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Exfoliative dermatitis: A 7-year retrospective study

in Ramathibodi Hospital

Wikanda Panmanee MD,

Ploysyne Rattanakaemakorn MD.

ABSTRACT:

PANMANEE W, RATTANAKAEMAKORN P. EXFOLIATIVE DERMATITIS: A 7-YEAR
RETROSPECTIVE STUDY IN RAMATHIBODI HOSPITAL. THAI J DERMATOL 2013; 29:151-158.
DIVISION OF DERMATOLOGY, DEPARTMENT OF MEDICINE, FACULTY OF MEDICINE RAMATHIBODI
HOSPITAL, MAHIDOL UNIVERSITY, BANGKOK, THAILAND.

Background: Exfoliative dermatitis or erythroderma is an inflammatory skin disorder that may be caused by
various diseases and medications.

Objectives: To determine the cause, clinicopathological features and prognosis of these patients in Ramathibodi
Hospital.

Materials and Methods: We reviewed the clinical, laboratory, biopsy materials and follow-up data of 38
patients diagnosed with exfoliative dermatitis in Ramathibodi hospital over 7-year periods (2004 through 2010).

Results: The male to female ratio was 3:1. The mean age at diagnosis was 65 years. The two most common
etiologies were drug eruption (47.3%), followed by pre-existing dermatosis (36.8%). Cutaneous T-cell lymphoma was
found in one case. The cause of the erythroderma could not be determined in 13% of the cases. The onset of the disease
was usually insidious except in drug-induced exfoliative dermatitis. In the drug-induced group, anti-tuberculosis drug was
the most offending drug (27.8%). In the pre-existing dermatosis group, psoriasis is the most common etiology (64%).
Scaling, erythema and pruritus were found in all patients. Nail involvement was found mostly in cases with pre-existing
dermatosis. Eosinophilia and hypoalbuminemia were common findings, which presented in more than 50% of the

patients.

From : Division of Dermatology, Department of Medicine, Faculty of Medicine Ramathibodi Hospital, Mahidol University, Bangkok, Thailand.

Correspondence to Ploysyne Rattanakaemakorn MD., email : ploysyne@yahoo.com
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Abnormal liver function tests occurred more commonly in the drug-induced group. Histopathology was mostly
unrewarding. A clinicopathologic correlation was present only in psoriasis, eczema and cutaneous T-cell lymphoma.
Follow-up data was obtained in 26 patients. Most of the patients improved after treatment (69%). Small group of the
patients were still unchanged (15%) and 4 patients died from another causes unrelated to the erythroderma.

Conclusion: This study outlines the underlying etiology of exfoliative dermatitis, which had a high percentage
of drugs and pre-existing dermatosis. Histopathology were non-specific in most of the cases. The prognosis of most

patients is relatively good.

Key word: exfoliative dermatitis, erythroderma, clinicopathological, prognosis
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Exfoliative dermatitis or erythroderma is defined
clinically as generalized redness and scaling of the skin
involving more than 90% of the body surface area. It
was first described by Hebra in 1868. It is a symptom
complex that may caused by a variety of diseases and
medications. The most common cause are exacerbations
of an underlying skin disease, drug reactions and
malignancies, primarily cutaneous T-cell lymphoma
(CTCL). The histopathology is often non-specific.

In this study, we aim to determine the cause,
clinicopathological features and prognosis of the
patients diagnosed with erythroderma in Ramathibodi
Hospital between 2004-2010 (7 years) and compare this
study with the previous published studies.

Patients and materials

This study included all patients diagnosed with
erythroderma who had undergone skin biopsy by the
dermatologist in dermatology unit, Ramathibodi
Hospital, during the period from Jan 2004 to Dec 2010.
All the patients diagnosed with erythroderma had
erythema involving more than 90% of the body surface
area. The data was obtained from the patients’ medical
records including the onset and duration of the
erythroderma, previous skin diseases or drugs intake

history, clinical, laboratory, histopathologic and follow-

up data.
Results

153 patients diagnosed with exfoliative dermatitis
during 7-year period (2004-2010). Skin biopsy were
done in fifty-three patients. Fifteeen charts were
missing. Thirty-eight patients were included in this

study. (Figure 1)

153 Exfoliative dermatitis

A 4

53 Histopathology

—» 15 Incomplete records

A 4

38 Complete records

A 4

Included in study

The male to female ratio was 3:1. The mean age at
diagnosis was 65 years. The onset of the disease was
usually insidious, usually more than two weeks, except

in drug-induced group.
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Etiology

This study categorized patients into four groups
based on their etiology. The most common etiology
was drug eruption (47.3%), followed by pre-existing
dermatosis (36.8%). Cutaneous T-cell lymphoma was
found in one case (2.6%). The cause of the
erythroderma could not be determined in 13% of the

cases. (Table 1)

Table 1 Etiology

Etiology Number of patients %
Drug eruptions 18 473
Pre-existing dermatosis 14 36.8
Idiopathic 5 13.1
Malignancy (CTCL) 1 2.6

In the drug-induced exfoliative dermatitis group
including 18 patients, anti-tuberculosis drug was the
most offending drug (27.8%), followed by antibiotics
(16.6%) and lipid-lowering  agent  (16.6%),
antihypertensive drug (11.1%) and herb (11.1%).
NSAIDS, fluconazole, laxatives were recorded as the
etiology in only one case for each drug. The culprit
drugs are shown in Table 2.

In the pre-existing dermatosis group including 14
patients, psoriasis was the most common etiology
(64%). The remaining cause was eczema accounting for

36% of the cases.

Table 2 The culprit drugs (n = 18)

Drug Number of patient %
Anti-tuberculosis drug 5 27.8
IRZE 1 5.6
IEOS 1 5.6
Ethambutol 3 16.6
Antibiotics 3 16.6
Amoxycillin 1 5.6
Levofloxacin 1 5.6
Ampicillin/Sulbactam 1 5.6
Lipid-lowering agent 3 16.6
Simvastatin 2 11.1
Atorvastatin 1 5.6
Antihypertensive drug 3 16.6
Amlodipine 2 11.1
Losartan/HCTZ 1 5.6
Herb 1 5.6
NSAIDS (Diclofenac) 1 5.6
Fluconazole 1 5.6
Laxatives 1 5.6

I = Isoniazid; R= Rifampicin; Z = Pyrazinamide; E= Ethambutol;

O = Ofloxacin; S= Streptomycin; HCTZ = Hydrochlorothiazide

Malignancy was found in only one case. Cutaneous
T-cell lymphoma was diagnosed from the fourth biopsy.
Clinical presentation

Scaling, erythema and pruritus were found in all
patients. Scalp involvement was recorded in 31% of the
cases. Nail changes were found in 8 cases (21%). Nail

abnormalities included pitting nails, onycholysis,
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subungual hyperkeratosis, dystrophic nails and Beau’s
line were significantly found in pre-existing dermatosis
group than other group (P=0.002). In this group, nail
involvement was found mostly in psoriasis (62%).
Keratosis of palms and soles were recorded in 7 cases
(18%). Mucosal involvement was not found in our

study.

Table 3 Clinical presentations of patients with

erythroderma

Clinical presentations  Number of patients %

Scalp involvement 12 31.5
Nail involvement 8 21

Keratosis of palms and soles 7 18.4
Mucous membrane lesion 0 0

Fever 5 13.1
Lymphadenopathy 5 13.1
Hepatosplenomegaly 1 2.6
Edema 3 7.8

Systemic symptoms included fever (13%),
lymphadenopathy  (13%), edema (8%), and
hepatomegaly (2.6%). Fever and lymphadenopathy
were present in all groups. Hepatosplenomegaly
occurred only in the case of cutaneous T-cell

lymphoma. (Table 3)

Table 4 Lab abnormalities in all erythrodermic patients

and drug-induced subgroup.

Lab findings Total  Drug-induced  P-value
Anemia 50% 42.1% -
Het < 40% (male)

Hct < 34% (female)

Leukocytosis 42.1% 37.5% -

(WBC > 11,000/L1)
Eosinophilia 57.8% 54.5% 0.5

(Eosinophil > 450/LL1)
Elevated creatinine level 28.9% 45.4%
(Cr> 1.3 mg/dl)

Hypoalbuminemia 60.5% 34.7% -
(Albumin < 34 g/L)

Abnormal LFT 31.5% 58.3% 0.06
TB>1,DB>0.3 or

SGOT > 40 or

SGPT >40

Laboratory investigations

Eosinophilia and hypoalbuminemia were two
common findings which presented in more than 50% of
the patients. Eosinophilia was found mostly in drug-
induced group but was not significant difference from
patients in other groups (P=0.5). Elevated liver function
test including SGOT (15.7%), SGPT (23.6%), bilirubin
(10.5%) occurred more frequent in the drug-induced
group (P=0.06). Elevated creatinine level (28.9%),
anemia (50%), leukocytosis (42%) were other
laboratory investigations in our study. (Table 4)

Clinicopathologic correlation was shown in Table 5.

Only biopsy specimen from psoriasis, eczema and
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cutaneous T-cell lymphoma patients which showed a group of the patients still unchanged (15%) and 4

clue for diagnosis. In idiopathic cases, non-specific skin patients died from other causes unrelated to the

biopsy was reported. erythroderma. Erythroderma from psoriasis, cutaneous

Prognosis T-cell lymphoma and idiopathic showed protractible
Follow-up data was obtained for 26 patients. Most course.

of the patients improved after treatment (69%). Small

Table 5 Clinicopathologic correlations (n = 38)

Histologic findings Number of patients (%) Final diagnosis
Superficial perivascular dermatitis 3(7.9%) Drug eruption
Idiopathic
Paraneoplastic
Psoriasiform dermatitis 6 (15.8%) Drug eruption
Idiopathic
Psoriasis
Lichenoid dermatitis 5(13.2%) Drug eruption
Idiopathic
Spongiotic dermatitis 16 (42.1%) Drug eruption
Idiopathic
Eczema
Psoriasis 7 (18.4%) Psoriasis
Cutaneous T-cell lymphoma 1 (2.6%) Cutaneous T-cell lymphoma

Table 6 Prognosis (n=26)

Etiology Cleared Improved Unchanged Dead
Drug eruptions (n=12) 5 4 2 1
Pre-existing dermatosis (n=8) 0 6 0 2
Idiopathic (n=5) 1 2 1 1

Cutaneous T-cell lymphoma (n=1) 0 0 1 0
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Table 7 Comparison of etiology with previous studies

Authors (years) Number of Drugs (%) Pre-existing dermatosis = CTCL  Idiopathic
patients (%) (%) (%)
Abrahams et al' (1963) 101 11 35 2 46
Nicolis and Helwig’ (1973) 135 40 275 8 12
Hasan and Jansen’ (1983) 50 10 54 4 32
King et al' (1986) 82 34 32 18 16
Botella-Estrada et al (1994) 56 21.5 66 12.5 9
Leenutaphong et al’ (1999) 49 39 26 0 33
Akhyani et al’ (2005 97 21.6 57.9 10.3 7.2
Xiao-Ying YUAN et al’ (2010) 82 17 72 2.4 6.1
Present studies (2012) 38 47.3 36.8 2.6 13.1

Discussion

Erythroderma is not a common skin condition.
Establishing the etiology of erythroderma can be
challenging because it can be caused by a variety of
cutaneous and systemic diseases. Subgroup comparison
based on etiology from various studies was showed in
Table 7. In our study, the most common cause of
erythroderma was drug-induced which is similar to
previous studies including study from Siriraj Hospital,
Thailand.”*° Drug as an etiology of erythroderma varied
among studies. Anti-tuberculosis drug were main
causative agents in our study while antibiotics4’6,
sulfonamides’ were the cause of erythroderma from
other studies. Cutaneous T-cell lymphoma induced
erythroderma showed low incidence in compare with
other studies.” >’ The onset of exfoliative dermatitis

was usually insidious, gradually develop in more than

two weeks, except in drug-induced group.

Clinical features were mostly not indicative of the
underlying etiology. In our study, certain clinical
features such as the degree of erythema, scaling,
itching, scalp and palmoplantar involvements could not
be related to a specific cause. Nail involvement was the
only feature that was significantly found in pre-existing
dermatosis group especially in psoriatic patients.
Systemic symptoms such as fever and lymphadenopathy
were present in all groups but hepatosplenomegaly
occurred only in the case of cutaneous T-cell
lymphoma.

Laboratory investigations were not informative in
our study as well as in other studies.” Anemia,
leukocytosis, eosinophilia and hypoalbuminemia

common abnormalities found in our study.

Eosinophilia and abnormal liver function test found
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more frequent in drug-induced exfoliative dermatitis
group but was not statistically significance difference
when compared to the other groups. Histopathology was
mostly unrewarding. Most of the biopsy specimens
were non-specific. Spongiotic dermatitis was found
more frequent in our study. A clinicopathologic
correlation was present only in psoriasis, eczema and
cutaneous T-cell lymphoma.

Follow-up data was obtained for 26 patients. Most
of the patients symptoms improved after treatment
(69%). Small group of the patients were still unchanged
(15%) and 4 patients had died from another causes
unrelated to the erythroderma. In the persistence group,
CTCL was diagnosed from the fourth biopsy.
This patient also developed lymphadenopathy and
hepatosplenomegaly at the time of diagnosis (3 years
after onset of exfoliative dermatitis).

Idiopathic erythrodermic group showed non-specific
dermatitis from skin biopsy and the cause could not be
determined. There is a possibility that these patients
represent a pre-malignant phase. A regular follow-up

with repeated skin biopsy may lead to final diagnosis.

In conclusion, this study outlined the underlying
etiology of exfoliative dermatitis, which showed high
percentage of drug-induced and pre-existing dermatosis.
Histopathology was non-specific in most of the cases.
The prognosis of most patient is relatively good.
Protracted clinical course is a clinical clues to
investigate for malignancy. Close follow up with total
body physical examination and repeated skin biopsy are
crucial in persistent cases.
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Stevens-Johnson syndrome and Toxic
epidermal necrolysis: clinical
manifestations, etiologies and complications
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ABSTRACT:

LIMTANYAKUL P, SMITHRITHEE R. STEVENS-JOHNSON SYNDROME AND TOXIC
EPIDERMAL NECROLYSIS: CLINICAL MANIFESTATIONS, ETIOLOGIX AND COMPLICATIONS
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SRINAKARINWIROT UNIVERSITY, ONGKHARAK, NAKHON NAYOK, THAILAND.

Objectives: To determine clinical manifestations, etiologies, and complications of Stevens-Johnson syndrome
(SJS) /Toxic epidermal necrolysis (TEN)

Method: Retrospetive chart review of 8 patients with SIS/TEN admitted in HRH Maha Chakri Sirindhorn
Medical Center during the past 4 years (January 2009 to December 2012).

Results: The average age was 50.37+ 28.27 year olds. Female was more affected than male (3:1). Mean

duration of onset was 25 days (3-240 days). The
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mortality rate of SIS and TEN were 25% and 75%, respectively.The common drugs that implicated were antibiotics
(n=2), anticonvulsants (n=2), and allopurinol (n=2). Tramadol was first report to be the cause of SJS. The most common
underlying disease was metabolic syndrome (n=3). The common complications were sepsis (n=5) and urinary tract
infection (n=5).

Conclusion: SJIS/TEN is low incidence but high mortality rate adverse drug reaction. The diseases affect more
woman than man. Among drugs that cause SJS/TEN, antibiotics, anticonvulsants, and allopurinol were common.
Moreover, Tramadol was first reported to be the cause of SJS. In our study, old patients with underlying diseases, multi-
drugs administration, and long-term use of the drugs were related to more serious complication and higher mortality rate.

Key words: Stevens-Johnson syndrome, Toxic epidermal necrolysis, etiology, complication
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M50 2 1AAINIZUNTNFEUNNY MITNET TzezMNogN 159ne1D1a tazkan SNy

e . 4 . szaznmfiog .
Q'IJ'JEI MITUNINBOUNNY NIIINHI A WaNI3IINH
flsanenna
1 Empyema thoracis (culture : no growth) Specific treatment: 16 Tu Good
N- acytylcyteine
Supportive treatment
2 Hyponatremia, hypokalemia Specific treatment: 15 Ju Death
Urinary tract infection (Escherichia coli - ESBL) Prednisolone
Oral candidiasis N- acytylcyteine
Sepsis (hemoculture: Klebsiella pneumonia - ESBL ) Supportive treatment
3 Ischemic heart disease Specific treatment: 14 Ju Death
Lobar pneumonia with pleural effusion Dexamethasone
Acute kidney injury with volume overload Loratadine
Hyperkalemia Hydroxyzine
Urinary tract infection (Escherichia coli ) Supportive treatment
Sepsis
Anemia in chronic disease
Hyponatremia
Hypoalbuminemia
4 Urinary tract infection (Pseudomonas aeruginosa- MDR) Specific treatment: 35 U Death
Non S-T elevated myocardial infarction Dexamethasone
Seizure Prednisolone
Autoimmune hemolytic anemia Supportive treatment
Sepsis
5 Herpetic gingivostomatitis Specific treatment: 17 Ju Good

Hydrocortisone
Chlorpheniramine
Acyclovir

Supportive treatment
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M1 2 LAAINIZUNTNFOUNNY MITNET 528zIATN0E 5.0, LAZKANTSNE (D)

. v 2 . szaznmfiog .
QTJ'JEI HMNITUNINBOUNNY MIINH 4 HaN133INYI
flsanenuia
6 Dengue virus infection Specific treatment: - 10 U Good
Supportive treatment

7 Acute kidney injury with Uremia (Cr 6.3 mg/dl) Specific treatment: - 114 Ju Good
Hepatic failure (AST 1628 U/L, ALT 1228 U/L, ALP 1236
U/L) Supportive treatment :

Acute peritoneal

Acute necrotizing pancreatitis with intraabdominal abscess ~ dialysis
(Acinetobacter baumannii , Candida albican)
Pneumonia (Acinetobacter baumannii - MDR
Pseudomonas aeruginosa- MDR , Corynebacterium
Pseudomonas aeruginosa- MDR , Corynebacterium spp.)
Urinary tract infection:
(Enterococcus spp., Escherichia coli - ESBL, Candida
albican)
Upper gastrointestinal bleeding
Sepsis

8 Urinary tract infection (Escherichia coli) Specific treatment: - 10 U Death
Pneumonia (Klebsiella pneumonia, Candida albican) Supportive treatment
Respiratory failure
Acute kidney injury
Shock
Sepsis

ESBL: extended spectrum beta-lactamase

MDR: multi-drug-resistant ,Cr: creatinine, AST: aspartate aminotransferase, ALT: alanine transaminase, ALP: alkaline phosphatase



Thai J Dermatol, July-September 2013

Limtanyakul P et al

166

9

UV

FYUNEVNVA

S

a0 A
YU

a

3 a5l

v
=S

AN

Leenutaphong V, et »__ _.:eeuv Singalavanija S, et »_No.ﬁo_ 1) Th kumpee J, et w_N_.ANSuv Our study (2013)
FEmsdnmn Retrospective Retrospective Retrospective Retrospective
Sudibe 20 189 24 8
01y, 7 =SD N/A 2 iflou-15 40.13£22 50 +28
Sexratio (M:F) N/A N/A 1.4:1 13
Mortality 14% (Maarealsn)
(%) 5% SIS 9% (1979-1987) 20.83% 25% SJS
40% TEN 1.5% (1998-2007) 75% TEN
Drugs antibiotics(32%): . antibiotics (42%) antibiotics . antibiotics (25%):
pennicillin, sulfonamide, anticonvulsants (35%) trimethoprim/sulfamethozaxole,
tetracycline, erythromycin NSAIDs (5%) tazobactam, vancomycin
anticonvulsants(9%): antimalarial drugs (2%) anticonvulsants (25%):
phenytoin, carbamazepine carbamazepine, phenytoin
barbiturate allopurinol (25%)
antituberculous(8%): antituberculous drugs (12.5%):
thiacetazone isoniazid, rifampicin, pyrazinamide
analgesics(4%): ethambutol
acetylsalicylic acid, fenbufen tramadol (12.5%)
sulfonylurea(2%)
allopurinol (1%)
Others (4%)
Underlying infection (52.7%) metabolic syndrome (37%)
diseases pulmonary tuberculosis (10.8%)
seizure (8.1%)
Time to event 1901 1930 = 6.86.5 Ju NN mae = 25 T (3-240 )
Aw:v longer incubation peroid:
thiacatazone 10.5+5.6 U
phenytoin 12+8.5 !
carbamazepine 11.3+3.4 u
Complication bacterial skin infection (8%) septicemia sepsis and urinary tract infection (62.5%)

eye complication {694}
hepatitis (2%)

sepsis

pulmonaryinfection

N/A: not available, SJS: Stevens-Johnson syndrome, TEN: toxic epidermal necrolysis, NSAIDs: non steroidal antiinflammatory drug
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The pH of Anti-hair loss shampoo

Suthasinee Pattaravadee B Sc,
Supenya Varothai MD,
Kamolwan Pongparit MD,

Kanokvalai Kulthanan MD.

ABSTRACT:

PATTARAVADEE S, VAROTHAI S, PONGPARIT K, KULTHANAN K. THE pH OF ANTI-HAIR
LOSS SHAMPOQOO. THAI J DERMATOL 2013; 29: 171-177.

DEPARTMENT OF DERMATOLOGY, FACULTY OF MEDICINE SIRIRAJ HOSPITAL, MAHIDOL
UNIVERSITY, BANGKOK, THAILAND.

Background: Shampoos can influence scalp condition. Patients with hair loss problems frequently ask
physician which shampoo is suitable for their conditions.

Objective: To assess the pH of commonly available shampoos for recommendations to patients with hair loss
problems.

Methods: Shampoos in the market were measured for the pH using a pH meter and pH-indicator strips.

Results: Mild shampoo samples gave the pH between 7 and 7.8. Shampoos for dry hair showed the pH range
between 6.8 and 7.1. Except for one sample containing salicylic acid which gave a pH of 3, other medicated shampoos
showed the pH between 6 and 7.5. Herbal shampoos gave the pH between 6.8 and 7.7. Shampoos labeled as anti-hair loss
shampoos showed the pH between 6.3 and 8.

Conclusions: The pH of shampoo depends on the composition and formulation of that shampoo. Adding other
active medical ingredients for treatment of scalp conditions is not the only factor causing variation of the pH. Many
factors in shampoos besides the pH may cause scalp irritation, such as type of surfactants and amount of scalp surface
residue.
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Introduction

There are many types of shampoos available in the
market. Shampoos can influence scalp condition i.e.
restoration of alkaline neutralization (pH), dryness,
seborrhea, scalp bacteria, scalp enzymatic activity and
circulation.' Patients with hair loss problems frequently
ask their physician which shampoo is suitable for their
conditions. Some patients believe that they should use
mild shampoos or natural herbal shampoos.

Shampoo is an aqueous mixture containing mild
surfactants for cleansing, foaming power, and other

ingredients which improve and condition the hair.”

Surfactants remove greasy sebum and dirt away from
the hair and scalp. Many shampoos also contain
conditioners to improve the shine and the manageability
of the hair. Some shampoos contain active ingredients
for medical problems such as zinc pyrithione, selenium
disulfide, polyvinylpyrrolidone-iodine complex,
chlorinated phenols, piroctone olamine, ciclopirox
olamine, ketoconazole, salicylic acid, sulfur and coal tar
for anti-dandruff p1rope1"[ies.l’3’4 Other contents in
shampoos include ingredients that control the viscosity
of the shampoo, additives for controlling the pH,

preservatives, antioxidants, moisturizers and
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humectants, plus aesthetic additives to make shampoo
pleasant for users such as colorants, fragrances,
pearlescent agents or even chemical sunscreen.” "

Most shampoos are alkaline so they may cause hair
shaft swelling and render it more susceptible to
damage.4 However, Gray, informed us that shampoos
should be formulated to be slightly acidic, with a pH
range between 3.5 and 4.5.° Patients with damaged or
chemically treated hair with a fragment cuticle should
avoid hair swelling by selecting a shampoo that has an
acid added to balance the pH.4

Various conditions can cause excessive hair loss,
including scalp conditions such as androgenetic
alopecia, alopecia areata, telogen -effluvium etc.
Draelos, suggested that shampoos for persons with hair
loss should be those for fine hair." This type of shampoo
cleans sebum modestly while not depositing much
conditioner on the hair. Baby shampoo is an alternative
choice.” Nowadays, various agents, including
ketoconazole, zinc  pyrithione, dexpanthenol,
nicotinamide, triaminodil and TOS extract, have been
added in shampoos for androgenetic alopecia.s’ ® These
ingredients may alter the pH of shampoos which might
cause irritation to the skin and mucous membrane.

A soap with alkaline pH can irritated the skin and
mucous membranes.' It is important for dermatologists
to be aware of the irritation potential of products that

are used for scalp cleansing. The aim of this study is to

assess the pH of various commonly available shampoos

to enable making good recommendations to patients
with hair loss problems.
Materials and methods

Common available shampoos in the market labeled
for individuals with hair loss problems were measured
for the pH. For comparison, mild baby shampoos which
people generally believe are suitable for the use on their
scalp for hair problems due to their mildness as well as
shampoo for dry hair, medicated shampoo and herbal
shampoo were also measured.

Each shampoo portion was weighed at one gram
and was made up to 5% solutions in tap water in order
to resemble the actual usage condition. The pH was
determined using a pH meter (Thermo Scien Oion 2
Star, USA) and pH-indicator strips (pH 0-14 Universal
indicator strips, Merck, Darmstadt, Germany). Each
sample was measured twice to acquire an average pH
value.

Results

Mild shampoo samples gave a pH between 7 and
7.8. Shampoos for dry hair showed pH range between
6.8 and 7.1. Except for one sample containing salicylic
acid which gave a pH of 3, other medicated shampoos
containing ketoconazole, zinc pyrithione, selenium
sulfide, ciclopirox olamine, coal tar, and sulfur showed
pH between 6 and 7.5. Herbal shampoos gave pH
between 6.8 and 7.7. Anti-hair loss shampoos showed

pH between 6.3 and 8.
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Table 1 Comparison of the pH of shampoo

Sample Active ingredients Average pH of diluted Average pH of diluted shampoo by
Type of shampoo shampoo by pH- pH Meter
Indicator strips
1 7.5 7.82
Mild shampoo 2 7 7.08
3 7 7.06
4 7 7.11
5 7 6.94
Shampoo for dry hair p 4 6.85
7 7 6.85
8 Ketoconazole 7.5 7.51
9 Zinc pyrithione 6.5 6.75
10 Zinc pyrithione 75 7.56
11 Selenium sulfide 6.0 6.21
Medicated shampoo 12 Ciclopirox olamine 6.5 6.27
13 Tar 6.5 6.38
14 Salicylic acid 3 3.02
15 Salicylic acid 6.5 6.38
16 Colloidal sulfur 7 7.1
17 Ginger (Zingiber officinale) 7 7.03
18 Snow lotus, ginseng, borneol, 7.5 7.66
Herbal shampoo jasmine tea
19 Centella asiatica extract 7 6.83
20 8 7.88
21 7.5 7.21
22 7 6.84
Anti-Hair loss shampoo 23 7 6.84
24 6.5 6.40
25 7 7.10
26 Chlorhexidine 6.5 6.31
Tap water (Bangkok, Thailand) 7.5 7.78

1: Kodomo (LION, Thailand), 2: Care (Colgate-Palmolive, Thailand), 3: Johnson (Johnson & Johnson, Thailand), 4: Rejoice (Procter & Gamble
Manufacturing, Thailand), 5: Sunsilk (Unilever Thai Holding, Thailand), 6: Dove (Unilever Thai Holding, Thailand), 7: Coconut & Almond shampoo
(Milott Laboratories, Thailand), 8: Nizoral (OLIC Limited, Thailand), 9: Clear (Unilever Thai Holding, Thailand), 10: Head & Shoulder(normal formula)
(Procter & Gamble Manufacturing, Thailand), 11: Selsun (Interthai Pharmaceutical Manufacturing, Thailand), 12: Stieprox (Stiefel Laboratories PTE,
Thailand), 13: Polytar (Stiefel Laboratories PTE, Thailand), 14: Salicylic acid (Siriraj Hospital, Thailand), 15: L’oreal (PT Yasulor, Indonesia), 16:
Harrogate (The Harrogate Sulphur Soap, England), 17: Ginger shampoo (Chao Phya Abhaibhubejhr Hospital Foundation, Thailand), 18: Kokliang
(Kokliang Pharmacy, Thailand), 19: Botanical shampoo (His Majesty Development Project Khaohinsorn, Thailand),20: Head & Shoulder(Antihair fall
formula) (Procter & Gamble Manufacturing, Thailand) 21: Pantene (Procter & Gamble Manufacturing, Thailand), 22: Regro for Men (S & J International
enterprise, Thailand), 23: Regro for lady (S & J International enterprise, Thailand), 24: Regro Hair protective (S & J International enterprise, Thailand), 25:
BSC falless (LION, Thailand), 26: Bergamot (Vera Allied Manufacturing, Thailand)
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Discussion

Braun-Falco et al. reported the pH of normal skin
ranged between 5.4-and 5.9. Coles et al. reported the
mean ocular surface pH of 133 normal volunteers was
7.11(SD 1.5).8 Even though shampoos are not the
common causes of cutaneous irritation or allergic
contact dermatitis due to their relatively short contact
time with the skin prior to rinsing4, some surfactants in
shampoos can cause skin or eye irritation.” Mild
shampoo sometimes refers to “baby shampoo” which is
non-irritating to the eyes. An ideal mild shampoo
should not damage the scalp, the hair or the eyes and it
should not remove the natural oils from the scalp, thus
avoiding irritation to skin and mucous membrane. The
amphoteric surfactants such as betaines, sultaines, and
imidazolinium derivatives are commonly used in baby
shampoo.4 Amphoteric acetates/diacetates demonstrate
excellent skin and mucous membrane tolerability.12 In
our study, except for salicylic acid which gave a pH of
3, other shampoos showed a pH between 6 and 8 when
they were made up to 5% solutions in tap water (pH of
7.5 to 7.8) in order to resemble the actual usage
condition.

Zirwas et al. reported that common allergens in
shampoos included fragrance, cocamidopropyl betaine,
methylchloroisothiazolinone/ methylisothiazolinone,
formaldehyde-releasing preservatives, propylene glycol,
vitamin E, parabens, benzophenones, iodopropyl butyl
carbamate and methyldibromoglutaronitrile/

phenoxyethanol.9

Shampoos for dry hair or for damaged hair usually
contain mild detergent and large amount of
conditioners.” Detergents wused in conditioning
shampoos are generally amphoterics and anionis of the
sulfosuccinate '[ype.4

Medicated shampoos or anti-dandruff shampoos
contain active ingredients in order to effectively remove
scales and sebum, to act as an antifungal/antibacterial
and to decrease scales formation by inhibit cellular
replication.é"13 Tar also has an anti-inflammatory
p1roperty.4

Herbal shampoos contain botanical extracts that
may affect the scalp and hair. Ginger was added in
some herbal shampoos. Constituents of ginger have
anti-inflammatory effect.” Thus, ginger shampoo can
promote a healthy scalp. Some herbal shampoos
claimed that they can prevent hair loss and revitalize
hair growth, such as one shampoo in our study which
contains snow lotus, ginseng, borneol and jasmine tea.
Saussurea is used under the herbal name “snow lotus”
which has pharmacological effect for the treatment of
pain and inflammatory conditions.”™® Previous study
has shown that snow lotus contains a wide variety of
active ingredients, such as syringin and rutin, which
have high antioxidant and anti-inflammatory activities.”
Thus, snow lotus was added in shampoo according to
this pharmacologic effect. According to ginseng, Panax
ginseng has been reported to promote hair growth,
prevent hair loss and accelerated recovery of hair

medullary cells in mice s'[udy.”»19 Ginseng extract can
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enhance proliferation of human hair dermal papilla cells
through anti-apoptotic activation.”” Ginsenoside Ro, the
predominant ginsenoside in the rhizome of ginseng has
inhibitory activity against testosterone 50l-reductase
and can induce hair regrowth by topical application.20
So that topical administration including shampoo that
contained ginseng extract might be a good candidate for
adding to anti-hair loss shampoo. Borneol, one of the
herbal ingredients in some shampoo, has anti-
inflammatory effect.”’  Centellar  asiatica ~ was
documented to having a stimulating effect on the
epidermis, promoting keratinization and having anti-
inflammatory property.14 Thus, both borneol and
Centellar asiatica extract can be used as ingredients in
shampoo for relieving the scalp of inflammation
causing dandruff. However, as far as we know, there
has been no previous study about benefit of jasmine tea
for hair or scalp problem.

Anti-hair loss shampoo or shampoos for persons
with hair loss try to maximize the appearance of the
remaining hair by grooming it to stand away from the
scalp.4 Some shampoos add active ingredients that
might help regrowth of hair or prevent hair loss, such as
1% zinc pyrithione shampoozz, 2% ketoconazole
shampoo%, shampoo containing combination of 0.6%
zinc pyrithione, 0.5% dexpenthenol, 0.1% nicotinamide,
0.5% triaminodil and 0.17% TOS extract.’

The pH of shampoo depends on the composition of
that shampoo. Adding other active medical ingredients

for treatment of scalp conditions is not the only factor

causing variation of the pH, which may also depend on
the formulation of that shampoo. And besides the pH,
many other factors in shampoos may also cause scalp
irritation, such as type of surfactants and amount of
scalp surface residue. Apart from pH, the benefit of
other properties should be considered in the selection of
proper shampoo.
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Hyperkeratotic Porokeratosis of Mibelli,
Hyperkeratotic Disseminated Superficial
Porokeratosis and Porokeratosis Ptychotropica

with Dermal Amyloid Deposition

Paka Sartitpitakul MD,
Poonnawis Sudtikoonaseth MD,

Pailin Puangpet MD.

ABSTRACT:

SARTITPITAKUL P, SUDTIKOONASETH P, PUANGPET P. HYPERKERATOTIC
POROKERATOSIS OF MIBELLI, HYPERKERATOTIC DISSEMINATED SUPERFICIAL
POROKERATOSIS AND POROKERATOSIS PTYCHOTROPICA WITH DERMAL AMYLOID
DEPOSITION. THAI J DERMATOL 2013; 29: 178-182.

INSTITUTE OF DERMATOLOGY, MINISTRY OF PUBLIC HEALTH, BANGKOK, THAILAND.

Porokeratosis is a disorder of keratinization characterized by annular macules, papules or plaques with atrophic
center and surrounded by distinctive hyperkeratotic thread-like border with longitudinal furrow. Histopathological
diagnosis is cornoid lamellae. Multiple variants were subsequently described including the rare hyperkeratotic
porokeratosis variant. Amyloidosis have been observed in many types of porokeratosis. The authors report a case of 58-
years-old man who presented with co-existing three rare porokeratosis variants; hyperkeratotic porokeratosis of Mibelli,
hyperkeratotic disseminated superficial porokeratosis and porokeratosis ptychotropica with dermal amyloid deposition.
The skin condition was improved after applied 20% topical salicylic acid cream.

Key word: Hyperkeratotic porokeratosis of Mibelli, Hyperkeratotic disseminated superficial porokeratosis,

Porokeratosis ptychotropica, amyloid
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Porokeratosis ptychotropica, amyloid

Porokeratosis is a hereditary disorder of
keratinization clinically characterized by a distinctive
ridge-like border and histologically by presence of
cornoid lamella in the upper area of invaginated
epidermis. Multiple variants have been described
including hyperkeratotic porokeratosis of Mibelli,
hyperkeratotic disseminated superficial porokeratosis
and porokeratosis ptychotropica, three rare subtypes.
We report a case of hyperkeratotic porokeratosis of
Mibelli, hyperkeratotic  disseminated  superficial
porokeratosis and porokeratosis ptychotropica with

dermal amyloid deposition.

P TS SR\

Figure 1-2 Hyperkeratotic porokeratosis of Mibelli
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Figure 3-4 Hyperkeratotic disseminated superficial

porokeratosis

Case report

A 58 years old male patient had visited our institute
with history of pruritic papules and plaques which
firstly appeared on his left knee and then extended to
chest, back, both arms and legs 4 years ago. The lesions
presented on both exposed any non-exposed areas. He
was otherwise well, without any medication, and had no
family history of and skin disease. Physical examination
revealed two  discrete large irregular-shaped
hyperkeratotic plaques with atrophic center on left knee
with slightly elevated border (figure 1), multiple
brownish  hyperkeratotic ~ papules  with  raised

hyperkeratotic borders on trunk and all extremities

(figure 3). Some papules tended to coalesce to form
lichenified plaques. The palms, soles, mucous

membranes, and nails were spared.

17

Figure 7 The congo red stained sections revealed

dermal amyloid deposition.
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Three years later, he developed several pruritic
hyperkeratotic papules coalesce to form plaque on his
perianal area. Physical examination showed bilateral
brownish hyperkeratotic plaque with satellite papules on
right gluteal area sparing anus (figure 5). The skin
biopsie taken from lesions on right forearm (figure 2),
left knee (figure 4) and right buttock (figure 6), revealed
acanthotic  hyperplastic ~ epidermis  with  focal
hyperkeratosis and multiple cornoid lamellae. Several
necrotic keratinocytes were identified underneath. The
dermis showed superficial perivascular infiltration of
lymphocytes. Aggregated of amyloid material were
noted in papillary dermis and were hightlighted by
congo-red stain (figure 7).

Based on these clinical and histological findings, a
diagnosis of hyperkeratotic porokeratosis of Mibelli,
hyperkeratotic disseminated superficial porokeratosis
and porokeratosis ptychotropica with dermal amyloid
deposition were made. Treatment with 20% topical
salicylic acid was given and thickness as well as
itchiness was decreased.

Discussion

Porokeratosis was firstly described by Mibelli and
Respighi in 1893." Several variants of porokeratosis
have been described including porokeratosis of Mibelli,
disseminated superficial ~ actinic  porokeratosis,
disseminated superficial porokeratosis, porokeratosis
palmaris et plantaris  disseminate,  punctuate

porokeratosis, linear porokeratosis and other rare

variants, such as porokeratotic ptyrotropica and the
syndromic porokem‘roses.3

Hyperkeratotic porokeratosis of Mibelli was initially
reported by Degos in 1953." Hyperkeratotic
porokeratosis of Mibelli is different from porokeratosis
of Mibelli in that the former has late onset, more severe
keratinization, more abundant cornoid lamellae and
vascular enlargement in dermal papillae.5

Hyperkeratotic variant of disseminated superficial
porokeratosis has been recently described by Inazawa et
alin 2013.° They reported a 80 year old man with 2 year
history of multiple pruritic papules on both sun-exposed
and  non-sun-exposed areas.  Histopathological
examination demonstrated cornoid lamellae with dense
lymphocytic infiltrate and amyloid deposition in the
papillary dermis.

Porokeratosis ptychotropica was firstlydecribed by
Lucker et al in 1995 Other terms including
hyperkeratotic

porokeratosis, genitogluteal

porokeratosis, porokeratoma and follicular
porokeratosis have been wused to describe this
condition.’ Porokeratosis ptychotropica presents as an
itchy expanding red-brown verrucous plaque in the
perianal region with surrounding satellite lesions.” The
histology is characterized by acanthosis epidermal
hyperplasia with multiple cornoid lamellae. In most
reported cases, there is a subjacent dermal amyloid
deposits.9

The presence of amyloid deposits in porokeratosis

lesions was initially described in 1974."° In 2008,
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Ramirez-Santos studied secondary amyloid deposit in
34 biopsies of lesions clinically and histologically
compatible with porokeratosis from 30 patients.They
concluded that advanced age of the patients and the
chronic nature of the lesions would have been
predisposing factored for amyloid deposi‘[ion.11
Malignancy was developed in 7.5% of porokeratosis
lesions."” Long-term clinical follow up may be prudent.
To date, no case of malignancy transforming in
hyperkeratotic porokeratosis lesions has been reported.
In our case, the patient presented with few annular
plaques with central atrophy on the left knee, multiple
small plaques symmetrically discreted on the sun—
exposed and non-exposed skins and hyperkeratotic
papules confluented into large plaque on right buttock.
The biopsy was done and histopathologic findings of
multiple cornoid lamellae and aggregated of amyloid
material in tissue sections from right forearm, left knee
and right buttock led to the diagnosis of hyperkeratotic
porokeratosis of Mibelli, hyperkeratotic disseminated
superficial porokeratosis and porokeratosis
ptychotropica with dermal amyloid deposition. For

treatment, topical keratolytics were prescribed. The

symptoms were improved.

In conclusion, we report a case of co-existing three
rare porokeratosis variants; hyperkeratotic porokeratosis
of Mibelli, hyperkeratotic disseminated superficial
porokeratosis and porokeratosis ptychotropica. The
dermal amyloid deposition may suggest the advanced
age of our patients and the chronic nature of the lesion.
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A case report
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Congenital nevus spilus is an uncommon condition and usually have small size.' It is found 0-0.2% of all
newborns.”*"” Nevus spilus is characterized by multiple pigmented macules or papules within a pigmented patch. Nevus
spilus may occur anywhere on the body and have variable in size and conﬁguration.3

We report a case of 5 year-old Thai girl with a large congenital nevus spilus extended from the left buttock to leg

since birth, which is a rare condition and uncommon finding in congenital nevus spilus.

Key word: Nevus spilus, speckled lentiginous nevus, nevus on nevus, spotted nevus
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Introduction

Nevus spilus is a benign melanocytic condition
which presents with numerous dark brown macules and
papules within light tan patch. It is a common condition
that is found in 2-3% of the population4 but rare entity in
newborn period.

In this report, we present a patient who presented
with very large size nevus spilus since birth.
Case report

A 5-year-old girl from Nongkhai was presented with
a large light brown lesion on her left buttock and leg
since birth. It gradually enlarged during childhood, and
recently she noticed the development of multiple darkly
pigmented papules within the large pigmented lesion.
The patient was born full-term and healthy with neither
illness nor other abnormalities. None of her family

members was affected with a similar disorder.

Figure 1 Multiple dark brown papules and nodules
superimposed on a tan patch on left side extended from

buttock to leg.

The skin examination revealed multiple, discrete,
well-defined, smooth surface, dark brown papules and
nodules superimposed on a tan patch size 40 x 10 cm on
left side extended from buttock to leg (Figurel)

Histopathological examination from darked brown
papules on left buttock, calf and hip showed compound
melanocytic nevus with focal spizoid feature (Figure2),
intradermal and blue nevus (Figure3) and intradermal
neves (Figure4), respectively. Furthermore, skin biopsy
from tan patch on left calf showed basal

hypermelanization (Figure5).

Figure 2 Compound melanocytic nevus with focal

spitzoid feature.

Figure 3 Intradermal and blue nevus
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Figure 4 Intradermal nevus

Figure 5 Basal hypermelanization

Excisional biopsy of suspected lesion and regularly
follow up for serveillenced of new lesion that might be

transformed to malignant melanoma is recommended.

Disscussion

Nevus spilus is also known as speckled lentiginous
nevus, nevus on nevus, spotted nevus, spots on a spot,
zosteriform lentiginous nevus and speckled nevus
spilus.}7 The term “spilus” comes from “spilos”, which

. 1,6
means “spot” in Greek.

The prevalence of nevus spilus is age-dependent.
Newborn infants have prevalence of nevus spilus varies
from 0-0.2% in different studies.”"” The two large
survey studies in 1058 and 4641 newborn infants did
not detect nevus spilus lesion.”"""*The prevalence is
increasing to 1.2% to 2.1% in white school children and
up to 2.3% in white adult, which means most lesions
develop in the first year of life, and some lesions
develop in childhood or adolescence.”™"" There are no
data in darkly pigmented persons. Males and females
are equally affected."’

Nevus spilus is a benign condition. It presents as a
solitary light brown macule or patch with no or few
speckles. The speckles are increase in number during
childhood.' The background patch usually has diameter
2 to 10 cm. The speckles usually have diameter 1 to 3
mm, but may up to 9 mm."' It is classified in three types:
small or medium size (<20c¢m), giant, and zosteriform.”
"1t can oceur anywhere, but commonly found on the
trunk and lower limbs.” """

The localized defect in neural crest melanoblasts in
combination with genetic and environment factors is
postulated as the pathogenesis of nevus spilus.2 Nevus
spilus may present as single clinical entity or in
association with other congenital anomalies such as
speckled  lentiginous nevus syndrome (SLN),
phacomatosis ~ pigmentovascularis, phacomatosis
pigmentokeratotica and FACES syndrome (unique
facial feature, anorexia, cachexia and eye and skin

abnormalies). SLN syndrome presents as nevus spilus
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of papular type combined with ipsilateral neurologic
abnormalities such as dysesthesia, muscular weakness
or hyperhydrosis.l’11 Macular speckled lentiginous nevus
is a hallmark of phacomatosis pigmentovascularis, as
well as papular speckled lentriginous nevus which is
found in phacomatosis pigmentokeratotica and SLN
syndrome. Moreover, there is a report about the
association between granular tumor and nevus
flammeus with a giant nevus spilus.2

Nevus spilus carries a small risk of melanoma
transformation.”” The risk of developing melanoma in
nevus spilus raises if it has been presented since birth,
diameter more than 4 cm, and giant or zosteriform in
morphology.11 In a review of 25 cases of melanomas
associated with nevus spilus which 60% of melanoma
occurred on small or medium sized nevus spilus, 24%
on zosteriform nevus spilus and 16% on giant nevus
spilus.13 Zosteriform and giant nevus spilus can be
found in a very small number comparing to the total
number of nevus spilus, these datas indicate a high risk
of melanoma development in these patients.
Furthermore, the macular also has higher risk more than
papular lesions. The histological examination in
majority of cases reveal superficial spreading
melanoma.”

The histological findings of the background
hyperpigmentation are represented in one of the other
feature of a lentigo simplex, café-au-lait macule,
melanocyte hyperplasia or nevus. The darker speckles

are classically reported as junctional or compound

nevus, occasionally reported as intradermal, Spitz or
blue nevus and rarely 1reported.4'6’8

Nevus spilus can rarely degenerate.12 Until now,
there is no standardized management for nevus spilus.
Due to the small potential risk of developing melanoma,
the patient with small or medium sized nevus spilus is
advised to monitor and detect any changes by self-
assessment. There is still controversy in prophylactic
removal of the lesions which absence of any suspicious
modification. Giant or zosteriform nevus spilus have
higher risk developing melanoma and often difficult to
accurately self examination, so the patients are indicated
to closely follow up life long to exclude malignancy
transformation. The changes in size, color and
elevation of nodules require biopsy.5 Sequential digital
dermoscope is an useful tool for early detection of
melanoma. Efficacy of laser treatment is also
controversy.

In conclusion, we report a case of giant congenital
nevus spilus and treatment with biopsy few speckles for
histopathology evaluation. Long term follow up is
needed in this patient.
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Actinic granuloma: A case report
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ABSTRACT :
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Actinic granuloma is an uncommon non-infectious granulomatous skin disease, which pathogenesis is still
unclear. Diagnosis is made by a histopathology of granulomatous inflammation with distinct elastophagocytosis.
Response to treatment is not appreciable.

We report a 51-year-old woman presenting with multiple asymptomatic slow growing annular erythematous
plagues aggravated by sunexposure. Histopathology revealed diffuse granulomatous reaction with engulfment of elastic,
elastophagocytosis. She was treated with oral acitretin with moderate response but the medication was discontinue due to
transaminitis.

Key word: Actinic granuloma, Annular elastolytic giant cell granuloma, Elastophagocytosis
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Case Report

A 51-year-old woman with diabetes, hypertension
and  dyslipidemia, presented  with  multiple
asymptomatic slow growing annular erythematous
plagues. The lesions initially started on the dorsum of
hands spreading proximally to the dorsum of both arms

and V-shape of neck for a duration of five years. She Figure 1

reported aggravation of the skin lesions upon
sunexposure. She was treated with potent topical
steroids but showed no response to treatment. Physical
examination revealed a middle-age Thai woman,
normosthenic built, not pale, no icteric sclera. Skin
examination revealed multiple discrete annular
erythematous dermal plaques on dorsum of both hands,
extensor surface of both forearms, V-shape of the neck
and lateral sides of the face and the neck. Systematic
reviewed were unremarkable. Histopathology taken
from her left forearm revealed normal epidermis,
diffuse solar elastosis background within the dermis,

diffuse granulomatous reaction with a zone consisting > ' ~ Figure2

of histiocytes and foreign type giant cells, engulfment
of elastic fibres (elastophagocytosis). She was

diagnoses as Actinic granuloma.




Vol.29 No.3 Wipavakul S et al 191

Figure 5 Haematoxylin-eosin  stain.  Original

magnification x4

Figure 6 Haematoxylin-eosin stain. Original

Figure 4 magnification x40
B . Figure 5-6 Diffuse granulomatous reaction with a zone
Figure 1-4 Multiple discrete annular erythematous

consisting of histiocytes and foreign type giant cells,
dermal plaques on dorsum of both hands, extensor

engulfment of elastic fibres(elastophagocytosis)
surface of both arms, V-shape of the neck and lateral

sides of the face and the neck
Discussion

Actinic granuloma is an uncommon non-infectious
granulomatous skin disease, commonly presenting with
annular dermal plaques on sunexposed areas. The

lesions are usually slow growing and asymptomatic.



192 Sethabutra P et al Thai J Dermatol, July-September 2013

Tuyan 4



Vol.29 No.3

Wipavakul S et al 193

The condition was first described in 1975 by
O’Brien who coined the term ‘actinic granuloma’, and
suggested an elliptical biopsy technique for the
diagnosis consisting three zones of the lesion, I) The
surrounding normal showing marked solar elastosis, II)
The thickened annular zone showing granulomatous
reaction consisting histiocytes and multinucleated giant
cells and elastophagocytosis, and III) The inner zone
inside the annulus showing no elastic fibres." Another
synonym is ‘annular elastolytic giant cell granuloma’,
coined by Hanke et al. in 1979.° To date the
pathogenesis is still unclear, but some evidence support
a primary role of elastin fragments. A study by
Fujimoto et al.’ showed factor XIITa+ cells and CD68+
macrophages found in lesional skin which was induced
by elastin fragments.

Although initially considered to be a variant of
granuloma annulare, there are several studies to date
showing evidence that these two might be separate
entities.”” However there is still debate and no
consensus. Some studies found co-existent histologic
features of these two conditions.”

The histologic feature differentiating actinic
granuloma from granuloma annulare include the
absence of mucin and necrobiosis, the presence of
nonpalisading granulomas with multinucleated giant
cells and the inflammatory process usually limited to
the  superficial dermis in  the  previous.

Elastophagocytosis is usually not seen in the latter.’

Treating actinic granuloma is difficult, with
generally minimal response to potent topical steroid."
There have been reports of successful treatment with
sunprotectionl, systemic medications such as
chloroquine10 and retinoids' " > Our case was treated
with acitretin 25 milligrams daily for a period of one
month which showed minimal improvement, but
unfortunately she developed transaminitis so the
treatment was stopped.
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Melioidosis is an endemic infectious disease of tropical zone especially in the South-east Asia. Burkholderia
pseudomallei is a pathogenic organism found in water and soil and is transmitted to humans via inhalation or direct
inoculation through traumatic skin. Cutaneous melioidosis is usually presented as a primary lesion caused by direct
inoculation whereas cutaneous dissemination of melioidosis is infrequent and caused by hematogenous spreading from
primary infected organs. We report a case of disseminated melioidosis with multiple cutaneous abscesses from our

institute.

Key word: Meliodiosis, disseminated, dermal abscess
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Case report l
A 60-year-old Thai farmer from Mahasarakham

province had been hospitalized due to a high-grade

fever, productive cough and dyspnea for 2 weeks prior

to admission. He had been admitted at the local hospital

and treated for acute febrile illness with intravenous

ceftriaxone as his chest radiography showed bilateral

pulmonary infiltration. Although his symptoms had

been partially subsided after antibiotic treatment, he

started to develop fever, worsening breathlessness and
malaise once again. He was then admitted to our
hospital for further evaluation. During admission, there
were multiple painful nodules on both arms and legs.
The patient reported the underlying diseases of
hypertension, gouty arthritis and dyslipidemia for 5
years and he was otherwise healthy before this

admission.

Figure 1 Multiple discrete tender dermal nodules on the

left thigh

Physical examination revealed multiple discrete,
tender, erythematous-brownish, dermal to subcutaneous
nodules varies in sizes 0.5-1.5 cm in diameter on both
upper and lower  extremities  (Figure  1).
Histopathological finding from the lesion on left leg

showed aggregation of neutrophils and nuclear debris in
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the subcutaneous fat lobule without granulomatous
inflammation (Figure 2). Chest X-ray demonstrated
bilateral alveolar opacities with minimal interstitial
infiltration of both lung fields. Sputum examination
revealed numerous gram negative bacilli which were
identified in sputum culture to be Burkholderia

pseudomallei as well as in tissue culture.

Figure 2 Neutrophilic infiltrate in the subcutaneous
layer. Hematoxylin and eosin, original magnification

(a) x20, (b) x40.

Discussion
Melioidosis is a multisystemic disease caused by

Burkholderia pseudomallei, which is geographically

limited in Southeast Asia and northern Australial’zl This
gram negative bacterium used to be known as
Pseudomonas pseudomallei for centuries, until the last
decade, the former genus has been changed to the new
genus Burkholderia’. It is usually found in environment,
especially in soil and fresh water reservoir” . Therefore,
agricultural related workers and dwellers in endemic
area are at high risk. Exposure frequently occurs during
rainy season for rice farmingg. B. pseudomallei is
transmitted from direct inoculation or inhalation,
vertical transmission had been reportedg’lo. Most
populations in endemic area have developed antibodies
to B. pseudomallei, however, it is not protective against
melioidosis. Melioidosis affects any age group with the
peak incidence around fourth to sixth decades when
predisposing factors such as diabetes, alcoholism or
chronic liver disease have come along”’13

The disease characterized by abscess formation in
various organs. Respiratory tract is the most common
affected system, causing lethal pneumonia and
sepsis4’6’14. Cutaneous manifestation is divided into two
categories according to the route of infection' "’
Primary cutaneous form developed by direct inoculation
through minor trauma on the skin which presents as
ulceration, the most common form, followed by single
pustules, abscess, crusted erythematous lesions, and dry
asymmetric erythematous lesions. Extremities are the
most frequently affected site as a result of direct
inoculation. Necrotizing fascilitis and sepsis are

significant complication in primary cutaneous
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melioidosis The secondary cutaneous melioidosis

initiated from hematogenous spreading of distant
infected sites. It has been clinically reported as multiple
pustules, polyarteritis nodosa-like lesions, extensive
skin pustules associated with sepsis, and extensive

ecthyma-like lesions associated with disseminated

P . 20,21
melioidosis

The mainstay of treatment for systemic melioidosis
is ceftazidime. A combination of four-drug regimen

(trimetroprim, sulfamethoxazole, doxycycline, and

chloramphenicol has been recommended for a
maintenance after systemic treatment. However, the
side effects and drug allergy has to be considered.

Currently, the combination of trimetroprim-

sulfamethoxazole and doxycycline is better tolerated
and as effective as the prior regimenzz. Our patient had
been treated with the triple regimen for 20 weeks. The
skin lesions had been gradually improved corresponding
to the course of treatment and there was no relapse
during the follow-up period.
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