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LICHEN PLAN LOCALIZAT ZONA ZOSTER-LIKE
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Rezumat

Lichenul plan, prototipul dermatozelor lichenoide,
reprezintã o dermatozã inflamatorie cu etiologie
necunoscutã, cu afectare cutanatã ºi mucoasã tipicã din
punct de vedere clinic ºi histopatologic, cu evoluþie cronicã
în majoritatea cazurilor, dar autolimitatã.

Prezentãm cazul unei paciente de sex feminin, în
vârstã de 45 de ani, care se prezintã cu leziuni papulo-
maculoase, violacee, lucioase, pruriginoase la nivelul
regiunii intercostale stângi, pe toracele anterior ºi posterior
fãrã sã depãºeascã linia medianã. Pacienta a fost
diagnosticatã iniþial cu zona zoster intercostalã ºi a urmat
tratament pentru aceasta, dar leziunile nu s-au remis.

Se decide efectuarea unei biopsii cutanate, care
stabileºte diagnosticul de lichen plan. Se instituie
tratament cu steroizi sistemici ºi topici. 

Evoluþia este favorabilã, cu ameliorarea erupþiei ºi
lipsa apariþiei de leziuni noi la reevaluarea periodicã.

Particularitatea cazului constã în localizarea ºi
aspectul erupþiei, ceea ce a ºi dus la stabilirea unui
diagnostic iniþial eronat.

Cuvinte cheie: lichen plan, papulã violacee, rãspuns
imun celular.

Summary

Lichen planus, the prototype of lichenoid dermatosis, is
an inflammatory dermatosis with unclear etiology, with
cutaneous and mucosal involvement clinically and
histopathologically typical , with chronic evolution in
majority of the cases, but self-limited. 

We present you the case of a 45-year-old woman with
an erythematous eruption formed by violaceous, shiny and
nonpruritic micropapules and erythematous macules,
localized on the left intercostal area and also on the anterior
and posterior thoracic region up to anterior and posterior
median lines. The patient was first diagnosticated with
intercostal herpes zoster and was treated for this viral
infection, but without succes.

We decided to perform a cutaneous biopsy, which
sustained the diagnosis of lichen planus, and afterwards we
initiated the treatment with systemic and topical steroids.

The evolution was favorable, with improvement of the
eruption and without new lesions at periodic clinical
evaluation.   

The case is interesting from the point of view of the
localization and clinical aspect of the eruption, which led to
a misdiagnosis.
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Introducere

Lichenul plan reprezintã un rãspuns imun
mediat celular cu origine necunoscutã care
afecteazã tegumentul ºi mucoasele, ºi mai puþin
frecvent determinã distrofie unghialã ºi alopecie
cicatricealã [1,2]. Leziunile cutanate tipice sunt
reprezentate de papule turtite, violacee ºi macule
eritematoase, pruriginoase, care apar mai
frecvent la nivelul extremitãþilor [3,4]. Reprezintã
o entitate distinctã caracterizatã de prezenþa
papulelor lichenoide care au culoare ºi morfo-
logie distinctã, ºi evoluþie caracteristicã.

Prevalenþa realã a bolii nu este cunoscutã,
mai ales datoritã existenþei a numeroase cazuri cu
interesare exclusiv mucoasã, care se adreseazã de
obicei serviciilor de stomatologie.

Dezvoltarea lichenului plan este mediatã de
mecanisme imunologice, imunitatea mediatã
celular având un rol major.

Etiologia nu este cunoscutã, fiind incriminate
mai multe cauze: infecþii, afecþiuni neurologice,
psihogenã, medicamente, metabolicã, auto-
imunã, factori nespecifici.

Existã numeroase forme în funcþie de confi-
guraþie, morfologie, localizare, iar diagnosticul se
stabileºte pe baza aspectelor clinice, histo-
patologice ºi ale imunofluorescenþei directe.

Diagnosticul diferenþial este extensiv.

Caz clinic

Prezentãm cazul unei paciente în vârstã de 45
de ani, din mediul urban, care se prezintã în
clinica noastrã cu o erupþie eritematoasã,
alcãtuitã din micropapule violacee, lucioase ºi
nepruriginoase, însoþite de macule eritematoase,
localizate la nivelul regiunii intercostale stângi,
pe toracele anterior ºi posterior fãrã sã
depãºeascã linia medianã. Nu se evidenþiazã
leziuni mucoase. Erupþia a debutat în urmã cu o
lunã, diagnosticul iniþial fiind de herpes zoster
pentru care a ºi urmat tratament antiviral, dar
fãrã nici un semn de ameliorare. Pacienta afirmã
cã în momentul declanºãrii erupþiei a prezentat o
senzaþie supãrãtoare, de înþepãturi locale, ceea ce
probabil a indus în eroare, cu indicarea diagnosti-
cului de herpes zoster în faza de debut. În
momentul prezentãrii în clinica noastrã, pacienta
acuzã un uºor disconfort local, dar principala
preocupare care a îndrumat-o spre clinica noastrã
a fost de ordin estetic.

Introduction

Lichen planus is a cellular immune response
with unknown etiology and with cutaneous and
mucosal involvement, rarely leads to nail
dystrophy and cicatriceal alopecia [1,2]. The
typical cutaneous lesions are flat topped
violaceous papules, and erythematous, pruritic
macules, most frequent on the extremities [3,4]. It
represents a clinical entity with lichenoid papules
with specific colour and morphology, and
characteristic evolution. 

The real prevalence of the affection is
unknown, especially because of the high number
of cases only with mucosal involvement, cases
that are treated in the stomatology departments. 

The development of lichen planus is
mediated by immunologic mechanisms, the
cellular immunity playing a central role.

The etiology is unknown, many causes are
circulated: infections, neurologic affections,
psychogenic causes, drugs, metabolic, auto-
immune, nonspecific factors.

There are numerous forms depending on the
configuration, morphology, localization, and the
diagnosis is established based on clinical aspects,
histopathological characteristics and direct
immunofluorescence.

The differential diagnosis is wide.

Clinical case

We present you the case of a 45-year old
woman, from an urban area, with an
erythematous eruption formed by violaceous,
shiny and nonpruritic micropapules, and
erythematous macules, localized on the left
intercostal area and also on the anterior and
posterior thoracic region up to anterior and
posterior median lines. There is no mucosal
involvement. The eruption started a month ago,
and the initial diagnosis was herpes zoster. The
patient was prescribed antivirals, but the
eruption didn’t impove. The patient said that the
eruption was preceded by a stinging sensation.
At the admission in our department she
complained of a slight local discomfort, but the
patient had seeked another medical opinion only
for an aesthetic reason.
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Pacienta nu prezintã antecedente personale
patologice semnificative. Examenul general a fost
în limite normale. Toate investigaþiile biochimice
de laborator au fost în limite normale.

Se decide efectuarea unei biopsii cutanate sub
anestezie localã cu xilinã 1%. Rezultatul exame-
nului histopatologic stabileºte diagnosticul de
lichen plan localizat.

Se instituie tratament cu corticosteroizi oral
(40 mg/zi) timp de 1 lunã, dupã care se începe
scãderea dozei, ºi un preparat topic cu dermato-
corticoid. Evoluþia a fost favorabilã, cu amelio-
rarea erupþiei. La 6 luni de la încheierea trata-
mentului nu se înregistreazã recidive. Erupþia

The patient has no other significantly medical
affections. The general examination yields
normal physiological results. Routine laboratory
examinations were normal. 

We decided to perform a cutaneous biopsy
after local anesthesia with xilinum 1%. The
histopathological examination establishes the
diagnosis of localized lichen planus.

The patient was treated with oral cortico-
steroids (40 mg/day) for a month, and then dose
was decreased slowly, and also a corticosteroid
ointment. The evolution was favorable, with the
diminution of the eruption. Six months after the

Fig. 3. Coloraþie HE
Fig. 3. Hematoxylin and eosin stain

Fig. 4. Coloraþie HE
Fig. 4.  Hematoxylin and eosin stain

Fig. 1.  Leziuni  papuloase  eritemato-violacee, lucioase,
însoþite de macule eritematoase localizate la nivel

intercostal drept
Fig. 1. Erythematous   eruption  formed  by violaceous and

shiny papules localized on the left intercostal area 

Fig. 2. Localizarea erupþiei la nivelul toracelui anterior fãrã
a depãºi linia medianã

Fig. 2. Eruption   localized on the anterior  thoracic region
up to anterior median line
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este mult diminuatã, dar încã este prezentã la
nivelul zonei iniþiale de apariþie. Pacienta nu
prezintã prurit sau altã senzaþie subiectivã
neplãcutã la locul erupþiei.

Discuþii

Epidemiologie

Lichenul plan este o afecþiune relativ
frecventã, cu prevalenþã ºi incidenþã necunoscute,
dar se apreciazã cã afecteazã aproximativ 1%
dintre pacienþi. Douã treimi din cazuri apar între
30 ºi 60 de ani, dar poate apãrea la orice vârstã.
Nu existã o predispoziþie pe sexe ºi nici rasialã.
Apariþia lichenului plan poate fi influenþatã de
factori sezonieri ºi de mediu [2,5,6]. Aproximativ
10% dintre pacienþi au istoric familial pozitiv,
ceea ce susþine ipoteza conform cãreia factorii
genetici au importanþã etiologicã [1].

Etiopatogenie

Cauza lichenului plan nu este cunoscutã, dar
se presupune cã este o boalã mediatã imun,
ipotezã susþinutã ºi de asocierea acesteia cu alte
afecþiuni imune: ciroza biliarã primitivã, hepatita
cronicã activã, sindromul Gougerot-Sjogren,
dermatomiozita, lupusul eritematos, morfeea,
vitiligo, alopecia areata, afecþiuni tiroidiene
autoimune, colita ulceroasã, miastenia gravis,
anemia Biermer, boala Addison, etc. Se pare cã
este o reacþie imunã mediatã celular impotriva
keratinocitelor din stratul bazal. LT citotoxice
CD8+ recunosc un antigen (necunoscut pânã în
prezent), asociat cu complexul major de histo-
compatibilitate clasa I de la nivelul keratino-
citelor bazale de la nivelul leziunilor, apoi acestea
sunt distruse[2,4,7]. 

În etiologia lichenului plan sunt implicaþi mai
multi factori:
a) factori infecþiosi: VHC (seroprevalenþa hepa-

titei C la bolnavii atinºi de lichen plan merge
pânã la 25%, în timp ce în populaþia generalã
este de aproape 5%) [7,8], dupã administrarea
vaccinului anti VHB [7], apariþia de leziuni de
lichen plan în zone ale corpului afectate
recent de zona zoster (VZV) sau herpes
simplex (VHS) [20], infecþia cu Helicobacter
pylori [8];

b) predispoziþia geneticã: se presupune cã existã o
susceptibilitate geneticã a lichenului plan,

treatment no signs of relapse were found. 
The lesions are still present at the initial site, 
but reduced. The patient has no pruritus or 
other subjective sensation at the site of eruption.

Discussions

Epidemiology

Lichenul planus is a relative frequent
disease, with unknown prevalence and
incidence, but it is appreciated that affects
approximately 1% of the population. Two-thirds
of the cases appear between 30 and 60 years, but
lichen planus can occur at any age. There is no
sexual or racial predisposition.  The onset of the
disease can be precipitated by seasonal and
environmental factors [2,5,6]. Approximately
10% of the patients have a positive familial
history, which sustains the hypothesis that
genetic factors play an etiologic role [1].

Etiopathogeny

The etiology of lichen planus is unknown, but
it is considered a disease mediated by the
immune system, hypothesis sustained by the
association with other autoimmune affections:
primary biliary cirrhosis, active chronic hepatitis,
Gougerot- Sjogren syndrome, dermatomyositis,
lupus erythematosus, morphea, vitiligo, alopecia
areata, autoimmune thyroid disorders, colitis
ulcerosa, myasthenia gravis, Biermer anemia,
Addison disease. It seems that this is an immune
reaction cellular mediated against keratinocytes
in the basal layer. Cytotoxic T lymphocytes CD8+

recognize an antigen (unknown), associated with
the major histocompatibility complex class I on
the basal keratinocytes in the lesions, and then
the keratinocytes are destroyed [2,4,7].

There are many etiological factors:
a) infectious factors: HCV (hepatitis C sero-

prevalence at people with lichen planus is up
to 25%, while in the general population the
prevalence is almost 5%) [7,8], after
vaccination for HBV [7], the apparition of
lichen planus in the body areas with recent
herpes zoster or herpes zoster [20], Helico-
bacter pylori infection[8];

b) genetic predisposition: it is thought that lichen
planus has a genetic susceptibility, although
the abnormal gene hasn’t been identified yet
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deºi nu s-a identificat încã gena anormalã [4];
lichenul plan familial se caracterizeazã prin
debut precoce ºi dezvoltarea de forme atipice,
cu afectarea mucoaselor, leziuni recidivante
care rãspund mai greu la tratament [7];

c) alergenii de contact: s-a descris rolul alergiei de
contact la o varietate de metale în exacerbarea
sau inducerea lichenului, în special mercur,
cupru ºi aur [9];

d) factorul neuropsihic: lichenul plan survine mai
frecvent pe teren anxios, depresiv, în urma
unui ºoc psihoafectiv. Ulterior, simpto-
matologia este exacerbatã de stres, trauma-
tisme, factori iritativi locali [7];

e) medicamente: erupþiile lichenoide apar dupã o
latenþã de luni-ani, contrar majoritãþii reacþii-
lor secundare medicamentoase care apar
dupã o perioadã scurtã de timp – anti-
microbiene (etambutol, griseofulvinã, keto-
conazol, streptomicinã, tetracicline, sulfo-
metoxazol), antihipertensive (captopril, ena-
lapril, metildopa, propranolol, prazosin),
antimalarice (clorochinã, hidroxiclorochinã,
chinacrinã), antidepresive, anxiolitice, anti-
psihotice ºi anticonvulsivante (amitriptilinã,
carbamazepinã, clorpromazinã, lorazepam,
fenitoinã), diuretice (clorotizidã, hidro-
clorotiazidã, furosemid, spironolactonã),
hipoglicemiante (tolbutamidã, tolazamidã),
metale  (sãruri de aur, arsenic, bismut,
mercur), AINS (acid salicilic, ibruprofen,
indometacin), diverse (allopurinol, dapsonã,
hidroxiuree, infliximab, isotretinoin, leva-
misol, litiu, nifedipinã, omeprazol, penici-
laminã, sulfasalazinã) [7,9];

f) factorul metabolic - asocierea cu diabetul
zaharat, scãderea activitãþii glucozo-6-fosfat-
dehidrogenazei [7].

Aspecte clinice

Leziunile prezintã morfologie ºi distribuþie
caracteristicã. Aspectele clinice ale leziunilor
lichenului plan sunt rezumate de: papule,
poligonale, plate (turtite), pruriginoase,
purpurice (violacee). Leziunea iniþialã este o
papulã roºie-liliachie, de 2-10 mm, cu suprafaþã
platã, cu margini neregulate (poligonalã) ºi
suprafaþã uºor lucioasã sau transparentã într-o
anumitã incidenþã a luminii [1,7]. La o inspecþie
mai atentã, pe suprafaþa papulelor se observã

[4]; familial lichen planus has an early debut
and presents with atypical forms with
mucosal involvement and recurrent lesions
which are difficult to treat [7];

c) contact alergens: it has been postulated the role
of contact allergy at various metals in
exacerbating or inducing lichen planus,
especially mercury, copper and gold [9];

d) neuropsychiatric factor: lichen planus appears
more often at anxious, depressive people
following a psycho-affective shock. Further,
the symptomatology is exacerbated by stress,
trauma, local irritative factors [7];

e) drugs: lichenoid eruptions appear after a
period of latency of a few months-years,
unlike secondary drugs reactions which
appear after a short period of time-
antimicrobials (ethambutol, griseofulvin,
ketoconazole, streptomycin, tetracyclines,
sulfamethoxazole), antihypertensives (capto-
pril, enalapril, methyldopa, propranolol,
prazosin), antimalarials (chloroquine, hydro-
xychloroquine, quinacrina), antidepressants,
antianxiety drugs, antipsychotics ans anti-
convulsants (amitriptyline, carbamazepine,
chlorpromazine, lorazepam, phenytoin),
diuretics (chlorothiazide, hydrochloro-
thiazide, furosemide, spironolactone), hypo-
glycemic agents (tolbutamide, tolazamide),
metals (gold salts, arsenic, bismuth,
mercury), NSAIDs (acetylsalicylic acid,
ibuprofen, indomethacin), miscellaneous
drugs (allopurinol, dapsone, hydroxyurea,
infliximab, isotretinoin, levamisole, lithium,
nifedipine, omeprazole, penicillamine,
sulfasalazine) [7,9];

f) metabolic factor- association with diabetes, low
activity of glucose-6-lactate-dehydrogenase
[7].

Clinical aspects

The lesions present characteristic morpho-
logy and distribution. The clinical characteristics
of lichen planus are summarized by the five P:
papules, polygonal, plates, pruritic, purple. The
initial lesion is a violaceous papule, 2-10 mm in
diameter, flat-topped, with irregular borders
(polygonal) and shiny or transparent surface in a
certain incidence of the light [1,7]. At a careful
examination, we can see on the surface of the
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reþeaua Wickham, vizualizarea sa fiind facilitatã
de aplicarea unei picãturi de ulei[1,4]. Papulele
tind sã conflueze ºi sã formeze plãci [2].

Leziunile pot fi localizate oriunde la nivelul
corpului, de obicei simetric ºi lateral, mai ales la
nivelul zonei de flexie de la nivelul articulaþiei
pumnului, regiunii lombare si la nivelul
gleznelor. Faþa este respectatã în cazurile tipice,
dar s-au raportat leziuni izolate la nivelul
pleoapelor ºi buzelor. Afectarea palmo-plantarã
este neobiºnuitã [5,10,11,12]. Pot fi afectate ºi
mucoasele, cel mai frecvent mucoasa bucalã ºi
limba, dar ºi în jurul anusului, la nivelul
organelor genitale, laringelui, chiar ºi membranei
timpanului sau esofag [13].

Lichenul plan este o afecþiune pruriticã, deºi
unii pacienþi sunt complet asimptomatici.
Intensitatea pruritului depinde de extensia
leziunilor, pruritul cel mai intens observându-se
în formele generalizate. Forma oralã este
asimptomaticã pânã în momentul apariþiei
eroziunilor sau ulceraþiilor [5].

Ca ºi în psoriazis, se poate observa feno-
menul Koebner [4].

Se descriu mai multe forme clinice: lichen
plan eruptiv (LP exantematic), LP localizat, LP
inelar, LP liniar, LP hipertrofic (verucos), LP
nodular, LP atrofic, LP bulos, LP eroziv, LP
actinic, LP striat, LP pigmentar, LP palmo-
plantar, LP unghial, lichen plano-pilar, LP oral,
LP genital, LP perianal, LP psoriaziform, LP
inversat, LP indus medicamentos, overlap
sindrom lupus/lichen [2,5,7].

Lichenul plan se poate asocia cu alte boli: boli
hepatice (hepatitã autoimunã cronicã activã,
ciroza biliarã primitivã, hepatitã viralã cronicã
activã), infecþii (sifilis, VHS, HIV, amoebiazã,
hepatitã C) [5].

Diagnosticul pozitiv se stabileºte pe baza:
- aspectului clinic;
- biopsiei cu examen histopatologic care evi-

denþiazã: infiltrat în bandã de celule T la
nivelul joncþiunii dermo-epidermice, epi-
derm  acantolitic cu hiperkeratozã com-
pactã ºi hiperplazie focalã a stratului
granulos; prezenþa corpilor coloizi (corpii
Civatte) în epiderm ºi dermul superior;
aspect de dinþi de ferãstrãu la nivelul
joncþiunii dermo-epidermice; infiltratul

papules the Wickham’s striae, which is easier to
identify after applying a drop of oil[1,4]. Papules
may coalesce and form plaques [2].

The lesions are found anywhere on the body
surface, usually symmetric and lateral, especially
the flexor aspects of the wrists, lumbar region
and on the ankles. The face is usually spared in
typical cases, but isolated lesions on the eyelids
and lips have been reported. The palmoplantar
involvement is unusual [5,10,11,12]. We also can
find lesions on the mucous membranes,
especially on the oral mucosa and tongue, but
also around the anus, on the genitalia, larynx,
even on the tympanic membrane or esophagus
[13].

Lichen planus is a pruritic disorder, although
some patients are completely asymptomatic. The
degree of pruritus is related to the extent of invol-
vement, with more intense pruritus in genera-
lized cases. Oral involvement is generally asympto-
matic unless erosions or ulcers appear [5].

As in psoriasis, we notice the Koebner
phenomen[4].

There are many clinical forms: eruptive lichen
planus (exanthematic), localized LP, annular LP,
linear LP, hypertrophic LP (verrucosus), nodular
LP, atrophic LP, bullous LP, erosive LP, actinic LP,
LP striatus, LP pigmentosus, palmoplantar LP, LP
of the nails, lichen planopilaris, oral LP, genital
LP, perianal LP, LP psoriasis-like, inverse LP,
drug-induced LP, lichen planus- lupus
erythematosus overlap syndrome [2,5,7].

Lichen planus can be associated with other
disorders: liver diseases (autoimmune chronic
active hepatitis, primary biliary cirrhosis,
postviral chronic active hepatitis), infections
(syphilis, HSV, HIV, amebiasis, HCV infection) 
[5].

The positive diagnosis is established based on:
- clinical aspects;
- skin biopsy with histopathological examination

which shows: a band-like infiltrate of T cells
at the dermoepidermal jonction, achantotic
epidermis with compact hyperkeratosis
and focal hyperplasia of the granular layer;
colloid bodies (Civatte bodies) in the
epidermis and superior dermis; saw-tooth
pattern along the dermoepidermal jonction;
the infiltrate may weaken the adhesions
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poate slãbi adeziunile dermo-epidermice
determinând mici fisuri, iar leziunile mai
vechi prezintã incontinenþã de pigment cu
macrofage dermice încãrcate cu pigment
melanic [2];

- imunofluorescenþei directe: depozite globu-
lare de IgM ºi complement împreunã cu
keratinocite apoptitice [1];

- examenului de laborator: nu aratã modificãri
specifice, uneori doar leucopenie ºi limfo-
citopenie [5].

Diagnostic diferenþial

Este în funcþie de forma clinicã de lichen plan:
- forma clasicã: psoriazis, erupþie medica-

mentoasã, lichen simplex cronic
- LP inelar: tinea, granulom inelar, poro-

keratozã actinicã superficialã
- LP liniar: lichen striat, psoriazis liniar, nev

epidermal liniar
- LP hipertrofic: prurigo nodular, lichen

simplex cronic, sarcom Kaposi, dermatoze
dismetabolice

- LP folicular: lichen nitidus, boala Darier,
keratoze pilare, pitiriazis rubra pilar

- LP erozivo-ulceros: maladii buloase [5,7]
În funcþie de localizare, diagnosticul dife-

renþial se face astfel:
- LP unghial: psoriazis, onicomicozã, alo-

pecie areata
- LP genital: psoriazis, dermatitã seboreicã
- LP palmo-plantar: sifilis secundar
- LP de la nivelul mucoaselor: pemfigus

paraneoplazic, candidozã, lupus erite-
matos, sifilis secundar, leucokeratozã

- lichenul plano-pilar: lupus eritematos,
alopecia areata, pemfigoid cicatriceal [5].

Evoluþie clinicã ºi complicaþii

Prognosticul lichenului plan este bun,
majoritatea leziunilor se vindecã în decurs de 18
luni. Formele generalizate tind sã aibã o evoluþie
mai rapidã ºi se vindecã spontan mai frecvent
comparativ cu formele localizate.  Cele mai
persistente forme sunt cea hipertroficã ºi forma
oralã. Apariþia leziunilor mari, inelare reprezintã
factor de prognostic prost.

between epidermis and dermis, producing
small clefts, and older lesions present
incontinence of pigment with melanin in
dermal macrophages [2];

- direct immunofluorescence: globular deposits
of IgM and complement with apoptothic
keratinocytes [1];

- laboratory examinations: nonspecific, some-
times leucopenia and lymphocytopenia [5].

Differential diagnosis

Depends on the clinical form:
- classic: psoriasis, drug eruption, lichen

simplex chronicus
- annular: tinea, granulom annulare,

superficial actinic porokeratosis
- linear: lichen striatus, linear psoriasis,

linear epidermal nevus
- hypertrophic: prurigo nodularis, lichen

simplex chronicus, Kaposi sarcoma,
dysmetabolic dermatosis

- follicular: lichen nitidus, Darier disease,
pilar keratosis, pitiriazis rubra pilar

- erosive and ulcerative LP: bullous diseases
[5,7]
Differential diagnosis of site-specific lichen
planus:

- nail: psoriasis, onychomycosis, alopecia
areata

- genital LP: psoriasis, seborrheic dermatitis
- plams and soles: secondary syphilis
- mucosal: paraneoplastic pemphigus, candi-

diasis, lupus erythematosus, secondary
syphilis, leucokeratosis

- lichen plano-pilaris: lupus erythematosus,
alopecia areata, cicatricial pemphigoid
[5].

Evolution and complications

The prognosis is good; the majority of the
lesions are cured within 18 months. Generalized
eruptions tend to have a rapid course and heal
spontaneously faster than limited cutaneous
disease. Hypertrophic and oral lichen planus
represent the most persistent forms. Large
annular lesions are a poor prognostic sign.
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Recurenþele apar în 15-20% din cazuri ºi tind
sã aibã acceaºi localizare ca leziunile inþiale
[2,14,17].

Dupã remisia leziunilor papuloase rãmâm
pigmentãri postlezionale, care sunt mai intense la
subiecþii cu fototip închis [7] ºi în cazul leziunilor
hipertrofice.

Leziunile de la nivelul scalpului pot deter-
mina alopecie cicatricealã. Pierderea pãrului ºi a
unghiilor poate fi permanentã [4].

Este posibilã transformarea malignã, carcino-
mul spinocelular dezvoltându-se la mai puþin de
1% din leziunile persistente ale mucoasei orale
[15,16]. Malignizarea este sugeratã de apariþia
ulceraþiilor ºi de infiltrarea leziunilor, iar procesul
este precipitat de consumul de alcool ºi de fumat
[7]. Dezvoltarea CSC la nivelul leziunilor cuta-
nate sau anogenitale este un fenomen rar [18].

Dintre complicaþiile determinate de trata-
ment amintim: infecþii, osteoporozã, insuficienþã
adrenalã, supresia mãduvei osoase, disfuncþii
renale, hiperlipidemie, retard de creºtere la copii.

Tratament

Tratamentul lichenului plan poate fi dificil ºi
descurajant, atât pentru pacient, cât ºi pentru
medic. Metoda de tratament se alege în funcþie de
extinderea ºi severitatea bolii, iar medicul trebuie
sã cântãreascã riscurile ºi beneficiile înainte de
iniþierea unei terapii. Medicamentele care pot
exacerba boala trebuie evitate, iar pacientul
trebuie sã minimalizeze traumatismele cutanate
ºi mucoase. Se va evita fumatul ºi consumul de
alcool [4,5,7].

Se pot utiliza mai multe metode terapeutice:
I. Terapii de prima linie:
a) Tratament local: steroizi topici (în special

clasele I ºi II), steroizi intralezionali
(triamcinolon acetonid), inhibitori de
calcineurina

b) Tratament fizic: PUVA
c) Tratament sistemic: steroizi sistemici

(formele generalizate, intens prurigi-
noase), etretinat, acitretin, isotretinoin

II. Terapii de linia a 2-a: 
a) Tratament sistemic: ciclosporinã, dapsonã

(în lichenul bulos), hidroxiclorochinã (în
lichenul actinic), azatioprinã, micofenolat
mofetil

Relapse of disease appear in 15 percent to 20
percent of the cases and  tends to occur in the
same area as the initial episode [2,14,17].

After remission of the papules some
postlesional pigmentations may persist, and are
more intense at people with dark phototype [7]
and after hypertrophic lesions.

Scalp lesions may cause cicatriceal alopecia.
The hair loss and nail loss can become permanent
[4].

Malignant transformation may occur, SCC
usually develops in less than 1 percent of
persistent oral-mucous lesions [15,16]. Ulcerative
and infiltrative lesions may suggest maligni-
sation, which is precipitated by smoking and
alcohol [7]. The apparition of the SCC in
cutaneous or anogenital lesions is rare [18].

There are also some treatment-related
complications: infections, osteoporosis, adrenal
insufficiency, bone marrow suppression, renal
disfunctions, hyperlipidemia, growth retardation
in children.

Treatment

Treatment of lichen planus can be difficult
and discouraging for both the patient and the
physician. The method of treatment is chosen
depending on the extent and severity of the
disease, and the physician have to compare the
risks and benefits before starting any therapy.
The drugs that can exacerbate the disease must be
avoided, and the patient must minimalize
cutaneous and mucosa trauma. Smoking and
alcohol consumption is forbidden [4,5,7].

There are many therapeutic methods:
I. First line therapy:
a) Local treatment: topical steroids

(especially classes I and II), intralesional
steroids (triamcinolone acetonide), cal-
cineurin inhibitors

b) Physical therapy: PUVA
c) Systemic treatment: systemic steroids (for

generalized forms, highly pruritic), etre-
tinate, acitretin, isotretinoin

II. Second line therapy: 
a) Systemic treatment: cyclosporine, dap-

sone (bullous lichen planus), hydroxy-
chloroquine (actinic lichen planus),
azathioprine, mychophenolate mofetil.
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III. Alte tratamente: doxiciclinã, tetraciclinã,
metronidazol, ciclofosfamidã, metrotrexat,
interferon-alfa 2b, laser terapia, fotochimio-
terapia extracorporealã.

Ca tratament sistemic, se administeazã
sedative ºi antipruriginoase  [1,5,7,19].

Concluzii

Cazul este interesant din punctul de vedere al
diagnosticului diferenþial, care este considerabil:
nev epidermal verucos inflamator linear
(NEVIL), lichen striat, psoriazis linear.

III. Others treatments: doxycycline, tetra-
cycline, metronidazole, cyclophosphamide,
methotrexate, interferon-alfa 2b, laser, extra-
corporeal photochemotherapy.

It also can be prescribed sedatives and anti-
pruritic agents [1,5,7,19].

Conclusions

The case is interesting from the point of view
of the differential diagnosis which is significant:
inflammatory linear verrucous epidermal nevus
(NEVIL), lichen striatus, linear psoriasis.
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