to post/ pre-laser topical therapy.

RESULTS

REFERENCES

• A total of 1190 patients received single, repeated or
combination cutaneous laser therapy from 2012 till 2016 for 48
different skin conditions. The demographic data is shown in
Table 1.

• Figure 1 illustrates the number of laser sessions provided per
year. The decline in the number of laser sessions in 2016 was
due to the breakdown of the PDL machine.

• Figure 2 shows the number of laser sessions provided by each
laser machine. Q-switched NdYag was the most frequently
employed laser. The fractional CO2 laser service was initiated
since September 2013 mainly for acne scars in fair skin
phototype.

• Table 2 demonstrates the indications of laser therapy in the
current cohort.

• Over the past 5 years, 194 (16.3%) patients underwent
combination laser therapy and only 3 (0.3%) patients developed
severe complication post laser therapy which was blisters.

• Pain was tolerable with the application of topical EMLA prior to
laser treatment.
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Table 2: Indications for laser therapy 

CONCLUSION

• Granted that the spotlight has been mainly on laser usage for
aesthetic purposes, lasers also play an important role in
medical dermatology.

• In the treatment of refractory skin diseases such as
hidradenitis suppurativa and pilonidal sinus, deroofing with
CO2 laser and hair follicle removal with long pulse NdYAG laser
is a useful minimally invasive tissue saving technique.2,3

• In addition fractional CO2 laser treatment appears to be useful
in the treatment of genodermatoses such as Darier-White
disease and Hailey-Hailey disease4,5.

• The PDL and Intense pulsed light sources (IPLS) are effective
first-line treatment modalities for vascular lesions.2,4

• Lasers have also been applied as adjunctive treatment in small
basal cell carcinomas and early stage mycosis fungoides.2

• Recent advances such as laser assisted drug delivery have
shown promising potential for a wider variety of dermatology
conditions.

• With adequate number of trained specialists and funding, it is
our hope that we would be able to expand our services for
wider medical dermatological indications as mentioned above.

• We hope to include an IPL machine and an excimer laser
among others and embark on further research for indications
in medical dermatology.

Our center treats a high volume and wide variety of cases with
cutaneous lasers. Nevertheless we have a low rate of post laser
treatment complication.

Indications n % Indications n %
Seborrhoeic keratosis 249 20.9 Melanocytic naevus 17 1.4
Port Wine Stain 162 13.6 Angiofibroma 16 1.3
Solar lentigines 144 12.1 Pyogenic granuloma 16 1.3
Syringoma 105 8.8 Post inflammatory 

hyperpigmentation

15 1.3

Viral wart 88 7.4 Trichoepithelioma 15 1.3
Naevus of Ota 82 6.9 Ephilides 14 1.2
Skin tags 78 6.6 Inflammatory acne 14 1.2
Tattoo removal 68 5.7 Cherry angioma 13 1.1
Melasma 66 5.5 Rosacea 11 0.9
Keloid scar 63 5.3 Comedones 11 0.9
Sebaceous hyperplasia 51 4.3 Telangiectasia 11 0.9
Haemangiomas 48 4.0 Vascular malformations 10 0.8
Milia 41 3.4 Café au lait macules 6 0.5
Hori’s naevus 41 3.4 Angiokeratoma 6 0.5
Linear epidermal naevus 30 2.5 Naevus spilus 5 0.4
Becker’s naevus 22 1.8 Molluscum contagiosum 5 0.4
Xanthelasma 22 1.8 Actinic keratosis 4 0.3
Acne scars 18 1.5 Calluses and corns 4 0.3
Segmental lentigines 18 1.5 Others* 17 1.4

Poster 
No. 46

Characteristics n= 1190
Mean age in years (range) 35.8 (9 days to 90 years)
Gender, n(%) Female 891 (68.8)

Male 371 (31.2)
Ethnicity, n(%) Malay 698 (58.7)

Chinese 347 (29.2)
Indian 124 (10.4)
Iban 1 (0.1)
Others 20 (1.7)

Mean number of laser session (range) 5.3 (1-46)

Table 1. The demographic characteristics of 1190 patients

Figure 1. The number of laser sessions provided per year

Figure 2 . Number of sessions provided by different types of 
lasers
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* Steatocystoma multiplex, epidermal cyst, porokeratosis, rhinophyma, 
vasculitic ulcers, lymphocytoma cutis, granuloma facialis, lichen 
planus, capillaritis, pigmentary mosaicism and nodular prurigo
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Porokeratosis is an epidermal keratinization disorder
characteristic with central atrophy and distinctive ridge-like
edge. It is commonly subdivided into 6 distinguished variants
i.e. disseminated superficial actinic porokeratosis (DSAP),
disseminated superficial porokeratosis (DSP), porokeratosis of
Mibelli (PM), linear porokeratosis (LP), punctate porokeratosis
(PP) and porokeratosis palmaris et plantaris disseminata
(PPPD). Porokeratosis ptychotropica (PPt), a seventh subtype
was first termed by Lucker et al in 1995 for a pruritic
dermatoses confined to gluteal cleft with histology of multiple
cornoid lamella. (Lucker et al, 1995).

Cornoid lamella is an unify histological feature of all
porokeratotic variants characterized by 3 microscopic
features i.e. vertical column of parakeratosis with
underlying diminish granular layer and presence of
dyskeratotic cell. (Wade & Ackerman, 1980) Most of the
common porokeratosis are characterized by central
atrophy and a hyperkeratotic edge. Variants with central
hyperkeratosis or even verrucae surface may be found in
porokeratosis of Mibelli, linear porokeratosis and
porokeratosis ptychotropica.

Ptychotropica derived from Greek i.e. Ptyche meaned
“fold” and Trope mean “a turning” to describe verrucae
hyperkeratotic lesion on genitourinary region. Unlike other
variants, porokeratosis ptychotropica is clinically
characterized by pruritic, papulosquamous, and
verrucous lesions. It is easily missed diagnose as inverse
or plaque psoriasis, fungal infection, lichen simplex
chronica or verrucae vulgaris. (Cockerell, 1991) Because
of the unusual clinical and pathological appearances, a
diagnosis of porokeratosis ptychotropica is often delayed.
It may spend many years of failed treatment and multiple
biopsies is often taken prior to the confirmation of the
diagnosis. (Malek et al, 2009) Superimposed lichen
simplex chronica and viral infection have been proposed
as the possible pathogenesis. Histologically, it is
distinguished from other variants by the presence of
multiple and sometimes confluent cornoid lamellae
spanning the entire lesion. Porokeratosis is well known to
the risk of malignant transformation especially squamous
cell carcinoma. (Sasson M & Krain AD, 1996) The first
case of porokeratosis ptychotropica associated invasive
squamous cell carcinoma has been reported by Mazori in
2017. (Mazori, 2017)

Figure 1: A, Multiple symmetrical raised hyperpigmented
discrete papules at peripheral and coalesced into plaque
towards the centre on bilateral gluteal. B, Polarized
dermoscopy showing hyperkeratosis and well-defied edge C,
Multiple cornoid lamella with column of parakeratosis,
hypogranulosum and dyskeratosis.

A B C

Feature DSAP DSP PM LP PP PPPD PPt

Number Multiple Same as DSAP Single/ few Few to multiple Multiple Same as PP Multiple

Size <1cm Same as DSAP plaque Papule to plaque Small papule Same as PP Papular plaque

Shape annular Same as DSAP Annular annular Seed like spiny 
protrusion

Same as PP Round papule

Distribution Extensor of 
extremities & 
shoulder

Not related to sun 
exposure area

Non sun exposure 
area esp extremities

2 forms: 
- Localized at 
extremities
- generalized 
papuloplaque in 
Blaschkoid pattern

Restricted to palm 
and sole

Spreading from 
palm and sole to 
other body part

genitalgluteal 
involvement,  
symmetrical later 

Morphology Atropic lesion with 
peripheral  
hyperkeratotic 
ridge

Same as DSAP atrophic center and a 
slender and guttered 
keratotic rim

Keratotic/ veruccae Tender keratotic 
papules

Tender keratotic 
papules

pruritic, 
papulosquamous
and verrucous
lesions

HPE 2 cornoid lamella 
on both side, 
perivascular 
mononuclear cell, 
lichenoid band 

Same as DSAP Ridge-like 
pronounced 
epidermal 
invagination at site of 
cornoid lamella, mild 
papulomatosis

Multiple cornoid
lamella

Well defined but 
non marginated
cornoid lamella with 
lichenid
inflammation

Well defined 
punctate cornoid 
lamella lacking 
margination

Multiple 
confluent cornoid 
lamellae 
spanning the
entire surface 

Association Aggravated  by 
sun, risk of 
malignancy 
transformation

Onset younger 
than DSAP

- -Rare
-onset at birth or 
childhood
- highest risk of 
malignancy 
transformation

rare rare Frequent 
delayed 
diagnosis

Introduction

Case Report
A 50 year-old lady without comorbid presented with intensely
pruritic papules over bilateral gluteal area since 9 years ago. It
gradually progressive to be extensive and hyperpigmentation.
She was treated as lichen simplex chronica and verrucous
epidermal naevus but no responding to topical salicylate acid
or superpotent steroid.

Differential diagnosis of plaque psoriasis, lichen simplex
chronica, verrucae vulgaris, cutaneous amyloidosis and
epdermodysplasia veruciformis were made. A repeated
histology showed orthokeratosis, mild acanthosis,
papilomatosis and multiple cornoid lamella with invagination of
the epidermis filled with columnar parakeratosis. The granular
layer beneath the cornoid lamella was reduced. Epidermal
keratinocytes revealed no perinuclear halos or blue-gray pallor.
Vessel at papillary dermis were dilated with some perivascular
lymphocytic infiltration and no obvious fibrosis seen at papillary
dermis. Deep dermis and subcutaneous fat were
unremarkable. The rest were normal with no atypical
malignancy cell or koilocytes seen. Congo red stain for amyloid
showed negative. The histology findings not fulfilled all the
listed differential diagnosis but only porokeratosis
ptychotropica.

Discussion

Conclusion
Awareness of porokeratosis ptychotropica as one of the
possibility differential diagnosis of the gluteal verrucae
hyperkeratotic lesion could be important as it is
premalignant.

Table 1: Summary of each variant of porokeratosis

Reference:
Mazori, D. R., et al. (2017). "Transformation of porokeratosis ptychotropica into invasive squamous cell carcinoma." Int J Dermatol 56(6): 679-680.
Veasey, J. V., et al. (2016). "Porokeratosis ptychotropica: a rare manifestation with typical histological exam." An Bras Dermatol 91(4): 496-498.
Malek J, Chedraoui A, Kibbi AG, et al. (2009) Genitogluteal porokeratosis: 10 years to make the diagnosis! Am J Dermatopathol. 31:604–606
Sasson M, Krain AD. (1996) Porokeratosis and cutaneous malignancy. A review. Dermatol Surg 22: 339–342.
Lucker, G. P., et al. (1995). "An unusual case of porokeratosis involving the natal cleft: porokeratosis ptychotropica?" Br J Dermatol 132(1): 150-151.
Cockerell CJ. (1991) Induction of disseminated superficial actinic porokeratosis by phototherapy for psoriasis. J Am Acad Dermatol. 24:301–302
Wade TR, Ackerman AB. (1980) Cornoid lamellation: a histologic reaction pattern. Am J Dermatopathol. 1980;2:5–15
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Psoriasis is recognized as a systemic inflammatory 
condition linked to obesity and metabolic syndrome, 
which are risk factors for Non-Alcoholic Fatty Liver 
Disease (NAFLD). NAFLD is a spectrum of condition 
ranging from hepatosteatosis to steatohepatitis, which 
give rise to fibrosis and cirrhosis.   

This is an observational cross sectional study involving 
patients with chronic plaque psoriasis who attend the 
UKM Medical Centre and Hospital Kuala Lumpur 
Dermatology Outpatient clinics, from November 2015 
until May 2016. NAFLD was diagnosed using ultrasonic 
elastography measured as Controlled Attenuated 
Parameter (CAP) in dB/m on fibroscan examination. 
 
We exclude patients who had secondary causes of 
chronic liver disease, those who were on hepatotoxic 
medications, alcohol consumption above the safety limit, 
and those who had contraindication for fibroscan 
procedure.  
 
The sociodemographic data and the cl in ical 
characteristics of psoriasis patients were compared 
between patients with and without NAFLD. 

From 109 patients, the prevalence of NAFLD in our 
study is 85.3%, with 43% having mild NAFLD while 
another 57% were in the moderate to severe group.  

To determine the prevalence and clinical characteristics 
of psoriasis patients with NAFLD. 

To our knowledge, this study is the first in psoriasis 
population detecting NAFLD using Fibroscan. The higher 
prevalence of NAFLD in our patients maybe due to the 
higher sensitivity and specificity of fibroscan in detecting 
steatosis, compared to abdominal ultrasound (Table 3). It 
could also be attributed to the fact that most of our 
patients are in the overweight and obese group. 

Study Population 
(n) 

Prevalence Diagnosis 
of NAFLD 

Our study 
 

109 85.3% Fibroscan  

Miele et al 
(Italy, 2009)1 

142  59.2% Ultrasound  

Van Der 
Voort, et al.  

(Netherlands, 
2013)2 

118 46.2% Ultrasound  

Madanagobal
ane et al 

(India, 2012)3 

330 17.4% Ultrasound  

Table 3: Psoriasis and NAFLD -  a comparison 

References:	
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Characteristic Psoriasis 
patients 

with 
NAFLD, 

n=93 
Median 
(IQR) or 

n(%)  

Psoriasis 
patients 
without 
NAFLD, 

n=16 
Median 

(IQR)  
Or n(%) 

P-value 

BMI (kg/m2) 26.23 (4) 22.76 (4) *<0.0005 

WC (cm) 93 (11) 80 (19) *<0.0005 

MetS  51 
(54.8%) 

2 (12.5%) 0.002 

ALT (U/L) 28.5 (26) 15.0 (6) 0.001 

TG  (mmol/L) 1.40 (0.8) 0.79 (0.2) *<0.0005 

FBG(mmol/L) 5.30 (1.8) 4.90 (0.4) 0.010 

HDL-chol (mmol/L) 1.2 (1.01) 1.47 (1.22) 0.010 

  

Table 1: Clinical and biochemical parameters between 
patient with and without NAFLD. 

BMI – body mass index, WC – waist circumference, MetS – Metabolic 
Syndrome,  ALT – Alanine Transaminase,  TG – Triglyceride,  FBG –
Fasting Blood Glucose, HDL-chol –HDL-cholesterol, PASI – Psoriasis 
Area and Severity Index,  SBP – Systolic Blood Pressure	


Predictors  Wald p-value OR (95% CI) 
BMI 6.736 *0.009 1.630 (1.127 – 

2.357) 

TG  6.336 *0.012 130.737 (2.94 
-5812.75) 

PASI 4.087 *0.043 1.138 (1.004 – 
1.290) 

MetS 0.425 0.515 0.457 (0.044 - 
4.805) 

HDL-chol 2.405 0.121 10.693 (0.535 – 
213.738) 

ALT 0.245 0.620 1.018 (0.947 – 
1.095) 

SBP 0.251 0.616 0.987 (0.937 – 
1.039) 

FBG 1.421 0.233 2.958 
(0.497-17.595) 

Table 2: Multivariate analysis – predictors of NAFLD in 
psoriasis patients 

Psoriasis patients especially those with high BMI, high 
TG and severe disease need to be screened for NAFLD, 
despite having normal liver enzymes.  

Significant positive correlations were seen between 
severity of NAFLD with SBP (rs=0.191, p=0.047), and the 
severity of psoriasis using PASI (rs=0.202, p=0.035).  
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This report suggests that Vancomycin can be a possible cause of 
TENS.  
 

Toxic Epidermal Necrolysis (TEN) is a severe mucocutaneous lesion 
commonly associated with drug. It carries a high mortality rate of 
30%. (2) Early withdrawal of causative agents can reduce mortality 
from 26% to 5%. (5) 

We described a case of Vancomycin induced TEN.  
 

A 30 year old lady at 18 weeks gestation presented with 
symptoms of heart failure with pulmonary hypertension 
secondary to atrial septal defect. She developed acute dyspnea 
requiring ventilator support. Subsequently she had a miscarriage 
shortly after admission. Upon admission sildenafil was started for 
pulmonary hypertension. 
Her long intensive care unit (ICU) stay was complicated by 
methicillin resistant Staphylococcus Aureus bacteremia and she 
was treated with intravenous vancomycin. On day 5 of 
vancomycin, she developed macular rashes over her bilateral 
palms, upper limbs and lower limbs followed by her trunk. (Figure 
1a to Figure 1c). On day 7, the macular rash progressed to 
become blisters which ruptured with denuded skin involving more 
than 30% of her body surface area. There were orogenital 
involvement. (Figure 2a to 3d) Nikolsky’s sign was positive. She did 
not have any history of autoimmune symptoms or family history 
of bullous disease.  
A diagnosis of Vancomycin induced TENs was made. Her SCORTEN 
was 1 for BSA of more than 10%. Eosinophil count was raised at 
0.9 x 106/L. Serology for ANA, HIV, Hep B and C was negative. Skin 
biopsy was taken confirming TEN. (Figure 6a to 6c) 
Vancomycin and sildenafil were stopped immediately upon 
diagnosis. Patient was given intravenous immunoglobulin for a  
cumulative dose 2.1g/kg in view of extensive skin involvement. 
Daily dressing and compression was done. Her wound healed 
well. (Figure 5a to 5c) Subsequently, sildenafil was reintroduced 
with no new rashes.  
 

Discussions 

TEN is a severe cutaneous drug eruptions with two muco-
cutaneous involvement and more than 30% of BSA. It occurs 
more commonly in woman with a male to female ratio of 0.6. (5) 
The diagnosis is made clinically and supported by histological 
features which revealed necrotic epidermis involving all layers.(6)  
Our patient is a female. She did not have prior history of drug 
allergy. The generalized macular rash developed on day 5 of 
introduction of vancomycin and worsened with subsequent 
development of erosions involving more than 30% of her body 
surface area and mucous membrane involvement. Her disease 
onset was slightly earlier as compared to those reported from 
literatures with a mean onset of 6 days to 2 weeks from drug 
exposure. (18) She was diagnosed clinically as TEN. Although her 
blood culture grew Staphylococcal Aureus, this is unlikely 
Staphylococcal Scalded Skin (SSS) syndrome in view of mucosal 
involvement. Skin biopsy later confirmed the diagnosis of TEN. 
One single-centered, five years study reported that the 
commonest cause of TEN is Trimethoprim/sulfamethoxazole.(1) 
Another multinational study showed that the most common drug 
that attributed to TENS is Allopurinol. (4) Nonetheless, isolated 
cases of drugs other than the aforementioned had been 
reported. The rashes in our patient developed on day 5 of 
vancomycin. There are isolated case reports of vancomycin 
induced TENS. (7-9) Mycoplasma and Herpes Simplex infection 
had also been associated with TEN. (11-14) HIV conferred a 1000 
increased risk of TENS. (10) Our patient’s HIV serology test was 
negative. 
SCORTEN is a prognosis marker and can aid clinician’s decision on 
the proper setting for further care namely intensive care burn 
unit or non- specialized wards. (15) Our patient had extensive 
skin involvement and SCORTEN of 1. Due to our resource limited 
setting, she was nursed in a non-specialized ward with close 
monitoring. 
The treatment of TEN is mainly supportive which includes 
meticulous skin care, pain control, fluid balance, nutritional 
support and prevention of infection. In terms of wound care, 
some literature suggested wound debridement and others kept 
the necrotic skin as a biological dressing. One study reported no 
difference in wound healing between the 2 approaches. (20) 
Prophylactic antibiotic is not recommended. Intravenous 
Immunoglobulin and other adjunctive therapy had been 
proposed however there are conflicting evidence on their 
benefit. (19)   
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Figure 6b and 6c 
Skin biopsy HPE  
H & E x 400 The epidermis shows confluent 
necrosis with overlying basket weave stratum 
corneum 
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INTRODUCTION
Corticosteroid phobia is certainly a misnomer because the
term 'phobia' defines an irrational fear. In fact, corticosteroid
phobia is the dedicated term to describe all types of fear about
steroid use. TOPICOP, a new scale in evaluating topical
corticosteroid phobia help us assess the severity of steroid
phobia among patient who use topical corticosteroid for
treatment and the causes of topical corticosteroid phobia.

AIM
• To evaluate the degree of corticosteroids phobia in

patients who are on the usage of topical corticosteroids.
• To evaluate the causes of corticosteroids phobia in

patients who are currently being treated with topical
corticosteroids.

METHODOLOGY
A cross-sectional study involving 80 topical
corticorticosteroid user, diagnosed with eczema in outpatient
UiTM Dermatology clinic. All respondents completed a
demographic and TOPICOP questionnaire. For peadiatric
patient, the form was fill up by their parent.

RESULTS
Mean age of study cohort was 43.8 (1 – 86) yrs. 
N=80

Characteristics Variable %

Gender Male 53.8

Female 46.2

Ethnicity Malay 81.2

Chinese 15

Indian 3.8 

Education Primary school 12

Secondary school 28

Graduated 35

Occupational Status Employed 26.3

Student 27.5

Housewife 10

Retiree 27.5

Other 8.8

Clinical Characteristic (corticosteroid usage)

Duration of Use  5 yrs 80

 5 yrs 20 

Number of Different 

Type (CS)

1 33.8

2-4 38.8

 4 27.5

Severity of Phobia None 1.3

Mild (1-11) 57.5

Moderate (12-22) 37.5

Severe (23-33) 3.8

N=227 (total number of varied topical corticosteroid use)

Clobetasol propionate 0.01% cream 0.5%

Clobetasol propionate 0.05% ointment 2.7%

Clobetasol propionate 0.05% cream 3.2%

Clobetasol propionate 0.15% cream 0.9%

Clobetasone butyrate 0.05% ointment 11.5%

Clobetasone butyrate 0.05% cream 5.8%

Hydrocortisone 1% ointment 15.0%

Hydrocortisone 1% cream 17.2%

Hydrocortisone 2% cream 0.1%

Betamethasone dipropionate 0.05% 

ointment

18.5%

Betamethasone dipropionate 0.05% cream 3.5%

Betamethasone valverate 0.01% cream 7.1%

Momethasone furoate 0.1% cream 13.7%

Figure 1: Distribution of topical 

corticosteroid phobia 

*CS – corticosteroid, Yrs - years

All 3 respondents who reported severe
corticosteroid - phobia were graduates.
respondents. However there were no significant
correlation between degree of phobia with
educational level, age and gender

Finally , 38% of study cohort found that
reassurance for usage of topical CS was
unnecessary, 33% thought reassurance was
sometimes needed, 9% opted for often reassurance
and 21% always need reassurance in using topical
CS.

DISCUSSION  &  CONCLUSION
• Majority of study cohort had at least degree

of steroid phobia which might affect their
treatment compliance or resulted from
improper topical corticosteroid application.

• Despite this, many of our patients are not
aware of importance of reassurance and
education from medical professionals.

• Proper technique of steroid application may
alleviate anxiety among patients.
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INTRODUCTION

Acne vulgaris is common among adolescents. It may
cause them some negative implications including
stress, low self-esteem and poor relationship with
others. The severity of acne was assessed using GAGS
score whereby CADI score was used to assess the
quality of life.

AIMS

To determine the prevalence of acne, categorized its
severity and its impact on quality of life of study cohort.

METHODOLOGY

A cross sectional study was performed at secondary
school students at Sg Buloh involving 271 students
aged from 14-17 years old. Data collection including
demographic, CADI score and GAGS score.

RESULTS

Mean age of study cohort was 15.5 (13.6-17.4) – yrs old

Table 1: Demographic characteristics of study cohort
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Male 108 12.70 (±8.11) p=0.001
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CONCLUSION
In conclusion, adolescents should be given an
early health education regarding skin care
because acne has significant negative impacts in
their quality of life.

Variable Frequency, n (%)

Gender 

1. Male 
2. Female 

110 (40.6%) 
161 (59.4%) 

Ethnicity

1. Malay 
2. Chinese 
3. Indian 
4. Others 

215 (79.3%) 
25 (9.2%)
16 (5.7%)
15 (5.3%) 

Family income

1. < RM 500 
2. RM 500- RM 1500 
3. RM 1500- RM 2000 
4. > RM 2000 

9 (3.3%) 
88 (32.5%) 
65 (24.0%) 
109 (40.2%) 

Out of a total study cohort, 96.3%(n=261) were
diagnosed to have acne. 59.4% were girls and 40.6%
boys. These was further analyzed using GAGS and
CADI score. Clinically mild, moderate, severe and very
severe degree of acne were seen in 81.5%, 12.2%,
1.8% and 0.7% respectively, out of 261 students.

Figure 1 : Acne severity distribution by gender.

Out of 261, majority of them has moderate (38.4
%) or severe disability (38.4%) while only 23.3 %
has mild disability. Mean CADI score slightly
higher in female compared to male (9.27±3.47)
but statistically not significant.

There was a weak but significant correlation 
between GAGS and CADI score (r=-0.2).  

DISCUSSION

Despite the majority of them found to be
clinically mild by GAGS score, they reported
significantly impaired quality of life with majority
in the moderate or severe. They reported more
adversely affected in social life or relationship,
and causing behaviour modification in public. A
recent study conducted by KM Padmavathy et al
(2014), there was a significant positive
correlation of the impact of acne in their quality of
life. Males showed significant correlation of
clinical severity of acne to stress and atrophic
scar.[1] In CADI score the definition of behaviour
modification in public may not be adaptive in
malays predominant secondary school.
Interestingly, more male students reported
severe disability as compared to female
counterpart and they had higher mean of GAGS
score. Hence, acne affected the quality of life in
both gender.

REFERENCES
1. KM Padmavathy et al. (2014). Evaluation of Acne 

Severity and Its Impact on Young Adults.

2. F. Boon Yap (2012). Cardiff Acne Disability Index 

in Sarawak, Malaysia, 2012.

3. R. J. Motley, A. Y. Finlay 19. Cardiff Acne 
Disability Index.

ABBREVIATION
CADI – Cardiff Acne Disability Index
GAGS- Global Acne Grading System
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Infantile haemangiomas (IHs) are common, benign 
vascular tumours in children that appear soon after birth 
and regress before the age of 12 years. It is estimated 
that only 31–50% of children exhibit satisfactory 
cosmetic healing after involution. In the remaining 
children, natural regression of IHs can result in skin 
atrophy, scarring, fibro-fatty tissue, hyper and 
hypopigmentation, and laxity. 
During consultations, parents usually express their 
feelings and worries about their child’s lesion, 
particularly when present on the face.  
Physicians have always been concerned about the 
considerable psychosocial impact these lesions might 
have on children and their parents. 
 

 
 
This is a prospective cross sectional study inviting 
parents of children who were treated for facial 
haemangiomas to participate in answering a 
questionnaire which had been validated called - 
Infantile Haemangioma Quality of life (IH-QoL) 
questionnaire1. The questionnaire consist of  20 
questions that addressed the emotional attitudes of the 
parent and child toward the disease and the related 
treatment. The psychosocial consequences in these 
parents impact on their emotions, experiences and life-
style were analysed. The study was conducted at the 
Birthmark Clinic, Institut Pediatrik Hospital Kuala 
Lumpur between April to June 2017. All patients with 
facial hamangioma were recruited and haemangioma 
on other sites were excluded. 

1. SL Chamlin et al. Development and validation of a Quality-of-Life Instrument for Infantile Haemangiomas.  
    Journal of Investigative Dermatology 2015; 135, 1533–1539  
2. Jeffery Z et al. The Psychological impact of haemangioma on children and their parents 
    Arch Dis Child 2012;97:922–926.  

INTRODUCTION 

 
 
The objective of the study was to assess the 
psychosocial impact of haemangiomas and their 
treatment on children and their parents  
 

OBJECTIVE 

 
 
Dermographic data: There were total 103 patients with 
infantile haemangioma treated during the study period. 
Fifty six (54%) patients had facial haemagioma but only 
40 parents consented to participated in the study. Five  
ques t i onna i res were exc luded because o f 
incompleteness and finally only 35 questionnaires were  
analysed. There were more female (71%) patients. Most 
were infants less than 1 year old (70%) but 4 patients 
were aged more than 3 years old. The onset of 
haemangioma was within 4 weeks of life in 68% of 
patients. Sixty percent of the haemangiomas were 
superficial, 22% were mixed and rest were deep 
h a e m a n g i o m a s . T h e c o m m o n l o c a t i o n o f 
haemangiomas were around the periorbital region in 
35% of patients followed by  lips (18%), forehead 
(17%), cheek (14%), nose (11%) and  chin (5%) in 
decreasing order on frequency. 
 
IH-QoL results: Nearly 90% of the parents were 
satisfied with treated received and only 4 infants with 
periorbital haemangioma had slow response. Despite of 
high treatment satisfactions about 60% of parents still 
need further reassurance and information on the 
disease. Most worrying issues for parents were during 
the proliferative phase, when it growing too fast. 

RESULTS 

 
Facial haemangiomas are associated with parental reactions of  
sad, fear, and mourning, particularly in the growth phase.  
Accurate measurement of the quality of life is critical to the 
ultimate goal of improving this outcome for affected infants and 
their families. 
Importantly, IH-QoL can be used in practice to identify parents 
needing additional support and education.  
 

Hospital Kuala Lumpur 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

RESULTS - IH QoL 

No. of patients 

Seventy five percent parents are bothered when their child are 
stared by strangers and more than half are sad and sometime 
depressed about the child’s haemangioma. Other common 
issues raised were that their child would be teased at school and 
that their self esteem would suffer (63%). Sixty five  percent had 
issues of self blame and worried that haemangioma may occur in 
subsequent children. One third of the parents were accused of 
abusing their children because of haemangioma which then led 
few parents hiding the haemangioma. Generally most parents 
felt that haemangioma had no negative impact on their social 
function such as visiting public places, being with friends and 
relatives or even how the child looked. And finally it had no 
issues in the relationship between spouses. 
 
 
 
The clinical characteristics of hemangiomas with a greater 
negative impact on IH-QoL, include hemangiomas located on the 
face and those in the proliferative stage. Those with infants with 
hemangiomas in the proliferative stage have worse impact on the 
parent emotional functioning but less effect on social functioning. 
These characteristics alone may be useful in identifying parents 
in clinical practice requiring more intensive hemangioma 
educational efforts, emotional support, and hemangioma 
treatment. 
Limitations of the study include selection bias, where most 
patients referred for treatment of severe haemangioma. Most  
parents who are concerned about the visibility of facial 
haemangioma. Interpretability of the IH-QoL scores which may 
improve with clinical use. And lastly, the study sample was small 
in number. 
CONCLUSION 

DISCUSSION 

METHODOLOGY 

Figure 1 

Figure 1 & 2:  The bar chart show the significant difference between parent emotional/
psychosocial functioning and child social interactions, elaborated in detail below. 
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INTRODUCTION
Cellulitis in adults is a common medical
condition.1 Appropriate antibiotic is essential
according to type and sensitivity to microbial
organism. However, skin nursing also plays a
vital role to speed up the recovery. Thus,
nurses play an integral part in bullous cellulitis
management.2 Multiple incidence of improper
skin nursing and inadequate skin nursing
causing adverse event have been documented.

The British Dermatological Nursing Group has
developed a competency-based guideline to
develop dermatology nurses from novice to
expert, focusing on the nurse’s educational
development in combination with knowledge
and skills. 3 This study is to determine nurses
knowledge of bullous cellulitis and its
management before and after training.

MATERIALS & METHOD
A prospective comparative study of nurses
knowledge on nursing management of bullous
cellulitis before and after dermatology training
was conducted in Selayang Hospital between
April to June 2017. A total of 40 staff nurses
was chosen randomly using convenience
sampling methods.

Inclusion Criteria
•All nurses in intensive care unit, medical,
dermato-rheumato and paediatric ward who
consented in this study.

Exclusion Criteria
•All nurses from other department who do not
perform skin nursing and those who not keen
to participate.

All Participants were asked to answer a survey
form before and after receiving Dermatology
training. Training will be given by Sister in-
charge in respective ward by using the same
power point slide and cellulitis nursing tools
(Figure 2). Training will be given within 2 weeks
after nurses answered the questionnaire. The
same nurses will complete the same
questionnaire in a week after training.

A Total of 14 questions with category A mainly
demographic and experience background.
Whereby category B, a multiple choices
questionnaire about clinical data that divided
into pharmacology management, non-
pharmacology management and monitoring. 1
mark was given for a correct answer and zero
mark for wrong answer. Total of 11 marks will
be given if participant able to answer all
questions. The result will be divided into 3
groups : satisfactory 1-3 marks, good 4-6 and
excellent 7-11.

Data Analysis were done using SPSS 16.0.

Figure 1: Leg Cellulitis Figure 2:Cellulitis nursing tools

Characteristic
No %

Gender

Male 1 2.5
Female 39 97.5

0

5

10

15

Medical Ward Derm-Rheum 
Ward

Pediatric ICU

10 8 10 10

2
0

0 0

Experience No Experience

Satisfactory
2%

Good, 52.5, 
53%

Excellent
45% Satisfactory

Good

Excellent

DISCUSSION & CONCLUSION
1. Experience working in dermatology department was an

advantage as participant has higher pre dermatology survey
score. Although 90% of participant had experience managing
patient with cellulitis, only 45% had excellent score before the
training thus the increase of risk of improper skin nursing
performed.

2. There is currently no post basic course in dermatology. The
training and teaching intervention positively influenced post
training scores significantly. The need for intensive continuing
education and staff development in dermatology to improve
patient outcome.
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1. Guidelines On The Management Of Cellulitis In Adults by CREST ; www.crestni.org.uk
2. Courtenay M, Carey N; A review of the impact and effectiveness of nurse-led care in dermatology ;BJD. 2006;154(1):1-6.
3. Dermatology Nursing Competencies by the British Dermatological Nursing Group.

CONCLUSION
Dermatology training for nurses should be implemented in all centers with dermatology service and regular training
should be done as it has significantly improved nurses knowledge in managing bullous cellulitis. Having a post basic
training in dermatology nursing improves patient care.

RESULT
Table 1 : Demographic Data

Figure 3 : Staff With Dermatology Experience 

Figure 4 : Treating Cellulitis Experience

Figure 5 : Pre Dermatology Link Nurse Training Result

Post Dermatology Training, all participant obtained excellent 
result. p-value in Paired t-test comparing Total Pre & Post 
Dermatology Training Score is significant . (p = 0.00001)
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INTRODUCTION 
Topical treatment is the first line therapy for psoriasis. 
Efficacy of topical therapies can be enhanced by 
adherence and proper application of medications¹. 
Therefore an audit was carry out to assess the 
knowledge of topical application in psoriasis patients.  

METHODOLOGY 
A cross-sectional study was done. Using convenient 
sampling, adult psoriasis patients who were follow up 
in Dermatology clinic Hospital Pulau Pinang from 1st 
June 2017 to 15th June 2017 were included. Patients 
who were under 18 years old and newly diagnosed 
psoriasis patients were excluded from the study.  

Table 1: Criteria with standard of 80% each 

1.  Able to recognize different types of topical 
medications. 

2.  Able to apply topical medications at correct sites 
of body. 

3.  Able to recognize frequency of topical 
applications. 

4.  Able to differentiate the strength of topical 
steroid. 

26.7%

63.3%

53.3%

36.7%

83.3%

93.3%

83.3%
80.0%

0%

10%

20%
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Medication 
type

Correct site Frequency Steroid 
strength

n = 30First audit Re-audit

DISCUSSION 
•  Poor knowledge about topical medications indicates 

insufficient counseling provided by the physician. 
More time should be spent to explain the treatment 
and demonstrate how to apply the medications.  

•  To create better understanding of topical 
medications, patients should be provided with 
comprehensive but easi ly understandable 
instructions and labels to improve adherence.  

•  Patients’ understanding of their topical medication is 
improved after using color and picture labelling 
system with individual counseling. 

•  Limitation includes language barrier and different 
educational background. 

CONCLUSION 
The knowledge on topical application was suboptimal. 
The results from remedial measures demonstrate that 
use of color and pictorial labeling system and detail 
personal counsel ing by pharmacist improve 
understanding of topical application. A larger study is 
on the way. And we plan to introduce colour and 
picture labeling for topical medications in our hospital. 

REFERENCES 
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2.  Roberto Cardarelli, Christopher Mann, Kimberly G Fulda, 

Elizabeth Balyakina, Anna Espinoza and Sue Lurie. Improving 
accuracy of medication identification in an older population 
using a medication bottle color symbol label system. BMC 
Family Practice 2011;12:142. 

Out of the thirty patients in our cohort, more than half  
of them are able to apply topical medications at 
correct sites of body and almost half of them can 
recognize the frequency of the topicals. However only 
36.7% of them are able to differentiate strength of 
topical steroids prescribed to them and only  26.7% of 
patients able to recognize the various types of topical 
medications (Chart 1).  

RESULTS 
We have a total of 30 patients. Fairly equal sex 
distribution with 16 (53.3%) male and 14 (46.7%) 
female patients. In term of race distribution; Malay 8 
(26.7%), Chinese 13 (43.3%), Indian 8 (26.7%) and 
Kadazan 1 (3.3%) 

POST-REMEDIAL AUDIT RESULTS 
Percentage of patients who can recognize types of 
medications, correct site of application, frequency and 
ability to differentiate strength of steroid have improved 
significantly to 83%  ,93%, 83% and 80% respectively 
(Chart 1) 

Chart 1: Patient’s understanding on topical application -         
              Pre & Post-remedial audit results 

PITFALLS IDENTIFIED 
1.  Most patients were unable to remember the name 

of medications, especially those on multiple 
topical medications. 

2.  The containers that were used for various types of 
topical medications were almost identical in 
appearance, making it hard for patients to 
differentiate them. 

3.  Inadequate counseling time by physicians in clinic.   

Patients fulfilled criteria and consented 

Consultation & Counseling done.Prescription given 

Collection of medication  

Audit of patients' knowledge on the prescribed 
medication based on the criteria listed in Table 1 

Pitfalls identified 

Implementation of remedial measures done 

Re-audit done at the next visit, 2-3 weeks later  

REMEDIAL MEASURES 
1.  Colour and picture labeling on the containers of their 

topical medications were introduced to identify types 
of medication, site of application as well as to 
recognize strength of steroid² (Figure 1) 

2.  Patients are counseled individually by an assigned 
pharmacist.  

Figure 1: Colour & Picture Labeling 
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INTRODUCTION
Generalised pruritus may be associated with 
systemic diseases and requires a comprehensive 
approach. This cross-sectional study aimed to 
identify the burden of pruritus and the factors 
associated with the presence of generalised 
pruritus and its severity among older adults. 

OBJECTIVE
To determine the prevalence and severity of 
generalised pruritus with selected factors in the 
older Malaysian population. 

MATERIALS AND METHOD
Study design: Cross-sectional study
Study sample: 770 subjects aged 55 years and 
above from Petaling Jaya North, Petaling Jaya 
South and Pantai Valley. 
Data collection period: 2012-2015
Method: The presence or absence of generalised 
pruritus for all individuals was recorded with 
severity rated using a numerical rating scale. The 
Pearson’s chi-square test was used to determine 
possible associated factors while multivariate 
logistic regression analysis was performed to 
identify significant predictors of generalised 
pruritus. 

RESULTS
46 subjects (5.97%) reported generalised pruritus, 
of whom only 43 rated severity.

Unadjusted analysis revealed that dementia was 
associated with the presence of generalised 
pruritus (Table 1). 

DISCUSSION AND CONCLUSION
• The behavioural and psychological manifestations of 

dementia such as psychosis and obsessive behaviour 
can lead to constant scratching.1 However, only one 
subject with dementia reported having generalised 
pruritus. This could be due to a small number of 
people reporting the presence of generalised pruritus.

• Ageing female skin is prone to dryness and pruritus 
due to reduction of collagen production and a lower 
level of glycosaminoglycans that prevents 
transdermal water loss2. Females have a lower 
threshold to scratch due to the differences in itch 
perception when compared to men.3

• The association between generalised pruritus and 
gout could be due to the side effects of medications 
such as non-steroidal anti-inflammatory drugs 
(NSAIDS).4

• The presence of iron deficiency should be explored 
as it is often regarded as a cause of pruritus, even in 
the absence of anemia.5

• Generalised pruritus affects the sleep quality by 
causing sleep onset insomnia, increased night-time 
awakening, and decreased total sleep hours.6 Drugs 
used in the treatment of pruritus may also lead to 
sleep disturbance.7 These phenomena contribute to a 
poor Pittsburgh Sleep Quality Index in the study.

• Further research to define the dermatoses and risk 
factors associated with generalised pruritus will be 
useful in the planning of appropriate management 
strategies for older adults affected by pruritus. 
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Numerical Rating Scale for Pruritus

Frequency of severity of generalised 
pruritus (n=43)

Factors
Generalised pruritus

Total
χ2or Fisher’s 
exact test

p-value
Yes No

Dementia

4.013 0.045*Yes 1 (33.3%) 2 (66.7%) 3

No 45 (5.9%) 722 (94.1%) 767

Generalised 
pruritus

PSQI (n=749)
Total

χ2or Fisher's 
exact test

p-value
Poor Good

Yes
26(56.5%) 20(43.5%)

46
4.201 0.04

No 292(41.1%) 418(58.9%) 710

Table 1. Association between presence of dementia and 
generalised pruritus

Figure 1. Frequency of severity of generalised pruritus.

Figure 3. Association between generalised pruritus and 
sleep quality.

Multivariate analysis found that female gender 
(OR=2.149, p=0.029), dementia (OR=10.963, p=0.058) 
and gout (OR=2.729, p=0.040) were significant 
independent predictors of generalised pruritus. 
Subjects with generalised pruritus had significantly 
lower levels of haemoglobin compared to those without 
(13.14 g/dL and 13.71 g/dL respectively). 

The	authors	have	no	conflict	of	interest	to	declare.
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In our clinical setting, we observed that among the Malaysians coming 
for aesthetic procedures, there is an increasing number of those 
developing Facial Overfilled Syndrome (FOS). They typically have 
distorted pointy chin, overly broad noses, and overwhelmingly bloated 
cheeks. Many of them are not aware of it and are not able to 
appreciate the distortion. It is also sometime overlooked by aesthetic 
practitioners giving the injections. 
This article aim to bring awareness of such overfilled syndrome to the 
medical aesthetic community to prevent further facial distortion cause 
of facial overfilling with fillers. 

Introduction 

Results 

Discussions 

Conclusion 

Overfilled Syndrome can be appreciated by palpating the areas overly filled with gel 
like fluid regardless of the chronological period the fillers were placed. In many 
instances, fillers could be placed more than 5 years and still palpable as liquid fluid 
inside the skin. 

 

Dr Tingsong Lim 
Department of Aesthetic Medicine, Clique Clinic 

Facial Overfilled Syndrome in Malaysia 

Objectives 

Facial aging is characterised by dynamic, cumulative changes of the 
face structure due to the combined effects of gravity, progressive 
bone resorption, decreased tissue elasticity, and the redistribution of 
subcutaneous fullness. Volume depletion, especially in the mid face, is 
one of the earliest and most common sign of facial aging.  
 
Although Asian patients tend to be endowed with more collagen 
reserve, early deflation of the mid face can exaggerate the forming of 
eye bags, peri-orbital fine lines, tear troughs, nasolabial folds and jowls. 
On top of that, temple hollowing and forehead volume loss could lead 
to droopy eyelids leading to an exhausted look. A relatively weak 
midline also makes the Asian face look round and flat.  
 
Aesthetic practitioners attempt to treat these volume depletions and 
midline weaknesses with hyaluronic acid dermal fillers or biostimulators. 
However, as dermal filler procedures become more widely acceptable 
and available in Malysia,  we also observed increasing numbers of 
people developing facial overfilled syndrome.  

Methodology 
•  Subjects who developed overfilled syndrome were recruited. Photos 

were taken and analysis was done based on the photos to assess on 
the volume distribution, topography, symmetry and gender, ethnicity 
and cultural appropriateness. 

•  The overfilled condition is categorized according to the areas that is  
inappropriately proportionated compare to the whole face. 

•  The overfilled areas were palpated to feel the fluidity of the substance 
placed. 

•  Overfilled areas are being managed by using hyaluronidase to 
attempt to dissolve the volume being placed. 

•  The after photo is taken once week after hyaluronidase is placed. 

The overfilled syndrome is typically volume overload in the mid face, 
forehead, chin and nose. Mid-face overload are commonly known 
as pillow face, butt cheek, or flying saucer facies. This phenomenon 
could be due to incorrectly placed dermal fillers, poor selection of 
filler products, overzealous attempts by the injectors, and overly 
enthusiastic clients who “chase the lines”. 
 
Mid-face over-filling is more commonly seen in Malaysian patients 
due to the smaller frame of asian skull structures, which makes the 
exaggeration of volume more pronounced compare to their 
caucasoid or negroid counterparts. The strong malar structure is too 
easily over-emphasized, giving the whole face a flying saucer look, 
where the middle third of the face is overloaded compare to the 
upper and lower third of the face. 
 
Overfilled syndrome is more commonly done by practitioners who 
depend solely on a single modality for treatment. The tendency of 
overfilling patients with fillers, coupled with botulinum toxin misuse is 
commonly seen in smaller practices where understanding of the 
artistry are more focused on commercial values and business 
oriented settings. 
 
Also, it is tied to certain local community values where an 
exaggerated look is the preference. The obsession with getting 
drastic results with fillers could be a very dangerous practice in terms 
of safety and could possibly result in permanent distortion to the 
natural structure of one’s face. 
 
Once a face is overfilled and the structure is distorted, diminishing 
the volume with hyaluronidase will help to minimize the distortion, but 
will not necessarily restore the face to its natural look. Therefore, it is 
very important for the medical aesthetic community to bring up the 
awareness of overfilled syndrome and prevent this from happening 
in the first place. Having the conscience to not overfill, aesthetic 
practitioners will learn to be more cautious of the amount of product 
they use, the products they select, and the right placement of the 
product. 
 
With more awareness to prevent the practitioners from doing harm, it 
could bring the overall quality of work to another level. 
Understanding the interdependent play of 5 layers structures, 
namely: skin, fat, SMAS and retaining ligaments, muscles and bones 
is extremely crucial for aesthetic physicians to combat the signs of 
aging.  It is vital to target all 5 layers of aging by combining different 
modalities. Combination therapy has become a necessity rather 
than a trend.  

Replenishing volume to attain a more youthful appearance has yielded 
excellent results, enabling the deflating face regain volume and 
firmness. However, overzealous filling of faces with dermal fillers can 
result in distortion of the face structure resulting in overfilled syndrome. 
This phenomenon of mild to severe facial distortion due to the 
incorrectly placed dermal fillers either at the wrong plane, wrong 
location, or wrong amount of products, is especially apparent among 
Asian patients, due to the smaller bone frame of the mongoloid skulls. 
Having the awareness of the overfilled syndrome is crucial among 
aesthetic practitioners to prevent the mistake of producing distorted, 
unnatural and aesthetically unappealing faces. 
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Overly-bloated cheeks is a common phenomenon 
of overfilled syndrome. Overfilled cheek is a result 
of chasing the lifting effect with fillers and over-
emphasize the beauty of an “apple cheek”. 
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Understanding the pathophysiological changes of the facial aging is 
critical in the course of restoring volume, and could racalibrate the 
manner in which the maturing face is treated. 
The five facial structures, in 5 different layers, undergo aging 
interdepently: 
•  Skin (Layer 1) : epidermal atrophy, dermal elastosis 
•  Fat (Layer 2 & 4): fat atrophy, displacement and downward -shifting 
•  Anchoring Complex (Layer 3, 4, 5): skin tendons, SMAS & retaining 

ligaments become fragile and weak 
•  Muscle (Layer 3): muscle atrphy, and secondary hyperactivity 
•  Bones (Layer 5): bone resorptions 

                      skin 
 subcutaneous fat 

         superficial musculo-aponeurotic  
               facial muscle 
               retaining ligaments & space 

 periosteum and bone 

 
                         Figure 1: The Five Structures of Facial Aging in 5 different layers 

 
The Anchoring Complex of the face, namely, skin tendons, superfical 
muscular aponeurotic system (SMAS), and retaining ligaments, forms 
an achoring support of the soft tissues to the skull of the face. The 
weakening of these deep structures lead to stretching and loosening of 
fundamental structural support, contributing to facial sagging. Skeletal 
changes due to bone resorption causes flattening of the forehead, 
hollowing of the orbit, receding of nasal bone, mida face bine atrophy, 
chin bone atrphy and or mandibular bone atrophy. These changes 
along with fat loss of the deep fat pads, contributed to further 
deterioration of the structural support of the face. Aesthetic practioners 
can do more harm than good if they overlook the right layers and 
structures that require attention. 
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 Figure 2: The Anchoring Complex of the Face 
 

Introduction Discussions 
An awareness of the characters of fillers -- their "rheology" – is very 
important in producing predictable results. Placement of fillers of the 
wrong rheology in the wrong plane at the wrong place with the wrong 
amount can cause great distortion to the natural look of a face. One 
such example is overfilled syndrome, which is very often overlooked 
by even the most experienced aesthetic physicians.  
 
Therefore, it is proposed to look beyond filling the face with volume, 
but using the right filler rheology at the right place, with the optimal 
amount to give support to the underlying structures and to restore to 
what it used to be. The idea of structural support takes a multitude of 
factors into consideration, including how treatments should be 
individualized based on gender, ethnicity, age and the cultural 
perception of youth and beauty. Together, these factors create a 
treatment procedure that suits the individual patient, thus providing 
better outcomes while maintaining a natural appearance.  
  
With the numerous filler types and brands currently available in the 
market, deciding which facial filler to use, when, where, why to use it, 
its longevity and safety, is not a straightforward process. The various 
types of fillers in the market can be broadly divided into three simple 
groups: the voluminizing, enhancing and refining fillers. 
  
The ‘voluminizing’ fillers are those with great lifting capacity, with 
certain features of plasticity, and generally do well in deeper layers 
such as supra-osteal and subcutaneous layers. Generally, a small 
amount is enough to create the needed lifting and voluminizing 
results. Ideal areas for placement include, but are not limited to, 
infraorbital areas along the orbicularis retaining ligaments, temporal 
areas (i.e., between the superficial and deep temporal fascia), and 
prejowl sulcus, just medial to the mandibular cutaneous ligaments. 
  
The ‘enhancing’ fillers require high elasticity and cohesivity with 
minimum characteristic of plasticity, in order for them to stay in shape, 
without fearing its migration and losing its shape. Such fillers are best in 
regions such as the nasal bridge, nasal spine, canine fossa, chin and 
mandibular augmentation. 
  
The ‘refining’ fillers require high cohesivity with low viscosity to enable 
them to “blend in” and integrate with the soft tissues, without breaking 
down into pieces. Such fillers spread well while not breaking down, 
making them ideal for highly dynamic and mobile areas of the face, 
including the periorbital and perioral regions.  
  
Understanding the rheological properties of fillers allows the physician 
to make informed decisions on the best layer and area to apply the 
product. This is executed by targeting the retaining ligaments, 
restoring structure, particularly in areas such as the orbicularis retaining 
ligament and the zygomatic cutaneous ligament, among others. This 
underscores the importance of understanding volume loss of the 
specific layers of facial tissue, and the need for structural support.  

Dr Tingsong Lim 
Department of Aesthetic Medicine, Clique Clinic 

Injectology – Bringing Fillers Rheology into Clinic Settings 

Discussions 

Aesthetic Medicine is a rapidly evolving field. Over the last decade, 
there has been a conceptual shift in rejuvenation, from removal and 
reconstructive surgeries to volume restoration and facial lifting using 
multiple modalities. While we strive to move the profession forward with 
new technologies and products, it is very important for us to revisit the 
basics, and to understand the principal physiological changes of facial 
tissues that come into play as a result of aging. Furthermore, 
understanding the rheology of dermal fillers, and making full use of its 
characters, is important to ensure predictable and reproducible results. 
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Conclusion 
The challenge for an aesthetic physician is where to draw the limit in our 
quest to develop a rejuvenated face. Injectology is not only confined 
to techniques and safety of injection. Understanding the functional 
anatomy, deep structures and layers, danger zones, and rheology of 
the fillers are equally important to excel in the art of filler-based face 
sculpting these days. While preventing distorted faces and overfilled 
syndrome in the long run is vital, patient satisfaction and well-being 
should always be a priority. 
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Introduction: 	
Chronic urticaria (CU) is defined as urticaria rash that 
persisted beyond six weeks duration. Up to date, 
there is sparse epidemiological data on this condition 
in Malaysia. 	
	
Objectives:	
To identify the prevalence and clinical characteristics 
of patients with CU.	
	
Materials and methods: 	
§  Study design:  Retrospective study.	
§  Study site: Dermatology outpatient clinic, 

Universiti Kebangsaan Malaysia Medical Center.	
§  Inclusion criteria: Patients diagnosed with CU from 

January 2014 to June 2017.	
§  Methods:  Clinical notes reviewed. Demography 

and clinical characteristic were recorded and 
analysed with SPSS version 21.	

Results:	
Table 1: Demographic Data of Study Population 	
(n= 133)  	

Demographics 	 Numbers (%)	
Age (Median (years))	 46	

Age of Onset ( Median (years))	 44	

Gender	
Male	
Female	

	
44 (33.1)	
89 (66.9)	

Ethnicity	
Malay	
Chinese	
Indian	
Others	

	
77 (57.9)	
50 (37.6)	
4 (3.0)	
2 (1.5)	

Table 2: Clinical characteristics of chronic urticaria in 
study population   	

Clinical Characteristics 	 Numbers (%)	
Type of Chronic Urticaria	

Idiopathic	
Inducible	

Symptomatic 
Demographism	
Delayed pressure	
Cold	
Cholinergic	
Aquagenic	

	
113 (85)	
20 (15)	
	

11 (8.3)	
3 (2.3)	
3 (2.3)	
2 (1.5)	
1 (0.8)	

Presentation	
Urticaria alone	
Urticaria with angioedema	

	
105 (78.9)	
28 ( 21.1)	

Severity	
Mild	
Moderate	
Severe	

	
100 ( 75.2)	
22 ( 16.5)	
11 (8.3)	

Clear in 1 year	 50 (37.6)	

Lab Investigations	
ANA positive	
Thyroid dysfunction	

	
11 (8.3)	
5 (3.8)	

Characteristics 	 Numbers (%)	
Treatment options:	

Non-sedating H1 
antihistamine ( nsAH)	

Licensed dose	
Two folds	
Three folds	
Four folds	

Leukotriene antagonist	
Cyclosporine	

	
133 (100)	
	

67 (50.4)	
42 (31.6)	
2 (1.5)	

22 (16.5)	
6 (4.5)	
1 (0.8)	

	
Discussion:	
§  The prevalence of CU at our center is 

approximately 0.8% which is similar to other 
studies (0.5–1%). 1	

§  Median age of onset in our study is 44 year which 
is slightly higher than other studies. (20-40 years of 
age).1 The reason was not apparent. 	

§  Most of our CU patients were chronic idiopathic 
urticaria which was similar to other studies (69 – 
93%). 1,2	

§  37.6% of our CU patients had remission within 1 
year which was almost similar to other studies 
(20–47%). 1-3	

§  Non-sedating H1-antihistamines (nsAH) are the 
mainstay of symptomatic therapy, but treatment 
with licensed doses relieves symptoms effectively 
in <50% of patients. 1 In our study, 50.4% of CU 
patients responded to licensed doses of nsAH.	

	
Conclusions:	
§  Majority of patients were females, Malay and 

middle age.	
§  Chronic idiopathic urticaria is the most common 

type.	
§  Majority of patients has mild disease which 

persisted for more than 1year.	

	
References:	
1.  Maurer M et al.  Unmet clinical needs in chronic 

spontaneous urticaria. A GA2LEN taask forse 
report.  Allergy 2011; 66: 317-330.	

2.  Kulthanan K et al. Chronic idopathic urticaria: 
prevalence and clinical course. Journal of 
Dermatology 2007; 34: 294-301.	

3.  Kozel et al. Natural course of physical and chronic 
urticaria and angioedema in 220 patients. J Am 
Acad Dermatol 2001; 45: 387–391.	

Table 3:  Treatment required for disease control	
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Introduction

Phacomatosis pigmentovascularis (PPV) is a rare syndrome 
first described by Ota et al., in 1947. It is characterized by a 
combination of capillary malformation and other pigmented 
naevi.1 It arises sporadically, with no sex predilection. 

Case Report

We report a 3-week old Malay male infant who is a product
of a non-consanguineous marriage. He was born full term
via spontaneous vagina delivery, weighing 3.8kg. This is a
firstborn and there is no family history of any vascular or
pigmentary disorder.

The child presented with extensive erythematous to
violaceous patches on his face, trunk and limbs with
aberrant blue patches noted since birth. On examination, he
was found to have port-wine stain (naevus flammeus)
involving the left side of his face, bilateral upper limbs,
trunk and back (Figure 1 and 2). He also has extensive
aberrant Mongolian spots over a large part of the trunk,
back, gluteal and all four limbs (Figure 3). There were
bilateral oculocutaneous melanoses (Naevi of Ota) (Figure
4). A mild degree of soft tissue hypertrophy of the left limb
was also noted (Figure 5).

Ultrasound cranium, left arm and hepatobiliary system was
normal. There is an increase in left arm muscle bulk with
antero-posterior diameter on the left measuring 1.1cm
compared to the right which measures 0.6cm. No definite
collection was seen and colour Doppler study was normal.

Figure 1

Discussion

PPV had originally been classified into four major
types.1 A fifth type, in which the vascular lesion is
cutis marmorata telangiectatica congenita (CMTC),
was subsequently added.2 In 2005, Happle proposed
a new, simplified classification using descriptive
terms encompassing four groups.3

*All subtypes, in accordance with Hasegawa, are subdivided into
types (a) or (b) - with and without systemic involvement

The pathogenesis of PPV is not fully known,
however it has been linked to abnormal development
and migration of vasomotor nerves and melanocytes
derived from the neural crest. A genetic
phenomenon called twin spotting which was
described by Happle and Steijen has been
hypothesized to explain this.3

All patients with PPV must be investigated for
systemic complications depending on the sites
involved. Central nervous system, eye and skeletal
abnormalities are the most common systemic
complications in PPV. Neurologic conditions include
psychomotor retardation, seizures and cerebral
atrophy; with symptoms typically presenting within
the first few months of life. The most common
ophthalmologic associations include conjunctival
melanocytosis, episcleral vascular malformation and
glaucoma. Assessment for Klippel-Trenaunay
syndrome should also be done if there is limb
involvement.

PPV without systemic involvement has a naturally
benign course. However, a patient’s quality of life
and self–esteem may be improved by treating
naevus flammeus with pulsed dye laser and by
treating pigmentary naevus with Q-switched laser.
Medical treatment of PPV with systemic
complications requires individualized plans and
multidisciplinary management from other specialties
such as ophthalmologist, neurologist and vascular
specialist.

References

1. Hasegawa Y, Yasuhara M. Phakomatosis pigmentovascularis
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2. Torrelo A, Zambrano A, Happle R. Cutis marmorata
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Figure 2

Type 

(according 

to Happle)

Type 

(according to 

Hasegawa*)

Vascular lesion Pigmentary lesion

Excluded I Nevus flammeus Verrucous and
pigmented nevus

Cesio-
flammea II Nevus flammeus±

anemic nevus Mongolian spot

Spilorosea III Nevus flammeus±
anemic nevus Nevus spilus

Non-
classifiable IV Nevus flammeus±

anemic nevus
Mongolian spot, 
Nevus spilus

Cesio-
marmorata V

Cutis marmorata
telangiectatica
congenita

Mongolian spot

Figure 3

Figure 4

Figure 5

This case presents manifestations that classify it as PPV 
Type II, which is characterized by extensive bilateral lesions 
of capillary malformation and aberrant Mongolian spots.

Nevus of Ota

http://www.scielo.br/scielo.php?script=sci_arttext&pid=S0365-05962015000700010
http://www.scielo.br/scielo.php?script=sci_arttext&pid=S0365-05962015000700010
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Leprosy and tuberculosis are both chronic granulomatous 
diseases caused by Mycobacterium leprae and Mycobacterium 
tuberculosis respectively. We aim to describe the clinical 
characteristics and the management of patients who had leprosy 
and tuberculosis co-infection. 

This is a retrospective study on all patients with leprosy and 
tuberculosis co-infection managed in 5 dermatology clinics in 
Malaysia between 1999 and 2017. Data was obtained by 
reviewing patients’ medical records. 

Demographic characteristics n=22 
Mean age in years (range) 43.6 (19-80) 
Gender, n(%) Male 19 (86.4) 

Female 3 (13.6) 
Nationality, n(%) Malaysian 10 (45.5) 

Foreign born 12 (54.5) 
Ethnicity among 
Malaysian, n(%) 

Malay 5 (50) 
Chinese  2 (20) 
Indian 1 (10) 
Orang asli 2 (20) 

Country of origin of 
foreign born, n(%) 

Indonesia 9 (75) 
Myanmar 3 (25) 

Leprosy characteristics n=22  
Type of cases, n(%) New case 20 (90.9) 

Relapse case 2 (9.1) 
Disease classification 
by Ridley & Jopling, 
n(%) 

Tuberculoid 1 (4.5) 
Borderline tuberculoid 1 (4.5) 
Borderline borderline 2 (9.1) 
Borderline lepromatous 2 (9.1) 
Lepromatous leprosy 16 (72.7) 

Median baseline slit 
skin smear (range) 

Bacteriological index (BI) 3.2 (0-5) 
Morphological index (MI) 1.3 (0-8) 

Type of treatment 
prescribed, n(%) 

Sungai Buloh Augmented 
Regime  (multibacillary)- at 
least 36 months 

14 (63.6) 

WHO regime – 6 months  1 (4.5) 
WHO regime – 12 months 2 (9.1) 
WHO regime – 18 months 1 (4.5) 
WHO regime – 24 months 3 (13.6) 

Second line agent 
used, n(%) 

Ofloxacin 9 (40.9) 
Minocycline 2 (9.1) 

Type of reactions, 
n(%) 

Reversal 2 (9.1) 
Erythema nodosum leprosum 13 (59.1) 
Lucio’s phenomenon 1 (4.5) 
No reactions 6 (27.3) 

Tuberculosis (TB) characteristics n=22 
Type of TB, n(%) Pulmonary tuberculosis 20 (90.9) 

Tuberculosis lymphadenopathy 1 (4.5) 
Scrofuloderma 1 (4.5) 

Timing of TB in 
relation to leprosy, n 
(%) 

Before leprosy 4 (18.2) 
Concurrently 11 (50.0) 
After leprosy 7 (31.8) 

Median duration between the diagnosis of leprosy and 
TB in months (range) 

6  
(-46 to  11) 

Investigation 
evidence of TB 
infection , 
n(%) 

Opacities in chest radiograph 11 (50) 
Positive sputum for acid fast bacilli 13 (59.1) 
Positive tuberculosis PCR 2 (9.1) 
Positive tuberculosis culture  8 (36.4) 

Positive GeneXpert® rapid TB test 1 (4.5) 
Treatment of 
TB, n(%) 

Intensive phase Rifampicin 21 (95.5) 
Isoniazid 21 (95.5) 
Pyrazinamide 21 (95.5) 
Ethambutol 16 (95.5) 
Streptomycin 2 (9.1) 
Akurit 4 1 (4.5) 

Maintenance 
phase 

Rifampicin 14 (63.6) 
Isoniazid 14 (63.6) 

Median duration of TB treatment received  in months 
at last follow up (range) 

6 (1-15) 
  

Status at 
last follow 
up, n(%) 

Completed both TB and Leprosy treatment 
and under surveillance 

6 (27.3) 

Completed both TB and Leprosy treatment 
& released from surveillance 

1 (4.5) 

Completed TB treatment but still on 
leprosy treatment 

2 (9.1) 

Transfer care to other center 4 (18.2) 
Completed TB treatment but defaulted 5 (22.7) 
Defaulted before completed TB treatment 3 (13.6) 
Completed both TB and Leprosy treatment 
but died during surveillance 

1 (4.5) 

Majority of our patients had lepromatous leprosy with pulmonary tuberculosis. Most tolerated both treatments well. 

• A total of 22 patients were diagnosed to have leprosy and 
tuberculosis co-infection (Table 1&2) 

• Sungai Buluh Augmented Regime was the most frequently 
prescribed treatment regime.  

• Erythema nosodum leprosum was the most frequent reaction 
experienced by the cohort. 

• All patients received anti-tuberculosis with 16 (72.7%) 
completed for at least 6 months duration.  
 Table 1. The demography and characteristics of leprosy in 22 

patients 
Table 2. The characteristics of tuberculosis, investigations, 
management & outcome in 22 patients 

• The median reduction of bacteriological index (BI) at 6 and 12 
months were 0.4 and 0.6 respectively among those who 
completed at least 6 months of anti-tuberculosis in addition 
to the leprosy treatment.  

• The documented adverse events that were directly related to 
the concurrent leprosy and tuberculosis treatments included 
hepatitis(1); lethargy(1) and transient maculopapular 
eruption(1). 
 

We would like to thank the Director General of 
Health, Malaysia for permission to present this 
report. 

• Previous reports have shown that 6-54.7% of death in leprosy 
were due to TB.1,2 Co-infection does occur. 

• The estimated incidence of TB in Malaysia was 89/100,000 in 
2015.3 The incidence of leprosy in Malaysia was 0.7 per 100,000 
in 2015.4  
• Based on probability calculator, It is estimated to detect 0.0006 cases 

of TB and leprosy co-infection per 100,000 population in Malaysia.  

• Rifampicin is the key agent in the treatment of leprosy and TB. 
Ofloxacin is a second line anti-TB treatment and Clofazimine is 
used to treat rifampicin resistant or multidrug resistant TB.5,6  

• In those who had the SSS monitored while receiving 
treatment for both leprosy & TB, concurrent treatment did 
not seem to reduce the BI at a greater rate. 

• In 7 patients who had TB after the leprosy, the leprosy 
treatment did not seem to protect them from getting TB.  
• Five received long term prednisolone to treat their leprae reactions; 

which may be a risk factor to develop TB in these patients.   

• Future research is needed to study the immuno-genetic host 
factors which predispose to TB & leprosy co-infection and the 
antimicrobial resistance pattern in all concomitant infections. 

1.Gatner et al. Lepr Rev 1980;51:5-10 
2.Rawson et al. Lepr Rev 2014;85:288-95 
3.WHO. Global Tuberculosis Report 2016 
4.WHO. WER 2016;91:405-20 

5.WHO Treatment of tuberculosis guideline 4th Edition 2010 
6.WHO. WHO Treatment guidelines for drug-resistant tuberculosis 

2016 Update 
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CLM (creeping eruption) is caused by larvae of animal nematode. The adult
worms live in the intestines of dogs and cats. The parasite’s eggs (ova) are
discharged in the animal feces. The ova hatch into larvae that mature into infective
filariform larvae, which will penetrate human skin when a person comes in contact
with infected soil or sand. The infective larvae can migrate freely in sandy soils
especially in areas where warm temperatures and moisture (like tropical beaches)
are optimal for it’s viability.
Once transmission has occured, the larvae stay confined to the epidermis and less
often the upper dermis. It can stay in the skin for a period of 2 to 50 weeks. It
migrates at the rate of a few millimeters to a few centimeters per day forming the
typical lesions of tortuous, serpiginous tunnel rising above the skin surface. The
humans are accidental hosts, and the larvae are usually not able to complete their
natural cycle. Permanent infection does not occur in the human host. The parasite
migration causes severe pruritus, epidermal damage and secondary infections.
Some of the atypical presentations of CLM reported include diffuse multifocal
papulo-vesicular eruption localized mainly on the chest, back and abdomen (like in
our patient), hair follicle inflammation (hookworm folliculitis) most frequently in the
buttocks area and migrating urticaria.
Even though CLM is self-limiting, the intense pruritus and risk of infection mandate
treatment. Treatment options are as follows;
a. Oral Albendazole 400mg daily for 3–7 days is usually well tolerated.
b. Ivermectin, a single dose of 200ug/kg bodyweight (average dose of 12mg) is
well tolerated and highly effective but contraindicated in children less than 5 years.
c. Cryotherapy, freezing the tip of the lesion has been tried but is not effective
because the tip of the serpiginous track does not indicate the actual site of the
moving larva. May cause ulcerations and blisters
d. Ethyl chloride spray has been tried but was found to be ineffective
Complication of CLM infection include secondary bacterial infection usually
Streptococus pyogenes, may lead to cellulits, Allergic reactions and even Loeffler
syndrome have been reported

Clinically, noted to have extensive excoriated erythematous scaly papules and
small plaques all over his trunk and limbs (Fig.1-3). He was treated as papular
eczema with systemic steroid as well as a course of anti-scabetic. However,
there was no response and in the subsequent days the lesions became more
papulo-vesicles. His full blood count, renal profile and liver function test were
normal within normal limit.

Atypical Presentation of Cutaneous Larva Migrans:               

A Case Report & Literature Review
Kean Pan Ong1, Yew Thong Chong2, Wooi Chiang Tan1, Yek Huan Khor1, Lee Chin Chan1

1Department of Dermatology, Hospital Pulau Pinang, Georgetown, Penang, Malaysia
2Gleneagles Penang, Georgetown, Penang, Malaysia

INTRODUCTION

Cutaneous Larva migrans (CLM) is caused by percutaneous penetration and
migration of larvae of nematode parasite. It is most commonly found in tropical and
subtropical areas like the Caribean, South and Central America, Southeast Asia and
Africa. The infestation has no prevalence in term of race, sex and age but higher
risk in those who walk barefoot or expose without wearing shirt to soil or sandy
beach contaminated with animal feces.
Diagnosis is usually made clinically based on the typical appearance of intensely
pruritic serpiginous or linear erythematous lesions that advances. We describe a
case of atypical presentation of cutaneous larva migrans causing a delay in
diagnosis and treatment.

CONCLUSION

Cutaneous larva migrans should be kept in mind especially in patients presenting
with pruritic rashes after a history of walking barefoot or bare-body contact with
sandy beaches or soil in endemic areas, as the appearance of the typical red and
serpiginous skin lesions maybe delayed.

CASE REPORT
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Figure 1-3: Day 2 of presentation

BS is a 21 years old man from Germany. He was here for a month doing his
internship at one of the factory in Penang. He presented with generalised pruritic
rashes over his trunk and limbs of two days duration. Two weeks prior to onset of
his symptoms, he had travelled to Pulau Perhentian, a resort Island in East
Penisular, Malaysia. He had sunbathed on the beach. There was no significant drug
or contact history. He did not have any atopy history.

Figure 1 & 2: Erythematous papules and small scaly plaques with excoriation 

on anterior chest & back

Figure 3  Close up view of lesion at the back

Figure 4-7: Day 10 of presentation

Figure 4 & 5: Appearance of serpiginous, erythematous and slightly raised 

lesions on back 

Figure 6 & 7: Appearance of serpiginous, erythematous lesions on right hand

and forearm

DISCUSSION

Over the next ten days, the lesions progressively appeared more serpiginous
(Fig. 4-7). It was then obvious clinically that he had cutaneous larva migrans. He
was treated with oral albendazole 400mg once daily for three days and resulted
in rapid improvement of pruritus and rashes within 3 days.
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INTRODUCTION
Skin and soft tissue infections (SSTIs) range from mild
infections which only require outpatient treatment to
moderate to severe infections like abscesses, cellulitis and
necrotizing fasciitis which require hospitalizations and
intravenous antibiotics. To date , data on epidemiology and
antibiotic usage in patients with SSTIs in Malaysian
hospitals is scarce. The aim of our study is to analyze the
epidemiological aspect and antibiotic prescribing pattern in
patients who are admitted with SSTIs to our medical wards
in Hospital Pulau Pinang.

RESULTS
Table 1: Demographic data  (n=144)

MATERIALS AND METHODS
This is a retrospective cross-sectional study involving adult
in-patients admitted for skin and soft tissue infections to the
medical wards in Hospital Pulau Pinang from January to
December 2016.

Table 5: Blood culture results                                    

Table 4: Change of antibiotics                                

Discussion
Poor response and worsening clinical condition were assessed
subjectively by the treating clinicians. Future studies would
need to have objective criteria like temperature, tachycardia,
WBC and increase of CRP from the baseline to assess
response to treatment.

The yield in blood culture from SSTIs is known to be low (less
than 5% worldwide) We had a higher culture positivity rate
as our cohort were inpatients. The most common organisms
found were streptococcus , staphylococcus aureus and other
gram negative pathogens . This could explain the choice of
ampicillin/sulbactam as the most commonly prescribed
antimicrobial.

Thirteen percent of SSTIs in the medical wards underwent
surgical intervention i.e wound debridement, incision and
drainage , deroofing and amputation. Few were
misdiagnosed and wrongly admitted to the medical wards
which later was taken over by our orthopaedic counterpart.

Conclusion
We were able to establish certain epidemiological and
microbiological aspects as well as antibiotic prescribing
pattern in SSTIs admitted to medical wards in our hospital.

Acknowledgement 
Special thanks to all individuals who have made this study a 
successful one.  

Progress in the ward :
Median length of hospital stay was 5 days (3 to 11 days).
Nineteen patients (13%) underwent surgical intervention.
Ten patients died (6.9%) of which 5 deaths were attributable
toSSTIs.

Table 6: Pus culture results

The commonest type of SSTIs is cellulitis ( 93%) followed by 
necrotizing fasciitis (3.5%) and others(3.5%). The commonest 
site was the lower limbs ( 94%) with 135 patients followed by 
8 patients (5%) with upper limb involvement and 1 (1%) patient
with both. 
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MICROCYSTIC ADNEXAL CARCINOMA: A CASE REPORT

CASE REPORT
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INTRODUCTION

Microcystic Adnexal Carcinoma is a rare cutaneous
neoplasm can mimic benign adnexal tumour. According to
Surveillance, Epidemiology, and End Results (SEER), the
incidence rate is 6.5 per 10 million white population, 1.9 per
10 million for black subjects and 1.6 per 10 million for
Asian/Pacific Islanders (1).

CONCLUSION
Microcystic adnexal carcinoma should be kept in mind as one
of the differential diagnosis for benign looking papules or
nodular or plaque like lesions over the head and neck
regions. In any doubt, the lesion should be biopsied for HPE.

DISCUSSION
Microcystic adnexal carcinoma is a rare aggressive locally
infiltrating cuteneous malignancy. It commonly affects middle
and elderly group with median age of onset is 68 years old (1,
2). It had been suggested that UV radiation and UVB
signature P53 mutations are important culprits for the
cancer(3).
Patients typically present with papules or plaques or nodules
with or without telangiectasias and commonly over head and
neck area (4).
Diagnosis is based on clinical & histo-pathological findings,
mainly the presence squamous nests and cysts, variable
ductular differentiation, and perineural growth(5). MAC
staging is by American Joint Committee on Cancer
Staging(6).
Treatment guideline for Microcystic modalities is lacking due
to rarity of the disease but there is some case series report
regarding their way of treatment. Treatment options are Mohs
micrographic surgery, radiotherapy, or chemotherapy. (7, 8).
The 10-year overall survival was 86.4% (1). There is risk of
recurrence with recurrent rate about 18%(9), thus long term
follow-up is needed.

A 64 year old man with underlying type 2 diabetes mellitus
and chronic hypertension presented with a painless left
periorbital swelling and excessive tearing for one week.
Physical examination revealed multiple erythematous
papules at left periorbital and left nasal bridge. There was no
ocular involvement. He consulted ophthalmologist and was
treated with one week course of oral Augmentin and topical
tetramycin but failed to improve his condition. Subsequently
he was referred to dermatology team with 3mm punch
biopsy done over the left nasal bridge.

1) Yu JB, Blitzblau RC, Patel SC, Decker RH, Wilson LD. Surveillance, Epidemiology, and End
Results (SEER) database analysis of microcystic adnexal carcinoma (sclerosing duct
carcinoma ) of the skin. Am J Clin Oncol. 2010 Apr;33(2):125-7.

2) Ohtsuka H, Nagamatsu S. Microcystic Adnexal Carcinoma: Review of 51 Japanese Patients.
Dermatology. 2002;204(3):190-3.

3) Smith KJ, Williams J, Corbnett D, Skelton H. Am J Surg Pathol.2001;25(4):464.
4) Wetter R, Goldstein GD. Dermatol Ther.2008 Nov;21 (6):452-8.
5) Cooper PH, Mills SE. J Am Acad Dermatol. 1984 May; 10(5 Pt 2): 908-14.
6) Edge SF, Byrd DR, Compton CC, et al. AJCC cancer staging manual, 7th ed, Springer, New

York 2010.
7) Chiller K, Passaro D, Scheuller M, Singer M, McCalmont T, Grekin RC. Arch Dermatol. 2000

Nov;136(11):1355-9.
8) Robyn W, Glenn DG. Microcystic Adnexal Carcinoma: a diagnostic and therapeutic

challenge.Dermatology Therapy.Nov/Dec 2008;Vol 21(6):452-458.
9) Katarina C, Douglas P et. al. Microcystic Adnexal Carcinoma. Forty-eight Cases, Thier

Treatment, and Their Outcome. Arch Dermatology.Nov 2000;Vol 136:1355-1399.

HISTOPATHOLOGICAL  EXAMINATION: 

Photo taken on 16 Dec 2015

Left Periorbital And Nasal Bridge Lesions

CT imaging showed small subcutaneoous soft tissue
thickening at left cheek with the size of 0.6 x 1.5cm
extending to left periorbital region. Soft tissue thickening at
left periorbital soft tissue. Remaining area were normal. The
TNM staging was T1N0M0 which was stage 1.
In view of left periorbital lesion progressively increasing in
size, the patient was then referred to plastic team for
excision and then referred for radiotherapy.

Photo taken on 12 April 2016

Photo taken on 12 April 2016
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HPE showed skin tissue with unremarkable epidermal layer.
The underlying dermis composed of small nests and ducts
of malignant cells displaying enlarged cells with pleomorphic
hyperchromatic nuclei and eosinophilic cytoplasm. Focal
vascular spaces invasion is seen. Immunohistochemical
studies show tumour cells with positivity towards
pancytokeratin (CKWSS) and cytokeratin 7 (CK7).
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CO-MORBIDITIES AND RISK FACTORS  

IN ADULT PATIENTS WITH  

PSORIATIC ARTHRITIS IN MALAYSIA

INTRODUCTION 

The aim of this study is to determine the co-morbidities & risk factors in 
adult patients (aged >18 years) with PsA in Malaysia. 

Psoriatic arthritis (PsA) is an inflammatory arthritis associated with 
psoriasis. It is considered to be one of the spondyloarthritides and as such 
has both spinal and peripheral joint involvement as well as enthesitis and 
dactylitis. PsA patients have a higher prevalence of co-morbidities like 
diabetes mellitus, hypertension, hyperlipidaemia and obesity.  

OBJECTIVE 

METHOD 

Data was obtained from the Malaysian Psoriasis Registry.  

RESULTS 

A total of 15,794 adult patients were notified to the registry between July 
2007 to December 2016. However, only 14,181 patients had complete 
data, and of these, 13.4% patients had PsA. 51.9% were females and 22.6% 
were Indian (Figure 1). The commonest type of arthropathy reported was 
oligo/monoarthropthy, which accounted for 37.9% of cases (Figure 2). PsA 
patients were found to have increased co-morbidities such as diabetes 
mellitus, hypertension, hyperlipidaemia and obesity (p<0.001)(Table 1). 9 
factors were found to be significantly (p<0.05) associated in adult patients 
with PsA. These were older patients (age > 40 years), younger age of onset 
(<40 years), longer duration of disease (>5 years), female gender, Indian 
ethnicity, body surface area > 10%, total skin score ≥ 10, presence of nail 
involvement and DLQI > 10 (Table 2). Patients with PsA also have reduced 
productivity as evidenced by increased in DLQI, hospital visits, days off 
work and  hospital admissions (Table 3 ). 

Figure 2  Types of psoriatic arthropathy 

Table 2  Factors associated with psoriatic arthritis in adults patients 

*Result was based on available information 

CONCLUSION 

13.4% of psoriasis patients in Malaysia have PsA. Patients with PsA also have 
increased cardiovascular co-morbidities and reduced quality of life. 
Independent risk factors for PsA were older patients, younger age of onset, 
longer duration of disease, female gender, Indian ethnicity, severe disease, 
presence of nail involvement and DLQI > 10. 
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Co-morbidities 

Arthritis 
Present 

Arthritis Absent 
Simple Logistic Regression* 

(n=1,905) (n=11,967) 

n % n % Crude OR (95% CI) P-value 

Diabetes Mellitus 403 16.0 2,116 84.0 1.25 1.11, 1.40 <0.001 

Hypertension 632 16.9 3,106 83.1 1.41 1.27, 1.57 <0.001 

Hyperlipidaemia 492 18.7 2,146 81.3 1.60 1.43, 1.79 <0.001 

Ischaemic heart 
disease 

125 15.4 685 84.6 1.15 0.94, 1.40 0.168 

Cerebrovascular 
disease 

29 12.6 201 87.4 0.90 0.61, 1.33 0.590 

BMI≥30 (obesity 
WHO) 

529 16.0 2,777 84.0 1.27 1.14, 1.42 <0.001 

Table 1  Co-morbidities associated with psoriatic arthritis patients 

Variable 

Arthritis 
Present 

Arthritis Absent 
Multiple Logistic Regressiona 

(n=1,905) (n=11,967) 

n % n % Adj. OR (95% CI) P-value 

Age:             <0.001 
17-40 years 612 10.7 5,122 89.3 1.00 (ref.) 
41-60 years 963 17.7 4,472 82.3 1.98 1.61, 2.45 <0.001 
>60 years 330 12.2 2,373 87.8 1.62 1.20, 2.19 0.002 

Age of onset: 
≤40 years (Type 1) 1,268 14.3 7,610 85.7 1.32 1.05, 1.64 0.015 
>40 years (Type 2) 596 12.6 4,153 87.4 1.00 (ref.) 

Duration of disease:               
≤5 years 539 9.6 5,093 90.4 1.00 (ref.) 
>5 years 1,325 16.6 6,670 83.4 1.40 1.14, 1.72 <0.001 

Gender:               
Male 917 11.7 6,927 88.3 1.00 (ref.) 
Female 988 16.4 5,040 83.6 1.90 1.61, 2.24 <0.001 

Ethnicity:               
Indian 431 18.0 1,965 82.0 1.69 1.39, 2.06 <0.001 
Non-Indian 1,474 12.8 9,997 87.2 1.00 (ref.) 

Obesity group (WHO):             NS 
BMI <30 1,376 13.0 9,190 87.0 
BMI ≥30 529 16.0 2,777 84.0 

Type of psoriasis:             NS 
Erythrodermic 53 22.8 179 77.2 
Non-erythrodermic 1,741 13.4 11,219 86.6       

Body surface area:               
≤10% 904 12.2 6,484 87.8 1.00 (ref.) 
>10% 424 18.9 1,822 81.1 1.29 1.06, 1.57 0.011 

Total skin score:               
<10 1,682 13.2 11,046 86.8 1.00 (ref.) 
≥10 178 19.9 717 80.1 1.90 1.40, 2.59 <0.001 

Nail involvement:               
Absence 465 8.3 5,152 91.7 1.00 (ref.) 
Presence 1,405 17.2 6,754 82.8 2.19 1.81, 2.64 <0.001 

DLQI:               
≤10 685 13.9 4,250 86.1 1.00 (ref.) 
>10 417 17.4 1,982 82.6 1.30 1.09, 1.55 0.004 

*Result was based on available information. 
Adj. OR = Adjusted odds ratio;  ref. = Reference; NS = Not significant 
a Forward LR was applied. 
Multicollinearity was checked and not found. 
Hosmer-Lemeshow test (P=0.152), classification table (overall correctly classified percentage=85.5%) and 
area under the ROC curve (68.2%) were applied to check the model  

Parameters 

Arthritis 
Present 

Arthritis Absent 
Simple Logistic Regression** 

(n=1,905) (n=11,967) 
n % n % Crude OR (95% CI) P-value 

DLQI, mean (SD)   
≤10 685 13.9 4,250 86.1 1.00 (ref.) 
>10 417 17.4 1,982 82.6 1.31 1.14, 1.49 <0.001 

No. of clinic visit*, 
median (IQR)  

<0.001 

0 time 362 12.7 2,481 87.3 1.00 (ref.) 
1-2 times 953 12.8 6,466 87.2 1.01 0.89, 1.15 0.879 
3-10 times 450 16.9 2,210 83.1 1.40 1.20, 1.62 <0.001 
11-48 times 24 22.6 82 77.4 2.01 1.26, 3.20 0.004 

No. of days off work
*
, 

median (IQR) 
<0.001 

0 day 1,576 13.1 10,451 86.9 1.00 (ref.) 
1-3 days 98 17.8 454 82.2 1.43 1.14, 1.79 0.002 
4-10 days 49 25.3 145 74.7 2.24 1.61, 3.11 <0.001 
11-90 days 35 31.2 77 68.8 3.01 2.01, 4.51 <0.001 

No. of hospital 
admissions*, 
median (IQR) 

<0.001 

0 time 1,708 13.4 11,009 86.6 1.00 (ref.) 
1-2 times 69 26.6 190 73.4 2.34 1.77, 3.10 <0.001 
3-15 times 10 31.2 22 68.8 2.93 1.39, 6.20 0.005 

Table 3  QOL and productivity parameters observed in patients with psoriatic arthritis 

*Over a 6-month period. 
IQR = 75th – 25th percentile. 
**Result was based on available information. 

13.4 % of patients had 
psoriatic arthropathy 

Figure 1    Ethnicity in patients with PsA 
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EPIDEMIOLOGY AND CLINICAL FEATURES IN  

ADULT PATIENTS WITH PSORIASIS IN MALAYSIA

INTRODUCTION 

Figure 1   Types of psoriasis 

To determine the epidemiology and clinical characteristics in adult patients 
(aged > 18 years) with psoriasis in Malaysia. 

Psoriasis is a chronic disease affecting the skin  and joints. It can have a 
significant impact on the physical, emotional, and, psychosocial wellbeing of 
the patients.  

OBJECTIVE 

METHOD 

Data was  obtained from the Malaysian Psoriasis Registry between July 2007 
and Dec 2016. 

RESULTS 
A total of 15,794 adult patients were notified to the registry between July 
2007 and December 2016. 56.6% of the patients were male and 50.5% of 
the patients were Malay. Mean age of the patients was 36.1 ± 17.1 years. 
23.2% of patients had positive family history of psoriasis. Plaque psoriasis 
was the commonest type of psoriasis (85.1%), followed by guttate psoriasis 
(2.9%) and erythrodermic psoriasis (1.7%)(Figure 1). Psoriatic arthropathy 
was reported in 13.7% of patients (Figure 2). 57.1% patients had nail 
involvement (Figure 3). Most of the patients (93.3%) were on topical 
treatment (Figure 4). Only 2.8% of patients received phototherapy and 
NBUVB was the commonest used (87.5%) (Figure 5). Systemic therapy was 
given in 18.4% of patients and the commonest systemic agent used was 
methotrexate (74.0%) (Figure 6). The mean DLQI score was 8.5 ± 6.6 
(Figure 7). 

57.1% of patients had nail 
psoriasis 

Figure 3   Types of nail psoriasis 

13.7% of patients had 
psoriatic arthropathy 

Figure 2   Types of psoriatic arthropathy 

Figure 4   Types of topical  therapy 

2.8% of patients had nail 
psoriasis 

Figure 5   Phototherapy 

93.3% of patients had 
topical therapy 

18.4% of patients had 
systemic treatment 

Figure 6   Systemic therapy 

Mean DLQI : 8.50 ± 6.58 

Figure 7   Quality of life in adult patients with psoriasis 

Figure 8   QoL impairment in adult psoriasis patients based on category of DLQI 

CONCLUSION 

Data from the Malaysian Psoriasis Registry reported a slight male 
preponderance among adult patients with psoriasis in Malaysia. Plaque 
psoriasis contributes to 85.1% of adult patients with psoriasis, and 13.7% of 
patients had psoriasis arthritis. Majority of the patients were on topical 
treatment (93.3%), followed by systemic agents (18.4%) and phototherapy 
(2.8%). It is important to note the moderate impairment in the quality of life 
in adult patients with psoriasis. 
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