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Comparative spilt face study using
different cut-off filters of intense pulsed
light for the treatment of refractory

melasma

Sermsub Bedavanija MD,

Kittisak Suthamjariya MD.

ABSTRACT:

BEDAVANIJA S, SUTHAMJARIYA K. COMPARATIVE SPILT FACE STUDY USING
DIFFERENT CUT-OFF FILTERS OF INTENSE PULSED LIGHT FOR THE TREATMENT OF
REFRACTORY MELASMA. THAI J DERMATOL 2006; 22: 51-62.

DIVISION OF DERMATOLOGY, DEPARTMENT OF MEDICINE, FACULTY OF MEDICINE
RAMATHIBODI HOSPITAL, MAHIDOL UNIVERSITY, BANGKOK, THAILAND.
Background: Melasma is an acquired treatment-resistant hyperpigmentation of the skin especially in

dermal and mixed type. Intense pulsed light (IPL) is one of an alternative treatment for refractory melasma, but

there are few reports about IPL treatment for melasma in Asian people.

Objectives: To determine the effectiveness of IPL in treating refractory melasma in Asian skin and

compare clinical outcomes between the cut-off filters of 535 and 615 nanometers (nm).

Materials and Methods: 12 Thai female patients with refractory melasma were treated using

fluorescent pulsed light (PlasmaliteTM, Medical Bio Care). The cut-off filter of 535 nm was used on one side and
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615 nm was used on the other side during 5 treatment sessions at 3 weeks interval. Patients were followed up for
16 weeks after the last treatment. Clinical outcomes were evaluated by using the modified Melasma Area and
Severity Index (modified MASI) score, melanin reflectance spectrometry, colorimeter and patient satisfaction

questionnaire before and after 5 treatment sessions.

Results: The significant improvement of refractory melasma after 5 treatment sessions was observed
melanin reflectance spectrometry and colorimeter. The improvement rate was 40.45% measure with 36.61%
measure with However, subjective evaluation by modified MASI score showed no statistical significant
improvement 6 out of 12 patients scored more than 50% improvement in their self assessment questionnaire.
There was no statistical significant different in clinical outcome between different cut-off filters. The improvement
rates were still increased at 8 weeks after treatment. Unfortunately after 16 weeks most patients had recurrence of

melasma.

Conclusion: Intense pulsed light is one of an effective but not curative treatment for refractory melasma.
Optimal parameters is crucial to accomplish good results with few side effects. For cost effectiveness, IPL should

be preserved for patients who are not response to topical treatments.

Key word: Melasma, Intense pulsed light, Fluorescent pulsed light, Plasmalite
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In recent years, the molecular defects causing many types of genodermatoses have been discovered. The
affected genes encode a variety of protein. The effect of gene mutation causes defect of protein synthesis, which
may underlie skin fragility. We review herein some biological aspects of those proteins, and propose a novel

classification scheme based upon the molecular structures underlying the keratinizing disorder discussed.
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Pathogenesis of acne : recent findings

Prateep Warnnissorn MD PhD.

ABSTRACT:

WARNNISSORN P. PATHOGENESIS OF ACNE : RECENT FINDINGS. THAI J DERMATOL 2006;
22: 74-81.

DEPARTMENT OF MEDICINE, FACULTY OF MEDICINE, NARESUAN UNIVERSITY,
PHITSANULOK, THAILAND.

Acne is a common problem in dermatological practice. It is a self-limited disease with occasional permanent
scar and it may cause psychological problem. The pathogenesis of acne has not been clearly elucidated. But accepted
hypothesis such as 1)follicular hypercornification and follicular plugging, 2) increase sebum production, 3)
Propionibacterium acnes (P.acnes), and 4) inflammation has guided successfully therapy. The recent findings give
emphasis on inflammation process more than follicular plugging. The new reports support the important role of
Propionibacterium acnes (P.acnes). The new discoveries, such as Toll-like receptors (TLRs), also facilitate our

understanding of acne pathogenesis.

Key words: acne, Propionibacterium acnes, inflammation
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Persistent erythema multiforme:

report of a case

Tarntip Pattanapongsak MD,

Nucha Niumpradit MD.

ABSTRACT:
PATTANAPONGSAK T, NIUMPRADIT N. PERSISTENT ERYTHEMA MULTIFORME:
REPORT OF A CASE. THAI J DERMAOL 2006; 22: 82-87.

DIVISION OF DERMATOLOGY, DEPARTMENT OF MEDICINE, PHRAMONGKUTKLAO
HOSPITAL, BANGKOK, THAILAND.

Persistent erythema multiforme is a rare form of erythema multiforme. It usually presents with typical
and atypical target lesions that occur continuously and has been related to viral infection or internal malignancy.
We report a case of persistent erythema multiforme with unidentified etiology. The patient was successfully

treated with prednisolone and azathioprine.

Key words: Erythema multiforme, persistent
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Introduction

Erythema multiforme (EM) is generally
regarded as a self-limiting process. Acute attacks
usually resolve within 3-6 weeks. In patients with
persistent EM, a rare form of EM, the lesions may
persist from one episode to the next. Such cases
present a considerable management problem. We
report a case with unknown etiology that is
successfully controlled by azathioprine and
prednisolone.
A case report

A 43-year-old woman presented at the
Division of Dermatology Pramongkutklao Hospital
with 10-year-history of necrotic skin lesions on her
extremities and to a lesser extent on her trunk. The
lesions spontaneously healed in about 1-6 weeks,

but new lesions continued to develop. She was

diagnosed as having hypertension for 8 years and
her  medications at  presentation  were
hydrochlorothiazide, atenolol and amlodipine. She
was otherwise healthy and had no history of
recurrent herpes infection. She was treated in many
clinics, the skin biopsy was done and the result
was consistent with erythema multiforme (EM).
Despite the treatment with oral acyclovir
(800mg/day), there were no improvement.

On examination, she had multiple epidermal
necrotic papules and plaques on erythematous base
with  some  erosion, post inflammatory
hyperpigmented patches and macules at upper and
lower extremities, fewer lesions were on the trunk
(figurel, 2). The mucous membrane were
unaffected.Other physical examinations were

normal. Skin biopsy from the lesion revealed basal




84 Pattanapongsak T et al

Thai J Dermatol, April-June 2006

cell vacuolization, individual cell necrotic
keratinocytes and  superficial  perivascular
infiltration of lymphocytes and melanophages
(figure 3). The clinical and histologic features were
consistent with EM. So she was diagnosed as
having persistent EM. The search for internal
malignancy was done including pelvic
examination and PAP smear, breast examination
together with ears, nose and throat examinations.
The results were normal.

Laboratory investigations were as followed :
CBC, BUN, Cr, electrolytes, liver function test,
ESR, antinuclear antibody, anti Sm, anti RNP and
anti dsDNA, stool examination, chest radiography,
ultrasound  examination of abdomen and
mammogram. All were normal. Serological tests
for HBsAg, anti-HCV and anti-HBs were negative.
Serology tests for HSV, CMV and EBV were
consistent with past infections (HSV IgG, CMV
IgG, EBV IgG were positive, HSV IgM, CMV
IgM and EBV IgM were negative). Immunological
studies from the lesion were all negative for IgG,

IgM, IgA and C3.

Figure 1, 2 Multiple epidermal necrotic papules
on erythematous base, post inflammatory
hyperpigmented patches and macules at upper

and lower extremities

Figure 3 Skin histopathology showed basal

cell vacuolization, individual cell necrotic
keratinocytes and superficial perivascular

infiltration of lymphocytes and melanophages.
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She was treated with prednisolone 20 mg/day
and acyclovir 400 mg. twice daily. The skin
lesions were partially improved. Her skin eruption
increased each time the dose of prednisolone was
reduced, therefore we decided to treat her with
azathioprine 100 mg/day and the acyclovir was

discontinued. This resulted in a resolution of her

cutaneous eruption and the prednisolone could be
gradually tapered off.
Discussion:

The clinical spectrum of erythema multiforme
(EM) can be subdivided into classical, recurrent
and persistent forms. Main differential features of

EM are presented in table 1.

Table 1 Main differential features of EM

Classic

Recurrent

Persistent

Attacks
Skin features
Bullae

Distribution

Photoaccentuation
Koebner’s phenomenon
Duration

Symptoms

Necrotic keratinocytes
Neutrophils and
keratinocytes
Hypocomplementemia
Circulating immune
complex

Etiology

Sporadic

Papules, target lesions
possible

Symmetric, acral,
mucosal

Sporadic

Absent

1-3 weeks

Absent or mild

Focal

Unusual

Very rare

Very rare

HSV, mycoplasma

possible

Multiple

Papules, target lesions

Uninterrupted

Papules, necrotic lesions

Possible Frequent
Symmetric, acral, widespread
mucosal

Frequent Absent
Frequent Absent

2 weeks persistent
Absent or mild Severe
Prominent Occasional?
Unusual Common
Very rare Common
Very rare Common
HSV very frequent EBYV, other viruses?

Other conditions
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Table 2 Reported cases of persistent EM

References Year Patients Precipitating factor Treatment Clinical outcome
Chapman et al. 1997 1 Chronic Gastrointestinal Couse of skin disease
inflammatory bowel  therapy paralled the activity of
disease intestinl disease
Davidson and 1980 1 Renal carcinoma Resection of tumor Resolve
Jegasothy8
Russell-Jones” 1981 2 Non identified azathioprine Resolve
Leigh et al.” 1985 3 Non identified Human gamma Resolve
globulin
Durha and Paul'’ 1988 1 HSV Dapsone Resolve
Drago et al.’ 1992 1 EBV Acyclovir Resolve
Drago et al. 1955 2 EBV acyclovir Resolve
Gastric carcinoma resection of tumor Resolve
Berard etal."! 1997 1 Chronic hepatitis C Interferon alpha Resolve but relapsed
virus infection after discontinued drug
Mahendran et al.’ 2000 1 Non identified Dapsone Resolve
Pevlovic et al.” 2001 3 Non identified methyl prednisolone Resolve
Non identified dapsone Resolve
Influenza B virus methyl prednisolone Resolve
Conejo-MirJS et al.’ 2003 2 Non identified thalidomide Resolve
Classical EM is an acute, self-limiting, lesions. HSV infection is now accepted as the

inflammatory disorder of the skin and mucous

membranes.
within

uncommon.

In  recurrent

1-6  weeks

Sporadic attacks

but

EM,

recurrences

each

usually resolve

are not

attack  lasts

approximately 14 days and multiple relapses occur
every year. Between each episode, however, the

patient is clear of the morphologically typical

commonest precipitating factor for recurrent
episodes and recent studies have detected HSV in
the blood during relapses using the polymerase
chain reaction.
Persistent EM is characterized by the
uninterrupted occurrence of both typical and
atypical lesions which are widespread and often

papulonecrotic or bullous that occur during several
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months. It often associated with a high incidence
of  circulating immune complexes and
hypocomplementemia. This is a very rare
condition and only a small number of cases were
reported in the literature (table 2)

In previously reported cases of persistent EM,
investigations for the etiology are not always
specified. Over half of the cases had unknown
etiology2’3’4’5’6, the rest of them had been found to
be associated with chronic inflammatory bowel
disease7, internal malignancyl’g, EBVl’g, HSV'’ and
HCV'" infections. Chronic infection may induce
immune aberration through persistent antigenic
stimulation. Chapman et al’ described a woman
with persistent EM in association with chronic
inflammatory bowel disease, the course of her skin
disease paralleled the activity of her intestinal
disease. In cases that persistent EM was associated
with malignancy, the eruption resolved within a
few weeks after the tumor was excised

It appears that there are at least three subsets of
patient with persistent EM (1) virus-induced
persistent EM, which may or may not respond to
antiviral drugs; (2) patients with some underlying
disease, malignant or inflammatory, whose
persistent EM generally subsides with the control
of the underlying illness; and (3) ‘idiopathic’,
probably itself heterogenous, persistent EM that is
likely to respond to immunosuppressive therapy 23

4.5
or dapsone .

In our patient, no underlying cause for her EM
has been found despite extensive investigations.
She had no serological evidence of active viral
infection. The lesions were widespread and
resistant to acyclovir. Immunosuppression using
prednisolone in combination with azathioprine was

effective in this case.
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History

A 14-year-old Thai boy presented with multiple
erythematous plaques on extremities for 2 days. 2
weeks ago he had ingrowing nail at right big toe.
Laser matrixectomy was done and he received
dicloxacillin for 1 week. 1 week later his right big
toe was swollen with yellowish discharge. He took
amoxicillin for 2 days before developing these
lesions.(figure L,ILIIT )

PH: 5 months ago he had laser nail
matrixectomy at left big toe and received
dicloxacillin for 1 week without any skin lesion. He
has no history of drug allergy.

Physical  examination revealed multiple
erythematous edematous plaques over left forearm
and both lower legs with infected wound at right big
toe.Otherwise were unremarkable.

Histopathology was done and shown in
figure.IV-V
1. What is the histologic finding in these lesion?

(figure IV, V)

A. Marked dermal edema and a prominent
infiltrate of neutrophils
B. Vacuolization of basal cell layer with necrotic
keratinocytes
C. Dermal edema with vasculitis
D. Grenz zone with mixed inflammatory cell
infiltrate
E. Dermal eosinophils with flame figures
2. What is the most likely diagnosis for his skin
rashes ?
A. Bacterial cellulitis
B. Sweet’s syndrome
C. Drug eruption
D. Urticarial vasculitis
E. Eosinophilic cellulites
3. These lesions are most likely found on?
A. Extremities
B. Trunk
C. Scalp
D. Face

E. Genitalia
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Figure 11

Figure I1I

Figure I

Figure V

4. What is (are) the potential precipitating event (s)
for these lesions?

A. Insect bite

B. Toxocariasis

C. Drug reaction

D. Myeloproliferative disorder

E. All of above
5. What is the most appropriated treatment in this
patient?

A. Systemic antibiotic

B. Systemic corticosteroid

C. Dapsone

D. Colchicine

E. Cyclosporin
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Eosinophilic cellulites

Eosinophilic cellulitis is a rare condition
described initially by Wells in 1971 as
‘granulomatous dermatitis with eosinophilia'. It is
characterized by a sudden eruption of itchy,
infiltrated, rapidly extending, single or multiple
plaques which resembles acute bacterial cellulitis.
The clinical picture is usually subdivided into 2
stages. The first stage is characterized by a localized
erythema and edema of skin in addition, papules and
blisters may occur. Systemic symptoms, for
example, fever, malaise and arthralgia, are only
noticed in a small minority of patients. The second
stage is characterized by a continuing involution for
several weeks, leading to a lesion similar to
morphea. The common sites of occurrence, in
decreasing order of frequency, are the legs, trunk,
arms face, neck, and scalp. There is usually but not
invariably, significant peripheral blood eosinophilia.

The pathogenesis of Wells’ syndrome is
unknown. An abnormal or dysregulated eosinophil
response appears to be implicated. Eosinophilic
cellulitis may be precipitated by fungal infections,
insect bites, parasites, toxocariasis, varicella, drug
eruption, diabetes and myeloproliferative disorders.

Histologically, the disease goes through three
stages of evolution. Acutely, there is marked
eosinophilic infiltration of the dermis, and oedema.
Then, masses of dermal histiocytes and eosinophils

surround a core of collagen and cellular debris to

form flame figures. In the resolution stage there is
disappearance of the eosinophils, leaving the
histiocytes surrounding the flame figures. There is
never evidence of vasculitis. The histological
picture is characteristic but not pathognomonic of
eosinophilic cellulitis, as flame figure can be found
in other disease such as bullous pemphigoid,
eczema, herpes gestationis, arthopod
bites,dermatophyte infection and prurigo. This
eosinophilic material contains major basic protein
from the core of the major granules of the
eosinophil.

Systemic steroids appear to produce dramatic
improvement within a few days at dose 10-80
mg/day. Topical steroid can use in localized
disease. Other treatments such as, minocycline,
dapsone, and antihistamines have been reported to
clear some patients. Cyclosporine at a dose of 1.25-
2.5 mg/kg/day for 3-4 weeks can clear the skin
eruptions. More severe cases may have a relapsing
course over many months to several years, but
spontaneous remission is possible. In most cases,
there is no scarring except on the scalp and some
reticular pigmentation.

In this patient, he was treated with prednisolone
30 mg/day. His skin lesions completely resolved

after 1 week.
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CME Patient 11

Oraparn Techaritpitak MD,

Natta Rajatanavin MD.

Division of Dermatology, Department of Medicine, Ramathibodi hospital, Mahidol

A 25-year-old Thai man presented with large
erythematous plaques since birth. His father has the
similar lesion on elbows and knees. On
examination, there were palmoplantar keratoderma
and multiple well-demarcated large erythematous
plaque involving elbows and knees. There were
erythematous follicular hyperkeratotic papules at

extremities. (Figure I-1V)

Figure I

University, Bangkok, Thailand.

Figure II

Figure I11
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Figure IV

1. What is the most likely diagnosis?
A. Lamellar ichthyosis
Pityriasis rubra pilaris

Psoriasis

°c 0w

Lichen simplex chronicus
E. Pityriasis rosea
2. What is the characteristic histological finding of
this disease?
A. Munro microabscesses
B. Epidermal atrophy with interface dermatitis
C. Hyperkeratosis with alternating vertical and
horizontal parakeratosis
D. Band-liked infiltration of lymphocytes
E. None of above
3. Which of the following disorder was reported to
associate with this disease?
A. Systemic lupus erythematosus
HIV
Diabetic mellitus

none of above

m o 0w

all of above

4. The effective treatment for this patient is(are)
A. Systemic corticosteroid
B. Acitretin
C. NBUVB phototherapy
D. Doxycyclin
E. All of above
5. Which of the following clinical type is match
with this patient clinical feature?
A. Typel
Type 2
Type 3

Type 4

m o 0w

Type 5
Discussion

Pityriasis rubra pilaris (PRP) is an idiopathic
papulosquamous disease characterized by follicular
hyperkeratotic papules which coalesce into large,
scaly, erythematous plaques, palmoplantar
keratoderma, diffuse scale of the scalp and frequent
progression to exfoliative erythroderma. Distinguish
features of PRP include “islands” of spared skin and
follicular keratotic plugs.

The five types of PRP, as categorized by
Griffiths, differ with respect to clinical features,
course and prognosis. Type I, classic adult, is the
most common form, typically self-limited within 3
years in 80% of cases. Type II, atypical adult, has a
more ichtyosiform scaling on the lower extremities
and occasional alopecia. Type III, classic juvenile,

resemble to type L. Type IV, circumscribed juvenile,
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is the most common of juvenile form. The
characteristic finding of Type IV is erythematous
hyperkeratotic plaques involve elbows and knees
that rarely progress. Type V, atypical juvenile, has
feature similar to type II.

Familial form occurs infrequently and present
with type II and type V of the disease. Autosomal
dominant inheritance is generally seen, although
autosomal recessive pattern has also been described.

In recent years, numerous cases of PRP have
been described in associated with HIV infection.
Type VI has been proposed for those with HIV
infection who develop PRP.

Microscopically, irregular hyperkeratosis and
alternating vertical and horizontal parakeratosis
(checkerboard pattern) is distinctive. Dilated
follicles and keratinous plug is present.
Parakeratosis form a shoulder around follicular

opening.

Most children with PRP may be treated with
topical therapies include emollients, calcipotriene,
retinoic acid, keratolytics, topical steroids and
hydrating agents. Successful treatments of PRP with
vitamin A and systemic retinoids were reported.
Other therapies include azathiprine, methotrexate,
cyclosporin, Re-PUVA. In general PRP is not a
steroid responsive disease. UVB treatment is

ineffective and may exacerbate the disease.
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