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Medications for androgenetic alopecia

Chuchai Tanglertsampan MD.

ABSTRACT :

TANGLERTSAMPAN C. MEDICATIONS FOR ANDROGENETIC ALOPECIA. THAI J DERMATOL

2013; 29: 99-107.

DEPARTMENT OF DERMATOLOGY, MAE FAHLUANG UNIVERSITY HOSPITAL, BANGKOK, THAILAND.
Androgenetic alopecia (AGA) is the common hair loss in both men and women. Nowadays, many patients with

AGA see dermatologists. There are treatments available including medications, hair transplantation and light therapy. This

review will emphasis on medical treatments for practicing dermatologists.

Key words: androgenetic alopecia, hair loss, treatment
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ABSTRACT :

HANTHAVICHAI S,* NUMKARUNARUNROTE N,** PONGPRUTTIPAN M.* STUDY OF
PREVALENCE AND CHARACTERISTICS OF PSORIATIC ARTHRITIS IN OUTPATIENT
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Background : The newly developed Classification criteria for Psoriatic Arthritis (CASPAR) criteria has been
used for many epidemiologic studies since 2006, this classification showed its high specificity and sensitivity. In
Thailand, there is still lack of national data for psoriatic arthritis prevalence by using CASPAR criteria.

Objectives : To determine the prevalence, risk factors and clinical characteristics of PsA in a dermatology

outpatient unit, King Chulalongkorn Memorial Hospital.
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Method : A cross-sectional observational study was conducted. History and Physical examination has been done
by dermatologist. Our patients were evaluated for PsA according to CASPAR criteria. Demographic and clinical
parameters have been recorded.

Results : The number of patients who diagnosed psoriatic arthritis by CASPAR criteria were 36 (39.5%) from
91 psoriatic patients. Results from multivariate analysis demonstrated that nail involvement (odd ratio = 4.33;
95%CI=1.02-18.34) and family history of psoriasis (Odd ratio = 4.65; 95%CI=1.58-13.68) were significantly associated
with PsA. Oligoarthritis (68.6%) was the most common manifestation pattern, followed by spondylitis (31.4%) and
enthesitis (25.7%).

Conclusion : The high prevalence of PsA is found in a dermatological outpatient unit, King Chulalongkorn
Memorial Hospital. Positive family history of psoriasis and nail psoriasis are independent risk factors.

Key words: Psoriasis, psoriatic arthritis, prevalence, risk factors
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Introduction

Psoriatic arthritis (PsA) is a heterogeneous chronic
inflammatory spondyloarthritis that leads to disabilities
in psoriatic patient. Up to 20% of affected patients
exhibit extremely destructive and disfiguring forms of
the disease, and PsA is associated with increased
mortality. "2

The exact prevalence of PsA is unknown due to the
variability in case identification, difficulty in making
interpretation and application of study. Several
classification criteria such as Moll and Wright, Bennett,
Gladman, Vasey and Espinoza , the European
Spondylarthropathy Study Group (ESSG) and Fournie
have been proposed and used in the literature””, but
none have been universally accepted or validated.

In 2006, the newly developed Classification criteria
for Psoriatic Arthritis (CASPAR) criteria has been
proposed from the large, prospective, multi-center
international study.8 This classification showed its
simplicity , high specificity (97-99%), good sensitivity
(91-100%) and were easier to use than pre-existing
classification criteria.” This classification allows
clinician to diagnose even in cases of PsA without
psoriasis, as well as in positive rheumatoid factor

patients.

Even though CASPAR criteria have been derived
from specific rheumatology clinics setting, it can also
be applied to the general population or to other clinic
practice such as dermatology clinic and family medicine
clinic." Furthermore, the sensitivity and specificity of
the CASPAR criteria are high in established and early
PsA."' This new set of validated classification criteria
thus have the potential to be used as “diagnostic
criteria” for PsA.” This greatly help research in
epidemiological studies on the prevalence and incidence
of PsA in various countries.

In Thailand, there is still lack of national data
related to the diagnosis of psoriatic arthritis in patients
with psoriasis by using CASPAR criteria. This study
aims to report the prevalence and describe the clinical
and radiological features of psoriatic arthritis from the
outpatients dermatology clinic at King Chulalongkorn
Memorial Hospital.

Patients and methods

We carried out an observational cross-sectional
study in patients with psoriasis who visited the
Outpatient’s Department of Dermatology at King
Chulalongkorn Memorial Hospital between March 2011
and December 2011. Inclusion criteria are adults (older
than 16 years), with established diagnosis of psoriasis

(clinical or histological), without limitations regarding
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any form or onset age of psoriasis and convenience
sampling was done. This study has been approved by
institutional review board of Chulalongkorn University
(IRB No. 258/54), and all patients who agreed to
participate in the study are required to sign the informed
consent form.

Psoriasis’s clinical evaluation was performed by a
dermatologist. During the dermatological assessment,
patient characteristic and clinical data were recorded
including gender, age, age of psoriasis onset, the type of
psoriasis, psoriasis area and severity index (PASI), sites
of psoriasis lesions, nail involvement, family history of
psoriasis, underlying medical illness, previous and
current treatments of psoriasis. The type of psoriasis
was classified as plaque type, guttate type,
erythrodermic type, pustular type, sebopsoriasis and
other types.

All patients were also evaluated by the protocol for
evaluation of joint manifestations, which included the
presence of peripheral joint pain/ swelling, spinal
involvement (spinal pain, buttock pain, anterior chest
wall pain, spinal mobility and chest expansion),
dactylitis, enthesitis, previous diagnosis of psoriatic
arthritis and type of joint involvement. Plain
radiographs (hands, feet and lumbosacral spine) and
serum rheumatoid factor were performed in the
suspected cases of psoriatic arthritis. All radiographic
findings were reported by sub-specialist radiologist in

musculoskeletal radiology.

The diagnosis of psoriatic arthritis was made
according to the CASPAR criteria. The criteria require
that subjects must have inflammatory articular disease
(joint, spinal and entheseal) and meet the criteria by
attaining a score >3 among the following five
categories: (i) current psoriasis, a personal history of
psoriasis, or a family history of psoriasis; (ii) nail
dystrophy; (iii) a negative rheumatoid factor; (iv)
dactylitis; (v) radiographic evidence of juxtaarticular
new bone formation. Current psoriasis is assigned a
score of 2; all other features are assigned a score of 1.

The presence of spinal, entheseal or joint
inflammation is a mandatory feature required to classify
a patient according to the CASPAR criteria and was
considered on the basis of a careful history, physical
examination, laboratory tests and imaging procedures.
The diagnosis of peripheral arthritis required the
presence or history of one or more joints with soft tissue
swelling at least 6 weeks. Spondylitis or axial
involvement was considered present when there was
radiological evidence of sacroiliitis, syndesmophytes,
vertebral squaring, ligamentous ossification and shining
corners of the spine. Enthesitis was defined by past or
present spontaneous pain or tenderness at peripheral
entheseal sites with radiographic evidence such as
enthesophytes or bone erosions at the entheseal

insertion into the cortical bone.
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Statistical Analysis

The prevalence was calculated by dividing the
number of patients with PsA by the number of all
participated patients (n = 91). The data of all patients
were used for subgroup analyses based on the presence
or absence of PsA. Continuous variables are described
through means, medians, standard deviations (SD),
standard errors of the means (SEM) and inter-quartile
(IQ) ranges. For the other variables, frequency tables
and percentage are reported. Comparisons of two
groups were made using X ? test or Fisher’s exact test
for non-continuous variables. To compare continuous
variables, we used Student’s t test or Mann—Whitney’s
U statistic (where appropriate). In addition, we
performed a multivariate logistic regression analysis
after adjustment for age, sex, duration of psoriasis,
duration of psoriasis, type of psoriasis and PASI score
to identify independent risk factors. The p-value less
than 0.05 was considered statistically significant. All
statistical analyses were performed with SPSS software
(SPSS version 13, Chicago, IL, USA).
Results

Altogether 91 patients with psoriasis were enrolled

consecutively at outpatient department. According to

CASPAR criteria, 36 patients (39.5%) were considered
to have PsA. In twenty two (62.2%) of these patients, a
diagnosis of PsA had already been established. In
addition, fourteen symptomatic patients without a
previous diagnosis of rheumatologic disease were
diagnosed with PsA. Thus, the prevalence of PsA in this
population of psoriatic patients was 39.5% with 38.8%
of the cases were diagnosed for the first time.

The demographic and clinical characteristics of
patients with or without PsA are shown in Table 1.

There was no difference between the groups
regarding the average age, gender, mean age at onset of
psoriasis, duration of psoriasis, type of psoriasis, mean
PASI score and co-existing medical illness. Patients
with psoriatic arthritis had an average age of 47.6 (+
14.7) years, the average age of the population without
arthritis was 43.7 (& 13.8) years.

Patients with PsA had higher percentage of family
history of psoriasis (91.2% vs 67.9%) than patients
without PsA. Patients with PsA had lower median
patient global assessment score (70 vs 80) than those
without PsA. Nail (91.2% vs 67.9%) and facial (54.3%
vs 30.2%) involvement were significantly more

common in patients with PsA than those without PsA.
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Table 1 Demographic and clinical characteristics of the subjects enrolled in the study with psoriatic arthritis (PsA)

compared to psoriasis alone (N=91)

Psoriasis alone (n = 55) PsA (n =36) P value’
Gender 0.119
M(%) 34(62.8) 17(46.7)
F(%) 21(37.2) 19(53.3)
Current age in years, mean(SD) 43.77(13.86) 47.68(14.70) 0.209
Age at onset, median(IQR) 35(21-49) 32(11-52) 0.609
Duration in years, mean(SD) 10.56(7.59) 11.12(7.52) 0.405
Family history(%) 9(17.0) 16(45.7) 0.030°
PASI score, median(IQR) 3.9(1.1-6.7) 4(1.5-6.5) 0.756
PGA, median(IQR) 80(50-120) 70(55-95) 0.046"
Co-existing medical illness
diabetes mellitus(%) 2(3.8) 5(14.3) 0.109
hypertension(%) 8(15.1) 9(25.7) 0.217
dyslipidemia(%) 9(17.0) 6(17.1) 0.984
coronary heart disease(%) 1(1.9) 0(0) 0.414
cerebrovascular disease(%) 0(0) 1(2.9) 0.216
HIV infection(%) 2(3.3) 3(8.6) 0.341
chronic kidney disease(%) 1(1.9) 0(0) 0.414
liver disease(%) 1(1.9) 4(11.6) 0.079
Clinical manifestations
guttate(%) 20(38.7) 13(37.1) 0.955
plaque(%) 48(90.6) 30(85.7) 0.483
pustular psoriasis(%) 0(0) 1(2.9) 0.216
erythroderma(%) 2(3.8) 2(5.7) 0.669

sebopsoriasis(%) 1(1.9) 1(2.9) 0.765
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Psoriasis alone (n = 55) PsA (n =36) p value’
Site of lesions
face(%) 16(30.2) 19(54.3) 0.025"
scalp(%) 44(82.7) 29(82.9) 0.984
inverse psoriasis(%) 10(18.9) 10(28.6) 0.288
upper extremities(%) 39(73.6) 28(79.2) 0.490
lower extremities(%) 46(86.8) 30(85.7) 0.885
trunk(%) 47(88.7) 30(85.7) 0.681
palm and sole(%) 4(7.5) 3(8.6) 0.863
nail(%) 36(67.9) 32(91.2) 0.010"

Abbreviation : PASI, psoriasis area and severity index; PGA, patient global assessment score.

*significant p value are shown in boldface.

Results of multivariate logistic regression analysis
are shown in Table 2. The regression analysis
demonstrated that PsA was significantly associated with

nail psoriasis (adjusted odd ratio(OR), 4.33; 95% CI,

1.02-18.34) and family history of psoriasis (adjusted
OR, 4.65; 95% ClI, 1.58-13.68) after controlling for age,
sex, age at onset of psoriasis, duration of psoriasis, type

of psoriasis and PASI score.

Table 2 Multivariate regression analysis assessing factors associated with psoriatic arthritis

Factors Adjusted Odd Ratio (95% CI) p value'
Family history 4.65(1.58-13.68) 0.005"
Nail involvement 4.33(1.02-18.34) 0.046"
Facial lesions 2.15(0.78-5.92) 0.138
PGA 0.97(0.94-1.02) 0.072

Abbreviation : PGA, patient global assessment score.

*significant p value are shown in boldface.

The manifestation patterns of PsA were presented in
Chart 1. Among patients with PsA, a total of 24 (68.6%)
subjects presented with inflammatory peripheral
oligoarthritis, followed by spinal involvement in 11

(31.4%) subjects, and enthesitis in 9 (25.7%) subjects.

Dactylitis and DIP involvement were found in eight
patients (22.9%). The polyarticular form was found
only two cases (5.7%). Arthritis mutilans was not found

in our population.
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Chart 1 Joint manifestation patterns in patients with psoriatic arthritis (n=36)

30 24

25

20

15

10

Abbreviation : DIP, distal interphalangeal joint

DIP Oligoarthritis Polyarthritis Spondylitis Enthesitis

Dactylitis

Seventeen subjects (47.3%) have only one manifestation pattern of PsA, but nineteen subjects (52.7%) have mixed manifestation features of

PsA. Eleven patients (30.5%) have combination of two features of PsA such as oligoarthritis with dactylitis (3 cases), oligoarthritis with

spondylitis (3 cases) and oligoarthritis with enthesitis (2 cases). Six cases (16.6%) have three psoriatic arthritis patterns such as oligoarthritis,

spondylitis with enthesitis (2 cases).Two subjects (5.6%) have four psoriatic arthritis patterns (oligoarthritis, spondylitis, enthesitis and

dactylitis) combination.

Table 3 X-ray findings in patients with psoriatic arthritis (n=36)

Radiographic findings Number(%)

Lumbosacral region
Syndesmophytes 5(13.8)
Paravertebral ossification 3(8.3)
Enthesial erosion 3(8.3)
Sacroilitis* grade 0 27(75)
grade I1 3(8.3)
grade M1 4(11.1)
grade IV 2(5.5)

Hand and feet regions

DIP erosion 9(25)

Tuft osteolysis 3(8.3)

Other joint erosion 8(22.2)

Juxtaarticular new bone formation 12(33.3)
Enthesial erosion 3(8.3)

* Sacroilitis grading : grade 0 — normal; grade I — some blurring of the joint margins or suspicious;
grade Il — minimal sclerosis with some erosion; grade III — definite sclerosis or erosions
grade IV — complete ankylosis



116 Hanthavichai S et al

Thai J Dermatol, April-June 2013

X-ray findings in patients with psoriatic arthritis at
lumbosacral and hand-feet regions were shown in Table
3. Juxtaarticular new bone formation (12 cases or
33.3%) was the most common radiographic findings at
hand-feet regions as in Figure 1, followed by distal
interphalangeal joint (DIP) erosion (9 cases or 25%)

and other joint erosion (8 cases or 22.2 %).

Figure 1 Case 1. Anteroposterior radiograph of right
foot shows increased density and juxtaarticular bony
proliferation of distal phalanx of the first digit (arrows)

with soft-tissue swelling.

Entheseal erosions were revealed at lumbosacral
and hand-feet regions in each three patients. Most
common radiographic findings at lumbar spine region
are syndesmophytes (Figure 2) and paravertebral
ossification in five (13.8%) and three subjects (8.3%)
respectively. Three-quarters of patients with psoriatic
arthritis have no bone changes in sacroiliac joints. The

most common radiographic evidence of sacroiliitis was

bilateral grade III disease (4 cases or 11.1%), followed

by grade II and grade IV (ankylosis of entire sacroiliac

joint) in three and two cases respectively.

R

Figure 2 Case 2. Lateral radiograph of lumbar spine
shows  the  characteristic =~ thick  ossification
(syndesmophytes) at the periphery of the annulus

fibrosus (arrows).

We also found abnormal radiological changes in
four asymptomatic psoriasis patients. It was noted that
joint erosions, entheseal bony proliferations and
juxtaarticular new bone formations were present in in
two asymptomatic subjects. Bilateral sacroiliitis grade 11
was found in one case. The other subject had entheseal
bony proliferations in lumbar spine region.

Discussion

It has been difficult to estimate the prevalence of

psoriatic arthritis because it can vary from 6-42% in

patients with psoriasis seen at specialist clinics. The
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heterogeneity of the prevalence in  many
epidemiological studies have been attributed to the
different sampling of patients, frequency of psoriasis in
different geographical areas, different ethnics, average
population age, different diagnostic criteria and the
methodology of the study”.

The CASPAR criteria has many advantages over
previous classification criteria that have been proposed.
First, the CASPAR criteria use some elements of the
earlier criteria, but only those found to be independently
predictive of PsA were included in the final set. Second,
juxta-articular new bone formation was included as a
feature of PsA in the CASPAR criteria but not in any
previous criteria. Third, the inclusion of dactylitis and
enthesitis has made possible the classification of a
patient as having PsA in the absence of true arthritis.
Fourth, because family history is included then the
absence of psoriasis is permitted as long as other typical
features of PsA are present.

Later epidemiological studies also show variability
in the prevalence of psoriatic arthritis even classified by
the CASPAR criteria. In the previous from Thailand"®
and Brazil cross-sectional studylg, the prevalence rate of
PsA reached 43.05% and 35% respectively. But the
large and recent China” and German epidemiological
studies” had the diagnosis of PsA in 5.8% of 1,928
subjects and 20.6% of 1,511 patients respectively. Our
study also found a high prevalence of psoriatic arthritis
(39.5%) due to including the patients who were

established PsA and those who were newly diagnosed at

the moments of participation. Other explanations of
higher prevalence of PsA are the selection of cases who
visited in tertiary hospital care tends to have a higher
prevalence and more intense systematic researches tend
to identify more cases. The study patients had their
diagnosis confirmed after clinical evaluation by a
dermatologist, a rheumatologist and a radiologist; so
our study should have estimates closer to reality.

The most common of our patient phenotype is
psoriasis plaque type (85.7%vs90.6%), followed by
guttate type (37.1%vs38.7%) and erythroderma type
(5.7%vs3.8%) in group with and without PsA
respectively. But no difference was seen between the
groups regarding the type of psoriasis and the diagnosis
of psoriatic arthritis which supports previous studies.””
21

Despite the small sample size in our study,
statistical significance was achieved in important
variables. We found that nail involvement and familial
history of psoriasis were independent risk factors for
developing PsA, which were expected due to the part of
the CASPAR criteria. Nail lesions occur in 40%-45%
of the patients with psoriasis non-complicated by
arthritis, and can affect up to 87% of the patients with
PsA. The association between psoriatic nail and arthritis
was also demonstrated in the studies by Jones et al.”
and Wilson et al” The nail apparatus has close
anatomical association and functional relationship with
the distal phalanges and extensor tendons of the fingers.

Then the association between nail disease and the



118 Hanthavichai S et al

Thai J Dermatol, April-June 2013

adjacent distal interphalangeal joints involvement
suggests a common local inflammatory mechanism,
rather than coincidence of skin and joints.

The heritability of the psoriasis as well as of PsA
among first-degree relatives has been confirmed in a
number of studies.”*” The prevalence of psoriasis is 19
times higher among first degree relatives of PsA
patients compared with the general population.% PsA
patients with early onset were also had a family history
of psoriasis or PsA.”

The clinical manifestations of PsA varies in several
reported case series.”” In our study the clinical
manifestations of PsA and the frequencies of PsA
subtypes were oligoarticular involvement in 68.6%,
followed by spondyloarthritis observed in 31.4% and
enthesitis in 25.7% of patients. Many studies, such as
the Brazilian study by Bonfiglioli et al” and the china
study by Q Yang et al. are in accordance with our
results which the oligoarticular form is the most
common finding. In contrast to previous Thai study by
Buttum et al. which reported that spondylitis was the
most common pattern of PsA (83.1%) followed by
polyarthritis and oligoarthritis Reich K et al. and
Carneiro JN et al. demonstrated that polyarthritis were
the most common PsA manifestation pattern occurred in
58.7% and 67% respectively. Clinical patterns of PsA
do represent a dynamic disease in the majority of
patients, for example oligoarthritis may evolve into

polyarthritis.30 Our finding also revealed that more than

half of PsA subjects have combinations of joint
involvement features.

Interestingly, we found that four cases had
radiographic abnormalities without clinical criteria for
PsA. Radiological assessment gives additional
information not gained from clinical assessment alone.
Asymptomatic involvement of several musculoskeletal
structures in patients with ‘occult PsA’ was reported
since the 1970s, but the prevalence are unknown.”' The
silent features of PsA were identified by means of
different imaging techniques including radiography,
ultrasound, magnetic resonance imaging and
scintigraphy. But the routine investigations of
subclinical lesion are not possible in every psoriasis
patient because of the large target populations.
Fortunately, recent studies suggest that some serum
biomarkers, such as serum interleukin 6, highly
sensitive C-reactive protein, osteoprotegerin and matrix
metalloprotease 3, can be useful to distinguish patients
with arthritis from those who do not.”

We observed that after the evaluation, 14 new cases
of psoriatic arthritis were detected. The high rate of
undiagnosed PsA (38.8% of psoriatic arthritis group)
emphasizes the key role of dermatologists to screen for
arthritis to make an early diagnosis and the need to
improve capability to recognize PsA. In addition,
dermatologists should pay attention to the joint
symptoms and screen with the risk characteristics. The
tumor necrosis factor antagonist drugs have been shown

to reduce skin and joint symptoms, prevent the



Vol.29 No.2

Hanthavichai S et al

119

progression of bone destruction and improve quality of
life in PsA and psoriasis, even though the cost of this
treatment limited its use in developing country. Then
early detection and proper management enable the
prevention of severe joint deformities.

Limitations of this study include the small sample
size, the restriction of a cross-sectional single center
study is obvious and further epidemiologic studies in
community or multi-academic dermatology centers are
required. A larger study and inclusion of patients from
multicenter is necessary to acquire national data.
Conclusion

Due to the progressive and debilitating potential of
psoriatic arthritis, dermatologists need to know PsA
prevalence and predictors. Cooperative approaches
between dermatologists and rheumatologists is a
powerful tool for the early diagnosis and management
of PsA to avoid many complications commonly
associated with this disease.
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Perifolliculitis capitis abscedens

et suffodiens : a case report

Kumpol Aiempanakit MD,
Poonkiat Suchonwanit MD,

Rattapon Thuangtong MD.

ABSTRACT :

AIEMPANAKIT K*, SUCHONWANIT P**, THUANGTONG R*. PERIFOLLICULITIS CAPITIS
ABSCEDENS ET SUFFODIENS : A CASE REPORT. THAI J DERMATOL 2013; 29: 121-124.
*DEPARTMENT OF DERMATOLOGY, FACULTY OF MEDICINE, SIRIRAJ HOSPITAL, MAHIDOL
UNIVERSITY,

**DIVISION OF DERMATOLOGY, DEPARTMENT OF MEDICINE, FACULTY OF MEDICINE,
RAMATHIBODI HOSPITAL, MAHIDOL UNIVERSITY, BANGKOK, THAILAND.

Perifolliculitis capitis abscedens et suffodiens (PCAS) is one of primary cicatricial alopecia. The common
manifestation is perifollicular lesion with sinus tracts formation. Follicular hyperkeratosis with obstruction and bacterial
infection play a role in the pathogenesis. The treatment options consist of medical and surgical treatments. Nevertheless,
PCAS is usually difficult and often recalcitrant. In this report, we describe the patient with PCAS. A 28 year-old male
with recurrent multiple painful erythematous papules, pustules, nodules and abscesses with hair loss on the scalp.
Histopathological finding is compatible with Perifolliculitis capitis abscedens et suffodiens.

Key words: Perifolliculitis capitis abscedens et suffodiens, dissecting folliculitis, dissecting cellulitis, Hoffman’s disease
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Case report

A 28 year-old Thai male patient from Bangkok
presented with a 12-year history of recurrent multiple
painful erythematous papules, pustules, nodules and
abscesses with hair loss on the scalp. An examination
revealed multiple discrete and confluent skin color and
erythematous nodules, pustules with scarring alopecia at
the occipital, vertex, frontal and bitemporal area with
some sinus tracts (Figures 1). Hair pulling test was

negative.

Histopathological ~ finding  showed irregular
acanthosis with compact orthokeratosis of the
epidermis. Dilated follicular infundibulum with intra-
and perifollicular neutrophilic infiltration was found.
There was a sinus tract formation surrounded by dermal
fibrosis. There were perivascular and interstitial
infiltration with mixed inflammatory cells (Figures 2).
The provisional diagnosis was perifolliculitis capitis
abscedens et suffodiens.

The patient was treated with oral isotretinoin 10 mg
per day. At one month, he had good clinical response
and at ten months follow-up visit, he had no active

disease.
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Figure 1 A,B Multiple discrete and confluent skin
color, erythematous nodule, pustule, some sinus tracts

with scarring alopecia

Discussion

Perifolliculitis capitis abscedens et suffodiens
(PCAS) is also known as dissecting folliculitis or
dissecting cellulitis or dissecting perifolliculitis of the
scalp or Hoffman’s disease. It was denominated by
Hoffman in 1908." It is an uncommon, chronic,
progressive, inflammatory, suppurative scalp disorder.
It represents 1-2% of the primary cicatricial alopecia
that mainly affects African American males between

18-40 years of age.l’2

intra- and perifollicular neutrophilic infiltration and a

sinus tract formation surrounded by dermal fibrosis

PCAS manifests with perifollicular pustules,
nodules, abscesses interconnecting sinus tracts on the
vertex and occipital scalp. It can wax and wane in
severities for many years, eventually resulting in dense
dermal fibrosis, sinus tract formation and finally,
extensive  scarring alopecia occurs.”  Unusual
complications were reported that include osteomyelitis,
squamous cell carcinoma and spondyloarthropathies.é"5

PCAS may present as an isolated disease or within
“the follicular occlusion triad”, associated with
hidradenitis suppurativa and acne conglobata and when
also with pilonidal cysts or piloid cysts referred to as the

follicular occlusion tetrad. All these diseases have the
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same pathogenesis and the same histological changes.
The pathogenesis is follicular hyperkeratosis with
retention of follicular products and subsequent
granulomatous response to keratin debris and occasional
superimposed by bacterial infection usually with
Staphylococcus aureus or Staphylococcus epidermidis.
For now, the primary etiology of this disease remains
inconclusive.”**’

Diagnosis is based on the presence of fluctuated
nodules and abscesses on the scalp, sometimes with
sinus tract formation and seropurulent discharge. The
course is often extended, and marked scarring alopecia
may follow. The differential diagnosis includes
neutrophilic cicatricial alopecias (folliculitis devalvans),
lymphocytic cicatricial alopecias (lichen planopilalis,
discoid lupus erythematosus) and mixed cell cicatricial
alopecias (keloidalis nuchae). The histopathology of
PCAS is well described, although the features are not
diagnostic and depend on the stage of the disease. Early
lesions will demonstrate follicular plugging; later, a
perifolliculitis develops with dense infiltration of
neutrophils, lymphocytes, and histiocytes. Foreign body
giant cells from the ruptured follicles may be seen. In
older or healing lesions, sinus tracts develop and
extensive fibrosis replaces the inflammatory infiltration
and normal dermal structures.”"

The treatment options of PCAS consist of medical
and surgical treatments. However, it is usually difficult
and often recalcitrant. Medical therapies aimed to

control the inflammatory process include: topical,

intralesional and systemic corticosteroids, topical and
oral isotretinoin, oral antibiotics (ciprofloxacin,
rifampicin, antimalarial  drugs), dapsone, zinc
supplements and some biological therapies such as
infliximab, adalimumab. Surgical therapies include:
incision and drainage with marsupialization, total scalp
excision followed by skin grafting, laser treatments and

radiation therapy are used when failure of medical

1,6,8,11,12

therapy.
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Interstitial granulomatous dermatitis with
plaques and autoimmune diseases:

Report of two cases

Chitprapassorn Thienvibul MD,

Ploysyne Rattanakaemakorn MD.

ABSTRACT:

THIENVIBUL C, RATTANAKAEMAKORN P. INTERSTITIAL GRANULOMATOUS DERMATITIS
WITH PLAQUES AND AUTOIMMUNE DISEASES: REPORT OF TWO CASES. THAI J DERMATOL
2013; 29: 125-129.

DIVISION OF DERMATOLOGY, DEPARTMENT OF MEDICINE, FACULTY OF MEDICINE, RAMATHIBODI
HOSPITAL, BANGKOK, THAILAND.

We reported the clinical and histopathologic findings of two patients, one had tender erythematous papules and
plaques on both palms and the other one had violaceous papules and plaques on the inner sides of both upper and lower
extremities. The first patient had arthritis which is associated with an autoimmune disorder and the second patient had
autoimmune hepatitis and autoimmune thyroiditis. Histopathologically, of both cases showed similar changes consisting
of an interstitial granulomatous dermatitis involving mostly the lower reticular dermis. Histiocytes were the predominant
cellular component, arranged interstitially in palisade pattern in concert with few numbers of neutrophils and eosinophils.
Interstitial granulomatous dermatitis may have various clinical pictures, including linear cords, papules and as in our cases
plaques. This condition is often associated with systemic autoimmune diseases.

Key words: Interstitial granulomatous dermatitis, Autoimmune disease, Arthritis,

Autoimmune hepatitis, Autoimmune thyroiditis
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Introduction

A number of autoimmune conditions are associated
with cutaneous symptoms. Interstitial granulomatous
dermatitis (IGD) is one of these skin disorders. This
histopathological condition characterized by an
infiltration of the reticular dermis with a predominance
of interstitial and palisaded histiocytes with a few areas
of degenerating collagen bundles associated with
variable number of neutrophils and eosinophils.1 IGD
may presented with different clinical expression,
including linear cords, papules, and, as in our cases,
plaques.

We report two cases of interstitial granulomatous
dermatitis plaques that associated with systemic

autoimmune diseases.

Case 1

A 35-year-old woman presented with a six-month-
history of tender cutaneous lesions on both palms. On
examination, there were bilateral symmetrical tender
erythematous papules and plaques on both palms
(Figure 1). She had pain of both wrists and her right
ankle for one week. Joints examination revealed
symmetric tenderness with mild swelling of both wrists
and the right ankle which resulted in limb gait.
Laboratory findings showed elevated erythrocyte
sedimentation rate, antinuclear antibody fine speckled
1:1,280, anti-Ro antibody 3+, anti-La antibody 1+, anti
ds DNA 1+, low complement level and negative for
rheumatoid factor and anticyclic citrulinated peptide.
Complete blood count, urine analysis, renal and liver

function were normal. She was treated with
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prednisolone 20 mg/d with a dramatic improvement of
her dermatosis and arthritis within one week. Clinical
follow-up at six months did not show any recurrence.
Case 2

A 58-year-old woman was sent to the emergency
room because of jaundice for two weeks and alteration
of consciousness for two days. She had history of
autoimmune thyroiditis and was taking levothyroxine.
We were consulted to evaluate her asymptomatic
dermatosis of two-week duration. Physical examination
showed  bilateral symmetrical  well-demarcated
erythematous to violaceous indurated papules and
plaques distributed on the inner sides of both proximal
upper and lower extremities (Figure 2). Laboratory
investigation showed that the following were elevated:
prothrombin time =31.0 sec; (normal 10.5-13.5),
activated partial thromboplastin time =59.0 sec; (normal
22-33), AST =385 U/L; (normal 15-37), ALT =231
U/L; (normal 30-65), gamma glutamyl transferase =67
U/L; (normal 5-55), IgG =41.5 mg/mL; (normal 7-16).
smooth muscle antibodies > 1:1,600 and antinuclear
antibodies  nucleolar pattern > 1:1,280 and
homogeneous pattern > 1:1,280), anti thyroglobulin
>4000; (normal 0-115), anti-TPO >600; (normal 0-34) .
Tests for HBsAg, anti-HCV antibody, anti-HAV IgM
antibody, anti-HIV antibody were all negative. The
level of ceruloplasmin was normal. Thyroid function
test showed, free T3<1.00 pg/ml (1.71-3.71), free T4
1.06 ng/dL (0.70-1.48), TSH 0.864ulU/mL (0.35-4.94)).

Based on these findings, she was diagnosed as

fulminant hepatic failure from autoimmune hepatitis
and was treated with N-acetylcysteine, lactulose, and
prednisolone 50 mg/d. Her consciousness improved as
well as the skin lesions which flattened and leaved
brownish hyperpigmentation in a few days.
Unfortunately, she died a month later from Vibrio

cholerae non O1/non 0139 septicemia.

Figure 1

Figure 2
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Figure 3 H&E, original magnification X600

Figure 4 Stained positive for CD68 (X600)

Histopathologic Findings

In both patients, skin biopsies showed similar
findings. The inflammatory cells infiltrated were
densed, diffuse, and involved mostly the lower reticular
dermis. It consisted mostly of histiocytes that were
scattered interstitially and in some foci in palisaded
array with few neutrophils and eosinophils. In case 2,
histiocytes exhibited large, pleomorphic forms, raising
the possibility of leukemia cutis (Figure 3). However,
immunocytochemical studies confirm the histiocyte
proliferation (stained positive for CD68) (Figure 4).

Mucin moderately locally deposited in case 1 and was

absent in case 2 as judged by Alcian blue pH 2.5.
Superficial and deep perivascular infiltrates of
lymphocytes were also seen. Scattered areas of
degenerating collagen bundles were seen in both cases.
There was evidence of vasculitis on case 1.

Discussion

Interstitial granulomatous dermatitis (IGD) with
plaques describes the remarkable clinical and
histopathological features common to a distinctive
group of patients, mostly women, who have rheumatoid
polyarthralgia along with abnormal serologic findings,
often related to well-defined, systemic autoimmune
diseases.

The clinical signs in the skin usually consist of
asymptomatic ~ or  slightly = burning,  multiple
erythematous plaques, mainly involving the lateral chest
wall and medial thighs in a bilateral and symmetric
distribution. Tender erythematous plaques on the palms
as in the first case were unusual manifestation, however,
there have also been reports of occasionally pruritic or
tender lesions.”

The clinical diagnostic considerations of IGD with
plaques include granuloma annulare, the inflammatory
stage of morphea, urticarial vasculitis, eosinophilic
cellulitis, and erythema chronicum migrans.

IGD with arthritis IGDA) was first described in by
Ackerman et al. in 1993.' The initial clinical
descriptions of IGDA recounted subcutaneous linear
cords that were thought to be pathognomonic (rope

sign). After the original description, different clinical
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lesions have been described including papules and
plaques which were reported more common than linear
cords.” The arthritis accompanying these skin lesions
may appear before, during or many years after the onset
of the cutaneous lesions.' The joint involvement is
characteristically symmetrical which often includes the
fingers, wrists, elbows, and shoulders. Most patients
with IGDA are reported to have abnormal serologic
findings, such as rheumatoid factor positivity, presence
of  autoantibodies, and elevated erythrocyte
sedimentation rate, as in the first case.

Histopathologic features of IGD include a dense,
bottom-heavy, mixed infiltrate of mostly histiocytes in
the mid to deep reticular dermis. The histiocytes can be
observed in apposition to collagen and elastic fibers,
with variable evidence of phagocytosis, and/or the
histiocytes may form small rosettes that surround thick
central collagen bundles. Neutrophils and eosinophils
are present in the infiltrate, but usually no vasculitis is
observed." The histologic findings could also be
confused with leukemia cutis or large cell lymphoma as
in the second case because some histiocytes exhibited
large and pleomorphic forms,5 but history and physical
examination were against these diagnoses. Moreover,
histiocyte ~ proliferation ~ was confirmed by
immunostaining.

The cause of IGD is still unknown, however, this
condition has been described in association with several

autoimmune disorders including rheumatoid arthritis,

systemic lupus erythematosus, primary antiphospholipid
syndrome, autoimmune thyroiditis,z’ %7 and autoimmune
hepatitis.s’ ’ To the best of our knowledge, IGD with
plaque and autoimmune thyroiditis with autoimmune
hepatitis has never been reported before. These
associations lend support to the concept that IGD with
plaques is a manifestation of an autoimmune etiology
and patients should be screened for rheumatic and
autoimmune diseases.
Acknowledgements
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Eosinophilia of the Right Upper Extremity:

a reported case
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ABSTRACT :
SIRIPUN S , POTHINAMTHONG P, TOWANABUT S, KATTIPATHANAPONG P. UNILATERAL
ANGIOLYMPHOID HYPERPLASIA WITH EOSINOPHILIA OF THE RIGHT UPPER EXTREMITY:
A REPORTED CASE. THAI J DERMATOL 2013; 29: 130-135.
INSTITUTE OF DERMATOLOGY, MINISTRY OF PUBLIC HEALTH, BANGKOK, THAILAND.

Angiolymphoid hyperplasia with eosinophilia (ALHE) is a rare vascular proliferative disease with unknown
etiology. The predilection sites are head and neck but uncommon on extremities.

We report a 36-year-old Thai female with multiple lesions of ALHE on her right upper extremity. She had
high serum IgE level. The histopathology revealed typical findings of ALHE. The immunohistochemical staining was
positive for capillary but negative for lymphatic markers and HHV 8. No arteriovenous shunting was found.

Key words: Angiolymphoid hyperplasia with eosinophilia (ALHE), vascular proliferative disease
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Introduction

Angiolymphoid hyperplasia with eosinophilia
(ALHE) was first described in 1969 by Wells &
Whimster.' ALHE is now clearly known as the separate
clinicopathologic entitiy from  Kimura’s disease.”
ALHE occurs in young to middle-aged adults especially
in woman. Multiple tan, brown or dull red superficial
lesions of ALHE favored head and neck especially
around ears. The pathogenesis is still unclear. History of
trauma, arteriovenous shunting}4 and viral infections
were all postulated.””

The histopathology characterized by proliferation of
lobulated blood vessels lined by epithelioid endothelial
cells with sparse to heavy perivascular infiltration
composed of lymphocytes and eosinophils without
germinal center. The lesions may be asymptomatic or

can be painful, pruritic and bleeding.4

The authors report a patient with unilateral multiple
lesions of angiolympoid hyperplasia with eosinophilia
that involved the right upper extremity.

Case Report

A 36 year-old healthy Thai female patient presented
with multiple papules varying in size on right upper
extremity for 3 years. She noticed that the first lesion
arised on her distal right forearm. Later, new multiple
lesions developed and extended proximally. There were
occasionally spontaneous bleeding and itching. She
received topical and systemic steroid from a primary
hospital but was not responded to the treatment.
Multiple excisions were done but new lesions gradually
developed. She was referred to the Institute of
Dermatology.

Physical examination revealed unilateral multiple

discrete well demarcated skin-color and purplish red
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firm non-tender papules and nodules with some
hemorrhagic crusted. Multiple pedunculated lesions
distributed from right wrist to shoulder (Figure 1).
Radial, ulnar arterial pulses and capillary refill were
normal. No regional lymphadenopathy was detected.
Complete blood counts, urine analysis, blood
chemistries were normal but the serum IgE level was

high (1098 IU/ml). Anti-HIV was negative.

Figure 1 Unilateral multiple discrete well demarcated
skin-color and purplish red firm non-tender papules and
nodules with some hemorrhagic crusted on the right

upper extremity.

Histologic examinations from the pedunculated
erythematous nodule and purplish red firm papule on
right shoulder showed similar result. There were
proliferation of small to medium sized blood vessels in
lobular architecture and lumens were lined with
epithelioid endothelial cells. Perivascular infiltration
composed of lymphocytes, plasma cells, numerous
eosinophils and extravasated RBC were found without

eosinophillic abscess. The proliferation of blood vessels

were embedded in myxofibrotic stroma involved
throughout dermis without subcutaneous involvement.
No germinal center of lymphoid follicle was detected
(Figure 2). The special stainings were positive for
caplillary markers (CD31, CD34 and Factor VIII)
(Figure 3) but negative for lymphatic markers and
HHV 8. Doppler ultrasound of the right upper
extremitiy showed no gross ateriovenous shunting.
Multiple lesions were removed but new lesions

gradually appeared.

Figure 2 Proliferation of small to medium sized blood
vessels in lobular architecture. The lumens were lined
by epithelioid endothelial cells (A) (H&E, original
magnificationx40).  Perivascular infiltration — with
lymphocytes, dense eosinophils and plasma cells in
myxofibrotic stroma (B). (H&E, original

magnificationx200).
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Figure 3. Immunohistochemical staining for CD31 (A),

CD34 (B) and Factor VIII (C).

Discussion

Angiolymphoid hyperplasia with eosinophillia
(ALHE) is a rare vascular proliferative disease of skin
present as a purplish red solitary or multiple superficial

nodules with a predilection for head and neck regions ,

especially retroauricular area  with slightly more
common in women. Lesions on extremities, especially
the arms and hands, vulva, penis, oral mucosa and
tongue were rarely reported.‘m'11 Age of onset varies
from young to middle age. Most of lesions are
asymptomatic but sometime pruritus and bleeding can
be occured.’ The pathogenesis of ALHE is still unclear.
It may be related to trauma, viral infection (HHV 8 and
EBV) or high estrogen status and arteriovenous shunt
(AV shunt).z’4

The histopathology of ALHE characterized by a
proliferations of small to medium sized blood vessels in
a lobular architecture with prominent epithelioid or
histiocytoid endothelial cells. The vessels are
surrounded by a variable and mixed inflammatory cells
infiltrate composed of lymphocytes and eosinophils
with rare germinal center formation.

The first line of treatment for ALHE is complete
excision.' The alternative treatments include
indomethacin farnesil, vascular laser, laser therapy e.g.
carbon dioxide, argon,copper vapor, radiotherapy,
corticosteroids (topical, intralesional and systemic),
cryotherapy, electrodessication, pentoxifylline,
intralesional chemotherapeutic agents (bleomycin,
vinblastine and fluorouracil), oral isotretinoin,
tracolimus ointment and imiquimod.lz_17 Despite of
treatment, ALHE has a tendency to recurre but there is
no reports of malignant transformation.

Arnold M et al' had reported a 20-year-old woman

with multiple painful ALHE lesions only on her left arm
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and hand with diminished radial pulse. Ultrasonography
and nuclear magnetic resonance demonstrated a tumor-
liked lesion with concentric formation around the
brachial artery. The histopathology of the tumor was
similar to ALHE." Our patient had normal and equal
pulse on her upper extremities and the ultrasonography
showed neither tumor-like lesion nor gross ateriovenous
abnormality. Cham E et al, reviewed four cases of
multiple unilateral angiolymphoid hyperplasia with
eosinophillia on extremities. One of them had a clinical
and histopatology closely resemble to our patient.7
Usually ALHE patients had a normal range of serum
IgE and the high levels were rarely reported.18 Our
patient seems to be an unusual case of ALHE due to
high seum IgE level.

In conclusion, the authors report an unusual patient
of ALHE who presented with multiple polypoid and
nodular lesions exclusively on the right upper extremity
with high serum IgE level. The immunohistochemical
staining was positive for caplillary markers but negative
for lymphatic markers. HHV 8 marker and AV shunt
could not be demonstrated.
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Recalcitrant breast-associated morphea:

A case report
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ABSTRACT:

PLUETRATTANABHA N, BOONCHAI W. RECALCITRANT BREAST-ASSOCIATED MORPHEA: A CASE
REPORT. THAI J DERMATOL 2013; 29: 136-139.
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Breast-associated morphea (BAM) is one of localized morphea with unusual location. There are predisposing
factors causing BAM, trauma, radiation, medications, infection, autoimmunity, and microchimerism. BAM is an
uncommon cause of breast erythema that can mimic various benign and malignant breast disorders. Early tissue biopsy is
benefits to confirm the nature of the disease and to guide to subsequent therapeutic modalities.

Key word: Morphea, breast, UVAI
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Case report

A 37-year-old woman presented with a 2-year
history of asymptomatic slowly enlarging erythematous
sclerotic plaque on upper half of right breast and 2-
week history of similar lesion on her left breast. Her
breast ultrasonography showed no evidence of
malignancy. She had a history of trauma on the chest
wall from motorcycle accident five years ago but
neither breast irradiation nor breast surgery. Skin
examination revealed bilateral dusky-red sclerotic
plaques on upper half of breasts (Figure 1). Laboratory
results revealed 1:40 low titer of antinuclear antibody,
with nucleolar, fine-speckled patterns and strongly
positive anti-cytoplasmic antibody, and positive
rheumatoid factor. Complete blood count was
unremarkable. Skin biopsies from right breast lesion
were performed, and specimens were submitted for
histopathologic examination (Figure 2 and 3) and direct

immunofluorescence.

Figure 1

Figure 2

Figure 3

Histopathology examination revealed sclerosis of
dermis and fat septal thickening with superficial and
deep perivascular infiltrate of lymphocytes, plasma cells
and histiocytes. Direct immunofluorescence revealed
focal granular of IgM and C3 at dermoepidermal
junction. The diagnosis of Breast-associated morphea

was made supported from the findings.
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At first, the patient was successfully treated with
oral prednisolone dose 30 mg/day. However, the lesions
did progressively enlarge when tapering oral
prednisolone. Steroid-sparing drugs,
hydroxychloroquine (400 mg/d) and methotrexate (20
mg/week), were unsuccessful. Finally, the patient was
effectively treated with combination of medium dose
UVAL (50 J/cm2 per treatment with a total dose of 1500
J/em2), low dose methotrexate (7.5 mg/week) and low
dose of oral triamcinolone.

Discussion

Breast-associated morphea (BAM) is a rare clinical
variant of morphea involving the breast which can
mimic benign and malignant inflammatory breast
disorders. According to according to Laxer and Zulian
classiﬁcationl, BAM is a circumscribed subtype of
morphea. The etiology of morphea is unclear. The
development of morphea has been associated with these
factors: trauma, radiation, medications, infection,
autoimmunity, and microchimerism.” Previous trauma
might contribute to our patient’s BAM. Patients with
morphea have high prevalence of autoantibodies,
including antinuclear antibody (ANA), anti-single-
stranded DNA (ssDNA), antihistone antibody,
rheumatoid  factor (RF), antitopoisomerase II,
antiphospholipid antibody, and heat shock protein 73
(hsp-73),3 while our case showed positive for ANA and
RF.

Differential diagnoses of BAM include cellulitis,

panniculitis, atrophoderma of Pasini and Pierini, lichen

sclerosus, keloid, hypertrophic scar, and breast
carcinoma.’ Histologic study can help to make the
correct  diagnosis. The imaging  modalities,
mammogram and MRI, should, however, be used to
exclude underlying breast lesions rather than to assist in
the diagnosis of BAM due to their nonspecific ﬁndings.4

Evidence-based treatment options of morphea are
limited.’ Proposed effective therapeutic modalities
include topical superpotent corticosteroid, topical
calciprotriol, and intralesional corticosteroid. There are
many  successful  systemic  treatments  using
metrothrexate, cyclophosphamide, azathioprine,
antimalarial drug. Phototherapies are considered as
effective treatment to morphea. UVAI, broadband
UVA, PUVA and NBUVB are also of benefit to
patients with morphea, with UVA1 especially likely the
most effective option.6 The most supported data about
the treatment of morphea exists for methotrexate in
combination with systemic steroids and ultraviolet Al
(level 1IB evidence)s, as was used in treatment of our
patient.

The resolution of BAM probably leads into breast
disfigurement, scarring, and loss of confidence.
Consultation for breast reconstruction may be needed in

SEVEre cases.
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Dermatophytoma is a special condition found in nails; onychomycosis. Clinical features are white, yellow
patches or linear streak within the nail plates. Dermatophytoma occurs from mass of fungal ball within nail plates.
Laboratory examinations reveal numerous fungal hyphae and large spores forming into fungal balls. Clinical significance
of dermatophytoma is frequently resistant to conventional treatment; both topical and systemic medications. Moreover, it
is considered as a poor prognostic indicator because of its fungal ball within the nail plate forms biofilm and produces
extracellular polysaccharide to be resistant to several antifugal medicines. Treatment of dermatophytoma must use nail
avulsion technique along with oral antifungal therapy. A single case has been reported that a patient had had tinea

unguium for two years with a symptomless nail lesion and also had a wedge shape whitish streak on the right big toe. The

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

Correspondence to :Lalita Matthapan, BSc. email : matthapan joy@yahoo.com




Vol.29 No.2 Matthapan L et al 141

patient received oral antifungal with no improvement. Histopathology and KOH examination revealed numerous fungal
hyphae from nail clipping. Fungal culture showed Trichophyton mentagrophytes.

Key word: onychomycosis, dermatophytoma

(%4 ]
UNAAED :
a % v d =) v A a v d o v < a v
aam g Wius, lau mieulszam, Wuiia Uszia3gasiiun, guiln yawziany, nigld WeuilSsina,
(% = = U % d‘ < % Al &’ d‘ <
a¥ans WennsIy, guTlE yawz3any 9192 DERMATOPHYTOMA dfrduinludihalsawesiiay
N30315AR NG 2556; 29:140-144.
Aa Aa odan a o a
MAIVINIINGT AUSUNNIFAATATTIFNEIUIA YW1ING108NHAD
& a X da L& Ao an A4 A g g a &
Dermatophytoma (1UMSAAITOIINEY (onychomycosis) FUaANBUzNAaNNNNUABT I UIOY 1Wudu
A q Y = A A A 1A i < . a a9 A 4 n&l A g
N30 WdUMBEITVIINT DTN ADIBYUTIUUNUIAY (nail plate) (AADINUNBUNTBIIUNQUNDUVDUFDTINAY NI
A wa o Vo o o g ' ¥
aInnesliamsrznudnyuzvoudulosuay spores vuranaiauunswdnuninilunguiouveaie
' v 4
31 (fungal ball) MINY dermatophytoma ummﬁwﬁ'tyslun%ﬂgﬁmﬁmmmwj’ﬂwwu dermatophytoma nezhnneng
o H 9 A o Hqg ¥ 1 = o AN 1a A A a '
Snmiams Iemummnzivazesulsemunldogna i) waglimswensel Isan lid lesnnnguisesiiimzeguu
[ < a I % [ o 4
urwdvznamsad iy biofilm #3e319 extracellular polysaccharide tag@NTDABAIUMIYNTIABR100IRTUITO
[ a @ ] 3 Ax 1o [
51 M3SN¥1 dermatophytoma 9ABINMIAAOWHMAUNIADY  dermatophytoma ©ONAIUGALNITINHIAIGEN
o y £ o~ v o Aa A Ao o g 9 a ad
Sudsemusopuden geuldsneaudihelsananiidunilnendunanudnuzauhAadndiuszezina 2
= = A g @ ] I = = an [ [
1 Taglitiormslan wuseslsanduiusivharvndutouuuiendvn vazidsyialasumssnu laomuen
gy X & L oy a9 Yo o 1 v . .
auresuiluszoznamiluwad iavu diheldsumsdauruauasiafiea1sazae potassium hydroxide 1AZATIY
aa ' o < 4 g X
mManensinet nunquueadulesisiwiumnnlu@y wamsmzeswuiilu¥enain Trichophyton mentagrophytes

o o W

& { g
maAgy : 15A%031M@1Y, 7192 dermatophytoma

uni
3 o a ' o &
Dermatophytoma 11UanNH M NIABOE1HHIFINY
A Aa . A a
TaluTsa¥endw (onychomycosis) (H9391nUNYW
yosdesegnuosnuiy Taenaliin il

omsezls  whelineauldnminfenudnyas

]
=

NNAAUNUDY dermatophytoma UAGNHULNATINU

A I Y ) =
wulusienuaenududunataun g o

A = A A9 A < I A’l’ = A A
NGRNIGERRRFIRBIGEY mammﬂuﬂuﬂauam’mmﬁ
A &2 a d%’ 1A 1 3 < A o
ao “lNLﬂﬂ“llH?JQV]LLWHL’@‘]_ITﬂﬂmﬂﬂﬁ]ﬁ]gllaﬂllmg
o X & o i ¢
NUITY dermatophytoma Auanyusnunngnag
Yo Y aa o ) o Y @
gﬁlﬂllﬁ$1ﬂﬂ']ﬁ’Juﬁ]ﬂﬂulﬂLWT]%‘ﬂ%T]Wﬁlﬂﬂ'lﬁﬁﬂ‘lﬂ
& = o S o
Iﬂﬂ‘ﬂ’)vlﬂﬂﬂinllfﬂﬂ ﬁﬂii%ﬂ?i@lﬂﬁ%ﬂﬂﬂﬂlﬁﬂﬁ?ﬂﬂﬂ

9 A v
M3 lgemyseensulsenu



142 Matthapan L et al

Thai J Dermatol, April-June 2013

NN 2 uansdnyuzveudulesay spores YUIA
1o ] J 1

Tngiwanmnswmnuilunguutuvesaeiadie

fungal  ball  tieAs19AIendosgansseni lagly

d15a¢a189 KOH

L -—

NN 3 uAAIANYUENGNURIAEINOYNUBE
WYY o3 nail clipping 1azA3I9 doudiey

GMS

[ F
sl 4 uaasanvaz Inlativeuse T
Ed 4
mentagrophytes YUDINTLA 841%® Sabouraud Dextrose

Agar

Y

seudile

U a 2 @ asa aa g LY
dihendaIneTan 01g 43 7 dunalidaalndniaui

Ty = a Qd‘ d? d'
wiiun TagliliemsiadnAdu awsnvuizese
I 1
Wundszna 2 U MIATI9519MENY white and

[l <
yellow wedge-shaped streak AWD9EIU lunula VOUAY
o L) c; a \ Y 1
AWUWMINVN (MINAN 1) asusnudui W
cg’ Y a @ a A 3 A a o a
Haimn damisluysnudy taziauduglanvuzlng
M3A529NeKHe3UH 1AM TA0 potassium  hydroxide
IR J A

(KOH) wumesegilungy (mMwui 2) Minsdalag

o . . . 9 2 .
N13N1 nail clipping 1ASATIV DUNIAY Gomori



Vol.29 No.2

Matthapan L et al 143

Methenamine Silver (GMS) wuﬁﬂymzﬂﬁ’wﬁuﬁandu

YOIEYTINOUNUDINHUUY (NN 3) HANITINIE

]
Fa

L%ﬁ]ﬁwmﬂmﬁﬁﬂ Trichophyton mentagrophytes (mwﬁ
4)

fihelfsumsiiesodulsananiidy  (tnea
unguium) FAWAUNIL dermatophytoma mﬂl"?’flﬂ
Tmentagrophytes §18185uM35np1Taen591 nail
debridement 52UAVATULTENI itraconazole mmz‘ﬁ

MAIAANWNANTINH

Discussion

]
=

3 A a o
Dermatophytoma  Mtauidulsafnaainmsen
1 A 4 o Yya g @ I
uHuvdE1esIvseales s linat uanvazilu
"y X Ad & o
NQUNBUVBAUYDI (fungal ball) NAY FIANHULN
aa < 3 = A a A
AaunUI WU 150 THARIMINLUIE
(white or yellow longitudinal streak) Wnazinalndnu
3 g &
lateral nail fold #3e®19zF U ULUVIUNAY (round
SNY & o & ¥ 2
patch) nla  #suudesusnnnziiesnainnnig
. Y o ] < Y
onycholysis dhmsoeaurdusonlugioe
3 o A
dermatophytoma SV UANY UL hyperkeratotic mass N
vegiwan'  wimhldasiameganeniinerny
udnyaznguiouvemesigualsyiimisivun
v 2
wazgisnnulaneenllnniln@®  msitenengil
M 14Taen359399 KOH examination 1asa3a W3old
M3douTee1IAAIEAIIATIV  chlorazol black E
examination’
Y 9
Az UTsUauall 1998 Tag Roberts taz
Evans Erick MH et al’ l8s1o0uihe 7 51051501y
1 = A Yo aa v
FEHIN 23-73 1 Aldsumsidenailu
TaelsealsanouuIns N

dermatophytoma

Tsanennamasseuna 6 oy 108 7. rubrum 114

d” ' Y = A’l’ ld%’ Y
wone Tsaludile 3 316 80 4 :1emziie ludu dile
A o aa I
3 swelanvuznNaainiuiuy  total  dystrophic
I
onychomycosis 3 Uy distal subungual
= I
onychomycosis (DLSO) 90 1 5101 utUY superficial
9
white onychomycosis3 UONAAH Lee MH et al' 6118
51891 Toe  nail onychomycosis  @I11TONY
dermatophytoma #3080z 2.9 waznuduUTA YA
Y A =2
DLSO lAtiesngads 88.9% Tasseslsanuuuy
round patch Idesniuuy longitudinal streak (66.7%
o w o g &
wag 33.3% awaay) 1ag 7. rubrum 83n0iluiron
1] v
Tsninutosgad 57.8% HazuonNUUGITNsINe
dermatophytoma MAAN T, mentagrophytes aaarulu
9
A1hesell
Y
anudyveinziinems luneauenons
y v vy 9 & a oA o a
Snuems e d e lnd  IsuReInuMsIng
aspergilloma Tutoa’ #e1ves1161da1nna lnmsina
. & g @ R F)
biofilm FUTUNMITIVAIVOIYATNEIAT N
polysaccharide ~ W@eusOUTUIATIAUHUYUNTY
Wiemuaeauaa1dz m3ni polysaccharide 114
onlfvaus higunsaduruldaulnd  swrums
v Y 1
u19AIURIaTNNTIas e INUMITNGANTTUN
1 A A T A < I A
aneen lnnyadniegodisdasenorniuaurgn
1 9 = 1 a Y
MInpUAUBIAREIRILYaTNA DN 11 nan 14
A
aoanudAyuesms lineuaussned e
o
AIWUA1IE dermatophytoma ILUAAIDINTNEINT AL
Tsan lud uazlumsfaazuuudinnuguusaveslsn
d” Ad &2 oA a = A A (=)
WO UININIMINNTUIDIMITHT 0 Taill
dermatophytoma M8 1BFUTTUVVRY Onychomycosis
Severity Index (OSD) l@AAnziuY 10 Azuvilol)

dermatophytoma  1A8lAZLUY 10 HeLMINDLBT



144 Matthapan L et al

Thai J Dermatol, April-June 2013

1 [
ANUUUIVDIFIULAY  subungual  onychomycosis
] Y v v
1NN 2 wu. Tasiazuuy OSI U 83galsnvges
9
qunse’ wenntl Tus189Uvee Richard K. Scher
wazamz 11dl 2007° fananndvavaes wieddw
H A3 g g o 3 & =
waamiwduduy  (streaks)  TUAAAVTININGD
o g % o Ao
dermatophytoma satlunilalutesenmlims
nensal 19a luasndae’

M3SNBINE dermatophytoma Tg1iuda laifiuug
numsSnpndany  uaiiesnindieli Temanay
, y v X ' Y 9
AoUAUBIAEMI IHeMuFTInoutos Tage1d
loasnimsaumadaemssnIgeiedesaz 200 M3
o < x
Fnu eI uiuuHaUNEIY (combined therapy) 9

=2 < . . v 7 [} <3
91939U09MI00AIAY (nail avulsion) A28’ &81315n
A Kim YS et al lasonudihomase o1y 571 2%
ﬁﬂJuW1 total dystrophic onychomycosis fusealsnaiu
1199@9u nail matrix $9UAY dermatophytoma U319
S o 19y Ao v gy X a
AUW MN8N NEIABIMUTFIIFHAN LAY
A o Y A o 3 ¥ =y Yo o
riasvdsemuuditimsnawiludgh 3 185umssam

o D v 4
Taeen5UL52N1U  terbinafine  SAUAUVSIMAUITOI
a A <3
%uﬂwm“lc?fmu (subungual antifungal solution) LA
' 1Y) . A Y
3UNY amorolfine nail lacquer 3 (ADU az Iviuaem
Y A’l’ a Aq v g .
MUTOITHAMN ALY amorolfine nail lacquer
WIW 4 1ROU UAZABAIY nail lacquer fAeIlu

' Y
5$EJ$L’JE111’]LW§E] ‘W’]J’ﬂﬁﬂﬂﬁﬂﬁu 50% luszezian 3

A 48
IADU LD complete cure Tuszoznar 11

A g Y oA
HINIMNNLAVLLAIYINTTINUNITNY

{ A 4 3 v
dermatophytoma NUSHUDUUDNINEALAIY

(extraungual dermatophytoma) LFUS WENTL!ETﬂ’JEJ 50 UM
Yo = Yo Ay o A
185umsnlasu lauaz 1a5unnagiquiuing

v 9
dermatophytoma ASnaVHUMINYD T rubrum
HaYADLAUBIADMI 1HeNTUUTENIY  terbinafine 2
dland’

References

1. Burkhart CN, Burkhart CG, Gupta AK.
Dermatophytoma : Recalcitrance to treatment because
of existence of fungal biofilm. ] Am Acad Dermatol
2002; 47: 629-31.

2. Roberts DT, Evans EG. Subungual dermatophytoma
complicating dermatophyte onychomycosis. Br J
Dermatol 1998;138:189-90.

3. Martinez-Herrera E, Moreno-Coutifio G, Fernandez-
Martinez RF, Finch J, Arenas R. Dermatophytoma:
description of 7 cases. J Am Acad Dermatol
2012;66:1014-6.

4. Lee MH, Suh MK, Ha GY. A Clinico-mycological
study of Onychomycosis with Dermatophytoma. Korean
J Med Mycol 2013;18:21-29.

5. Carney C, Tosti A, Daniel R, Scher R, Rich P, DeCoster
J, Elewski B. A new classification system for grading
the severity of onychomysosis: Onychomycosis Severity
Index. Arch Dermatol 2011; 147: 1277-82.

6. Scher RK, Tavakkol A, Sigurgeirsson B, et al.
Onychomycosis: Diagnosis and definition of cure. J] Am
Acad Dermatol 2007;56:939-44.

7. Goodfield MJD, Evans EGV. Combined treatment with
surgery and short duration oral antifungal thrapy in
patients with limited dermatophyte toenail infection. J
Dermatol Treat 2000;11:259-62.

8. Kim YS, Kim MH, Shin DH, Choi JS, Kim KG.
Onychomycosis with dermatophytoma completely cured
after treatment of regular subungual application of
antifungal solution with systemic antifungal therapy and
topical nail lacquer application. Korean J Med Mycol
2010;15:146.

9. Moreno-Coutifio G, Arenas R.
Extraungual dermatophytoma. Rev Iberoam Micol
2009;26:165.



Vol.29 No.2

Continuing Medical Education (CME) 145

CME Patient 1
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A 17-year-old-Thai woman presented with multiple
tiny papules on face, chest, and back since she was 9-
year-old. The lesions were not pruritic. She noticed that
the rashes worsened by sweating, heat, and sunlight.
She was treated with topical steroid without
improvement. None of her family member has similar
skin lesions.

Physical examination revealed multiple discrete
brownish hyperkeratotic papules on face,neck, upper
chest, and back(Figure 1).Multiple skin-colored flat-
topped papules were noted on both sides of dorsal hands
and palms (Figure 2). The oral mucosa showed multiple
whitish papules on hard palate. There were multiple red
and white longitudinal bands, V-shaped nicks at nail
edges.

Skin biopsy was obtained from lateral neck and
stained with hematoxylin-eoxin (Figure 3). The biopsy
specimen showed hyperkeratosis, hypergranulosis,
papillate epidermal hyperplasia with focal acantholytic
dyskeratosis (FAD) and dense inflammatory cell

infiltrate of lymphocytes in the superficial dermis.

Questions
1.What is the most likely diagnosis?

A. Darier disease

B. Grover disease

C. Erythromelanosis follicularis

D. Familial dyskeratotic comedones

E. Confluent and reticulate papillomatosis
2. All of the following arec linical variants of this
disease,except ?

A. Erosive

B. Nodular

C. Comedonal

D. Hypertrophic

E. Vesiculobullous
3. Which of the following is the most effective
treatment for this patient?

A. Oral retinoids

B. Electrosurgery

C. Topical retinoids

D. Topical 5-fluorouracil

E. Topical corticosteroids
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Figure 1

Figure 2

Figure 3

4. Which of the following is true about this disease?
A. Tt is an autosomal dominant disease.
B. Friction can be an exacerbating factor.

C.It is caused by mutation in the ATP2A2 gene.

D. It may associated with neuropsychiatric disease.

E. All of the above
5.What is the most frequent complication that occurs in
this disease?

A. Wart

B. Onychomycosis

C. Basal cell carcinoma

D. Herpes simplex infection

E. None of the above

Discussion

Darier disease is a genetic disorder of keratinization
with autosomal dominant inheritance,caused by
mutationin  the ATP2A2 gene resulting in
sarcoplasmic/endoplasmic reticulum calcium ATPase 2
(SERCA2) defect thatexhibits impaired epidermal cell-
to-cell adhesion and altered differentiation.Clinical
features are usually in the form of greasy, crusted,
keratotic yellow-brown papules found particularly on
seborrheic areas of the body, dystrophic nails, palmo-
plantar pits, and papules on the dorsum of the hands and
feet. Oral and esophageal involvement have been
described."” A case of basal cell carcinoma developing
in a patient with type 2 segmental Darier disease has
been reported, however, malignant transformation is
rare.’A number of clinical studies have also described
the co-occurrence of various neurological and
psychiatric symptoms with Darier disease, including
mood disorders, epilepsy, mental retardation and a

slowly progressive encephalopathy.4
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Darier disease is a chronic and unremitting disease
for most patients. It is commonly misdiagnosed as
seborrheic dermatitis or eczema.SHistologically, the
lesions present suprabasal clefts in the epithelium with
acantholytic and dyskeratotic cells.

The disease is frequently aggravated by sun
exposure therefore sunscreen and sun avoidance are
essential. One report suggests that sunscreen and topical
ascorbic acid would be very helpful in preventing the
aggravation of Darier disease caused by sun
exposure.GPatients with mild Darier disease may find
topical isotretinoin helpful, but it is likely that most
patients with widespread disease will require treatment
with systemic retinoids. Oral retinoids are the most
effective treatment but their adverse effects are
troublesome. Topical retinoids, topical corticosteroids,
surgery, and laser surgery have their advocates but
evidence for efficacy is sparse.8 Other topical agents
such as adapalene, 5-fluorouracil, or tacrolimus have
been reported to be effective in small numbers of

9-11
cases.
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A 65-year-old Thai female presented with multiple
small red spots on her right anterior upper chest wall for
5 years. The lesion gradually evolved into large
erythematous patches sized 7X10 centimeters. She had
mild pruritus but there was no tenderness. She was
previously  diagnosed with diabetes  mellitus,

hypertension and dyslipidemia.

Figure 1

Physical examination showed multiple patches of
superficial telangiectasia aggregated at right anterior
neck and upper chest wall (figure 1). Laboratory

findings including liver function test were normal

except for an elevation of serum plasma glucose.

Skin biopsy was obtained from neck and stained
with hematoxylin-eosin (figure 2). The biopsy specimen
showed dilated superficial blood vessels with sparse
perivascular lymphocytic infiltrates in the upper

dermis.

Figure 2

Questions

1. Which of the following is the most likely diagnosis?
A. Unilateral nevoid telangiectasia

Simple stellate angioma

Hutchinson’s angioma serpiginosum

Familial hemorrhagic telangiectasia

m o 0w

Persisting eruptive macular telangiectasia



Vol.29 No.2

Wichayachakorn C et al 149

2. Which statement is/are incorrect for unilateral
nevoid telangiectasia?
A. Most cases had no systemic involvement
B. Associated with consumption of > 60 grams of
alcohol per day for >10 years
C. Pulse dye laser is one of the treatment
D. Associated with  localized increase in
progesterone receptors
E. All of the above
3. Where is the most common site of unilateral nevoid
telangiectasia?
A. Lower extremities
B. Perineum
C. Trigerminal and upper cervical dermatome
D. Buttock
E. Back
4. What is/are possible cause(s) of unilateral nevoid
telangiectasia?
A. Pregnancy
B. Chronic liver disease
C. Carcinoid tumor with liver metastasis
D. Puberty
E. All of the above
5. Which of the following is/are true about unilateral
nevoid telangiectasia?
A. Most patients show elevated of blood estrogen
B. Most cases of congenital unilateral nevoid
telangiectasia occur more frequently in female
and appear during or shortly after neonatal

period

C. Most cases of acquired form unilateral nevoid
telangiectasia occur almost exclusively in young
male

D. Unilateral nevoid telangiectasia can resolves
spontaneously if the eliciting factor is removed

E. All of the above

Discussion

Unilateral nevoid telangiectasia (UNT) is a rare,
usually acquired condition described for the first time
by Blaschko in 1899'. It is a cutaneous condition
consisting of congenital or acquired patches of
superficial telangiectasia in a unilateral linear
distribution. Although it is thought to be a rare
condition with only fewer than 100 reported casesz,
however, we believe it is more common as the
incidence could be under reported since it is a benign
condition.

UNT is considered a primary telangiectases
condition. Differential diagnosis include: simple stellate
angioma, Hutchinson’s angiomaserpiginosum, familial
hemorrhagic telangiectasia, or Rendu-Osler-Weber
syndrome, persisting eruptive macular telangiectasia
and generalized essential telangiectasia.

The pathogenesis of UNT remains unknown. In
20% of UNT cases, systemic pathologies causing
estrogen elevations are accused, in the other 80%, no
pathologies are detected at all’ Tt was reported in
association with puberty, pregnancy, the use of oral
contraceptives and liver diseases. The reason of strict

uniteral distribution remains unclear. However, it is
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thought that a localized increase in estrogen receptors
caused by a chromosomal mosaicism, that is unmasked
at times of relative estrogen excess, accounts for the
distribution that follows Blaschko's lines."

Clinically, UNT 1is characterized by multiple,
unilateral blanching telangiectases arise in linear
patterns or Blaschkoid pattern. It’s lesion is usually
asymptomatic. Predilection sites are the face, neck,
shoulder-arm region, and thorax.’The third and fourth
cervical dermatomes are the most common sites.”

Our case shows no sign of chronic liver disease,
with normal LFT and histologically there are sparse
inflammatory cell infiltrate of lymphocytes in
association with multiple dilated capillary in upper
dermis. UNT is essentially sporadic, but it has also been
observed in both grandfather and grandchild.7
Furthermore, some cases of UNT accompanied by
Becker nevus have also been explained by mosaicism.”

UNT typically persists but rarely, in acquired cases,

resolves spontaneously if the eliciting factor is
removed.’ The remaining cases may be approached
cosmetically with the use of camouflage, long pulse Nd
YAG laser or pulse dye laser.” In this case, laser
treatment was not perform since the disease represented
only an aesthetic condition, which is not a cause of
concern in this patient.
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