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Resumo: A expressio pitiriase versicolor define uma infecgio fiingica superficial caracterizada por alter-
acoes na pigmentacgio cutanea. O distirbio de pigmentagio é devido a colonizacao do estrato corneo por
um fungo dimorfico, lipofilico, encontrado na flora normal da pele, conhecido como Malassezia furfur.
Trata-se de doenga prevalente nos tropicos, mas também comum em climas temperados. Ha vérios trata-
mentos disponiveis com taxas elevadas de cura, porém as recorréncias sio freqiientes.
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Summary: Pityriasis versicolor is a superficial fungal infection characterized by changes in skin pig-
ment due to colonization of the stratum corneum by a dimorpbic lipophilic fungus of the normal flora
of the skin, known as Malassezia furfur. This disease is most prevalent in the tropics, but is also com-
mon in temperate climates. Treatment is available and cure rates are bigh, although recurrence is

common.
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INTRODUCAO

A Pitiriase versicolor (PV) éinfeccdo fungica super-
ficial, caracterizada por mudancas de pigmentacéo da pele
devido a colonizagdo do estrato cérneo por um fungo
dimorfico, lipofilico, da flora normal da pele conhecido
como Malassezia furfur.*** A fase de levedura desse orga
nismo apresenta duas formas morfologicamente distintas,
uma ovdide, outra esférica, nas quais o fungo é denomina
do Pityrosporum ovale € Pityrosporum orbiculare, respec-
tivamente. A Pv é também conhecida como tinea versico-
lor, dermatomi cose furfurécea e tinea flava. Embora possua
distribuicdo universal, € mais comum nos trépicos.
Pensava-se numa doenca pés-puberal; entretanto, evidén-
cias mostraram que a PV ndo é incomum em criangas.*
Atualmente, avancos terapéuticos estdo sendo realizados
no tratamento dessa infec¢do, como a substituicdo de anti-
fngicos topicos por sistémicos.*
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INTRODUCTION

Pityriasis Versicolor (PV) is a superficial fungal
infection, characterized by changes in skin pigment due
to colonization of the stratum corneum by a dimorphic
lipophilic fungus of the normal flora of the skin, known
as Maassezia furfur.”>* The organism’s yeast phase
shows two morphologically distinct forms, one ovoid, the
other spherical, in which the fungus is named
Pityrosporum ovale and Pityrosporum orbiculare, res-
pectively. PV is also known as tinea versicolor, derma-
tomycosis furfuracea and tinea flava. Although it may be
distributed globally, it is more commonly found in the
tropics. Often considered a post-pubescent disease, evi-
dence shows that PV is not uncommon in children.
Therapeutic advances are being realized in the treatment
of this infection, like the substitution of topical antifungal
drugs by systemic ones."*
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CONSIDERACOES HISTORICAS

A PV foi reconhecida primeiramente como doenca
fangica em 1846 por Eichstedt.> Em 1853, Robin descreveu
o fungo em escamas e nomeou-0 Microsporum furfur.®
Malassez, em 1874, observou “esporos’” que foram entdo
denominados Pityrosporum ovale por Castellani e
Chalmers.® Em 1889, Baillon® usou 0 home Malassezia fur-
fur em seu texto. Em 1951, Gordon isolou outra levedura,
micromorfologicamente distinta do P. ovale, € denominou-
a Pityrosporum orbiculare.®

EPIDEMIOLOGIA

A PV é mais prevalente nos trépicos, com incidéncia
de 40%,"° mas também é comum nas areas temperadas.*
Ocorre em ambos 0s sexos e em todas as ragas, e apresenta
distribuicdo variavel segundo a faixa etéria, verificando-se
a maioria dos casos em adultos jovens e pds-plberes,” e
sendo seus fatores predisponentes mudangas hormonais
e/ou 0 aumento da secrecdo de sebo.® Culturas quantitativas
tém mostrado nimeros bem maiores desse fungo em crian-
¢as abaixo de um ano de idade e nos pré-plberes.* A sus-
ceptibilidade em criancas € maior do que inicialmente se
acreditava. Ha um estudo confirmando cerca de 4,9% de
casos em criangas entre cinco meses e 13 anos de idade.™>*
A distribuicdo da Pv em criangas € diferente, pois a area
mais acometida é a face.*® E importante lembrar que a PV
ndo é contagiosa e que habitos de higiene precarios ndo
representam fator desencadeante dessa infeccéo.

ETIOLOGIA E PATOGENESE

A PV é causada pelaMalassezia furfur, que pode apre-
sentar-se sob duas formas. ova — Pityrosporum ovale —, fre-
glientemente no couro cabeludo, e cilindrica— Pityrosporum
orbiculare —, geralmente no tronco.*” Esses fungos necessitam
da adicdo de substancias lipidicas ao meio de cultura,*® como
0 dleo de oliva. Crescem melhor atemperaturamédiavariavel
entre 32 e 37°C em ambiente aerdbico. Filamentos vistos nor-
malmente nas areas da pele acometida pela infeccdo crescem
quando as leveduras sfo incubadas em estrato cérneo.” O P
orbiculare €0 P. ovale s80 Smilares namacromorfologia, mas
diferem na micromorfologia. Observagdes indicam que as
duas formas s8o produzidas pelo mesmo organismo, podendo
haver transformacdo de uma em outra;® algumas similarida
des antigénicas também tém sido relatadas.® Recentemente,
trés formas distintas de Malassezia furfur foram descritas por
Cunnigham e col.%? e designadas sorotipos A, B e C, que dife-
rem morfoldgica, fisiolGgica e sorologicamente, com antige-
nos de membrana celular digtintos. Um estudo recente ndo
descreveu nenhuma diferenca entre a distribui¢cdo de sorotipos
na pele lesada quando comparada a do controle.®*

O organismo é encontrado na condic&o de flora nor-
mal %% em percentual que varia de 90 a 100% de individuos.
Parece ser oportunista, embora os fatores que aumentam a
susceptibilidade ainda ndo tenham sido completamente defi-
nidos. O smples supercrescimento Ndo parece ser acausares
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HISTORICAL CONSIDERATIONS

PV was first recognized as a fungal disease by
Eichsedt in 1846.° In 1853, Robin described the fungus in
scales, naming it Microsporum furfur.® In 1853,
Malassez observed “spores’ that were then named
Pityrosporum ovale by Castellani and Chalmers.® In
1889, Baillon’ used the name Malassezia furfur in his
text. In 1951, Gordon isolated other yeast, micromorpho-
logically distinct from P. ovale and named it
Pityrosporum orbiculare’

EPIDEMIOLOGY

PV is most prevalent in the tropics with 40% inci-
dence, 10 but it is also common in temperate areas." It
occurs in both sexes and all races, and shows variable dis-
tribution according to age range. Most cases of PV are in
adults and post-pubescent children,” its factors being a
predisposition to hormonal changes and/or increase of
sebum secretion.” Quantitative cultures have shown much
higher numbers of this fungus in children younger than
one-year of age, and in pre-pubescents.” Susceptibility in
children is greater than what was initially believed. One
study confirms about 4.9% of cases in children between
five months and 13 years of age.”'* Distribution of PV in
children is different, yet the most affected area is the face.”’
1t is important to remember that PV is not contagious and
that precarious hygiene habits do not represent a factor in
the development of this infection.

ETIOLOGY AND PATHOGENESIS

PV is caused by Malassezia furfur, which may
appear in two forms: oval — Pityrosporum ovae-, often in
the scalp, and cylindrical — Pityrosporum orbiculare-gene-
rally on the trunk."” These fungi require the addition of lipi-
dic substances in the middle of culture,” like olive oil. They
grow better on average in 32-37°C environments. Filaments
normally seen in areas of the skin affected by infection grow
when the yeasts are incubated in stratum corneum.” P. orbi-
culare and P. ovae are similar in macromorphology, but
differ in micromorphology. Observations show that the two
forms are produced by the same organism, with the trans-
formation of one into another possibly taking place;”" some
antigenic similarities have also been reported. Three dis-
tinct forms of Malassezia furfur were recently described by
Cunnigham et al.,” and denominated serotypes A, B and C,
which differ morphologically, physiologically and serologi-
cally, with distinct cellular membrane antigens.””* A recent
study did not describe any difference between the distribu-
tion of serotypes in affected skin when compared to the con-
trol group.”**

The organism is found in normal flora conditions,
in percentages varying from 90 to 100% of individuals.
It appears to be opportunistic, though the factors that
increase susceptibility have not been completely defined
yet. The simple fact of high growth does not seem to be the
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ponsavel ,?# ainda que algumas culturas de lesio da pele mos-
trem nUmeros bem maiores de P. orbiculare em comparacéo
com apele ndo lesional e a pele de voluntarios saudaveis.™*

A PV ocorre quando as leveduras sdo convertidas para
a forma micdlar devido a certos fatores predigponentes, os
quais podem ser classificados como fatores endégenos ou exé-
genos. Os exogenos incluem caor e umidade, o que contribui
para que adoenca sga mais prevalente nos tropicos e no verao
de climas temperados. Outro fator exdgeno pode sar aoclusio
da pele por roupas ou cosméticos, 0 que resultano aumento da
concentracdo de didxido de carbono,® levando a dteracies da
microflora e do pH. Experimentamente a infeccéo tem sido
induzida por roupas oclusivas.® Por outro lado, fatores endé-
genos™* sao responsavels pela prevaléncia da doenca em cli-
mas temperados, e neles incluem-se a dermatite seborréica, a
sindrome de Cushing, 0 tratamento com imunossupressor, a
desnutricdo e a hiperidrose (particularmente flexurd). Fatores
hereditarios parecem desempenhar algum papd na doenca.
Historia familiar positiva foi notada em vérios estudos,
enquanto casos conjugais s8o menos comumente rel atados. =

A Malassezia furfur tem sido associada a foliculite
por Pityrosporum,* papilomatose reticulada e confluente
(Gougerot-Carteaud),”® dermatite seborréica® septicemia®
onicomicose.* Tanto na forma patégena como oportunistao
fungo reside dentro do estrato cérneo e de folicul os pilosos,
onde é nutrido por acidos graxos livres, triglicerideos do
sebo e epiderme queratinizada.

Um possive fator no desenvolvimento daPv éaimuni-
dade cdlular deprimida. Os linfécitos de pessoas portadoras de
PV parecem produzir menor quantidade de fator de migracéo
de leucocitos quando estimulados com estrato de P orbicula-
re. Em um estudo de pacientes com PV e portadores de leis-
hmaniose viscera, doenca com imunidade celular deprimida,
houve melhora da micose apds tratamento da leishmaniose.®

Tem sido sugerido que o processo de lipoperoxidacéo
produzido pelo Pityrosporum poderia ser responsavel pela
aparéncia clinica hipopigmentada da pele lesada.® Estratos
de cultura contendo &cidos dicarboxilicos, como acido aze-
laico, tém mostrado forte inibi¢do na reag8o dopa-tirosinase
in vitro .*® Estudos ultra-estruturai s apontaram grave dano aos
melandcitos, variando de melanossomas e mitocondrias alte-
rados até a degeneracdo.* Esses mesmos acidos dicarboxili-
cos podem estar causando os €feitos citotoxicos.” O dano
aos melandcitos explica por que a repigmentacdo pode
demandar periodo variavel, de meses a anos. Outra explica
¢do é o fato de as escamas da PV impedirem a repigmenta
¢d0. Logo apos tratamento, a area afetada permanece hipo-
pigmentada por periodo de tempo variavel.

A patogénese da hiperpigmentacdo na PV ndo é
totalmente entendida. Duas teorias so apresentadas. (I)
espessamento da camada de querating; e (I1) presenca de
intenso infiltrado inflamat6rio celular, agindo como estimu-
lo para os melandcitos produzirem mais pigmento, levando
a0 aumento do tamanho dos melanossomos e a mudangas
em sua distribuicdo na epiderme.®

An bras Dermatol, Rio de Janeiro, 77(5):000-000, set./out. 2002.

613

underlying cause,””” though some skin lesion cultures show
much higher amounts of P. orbiculare in comparison of non-
lesional skin with the skin of healthy volunteers.””

PV occurs when yeasts are converted by the micellar
form due to certain predisposed factors, which may be clas-
sified as endogenic or exogenic. The exogenous factors
include heat and humidity, contributing to higher disease
prevalence in the tropics and during the summer in tempe-
rate climates. Other exogenous factor may be skin occlu-
sion by clothing or cosmetics, resulting in an increase of
carbon dioxide concentration 29 and leading to microflora
and pH changes. The infection has been experimentally
induced by occlusive clothing.’” On the other hand, endoge-
nic factors® are responsible due to disease prevalence in
temperate climates, including seborrheic dermatitis,
Cushing’s syndrome, treatment with immunosuppressor,
malnutrition and (particularly flexural) hyperhydrosis.
Hereditary factors appear to perform a certain role in the
disease. Positive familial history was noted in various stu-
dies, while conjugal cases are less commonly reported.’**

Maassezia furfur has been associated to folliculitis
by Pityrosporum,** reticular and confluent papilloma
(Gougerot-Carteaud),” seborrheic dermatitis, septicemic”
onychomycosis. ** In both the pathogenic and opportunist
forms, the fungus resides inside of the stratum corneum and
hair follicles, where it is fed by free fatty acids, sebum
triglycerides and keratinized epidermis.

A possible factor in the development of PV is depres-
sed cellular immunity. The lymphocytes of PV-carriers
appear to produce a lower leucocyte migration factor of
when stimulated with P. orbiculare stratum. *” In one study of
a patient with PV and carrying the visceral leishmaniasis, a
depressed cellular immunity disease, there was improve-
ment in mycosis after treatment of the leishmaniasis.

It has been suggested that the lipoperoxidation pro-
cess produced by Pityrosporum could be responsible for the
clinical hypopigmented appearance of lesioned skin.”
Culture strata containing dicarboxilic acids, like azelaic
acid, has shown strong inhibition in the in vitro dopa-tira-
sinase reaction.” Ultrastructural studies point to severe
damage in the melanocytes, varying from melanossomas
and altered mitochondria up to degeneration.” These dicar-
boxilic acids may be causing the cytotoxic effects.” The
damage to melanocytes explains why re-pigmentation may
require periods varying from months to years. Another
explanation is the fact that the PV scales prevent re-pigmen-
tation. Soon after treatment, the area affected was still
hypopigmented for a variable period of time.

The pathogenesis of hyperpigmentation in PV is not
entirely understood. Two theories have been presented: (1)
thickening of the keratine layer, and (Il) presence of inten-
se cellular inflamed infiltrate, which acts like a stimulus for
melanocytes to produce more pigment, leading to an increa-
se in the size of melanosomes and distribution changes in
the epidermis.”
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Figura 1: Lesoes
hipopigmentadas lenticulares
ora isoladas, ora

confluentes no tronco.

ACHADOS HISTOPA-
TOLOGICOS

A bidpsia da pee é
raramente necessaria para
confirmar o diagndstico,
podendo, entretanto, ser Util
em alguns casos. A coloracéo

Figure 1: Hypopigmented
lenticular lesions,

either isolated or
confluent on the trunk.

HISTOPATHOLOGICAL
FINDINGS

Skin biopsy is seldom
necessary to confirm the
diagnosis, though it may be
useful in some cases.
Staining due to hematoxili-

pela  hematoxilina-eosina

revela a presenca de células globosas, células com formato
de garrafa de boliche e pseudo-hifas curtas na camada cor-
nea, além de leve hiperqueratose e acantose na epiderme,
infiltrado linfocitico perivascular, e plasmécitos e histiéci-
tos na derme. A microscopia el etrénica revela degeneracéo
de melandcitos, reacdo epidérmica manifestada por células
de Langerhans mitéticas e reacdo celular a érgica ao fungo®
e inflamatdria, generalizada na derme.

CARACTERISTICAS CLINICAS

Pacientes com PV geramente apresentam muiltiplas
lesbes no tronco, com regiBesintercaladas de pele norma . As
lesBes podem também surgir no pescoco e extremidades supe-
riores proximais. Sua distribuicdo normamente é paraea a
das glandul as sebéceas,® com ocorrénciamaior no térax, dorso
eface. Entretanto, as |esbes sio encontradas em maior nimero
no dorso. As que se locdizam na face sGo mais comuns em
criancas (incluindo recém-nascidos e lactentes) do que em
adultos* Um estudo revelou lesbes na face de criangas porta-
doras de Pv em aproximadamente

ne-eosine reveals the presen-
ce of globose cells, bowling-pin-shaped cells and short
pseudo-hyphae in the corneal layer, in addition to mild
hyperkeratosis and acanthosis in the epidermis, perivascu-
lar lymphocytic infiltrate, and plasmocytes and histiocytes
in the dermis. The electron microscope revealed melanocy-
te degeneration, epidermic reaction manifested by mitotic
Langerhans cells, and allergic and inflammatory cellular
reaction to the fungus,”” generalized in the dermis.

CLINICAL CHARACTERISTICS

PV patients generally show multiple lesions on the
trunk, with intercalated regions of normal skin.” The
lesions may also erupt on the throat and proximal upper
extremities. Its distribution is normally parallel to that of
the sebaceous glands,” with higher occurrence on the tho-
rax, back and face. However, the lesions are found in a
higher number on the back. Those located on the face are
more common in children (including newborns and
infants) than in adults.”* A study revealed face lesions in
children of PV-carriers in approxi-

32% dos casos,™® comumente vistas na
margem do couro cabeludo, como
méculas acrémicas ou hipopigmenta-
das, escamosas e de pequena dimen-
s80. Raramente, as lesbes ficam limi-
tadas aos membros inferiores, fossa
poplitea, antebraco, axila, pénis/geni-
tdlia® ou em area de radioterapia® A
distribuicéo também ocorre em areas
normalmente cobertas por roupas,
enfatizando a teoria de que a oclusdo
das glandulas tenha um papel nessa
doenca. As lesdes podem ser hipo ou
hiperpigmentadas (figuras 1 e 2), eri-
tematosas ou marrom-escuro; justifi-

Figura 2: Lesoes hiperpigmentadas
lenticulares ora isoladas,
ora confluentes no tronco.

mately 32% of cases,” usually seen
in the margins of the scalp, like
achromic or hypopigmented, squa-
mous and small macules. These
lesions rarely remain limited to the
lower limbs, were popliteal cavity,
forearm, underarm, penis/genital,”
or in the area of radiotherapy. *
The distribution also occurs in
areas normally covered by clo-
thing, calling attention to the
theory in which the occlusion of
glands plays a role in this disease.
The lesions may be hypo- or hyper-
pigmented (figures 1 and 2), ery-

Figure 2: Hyperpigmented lenticular
lesions, either isolated or confluent
on the trunk.
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cando a denominacdo versicolor. Na superficie das lesdes
encontra-se fina descamaco, evidenciada pela distensio da
pele, sind que recebeu 0 nome de Zirdi. Embora algumas
vezes ocorra leve prurido, a queixa dos pacientes relaciona-se
com aadteracdo dacor dapele maisdo que com qualquer outro
sintoma

A PV, tanto quanto foliculite por Pityrosporum, pode
ocorrer em pacientes com Aids. A doenca adquire entdo
apresentacdo extensa, mas ndo difere clinicamente da Pv
em pacientes ndo HIV .*®

ASPECTOS ULTRA-ESTRUTURAIS

Foi realizado um estudo em pacientes portadores de
PV com o objetivo de estabelecer as alteragles ultra-estru-
turais da pele hiper e hipopigmentada, e comparar com a
pele ndo acometida do mesmo paciente. Desse modo quatro
pacientes com diagndstico confirmado de PV foram selecio-
nados e submetidos a bidpsias da pele.

A pele hiperpigmentada apresentava o estrato cor-
neo mais delgado do que a pele hipopigmentada, mas em
ambas 0 estrato corneo eramais fino do que a pele ndo aco-
metida. Um grande nimero de tonofilamentos estava pre-
sente na camada granulosa da pel e hiperpigmentada.

Na pele hipopigmentada, os melanossomos estavam
dispersos e em menor nlimero do que na pele ndo acometida. Ja
na pele hiperpigmentada foi encontrado grande ndimero de
melanassomos ocupando o citoplasma de alguns melandcitos,
enquanto queratinécitos adjacentes apresentavam poucos mela
Nossomaos em seu citoplasma, sugerindo dificuldade natransfe-
réncia dos granulos de melanossomos para os queratindcitos.

Tanto na pele hipopigmentada como na hiperpig-
mentada, a por¢éo da célula prontamente af etada diz respei-
to as organelas citoplasméticas, com efeito latente no
nlcleo e nucléolo.®

DIAGNOSTICO

O diagndstico da PV é usualmente realizado apenas
pelo exame clinico. A l1ampada de Wood é algumas vezes
util para confirmar o diagndstico e detectar lesdes subclini-
cas. Apresenta fluorescéncia amarelo-ouro, provavelmente
devido a excrecdo de metabdlitos (porfirinas) do fungo,
sensiveis aradiacdo ultravioleta. O exame micolégico dire-
to é redlizado do raspado da lesdo, ap0s clarificacdo das
escamas pela potassa a 10%, permitindo o encontro de
esporos e pseudo-hifas; o resultado negativo exclui o diag-
nostico. A distribuicdo caracteristica da PV no tronco, pes-
coco e extremidades proximais congtitui fator relevante no
diagndstico.

DIAGNOSTICO DIFERENCIAL

O diagndstico diferencial inclui outras entidades que
levam a despigmentacdo cutanea, em particular o vitiligo e
apitiriase alba. Nenhuma delas mostra escamas furfuréceas
ou fluorescéncia sob a lampada de Wood. Outro diagndsti-
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thematous or dark-brown, justifying the versicolor name.
In the surface of lesions, a fine scaling is found, as eviden-
ced by the stretched skin, a birthmark named after Zileri.
Although at times mild pruritus occurs, patients’ com-
plaints are related to skin color changes more than to any
other symptom.

PV as well as folliculities by Pityrosporum may
occur in AIDS-patients. The disease then acquired an exten-
ded appearance, but does not differ clinically from PV in
non-HIV patients.*"*

ULTRASTRUCTURAL ASPECTS

A study was performed in patients carrying PV with
the objective of establishing the ultrastructural changes of
hyper- and hypopigmented skin, and compare them with the
same patients’ non-affected skin. As such, four patients with
confirmed diagnosis of PV were selected and submitted to
skin biopsies.

The hyperpigmented skin showed the stratum cor-
neum to be leaner than in the hypopigmented skin, but in
both the stratum corneum was thinner than in non-affected
skin. A large number of tonofilaments were present in the
granulous layer of the hyperpigmented skin.

In the hypopigmented skin, the melanosomes were
dispersed and in a smaller amount than in the non-affected
skin. In the hyperpigmented skin, a large number of mela-
nosomes occupying the cytoplasm of some melanoctyes,
while adjacent keratinocytes demonstrated few melanoso-
mes in its cytoplasm, which suggests difficulty in transfer-
ring the melanosome granules to the keratinosomes.

In the hypopigmented skin as in the hyperpigmented
skin, the portion of the cell promptly affected is related to
the cytoplasmatic organs, with a latent effect on the nucleus
and nucleolus.”

DIAGNOSIS

The diagnosis of PV is usually performed only
through clinical examination. Woods lamp is sometimes
used to confirm the diagnosis and detect subclinical lesions.
It presents yellow-gold fluorescence, probably due to excre-
tion of (porphyrin) fungus metabolites, sensitive to ultravio-
let radiation. The right mycological exam is performed on
the lesion’s scraping, after clarification of the scales by
10% potassium, which allows the encounter with spores
and pseudo-hyphae. The negative result excludes the diag-
nosis. The characteristic distribution of PV on the trunk,
throat and proximal extremities constitutes a relevant factor
in the diagnosis.

DIAGNOSIS DIFFERENTIAL

Diagnosis differential includes other entities leading
to cutaneous dispigmentation, namely vitiligo and alba
pityriasis. None of them show furfuraceous scales or fluo-
rescence under Wood s lamp. Another differential diagnoses
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co diferencial que ndo deve ser esquecido € a hanseniase em
sua forma indeterminada, principalmente se localizada na
face, naqual aalteracdo de sensibilidade pode ndo estar pre-
sente numafaseinicial.

Outras possibilidades incluem psoriase, dermatite
seborréica (ambas podendo coexistir com PV), papilomato-
se reticulada e confluente (Gougerot-Carteaud), eritrasmae
dermatofitose. A luz de Wood é provavelmente uma das
armas mais Uteis na diferenciagdo da Pv com o eritrasma e
a dermatofitose. O eritrasma adquire tonalidade vermelho-
coral com aluz de Wood, e a dermatofitose ndo fluoresce.

TRATAMENTO

O tratamento daPV pode ser feito com grande niime-
ro de agentes que estdo divididos em dois grupos: tépicos e
sistémicos.

A — Agentes Topicos

Nesse grupo o agente mais freqlientemente usado
tem sido o sulfeto de selénio 2,5% a 5% naforma de xampu
aplicado uma vez ao dia. O tratamento deve ser realizado
durante periodo que varia de sete a 14 dias ou mais, algu-
mas vezes indefinidamente.®

Todos os tOpicos “azbis’ parecem ter amesmaefica
cia no tratamento da Pv. Entretanto, nenhum deles foi téo
completamente estudado como o cetoconazol creme.®

B — Agentes Sistémicos

< Cetoconazol. A dose preconizada é de 200mg/dia
por 10 dias. A taxa de cura é dta (de 90 a 100%). O risco de
hepatotoxicidade existe e tem sido calculado em 1:500.000
pacientes que receberam cetoconazol oral por curto tempo (10
dias).

< Fluconazol. A dose recomendada € de
150mg/semana por trés semanas.

< ltraconazol. A dose preconizada é de 200mg/dia
por sete dias. Trata-se de uma droga bem tolerada. Quando
ha indicacéo para uso prolongado, mais de sete dias, alguns
efeitos gastrointestinais podem manifestar-se. Cefaéia,
nausea e dor abdominal sdo efeitos colaterais possivels em
7% dos casos.

< Terbinafina. A terbinafina oral é efetiva contra
muitas dermatofitoses, mas ndo no tratamento da PV.
Talvez porque ndo atinja concentragdo suficiente na cama-
da cérnea. Ja a terbinafina topica mostrou-se eficaz no tra-
tamento dainfeccdo pela M. furfur.

Terapéutica topica x terapéutica sistémica

Do ponto de vista farmacoterapéutico, a Pv sendo
infeccdo superficial, deveria ser tratada com agentes tOpi-
cos. Entretanto, os pacientes defendem outro ponto de vista.
Para €les o tratamento com agentes tOpi cos traz muitas des-
vantagens, como o tempo necessario e a dificuldade na apli-
cacdo da droga em grandes areas afetadas, especialmente o
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that must not be forgotten is leprosy in its indeterminate
form, located mainly on the face, in which alteration to sen-
sitivity may not be present in an initial phase.

Other possibilities include psoriasis, seborrheic der-
matitis (both able to coexist with PV), recticular and con-
fluent papillomatosis (Gougerot-Carteaud), erythrasma
and dermatophitosis. Wood's lamp examination is probably
one of the most useful weapons in the differentiation of PV
with erythrasma and dermatophitosis. Erythrasma acquires
a red-coral tonality with Wood's lamp, and the dermatophi-
tosis does not fluoresce.

TREATMENT

PV treatment can be performed with a large amount
of agents, subdivided into two groups: topical and systemic
ones.

A -Topical Agents

In this group, the most frequently used agent has
been selenium sulfide 2.5-5% in shampoo form applied
once a day. Treatment must be realized over a period var-
ying from seven to 14 days or more, and sometimes indefi-
nitely.

All topical “azoles” seems to be equally effective in
treating PV. Still, none of them have been as fully studied as
ketoconazol cream.”

B — Systemic Agents

& Ketoconazol. The suggested dose is 200 mg daily
for 10 days. The cure rate is high (from 90 to 100%,). Risk
of hepatotoxicity exists and has been calculated in
1:500,000 patients who received oral ketoconazol for a
short duration (10 days).

& Fluconazol. The recommended dose is 150 mg
weekly for three weeks.

& Itraconazol. The suggested dose is 200 mg daily
for seven days. This drug is well tolerated. When indicated
for prolonged use, i.e. more than seven days, some gastroin-
testinal effects may be manifested. Cephalea, nausea and
abdominal pain are possible side effects in 7% of cases.

& Terbinafine. Oral terbinafine is effective against
many dermatofitoses, but not in PV treatment, due perhaps
to not reaching a high enough concentration in the cornea
layer. Topical terbinafine proved to be effective in treating
M. furfur infection.

Topical therapy vs. systemic therapy

From the pharmacotherapeutic point of view, as a
superficial infection PV should be treated with topical
agents. Nonetheless, patients defend another point of view.
For them treatment with topical agents has many disadvan-
tages, e.g. the time needed and difficult application of the
drug over large affected areas, especially on the trunk as
well as the unpleasant odor of certain agents. For these
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tronco, e também o odor desagradavel de certos agentes.
Por essas razbes, a adesdo do paciente € inadequada, o que
aumenta a taxa de recorréncia. A eficacia dos agentes topi-
cos € menor, e a taxa de recorréncia varia de 60 a 80%.%
Desse modo, os agentes sistémicos sdo 0s recomendados no
tratamento de curta duragdo em muitos pacientes, apesar
dos efeitos colaterais que podem trazer.

Efeitos hepaticos com a terapia antifngica

A hepatotoxicidade é efeito colateral raro, mas que
pode estar associado a alguns antifungicos orais. O relato de
hepatotoxicidade com o uso de cetoconazol parece ser mais
comum em mulheres com idade acima dos 50 anos e que
fizeram uso da medicacéo por longo periodo (de 51 a 60
dias). Os testes de fungéo hepética encontram-se elevados,
mas ha normalizacéo com a simples interrupcdo da droga.

CONCLUSAO

A pitiriase versicolor é infecg8o flngica superficia
comum, causada pelo fungo Malassezia furfur, incidindo
principalmente nos tropi cos. Antigamente pensava-se numa
doenca pos-puberal, entretanto evidéncias atuais mostram
gue a pitiriase versicolor ndo é incomum em criangas. O
diagnastico é facilmente realizado pelo exame clinico.

O tratamento apresentou mudancas cronoldégicas,
ocorrendo substituicdo gradativa de antifungicos topicos
por sistémicos, por trés razoes. (1) a adesdo do paciente é
inadequada as medi cacGes tépicas pelo tempo de uso neces-
sario, dificuldade de aplicagdo em éareas extensas e odor
desagradavel de certos agentes; (1) a eficacia dos agentes
tOpicos € menor, e ataxa de recorréncia varia de 60 a 80%;
(111) o surgimento de antifungicos sistémicos com menor
indice de eventos adversos.

ApGs o tratamento, a area afetada pode permanecer
hipopigmentada por periodo de tempo variavel. O mecanis-
mo da hipopigmentacdo ainda ndo esta bem estabelecido,
mas estudos ultra-estruturais mostram grave dano aos mela
nocitos, variando de melanossomos e mitocOndrias atera
dos até a degeneracéo. a
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reasons, patient adhesion is inadequate, which increases
the rate of recurrence. Effectiveness of topical agents is
lower, and rate of recurrence varies form 60 to 80%.50 As
such, the systemic agents are those recommended in short-
term treatment for many patients, in spite of the side effects
they may bring.

Hepatic effects with antifungal therapy

Hepatotoxicity is a rare side-effect that may be asso-
ciated with some oral antifugal medications. The report on
hepatotoxicity with ketoconazol use seems to be most com-
mon in women above the age of 50 who have been using the
medication over long periods (from 51 to 60 days). Tests of
hepatic function are found to be high, but normalization
ensues by simply interrupting the drug.’

CONCLUSION

Pityriasis versicolor is a common superficial fungal
infection caused by the Maassezia furfur fungus, incident
mainly in the tropics. In the past it was thought to be a post-
pubescent disease, however current evidence shows that
versicolor pityriasis is not uncommon in school children.
Diagnosis is easily performed by clinical exam.

Treatment shows changes in chronology, gradual
substitution occurring of topical antifungal by systemic
medication, for three reasons: (I) patient adhesion is inade-
quate for the topical drugs due to the required time of use,
difficult applicability in extensor areas and the unpleasant
odor of certain agents; (Il) effectiveness of topical agents is
lower, and the rate of recurrence varies from 60 to 80%;
(III) the emergence of systemic antifungal drugs at a lower
rate of adverse events.

After treatment, the affected area remained hypopig-
mented for a variable period of time. The mechanism of
hypopigmentation has not been well established yet. But
ultrastructural studies show severe damage to melanoctyes,
which varies from melanosomes and altered mitochondria
up to degeneration. a
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