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Rezumat

Introducere: Lichenul plan este o afecþiune
inflamatorie cronicã ºi idiopaticã. Asocierea dintre lichen
plan ºi hepatite sau diverse boli autoimune a fost raportatã,
dar studiile privind relaþia dintre lichen plan ºi afecþiunile
asociate au avut rezultate contradictorii.

Obiective: Scopul studiului nostru este de a analiza
corelaþia dintre lichenul plan ºi bolile asociate pentru a
putea stabili ipoteze etiopatogenice.

Material ºi metodã:  Studiul s-a efectuat în Clinica
Dermatologicã a Spitalului Clinic Judeþean de Urgenþã ”Sf.
Spiridon” din Iaºi în perioada 2015-2017 pe un numãr de
84 pacienþi spitalizaþi cu lichen plan. 

Studiul circumstanþelor etiologice s-a bazat pe
anamnezã, examen clinic general, stabilirea formei clinice
de boalã ºi interpretarea rezultatelor investigaþiilor
paraclinice. Diagnosticul pozitiv s-a realizat pe baza
aspectului clinic, simptomatologiei subiective ºi
examenului histopatologic.

Rezultate: Lichenul plan a reprezentat 2% din totalul
patologiilor dermatologice care au necesitat internare.
Distribuþia pe sexe a relevat o predominanþã a sexului
feminin (60,7%). Vârsta medie la debut a fost de 60 de ani.
Prevalenþa afectãrii hepatice la pacienþii cu lichen plan a
fost de 22,61%, din care 73,68% prezentau hepatitã cronicã
viralã. Am remarcat o asociere semnificativã a lichenului
plan cu tiroidita autoimunã, vitiligo, poliartrita reumatoidã
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Summary

Background: Lichen planus (LP) is a chronic and
idiopathic inflammatory disease. The association between
lichen planus and hepatitis or various autoimmune diseases
has been reported, but nationwide studies of the
relationship of lichen planus with associated diseases have
demonstrated contradicting results.

Objectives: Our study aims to investigate the
correlation between lichen planus and associated diseases.

Material and method: Our study was performed on
84 patients diagnosed with lichen planus. Data were
obtained from the ‘Sf. Spiridon’ Clinic of Dermatology, Iasi,
Romania from 2015 to 2017. 

The study of etiological circumstances was based on
anamnesis, general physical examination, clinical form of
disease and interpretation of paraclinical results. The
positive diagnosis was based on clinical appearance,
subjective symptoms and histopathological results.

Results: Lichen planus had an incidence of  2%
among dermatological conditions. The sex distribution
revealed a female predominance (60,7%). The median age
was around 60 years. The prevalence of liver damage in
patients with LP was 22,61%, from which 73,68% had
chronic viral infection. Among patients with LP, there were
significant associations with autoimmune thyroiditis,
vitiligo, rheumatoid arthritis and alopecia areata. On
gender-stratified analyses, the association with
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Introducere

Lichenul plan este o afecþiune inflamatorie
cronicã, idiopaticã, cu evoluþie autolimitatã,
uneori recidivantã, care poate interesa tegu-
mentul, mucoasele, foliculul pilos ºi unghiile.
Erupþia cutanatã este papuloasã, pruriginoasã ºi
pigmentogenã.

Afecþiunea nu are predispoziþie rasialã ºi
poate afecta ambele sexe. Incidenþa sa la adult
este apreciatã la 0,2-1%. Aproximativ 1-4% din
cazurile de lichen survin la copil [11]. Leziunile
mucoase orale survin la aproximativ 75% din
pacienþii cu lichen plan cutanat.

Debutul este de obicei în decada 5-6 de viaþã
ºi poate avea caracter familial.

Etiopatogenie

Observaþiile clinice au sugerat de mult o
relaþie între expunerea la unii agenþi exogeni (de
ex. virusuri, medicamente, alergeni de contact) ºi
dezvoltarea lichenului plan.

Sunt incriminaþi numeroºi factori, printre
care:

Factorul infecþios – Dintre numeroºii potenþiali
factori exogeni, o contribuþie deosebitã a fost
atribuitã rolului posibil al virusurilor, în special al
virusului hepatitic C. În multiple studii caz-
control, prevalenþa VHC (3,5–38%) a fost de 
2 pânã la 13,5 ori mai mare la pacienþii cu lichen
plan decât la martori.

Introduction

Lichen planus is a chronic inflammatory
disorder, idiopathic, self-limited, that sometimes
can relapse,  and which affects the skin, mucosas,
hair follicles and nails. The most common
symptom is the rash that consists of firm,
reddish-purple bumps that are most likely to
have mild pruritus.

This disorder does not have racial pre-
disposition and can afect both genders. The adult
incidence is around 0,2–1% and in children is 1-4
% [11]. Approximately 75% of the patients
develop oral mucosal lesions. 

It’s a disease of the middle-aged, with onset
in the fifth to sixth decades of life and can also
have familial character. 

Etiopathogeny

Clinical observations have suggested a rela-
tionship between exposure to some exogenous
agents (viruses, drugs, allergens) and the de-
velopment of lichen planus.

Many risk factors have been incriminated,
such as: 

Infectious factor – Of the many potential
exogenous factors, a particular contribution was
attributed to the possible role of viruses,
especially hepatitis C virus. In multiple case-
control studies, HCV prevalence (3.5–38%) was 
2 to 13.5 times higher in patients with lichen
planus than in control groups.

ºi alopecia areata. Analiza stratificãrii dupã gen ne-a
permis observarea asocierii cu boli autoimune predominant
la sexul feminin (94,11%). Majoritatea cazurilor cu lichen
plan ºi boli autoimune asociau ºi hepatitã viralã C.

Concluzii: Lichenul plan se asociazã cu patologii
aparent fãrã legãturã. Medicii ar trebui sã aibã în vedere
investigarea unei patologii autoimune, metabolice sau
neuropsihiatrice la pacienþii cu lichen plan. În ceea ce
priveºte etiologia lichenului plan, studiul nostru susþine
ipoteza imunologicã.

Cuvinte cheie: lichen plan, etiopatogenie, hepatitã
viralã C, boli autoimune.

autoimmune diseases was significant only in female
patients (94,11%). Most cases with LP and autoimmune
diseases have also associated hepatitis C. In terms of
correlation between clinical forms and etiology, eruptive LP
was commonly associated with metabolic disorders, while
localised LP was more frequently associated with
neuropsychiatric disorders.

Conclusions: Lichen planus is associated with
various seemingly unrelated diseases. Physicians who care
for patients with lichen planus should consider screening
patients with lichen planus for autoimmune, metabolic and
neuropsychiatric disorders. Regarding the etiology of lichen
planus, our study supports the immunological hypothesis.

Key words: lichen planus, etiology, hepatitis C,
autoimmune diseases.
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Dintre diferitele tipuri de lichen plan, forma
oralã este cel mai frecvent întâlnitã în infecþia cu
VHC[1]. ARN-ul VHC a fost identificat prin PCR
în 93% din leziunile orale de lichen plan,
sugerând replicarea VHC în leziunile de lichen
plan, însã aceste rezultate PCR nu au fost
confirmate de alte studii[17].

La pacienþii cãrora li s-a administrat terapie
anti-VHC, iniþial interferon ºi ribavirinã, ulterior
inhibitori de proteazã ºi polimerazã, efectele
asupra leziunilor cutaneo-mucoase de lichen
plan au variat. În unele cazuri, leziunile s-au
ameliorat, în timp ce alþi pacienþi au prezentat o
exacerbare a bolii.[18]

S-au descris câteva cazuri de lichen la copii
dupã aproximativ 40 zile de la a doua injecþie
vaccinalã împotriva virusului hepatitic B.

Au fost raportate câteva cazuri cu leziuni de
lichen plan pe zone afectate recent de virusul
herpes simplex sau de virusul varicelo-zosterian.
De asemenea, a fost sugeratã o legãturã între
lichenul plan oral ºi virusul papiloma uman prin
identificarea unor limfocite T clonale CD8+
specifice pentru HPV 16 la nivelul leziunilor
orale. [24]

A fost invocatã ºi implicarea Helicobacter
pylori în etiologia lichenului. În cursul unei
gastrite sau ulcer duodenal, Helicobacter pylori
induce o importantã secreþie de interleukinã 1β ºi
TG Fβ, citokine implicate ºi în patogenia
lichenului plan. Eradicarea infecþiei cu Helico-
bacter pylori poate conduce la ameliorarea
leziunilor de lichen.[12]

Predispoziþia geneticã – lichenul plan familial a
fost raportat cu o incidenþã cuprinsã între 1 ºi
15% pentru toate formele de lichen plan. Pre-
dispoziþia geneticã poate influenþa reactivitatea
cutaneo-mucoasã faþã de factorii etiologici;[23]

Factorul neuropsihic – s-a observat cã lichenul
plan bucal survine mai frecvent pe teren anxios,
depresiv, primul puseu fiind declanºat adesea în
urma unui ºoc psihoafectiv. Ulterior simpto-
matologia este exacerbatã de stres, traumatisme
ºi de factorii iritativi locali. Lichenul plan se
asociazã cu nevrite periferice, siringomielie,
paralizii bulbare, tumori paravertebrale, etc.
Uneori, leziunile sunt dispuse pe traiectul unui
nerv (lichen zoniform). 

Medicamente – numeroase medicamente sunt
implicate în apariþia erupþiilor lichenoide

Among the different types of lichen planus,
the oral form is the most common in HCV
infection [1]. HCV-RNA was identified by PCR in
93% of oral lichen planus lesions, suggesting
HCV replication in lichen planus lesions, but
these PCR results were not confirmed by other
studies [17].

In patients receiving anti-HCV therapy,
initially interferon and ribavirin, subsequently
protease and polymerase inhibitors, the effects on
the cutaneous-mucosal lesions of lichen planus
varied. In some cases, lesions have improved,
while other patients have experienced an
exacerbation of the disease. [18]

In addition, there were reports of lichen
planus occuring in children 40 days after the
hepatitis B vaccination.

There have been reports of cases of lichen
planus that appeared on skin areas that were
recently affected by herpes simplex virus or
varicella-zoster virus. Also, a link between oral
lichen planus and human papillomavirus was
brought into attention, due to the fact that CD8+
T lymphocyte clones specific for HPV type 16
were identified in the oral lesions. [24]

Among the aforementioned infections
affecting lichen planus, Helicobacter pylori has
recently been proposed as an important etiologic
factor. During the evolution of a gastritis or
peptic ulcer, Helicobacter pylori induces inter-
leukin 1β ºi TG Fβ, proinflammatory citokines
that are also involved in the pathogeny of lichen
planus. Helicobacter pylori eradication could be
followed by alleviated skin lesions. [12]

Genetic predisposition – familial lichen planus
has been reported with a incidence that ranges
from 1% to 15% for all types of lichen planus.
Genetic predisposition can influence the
cutaneous-mucous reactivity towards the
etiological factors. [23]

Neuropsychic factor – it has been noticed that
oral lichen planus often occurs in patients who
suffer from anxiety or depressive symptoms,
being triggered by a psychoaffective shock.
Afterwards, the symptoms are aggravated by
stress, trauma and local factors. Lichen planus is
frequently associated with peripheral neuritis,
syringomyelia, bulbar palsy and paravertebral
tumors. Sometimes, the lesions are following the
course of a nerve (zosteriform lichen planus).
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cutanate ºi/sau la nivelul mucoaselor, îndeosebi
a celei bucale [3]. Subliniem faptul cã erupþiile
lichenoide apar dupã o latenþã de luni-ani,
contrar majoritãþii reacþiilor secundare medica-
mentoase [6]. IECA, diureticele tiazidice, anti-
malaricele de sintezã, chinidina ºi sãrurile de aur
sunt cel mai frecvent implicate în apariþia
reacþiilor lichenoide;

Factorul metabolic – asocierea cu diabetul
zaharat [2] ºi cu dislipidemia mixtã [16];

Reacþia grefã contra gazdã forma cronicã –
intervalul mediu de apariþie este dupã 4 luni, dar
poate sã se dezvolte ºi dupã ziua 40. Sunt
implicate atât limfocitele T ale donorului, cât ºi
autoimunitatea;

Mecanismele imunologice celulare sunt esenþiale
în apariþia acestei boli. Iniþial asistãm la creºterea
numãrului celulelor Langerhans în epiderm,
urmatã de un infiltrat superficial perivascular,
format din limfocite ºi histiocite.

În lichenul plan existã o reacþie citotoxicã
limfocitarã T, dirijatã contra keratinocitelor
epiteliale. Limfocitele din infiltratul dermic
recunosc un antigen specific asociat la complexul
major de histocompatibilitate de clasa I de la
nivelul keratinocitelor implicate. Natura anti-
genului nu este cunoscutã. Poate fi o peptidã
autoreactivã, un antigen exogen cum ar fi o
proteinã alteratã, un medicament, un  alergen de
contact sau un agent infecþios. [23]

Studiile de imunofluorescenþã relevã impli-
carea imunitãþii umorale, fiind descoperite depo-
zite globulare de IgM (ocazional IgG ºi IgA) ce
corespund corpilor coloizi.

Mecanismele etiopatogenice privind lichenul
plan nu sunt complet elucidate. Ipoteza
imunologicã este susþinutã ºi de posibilitatea
asocierii lichenului cu alte afecþiuni autoimune:
ciroza biliarã primitivã, hepatita cronicã activã,
sindromul Gougerot-Sjögren, dermatomiozita,
lupusul eritematos, morfeea, erupþiile buloase de
tip pemfigoid, vitiligo, alopecia areata, afecþiunile
tiroidiene autoimune, rectocolita ulcero-
hemoragicã, miastenia gravis, anemia Biermer,
boala Addison, etc. 

Material ºi metodã

Studiul s-a efectuat în Clinica Dermatologicã
a Spitalului Clinic Judeþean de Urgenþe ”Sf.

Drugs – many drugs have been involved in
the development of lichenoid drug eruption with
a cutaneous or mucosal involvement (especially
the oral mucosa) [3]. The onset may occur months
to years after the patient started on the offending
drug, in contrast to the typically shorter latencies
seen with other types of drug reactions [6].
Among the most commonly involved drugs are
ACE inhibitors, gold salts, antimalarials and
thiazide diuretics. 

Metabolic factor – association of diabetes
mellitus [2] and dyslipidemia [16].

Chronic graft-versus-host disease –  may emerge
after a quiescent interval of aroud four months,
but it can also apprea after 40 days. It involves
donor antihost-specific T cells and autoimmunity. 

Cellular and molecular immunologic mechanisms
are essential in the development of this particular
disease. First of all, there is an increase of
Langerhans cells in epidermis, followed by
superficial perivascular inflammatory infiltrate,
containing lymphocytes and histiocytes. 

There is a T cell–mediated autoimmune
reaction against basal epithelial keratinocytes,
that are  exposed to potentially cell death-
inducing factors, produced by the cells of the
inflammatory infiltrate (citokines). Lymphocytes
from the inflammatory infiltrate recognise a
specific antigen from the involved keratinocytes
associated with major histocompatibility
complex class I. The antigen’s nature is unknown.
Perhaps it is a autoreactive peptide, an exo-
genous antigen such as an altered protein, a drug,
an allergen or an infectious agent. [23]

Immunofluorescence studies suggest the
involvement of the humoral immunity, taking
into consideration the fact that colloid body
depositions of IgM (also, ocasionally IgG and
IgA) were discovered. 

What causes most cases of lichen planus
remains unclear. One theory is that lichen planus
is an autoimmune disease, meaning the person’s
immune system reacts as though the skin and
other parts of the body are foreign. This theory is
backed-up by the association of lichen planus
with other autoimmune diseases, such as:
primary biliary cirrhosis, active chronic hepatitis,
Gougerot-Sjögren sydrome, dermatomyositis,
systemic lupus erythematosus, morphea, bullous
pemphigoid, vitiligo, alopecia areata, auto-
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Spiridon” din Iaºi în perioada 2015–2017 pe un
numãr de 84 pacienþi spitalizaþi cu lichen plan.

Pacienþii au fost selecþionaþi pe criterii clinice
ºi de laborator cât mai riguroase; examenul
histopatologic a fost efectuat la majoritatea
pacienþilor prin analiza fragmentului obþinut
prin biopsie cutanatã.

Studiul circumstanþelor etiologice s-a bazat
pe anamnezã, examen clinic general, stabilirea
formei clinice de boalã ºi interpretarea rezul-
tatelor investigaþiilor paraclinice.

Discuþia rezultatelor ne-a permis sã facem
câteva consideraþii etiopatogenice diferenþiate în
funcþie de anumite aspecte marcante.

Corelaþia tuturor acestor modificãri ne-a atras
atenþia asupra intervenþiei dominante a meca-
nismelor imunologice în întreþinerea procesului
patologic cutanat.

Diagnosticul pozitiv s-a realizat pe baza
aspectului clinic, simptomatologiei subiective ºi
examenului histopatologic.

Examenul clinic local a constituit modalitatea
de diferenþiere a formelor clinice de lichen plan.

Examenul histopatologic a fost efectuat la
majoritatea pacienþilor, confirmând diagnosticul
de lichen plan.

Rezultate ºi discuþii

Lichenul plan a reprezentat 2% din totalul
patologiilor dermatologice care au necesitat
internare în Clinica Dermatologicã a Spitalului
Clinic Judeþean de Urgenþe “Sf. Spiridon” din Iaºi
în perioada 2015–2017.

Repartiþia dupã sex a lichenului plan a
evidenþiat predominanþa sexului feminin în
procent de 60,7, faþã de 39,28 bãrbaþi, cu sex ratio
de 1:1,5. Din totalul cazurilor de lichen plan oral,
75% au fost femei.

În ceea ce priveºte repartiþia pe grupe de
vârstã, majoritatea cazurilor s-au încadrat în
decadele 5-6 de viaþã. Vârstele pacienþilor au fost
cuprinse între 12 ºi 90 de ani, cu o medie a vârstei
la debut de 60 de ani.

Prevalenþa bolii la copil a fost de 4,76%, uºor
crescutã faþã de prevalenþa raportatã în literatura
de specialitate (1-4%). Nu am identificat niciun
caz cu agregare familialã. 

Atingerile mucoaselor însoþesc, de obicei,
lichenul plan cutanat. Mucoasa bucalã este

immune thyroiditis, ulcerative hemorrhagic
rectocolitis, myasthenia gravis, Biermer’s
anemia, Addison's disease and others. Bullous
lichen planus can coexist with cancer.

Material and method

The study was conducted in the Dermatology
Clinic of the Emergency Clinical Hospital "Sf.
Spiridon" from Iasi between 2015 and 2017 on 84
patients hospitalized with lichen planus.

Patients were selected on the most rigorous
clinical and laboratory criteria; the histo-
pathological examination was performed in most
patients by analysis of the biopsy fragment.

The study of etiological circumstances was
based on anamnesis, general clinical exami-
nation, clinical form of disease and interpretation
of paraclinical results.

Discussion of the results allowed us to make
some differentiated etiopathogenic consider-
ations according to some important aspects.

The correlation of all these changes has
attracted our attention to the dominant inter-
vention of the immunological mechanisms in the
maintenance of the cutaneous pathological
process.

The positive diagnosis was based on clinical
appearance, subjective symptoms and histo-
pathological examination.

The local clinical examination was the way to
differentiate the clinical forms of lichen planus.

The histopathological examination was
performed in most patients, confirming the
diagnosis of lichen planus.

Results and discussions

The lichen planus accounted for 2% of all
dermatological pathologies that required hospi-
talization at the Dermatology Clinic of the
Emergency Clinical Hospital "Sf. Spiridon" in Iasi
between 2015 and 2017.

The gender distribution of the lichen planus
revealed female sex predominance of 60.7,
compared with 39.28 men, with a gender ratio of
1: 1.5. Of all cases of oral lichen, 75% were
women.

In terms of age group distribution, most cases
fell into the 5-6 decades of life. Patient had ages
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interesatã preferenþial (30-70% din cazuri)[9]. În
cadrul lotului studiat, 16,66% din cazuri au
prezentat leziuni mucoase asociate leziunilor
cutanate, mucoasa oralã fiind afectatã majoritar.
Cel mai frecvent au fost localizate la nivelul
mucoasei jugale. Atingerea mucoaselor în
absenþa leziunilor cutanate a fost prezentã într-un
procent de 13,09.

Pe mucoasa genitalã am identificat leziuni de
lichen în 13,09% din cazuri. Localizarea vulvarã a
fost cea mai frecventã. Lichenul plan vulvar a fost
întâlnit exclusiv la persoane adulte.

Conform statisticilor, lichenul intereseazã
unghiile în 10% din cazuri.[10] În cadrul lotului
studiat, 3,75% din cazuri au asociat afectare
unghialã. De asemenea, am identificat câteva
cazuri cu lichen plan cutanat cu afectare
folicularã (6,25%).

Majoritatea pacienþilor cu lichen plan cutanat
(97,5%) au acuzat prurit de intensitate mare, fapt
ce a uºurat stabilirea diagnosticului pozitiv.

Evoluþia nefavorabilã a bolii, cu recidive
frecvente, a fost prezentã în 37,5% din cazuri, deºi
lichenul plan este cunoscut ca fiind o boalã cu
evoluþie autolimitatã.

Factorul infecþios

Corelaþia lichen plan ºi infecþia cu virusurile
hepatitice a fost semnalatã prima datã de Rebora
în 1978, de atunci fiind realizate numeroase studii
pe aceastã temã. 

Rezultatele obþinute în încercarea asocierii
leziunilor de lichen plan ºi prezenþa markerilor
virali ai infecþiei cu virusuri hepatitice au fost
contradictorii, de la 1–2%, pânã la 70–80%, fiind
în mare parte dependente de zona geograficã în
care s-au efectuat [4] [19]. 

Se pare cã existã o pondere crescutã a acestei
asocieri în Europa de Sud ºi Orientul Mijlociu, în
timp ce în Marea Britanie ºi la populaþia nord-
americanã, corelaþia este mai degrabã cu ciroza
biliarã primitivã. 

Studiind clinico-statistic ºi investigativ cele
15 cazuri de lichen plan asociat cu afecþiuni de
etiologie viralã, ne permitem sã facem unele
comentarii în legãturã cu etiopatogenia, aspectele
clinico-evolutive, precum ºi asocierea acestei
afecþiuni cu una din afecþiunile de etiologie
viralã.

ranging from 12 to 90 years old, with an average
onset age of 60 years old.

The prevalence of the disease in children was
4.76%, slightly higher than the prevalence
reported in the literature (1–4%). We did not
identify any cases of family aggregation.

Mucosal lesions usually accompany the
cutaneous lichen planus. The oral mucosa is
preferentially interested (30–70% of cases) [9].
Within the studied group, 16.66% of the cases
presented mucosal lesions associated with
cutaneous lesions, the oral mucosa being mostly
affected. Most common, the lesions were located
in the jugal mucosa. Mucosal lesions in absence
of cutaneous lesions were present at a rate of
13.09%.

On the genital mucosa we identified lichen
lesions in 13.09% of cases. Vulvar localization was
the most common. The vulvar lichen planus was
exclusively found in adults.

According to statistics, the lichen affected
nails in 10% of cases. [10] Within the study group,
3.75% of the cases associated nail lesions. We also
identified some cases of cutaneous lichen planus
with follicular lesions (6.25%).

Most patients with cutaneous lichen planus
(97.5%) accused high-pruritus, which made it
easier to establish a positive diagnosis.

The unfavorable disease progression with
frequent recurrences was present in 37.5% of
cases, although the lichen planus is known to be
an autoimmune disease.

Infectious factor

The likening of the lichen planus and the
hepatitis virus infection was first reported by
Rebora in 1978, and since then numerous studies
have been carried out on this subject.

The results obtained in attempting to
associate lichen planus lesions with the presence
of viral markers of hepatitis virus infection were
contradictory, ranging from 1–2% to 70-80%,
largely depending on the geographical area in
which they were performed [4] [19].

There seems to be an increased prevalence of
this association in Southern Europe and the
Middle East, while in the UK and the North
American population, the correlation is rather
frequent with primitive biliary cirrhosis.
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În ultimii ani, studii din Taiwan, Brazilia,
Israel, Arabia Sauditã, Turcia, Iran ºi Thailanda
au relevat o asociere statistic semnificativã între
lichenul plan ºi infecþia cu VHC. Cu toate acestea,
seroprevalenþa hepatitei C la bolnavii cu lichen
plan din lotul studiat de noi a fost de 11,9% 
(fig. 1).

Asocierea cu afecþiuni de etiologie viralã a
fost prezentã în procent de 17,85 din totalul
cazurilor. Se observã predominanþa asocierii cu
hepatita cronicã cu virus hepatitic C (66,66%) în
grupul pacienþilor cu lichen plan asociat cu boli
de etiologie viralã (fig. 2).

Studiile au relatat existenþa la bolnavi a
modificãrilor funcþiei hepatice chiar în lipsa unei
hepatopatii manifeste, aceastã asociere fiind
ulterior încadratã în sindromul lichen plan-
hepatitã.

Rolul hepatitei virale B în apariþia acestui
sindrom este susþinut de urmãtoarele: prezenþa
markerilor infecþiei cu virus hepatitic B la 21%

By clinically, statistically and investigatively
studying the 15 cases of lichen planus associated
with viral diseases, we allow some commentary
on the etiopathogenicity, the clinical and
evolutive aspects, as well as the association of
this disease with one of the viral disorders.

In recent years, studies from Taiwan, Brazil,
Israel, Saudi Arabia, Turkey, Iran and Thailand
have revealed a statistically significant asso-
ciation between lichen planus and HVC infection.
However, seroprevalence of hepatitis C in
patients with lichen planus in the group we
studied was 11.9% (Fig. 1).

The association with viral etiology disorders
was present in 17.85% of all cases. The pre-
dominance of association with chronic hepatitis
C virus (66.66%) was seen in the group of patients
with lichen planus associated with viral etiology
(fig. 2).

Studies have reported the existence of liver
dysfunction in the patients even in the absence of

Fig. 1 Prevalenþa afecþiunilor frecvent asociate lichenului
plan în lotul studiat. 

Fig. 1 Prevalence of diseases commonly associated with
lichen planus in the studied group.

Fig. 2 Afecþiunile de etiologie infecþioasã asociate lichenului
plan în lotul studiat.

Fig. 2 Infectious etiology associated with lichen planus in
the studied group.
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din pacienþii cu lichen plan; cercetãrile realizate
de un grup de cercetãtori în 1990 au relevat un
risc statistic dublu de apariþie a lichenului plan la
purtãtorii de Ag HBs; apariþia anticorpilor anti-
celule bazale ale epiteliilor nekeratinizate în
bolile hepatice induse de virusul hepatitic B;
semnalarea unor erupþii lichen plan-like dupã
vaccinarea anti-VHB, sau dupã administrarea de
imunoglobuline umane anti-VHB. 

Deºi s-au descris câteva cazuri de lichen la
copii dupã aproximativ 40 zile de la a doua
injecþie vaccinalã împotriva virusului hepatitic B,
nu am identificat nicio astfel de asociere. În
schimb, am identificat câteva cazuri cu lichen
plan asociat cu hepatitã cronicã cu VHB (fig. 2).

La 22,61% din cazurile de lichen plan au
existat perturbãri ale funcþiei hepatice. Dacã în
ceea ce priveºte corelaþia între leziunile cutanate
de lichen ºi prezenþa afectãrii hepatice pãrerile
sunt împãrþite, majoritatea autorilor sunt de
acord asupra asocierii dintre lichenul plan al
mucoasei orale ºi infecþia cu virusurile hepatitice,
mai ales cu VHC [7]. 

Aceastã interrelaþie a fost demonstratã în
special pentru forma erozivã a lichenului plan al
mucoasei orale, care de altfel se poate asocia ºi cu
gastrite cu hipoclorhidrie, tiroidite cronice,
peladã. [13]

Cunoaºterea factorilor etiologici este impor-
tantã pentru prevenirea evoluþiei bolii ºi pentru
tratament.

Bolile autoimune asociate lichenului plan

Mecanismele imunologice celulare sunt
esenþiale în apariþia acestei boli. Iniþial asistãm la
creºterea numãrului celulelor Langerhans în
epiderm, urmatã de un infiltrat superficial
perivascular, format din limfocite ºi histiocite.

În lichenul plan existã o reacþie citotoxicã
limfocitarã T, dirijatã contra keratinocitelor
epiteliale. Limfocitele din infiltratul prezent în
lichenul plan sunt CD8+ citotoxice ºi CD45RO+
(memorie) ºi exprimã αβ TCR (T cell receptor).
Ele recunosc un antigen specific asociat comple-
xului major de histocompatibilitate de clasa I de
la nivelul keratinocitelor implicate. Natura
antigenului nu este cunoscutã. Poate fi o peptidã
autoreactivã, un antigen exogen cum ar fi o
proteinã alteratã, un medicament, un alergen de
contact sau un agent infecþios.

symptomatic hepatopathy, this association being
subsequently enrolled in lichen planus-hepatitis
syndrome.

The role of viral hepatitis B in the occurrence
of this syndrome is supported by the following:
presence of markers of hepatitis B virus infection
in 21% of patients with lichen planus; research by
a group of researchers in 1990 revealed a double
statistical risk of the occurrence of the lichen
planus on Ag HBs carriers; the occurrence of
basal anti-cellular antibodies of non-keratinized
epithelites in hepatitis B-induced liver diseases;
signs of lichen planus-like rash after HBV
vaccination, or after human anti-HBV immuno-
globulins.

Although some cases of lichen have been
described in children about 40 days after the
second vaccine injection against hepatitis B, we
have not identified any such association. Instead,
we identified a few cases with a lichen planus
associated with chronic hepatitis with HBV 
(fig. 2).

In 22.61% of cases of lichen planus there were
disruptions in liver function. If for the correlation
between lichen skin lesions and the presence of
hepatic impairment, general opinions are
divided, most authors agree on the association
between the lichen planus of the oral mucosa and
the hepatitis virus infection, especially HCV [7].

This interrelation was especially demon-
strated for the erosive form of the lichen planus of
the oral mucosa, which may also be associated
with gastritis with hypochlorite, chronic
thyroiditis. [13]

Knowledge of etiological factors is important
for preventing disease progression and for
treatment.

Autoimmune diseases associated with lichen
planus
Cellular immunological mechanisms are

essential for the onset of this disease. Initially, we
are witnessing an increase in the number of
Langerhans cells in the epidermis, followed by a
perivascular superficial infiltrate consisting of
lymphocytes and histiocytes.

In the lichen planus there is a T lymphocyte
cytotoxic reaction, directed against epithelial
keratinocytes. Lymphocytes from the infiltrate
present in the lichen planus are CD8 + cytotoxic
and CD45RO + (memory) and express the αβTCR
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Studiile de imunofluorescenþã relevã impli-
carea imunitãþii umorale, fiind descoperite
depozite globulare de IgM (ocazional IgG ºi IgA)
ce corespund corpilor coloizi [21]. Tot în sprijinul
intervenþiei unui mecanism autoimun umoral
vine observaþia care relevã un titru seric ridicat
de autoanticorpi antidesmogleinã 1 ºi 3 la pa-
cienþii cu lichen plan eroziv bucal, comparativ cu
subiecþii cu lichen plan reticular sau cei cu afte
recidivante[5]. Desigur, aceastã creºtere a auto-
anticorpilor respectivi ar putea fi consecinþa
caracterului eroziv al lichenului plan.

Alte cercetãri aratã cã titrul seric al TNFα este
semnificativ crescut la pacienþii cu lichen. De
asemenea, s-a remarcat creºterea metalo-
proteinazelor MMP-1 ºi 3 la pacienþii cu lichen
plan eroziv bucal, acestea intervenind în
deteriorarea membranei bazale ºi în inducerea
apoptozei.[22]

Ipoteza imunologicã este susþinutã ºi de
posibilitatea asocierii lichenului cu afecþiuni
autoimune: ciroza biliarã primitivã, hepatita
cronicã activã, sindromul Gougerot-Sjögren,
dermatomiozita, lupusul eritematos, morfeea,
erupþiile buloase de tip pemfigoid, vitiligo,
alopecia areata, afecþiunile tiroidiene autoimune,
rectocolita ulcero-hemoragicã, miastenia gravis,
anemia Biermer, boala Addison, etc.[8]

Am identificat o asociere între lichenul plan ºi
bolile autoimune în 25% din cazuri (fig. 1),
valoare ridicatã faþã de datele din studiile recente
care apreciazã cã lichenul plan se asociazã doar
ocazional cu afecþiunile autoimune, fapt ce
susþine ipoteza etiopatogeniei autoimune.

În ceea ce priveºte repartiþia pe grupe de
vârstã a cazurilor cu lichen plan ºi boli auto-
imune asociate, se observã prevalenþa crescutã în
decadele 5 ºi 6 de viaþã, cu predominanþa netã a
sexului feminin (fig. 3).

Studiul incidenþei manifestãrilor imune
asociate cu lichenul plan în funcþie de forma
clinicã de boalã este ilustrat în tabelul 1.

Se observã asocierea bolilor autoimune în
toate formele de lichen plan. S-a remarcat
incidenþa mult mai mare a manifestãrilor imune
în lichenul plan cutanat. Reiese astfel din studiul
nostru cã astfel de manifestãri sunt rar asociate cu
lichenul plan bucal eroziv.

(T cell receptor). They recognize a specific
antigen associated with the major class I
histocompatibility complex of the keratinocytes
involved. The nature of the antigen is unknown.
It may be a self-reactive peptide, an exogenous
antigen such as an altered protein, a drug, a
contact allergen or an infectious agent.

Immunofluorescence studies reveal the
implication of humoral immunity, withglobular
deposits of IgM (occasionally IgG and IgA)
corresponding to colloid corps [21]. Also in
support of the intervention of an autoimmune
mechanism comes the observation that reveals a
high serum titre of autoantibodies anti-
desmoglein 1 and 3 in patients with oral erosive
lichen planus, compared to subjects with reticular
lichen planus [5].But of course, this increase of
the autoantibodies may be due to the erosive
nature of the lichen planus.

Other research shows that serum TNFα
is significantly increased in patients with 
lichen planus. Also, the increase in MMP-1 and 
3 metalloproteinases has been noted in patients
with oral erosive lichen planus, thus intervening
in basal membrane damage and in induction of
apoptosis. [22]

The immunological hypothesis is also
supported by the possibility of association of
lichen with autoimmune diseases, such as:
primitive biliary cirrhosis, chronic active hepa-
titis, Gougerot-Sjögren syndrome, dermato-
myositis, erythematosus lupus, morphea, pem-
phigoid bullous eruptions, vitiligo, alopecia
areata, autoimmune thyroid disorders, ulcer
rectocolitis haemorrhagic, myasthenia gravis,
Biermer anemia, Addison's disease, etc. [8]

We have identified an association between
lichen planus and autoimmune diseases in 25%
of cases (Fig. 1), a high value compared to recent
study data that suggests that lichen planus is
associated only occasionally with autoimmune
conditions, which supports the hypothesis of
autoimmune etiopathogenesis.

Regarding age distribution of lichen planus
and associated autoimmune diseases, there is an
increased prevalence in decades 5 and 6 of life,
with the net predominance of female gender 
(fig. 3).

The study of the incidence of immune
manifestations associated with lichen planus
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În lichenul plan bucal eroziv s-a observat
incidenþa mai mare a manifestãrilor imune faþã
de lichenul plan bucal reticular.

Natura manifestãrilor imune a inclus în
ordinea frecvenþei: afectarea tiroidianã 37,5%,
vitiligo 20,83%, poliartrita reumatoidã 12,5%,
alopecia areata/totalis 12,5%, sclerodermia
sistemicã 8,33%, morfeea 4,16% ºi dermatita
herpetiformã Duhring-Brocq 4,16%.

Rezultatele studiului nostru sunt în con-
cordanþã cu unele date din literaturã confirmând
existenþa manifestãrilor autoimune în cadrul
lichenului plan [14]. 

Ceea ce am remarcat din grupul bolilor
asociate lichenului plan cutanat a fost pre-
dominanþa afectãrii tiroidiene (fig. 4).

Deoarece se cunoaºte frecventa asociere a
afecþiunilor tiroidiene autoimune cu antigenele
HLA-B5 ºi având în vedere rezultatele studiului

according to the clinical form of the disease is
illustrated in table 1.

We see the association of autoimmune
diseases in all forms of lichen planus. The
incidence of immune manifestations in the
cutaneous lichen planus has been much higher. It
results from our study that such manifestations
are rarely associated with the oral erosive lichen
planus.

In the oral erosive lichen planus, the inci-
dence of immune manifestations over the oral
reticular lichen planus was higher.

The nature of the immune manifestations
included in the order of frequency: 37.5% thyroid
involvement, 20.83% vitiligo, 12.5% rheumatoid
arthritis, 12.5% alopecia areata/ otalis, systemic
scleroderma 8.33%, morphea 4.16% and Duhring-
Brocq dermatitis 4.16%.

Fig. 4 Afecþiunile autoimune asociate lichenului plan în
lotul studiat.

Fig. 4 Autoimmune diseases associated with lichen planus
in the studied group.

Fig. 3 Repartiþia pe grupe de vârstã a cazurilor cu lichen
plan ºi boli autoimune asociate

Fig. 3 Age group distribution of cases of lichen planus and
associated autoimmune diseases
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nostru prin care am remarcat prezenþa pre-
dominantã a bolilor imune similare am putea
sugera cã lichenul plan cutanat ar avea o
predispoziþie geneticã ce poate fi asociatã cu
HLA-B5, dar pentru a defini mai bine aceastã
relaþie este necesar un numãr mai mare de
pacienþi cu lichen plan cutanat ºi o comparaþie
etnicã a populaþiei normale de control [20]. 

La fel de adevãrat este faptul cã nu toate
bolile autoimune concomitente lichenului plan
au avut stabilite asocieri HLA. Astfel, am putea
admite alternativ, cã ele pot rezulta dintr-o
imunoreactivitate nespecificã, dar accentuatã la
antigenele intrinseci sau extrinseci asociate cu
pozitivitatea HLA-B5. 

În lichenul plan asociat ºi cu boli de etiologie
viralã, agentul infecþios poate contribui la
apariþia acestor manifestãri prin inducerea
activãrii limfocitelor T citotoxice dirijate contra
keratinocitelor epiteliale.

Aceste constatãri sugereazã posibilitatea ca
infecþia viralã cronicã sã faciliteze exprimarea
bolilor autoimune. Prezenþa bolilor autoimune
concomitente hepatitei cronice virale care s-a
dovedit a fi frecventã în infecþia cu VHC 
(tabelul 2 ºi fig. 5) are semnificaþie mai mare în
evidenþierea inducerii procesului imunologic de
cãtre virus decât în prezenþa anticorpilor specifici
non-organ.

The results of our study are consistent with
some literature data confirming the existence of
autoimmune manifestations within the lichen
planus [14].

What we have noted from the group of dis-
eases associated with cutaneous lichen planus 
was the prevalence of thyroid involvement (fig. 4).

Since the frequent association of autoimmune
thyroid diseases with HLA-B5 antigens is known,
and given the results of our study that noted the
predominant presence of similar immune
diseases, we could suggest that cutaneous lichen
has a genetic predisposition that may be asso-
ciated with HLA- B5, but to better define this
relationship, a larger number of patients with
cutaneous lichen planus and an ethnic
comparison of the normal control population is
needed [20].

It is equally true that not all of the con-
comitant autoimmune lichen planus have
established HLA associations. Thus, we may
alternatively admit that they may result from a
non-specific, but high immunoreactivity to
intrinsic or extrinsic antigens associated with the
HLA-B5 positivity.

In the associated lichen planus and viral
etiology, the infectious agent may contribute to
these manifestations by inducing activation of
cytotoxic T lymphocytes directed against epi-
thelial keratinocytes.

Fig. 5 Prevalenþa cazurilor cu lichen plan asociat cu boli
autoimune ºi infecþie cu VHC.

Fig. 5 Prevalence of lichen planus associated with
autoimmune diseases and HVC infection.
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LP cutanat LP bucal reticular LP bucal eroziv LP genital eroziv

Femei Bãrbaþi Femei Bãrbaþi Femei Bãrbaþi Femei Bãrbaþi

Morfee 1 - - - -

Vitiligo 2 - 1 - 1 - 1 -

Alopecia areata/totalis 3 - - - -

Afectare tiroidianã 7 1 - 1 - -

Poliartritã reumatoidã 2 - - 1 - -

Dermatitã herpetiformã 1 - - - -
Duhring-Brocq

Sclerodermie sistemicã 1 - - - 1 -

Tabelul 1. Incidenþa manifestãrilor imune asociate cu lichenul plan în funcþie de forma clinicã.

LP Cutaneous Oral reticular Oral erosive Genital erosive
lichen planus lichen planus lichen planus lichen planus

Female Male Female Male Female Male Female Male

Morphea 1 - - - -

Vitiligo 2 - 1 - 1 - 1 -

Alopecia areata / totalis 3 - - - -

Thyroid damage 7 1 - 1 - -

Rheumatoid arthritis 2 - - 1 - -

Herpetiform dermatitis 1 - - - -
Duhring-Brocq 

Systemic scleroderma 1 - - - 1 -

VHC VHB

Femei Bãrbaþi Femei Bãrbaþi

Morfee - -

Vitiligo 2 - 1 -

Alopecia areata/totalis 1 - -

Afectare tiroidianã 3 - -

Poliartritã reumatoidã - -

Dermatitã herpetiformã 1 - -
Duhring-Brocq

Sclerodermie sistemicã - -

Table 1. Incidence of immune manifestations associated with lichen planus according 
to the clinical form of the disease

Tabelul 2. Incidenþa manifestãrilor imune asociate cu lichenul plan ºi hepatitele cronice virale
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HVC HVB

Female Male Female Male

Morphea - -

Vitiligo 2 - 1 -

Alopecia areata/totalis 1 - -

Thyroid damage 3 - -

Rheumatoid arthritis - -

Duhring-Brocq 1 - -
herpetiform dermatitis

Systemic scleroderma - -

Table 2. Incidence of immune manifestations associated with lichen planus and chronic viral hepatitis

LP eruptiv LP cutanat LP bucal LP bucal LP eroziv 
localizat eroziv reticular vulvar

VHC 3 4 4 1 1

VHB 1 3 1 1 -

Hepatocitolizã 3 1 1 - -

H. pylori 2 2 - 1 1

Meningitã - 1 - - -

Neuropsihic 1 6 1 2 1

Medicamente 3 3 1 2 -

Metabolic 10 7 4 3 3

Autoimune 4 14 3 1 1

Neoplazii - 3 - - -

Tabelul 3. Incidenþa afecþiunilor frecvent asociate lichenului plan, în funcþie de forma clinicã de boalã.

Eruptive lichen Cutaneous Oral erosive Oral reticular Vulvar erosive
planus lichen planus lichen planus lichen planus lichen planus 

HVC 3 4 4 1 1
HVB 1 3 1 1 -
Liver dysfunction 3 1 1 - -
H. pylori 2 2 - 1 1
Meningitis - 1 - - -
Neuropsychic 1 6 1 2 1
Drugs 3 3 1 2 -
Metabolic disorder 10 7 4 3 3
Autoimmune 4 14 3 1 1
Cancer - 3 - - -

Table 3. Incidence of affections commonly associated with lichen planus, depending 
on the clinical form of the disease
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Corelaþii între formele clinice de boalã ºi
etiologie
Studiul incidenþei afecþiunilor frecvent aso-

ciate lichenului plan, în funcþie de forma clinicã
de boalã este ilustrat în tabelul 3.

Se observã asocierea lichenului plan în toate
formele clinice cu hepatita cronicã viralã cu VHC,
cu afecþiunile neuropsihice, cu afecþiunile meta-
bolice ºi bolile autoimune. Se remarcã incidenþa
mai mare a afectãrii metabolice asociatã lichenu-
lui plan, faþã de restul bolilor. Astfel reiese faptul
cã afecþiunile metabolice sunt frecvent asociate cu
lichenul plan, în special cu forma eruptivã, în
concordanþã cu studiile recente care susþin cã
asocierea acestora este frecventã. Este de reþinut
importanþa deosebitã a factorului metabolic în
etiologia ºi evoluþia lichenului plan eruptiv.

Ceea ce am remarcat în grupul afecþiunilor
asociate lichenului plan cutanat localizat a fost
predominanþa bolilor autoimune. Astfel reiese
importanþa investigãrii unei eventuale patologii
autoimune în formele clinice cutanate localizate,
aparent banale.

Rezultatele studiului nostru nu sunt în
concordanþã cu datele din literaturã conform
cãrora hepatita cronicã viralã cu VHC se asociazã
mai frecvent cu lichenul plan eroziv bucal, decât
cu alte forme clinice de boalã [15]. În cadrul
lotului studiat, infecþia cu VHC a fost prezentã în
egalã mãsurã în lichenul eroziv bucal, cât ºi în
lichenul plan cutanat localizat.

Deºi de-a lungul timpului s-a observat cã
lichenul plan bucal survine mai frecvent pe teren
anxios, depresiv, în cadrul lotului studiat,
afecþiunile neuropsihice, în special tulburarea
organicã de tip depresiv, se asociazã mai frecvent
cu lichenul plan cutanat localizat.

În conformitate cu literatura de specialitate,
lichenul plan hipertrofic se asociazã cu insu-
ficienþa venoasã cronicã în majoritatea cazurilor
(80%).

Mecanismele etiopatogenice privind lichenul
plan nu sunt complet elucidate. În plus, datele
obþinute în cadrul studiului nostru sunt, în parte,
în contradicþie cu datele din literaturã. Aceste
constatãri subliniazã importanþa unor studii
suplimentare pe baza etiopatogeniei lichenului
plan.

These findings suggest that chronic viral
infection may facilitate the expression of auto-
immune diseases. The presence of concomitant
autoimmune diseases with chronic viral hepatitis
that has been shown to be common in HCV
infection (table 2 and fig. 5) has greater
significance in highlighting the induction of the
immunological process by the virus than in the
presence of non-organ specific antibodies.

Correlations between clinical forms of
disease and etiology.
The study of the incidence of affections

commonly associated with lichen planus,
depending on the clinical form of the disease, is
illustrated in table 3.

The association of lichen planus in all clinical
forms with chronic HCV viral hepatitis, neuro-
psychiatric disorders, metabolic disorders and
autoimmune diseases is observed. The greater
incidence of metabolic damage associated with
lichen planus, compared with the rest of the
diseases, is noted. Thus, metabolic disorders are
frequently associated with lichen planus,
especially with eruptive form, consistent with
recent studies that claim their association is
common. It is important to note the particular
importance of the metabolic factor in the etiology
and evolution of the eruptive lichen planus.

What we have noticed in the group of
diseases associated with cutaneous lichen planus
was the prevalence of autoimmune diseases.
Thus, is important to investigate an eventual
autoimmune pathology in cutaneous clinical
forms.

The results of our study are not in line with
the literature that chronic HCV viral hepatitis is
associated more frequently with oral erosive
lichen planus than with other clinical forms of the
disease. [15] Within the study group, HCV
infection was also present in buccal erosive lichen
and cutaneous lichen.

Although, over time, it has been observed
that oral lichen planus occurs more often in
anxious, depressed patients, within the studied
group, neuropsychiatric disorders, especially
depressive-type organic disorder, are associated
more frequently with cutaneous lichen.

According to the literature, hypertrophic
lichen planus is associated with chronic venous
insufficiency in most cases (80%).
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Concluzii

Din însumarea datelor generale expuse ºi a
celor obþinute din studiul întreprins pe lotul
selecþionat, se pot formula câteva concluzii cu
importanþã atât teoreticã, cât ºi practicã: 

Rezultatele studiului evidenþiazã asocierile
lichenului plan cu afecþiunile sistemice, precum ºi
semnificaþia lor în patogenia bolii. Prin obser-
vaþiile fãcute am adus argumente în sprijinul
mecanismelor imunologice corelate cu etiologia
lichenului plan. Studiul formelor clinice l-am
considerat important pentru diagnostic dife-
renþial, prognostic ºi tratamentul lichenului plan. 

Circumstanþele etiologice evidenþiate prin
anamnezã, prin determinarea markerilor infecþiei
virale în ser ºi a dezordinii imunologice sunt
necesare pentru diferenþierea formelor etiologice
de lichen plan, pentru prevenirea complicaþiilor
ºi pentru instituirea tratamentului adecvat. 

Lichenul plan este o dermatozã cronicã
cutaneo-mucoasã a vârstei adulte, de cauzã
necunoscutã, manifestatã clinic printr-o erupþie
monomorfã tipicã ºi cu localizare caracteristicã.
Cunoscut încã de pe vremea lui Hipocrate,
lichenul plan a rãmas permanent în actualitate
datoritã etiopatogeniei sale încã neelucidate, deºi
au fost emise numeroase teorii etiopatogenice. 

Cercetând un numãr de 84 cazuri de lichen
plan am observat cã boala afecteazã ambele sexe,
dar cu o incidenþã mai mare la femei (60,7%),
comparativ cu bãrbaþii (39,28%). Distribuþia pe
grupe de vârstã aratã o predominanþã a
decadelor 5-6 de viaþã.

Topografia leziunilor ºi aspectul clinic al
acestora sunt în mãsurã sã obiectiveze fenomenul
patologic cutanat ºi sã ofere date pentru
urmãrirea evoluþiei bolii. Forma clinicã cel mai
frecvent întâlnitã a constat dintr-o erupþie
cutanatã tipicã formatã din papule roºii-violacee,
poligonale, strãlucitoare în luminã indirectã,
acoperite de o scuamã discretã, diseminate pe
faþa anterioarã a antebraþelor, pe gambe,
presacrat ºi paravertebral, intens pruriginoasã.
Boala are evoluþie cronicã cu perioade mai lungi
sau mai scurte de acalmie, în funcþie de
tratamentul aplicat, statusul psihoemoþional al
bolnavului ºi de eventualele comorbiditãþi. 

The etiopathogenic mechanisms of lichen
planus are not fully elucidated. In addition, the
data obtained in our study is partially contra-
dictory to literature data. These findings under-
score the importance of additional studies based
on lichen planus etiopathogenesis.

Conclusions

From the summary of the exposed data and
those obtained from the study carried out on the
selected lot, some conclusions can be drawn, both
theoretically and practically:

The results of the study highlight the
association of lichen planus with systemic
disorders, as well as their significance in the
pathogenesis of the disease. Through the
observations made, we have put arguments in
support of the immunological mechanisms
correlated with the etiology of lichen planus. We
considered that the study of clinical forms is
important for differential diagnosis, prognosis
and treatment of lichen planus.

The etiological circumstances evidenced by
anamnesis, by determining the markers of viral
infection in the serum and immunological
disorder are necessary for the differentiation of
the etiological forms of lichen planus, for the
prevention of complications and for the establish-
ment of the appropriate treatment.

Lichen planus is a chronic cutaneous-mucosal
dermatosis of adulthood, with unknown cause,
clinically manifested by a typical monomorphic
eruption and characteristic localization. Known
from the time of Hippocrates, the lichen planus
has remained permanently in the current due to
its still unknown etiopathogenicity, although
many etiopathogenic theories have been issued.

By investigating 84 cases of lichen planus we
noticed that the disease affects both genders but
with a higher incidence in women (60.7%) com-
pared to males (39.28%). Distribution by age group
shows a predominance of 5-6 decades of life.

The lesion topography and clinical appear-
ance are able to pinpoint the skin pathogenic
phenomenon and provide data for disease
progression. The most common clinical form
consisted of a typical rash of red-violet,
polygonal papules, brilliant in indirect light,
covered by a discreet swab, disseminated on the
anterior face of the forearms, on the incisor,
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Factorii de risc intervenind în declanºarea
bolii, identificaþi pe lotul de bolnavi studiat de
noi sunt, în ordinea frecvenþei: asocierile cu
afecþiuni metabolice, boli autoimune, hepatite
cronice virale, factorul neuropsihic, medica-
mentele, infecþia cu Helicobacter pylori ºi
neoplaziile.

Prin studiul manifestãrilor clinice ºi prin
corelarea acestora cu unii parametri clinici ºi
biologici, am constatat cã gravitatea mani-
festãrilor clinice este dependentã liniar de stresul
psihoemoþional ºi de traumatismele locale, iar
prezenþa vârstei înaintate reprezintã un factor de
gravitate. 

Din datele din literaturã ºi din cele obþinute
de noi, rezultã importanþa unor studii supli-
mentare pe baza etiopatogeniei lichenului plan.
Implicaþiile medicale, economice ºi sociale ce
decurg din creºterea în ultimii ani a numãrului de
bolnavi cu lichen plan, constituie premizele care
trebuie sã stea la baza unor mãsuri medicale ºi
educaþionale de prevenire a recidivelor ºi com-
plicaþiilor acestei boli.

paravertebral, intense pruritic . The disease has
chronic evolution with longer or shorter periods
of remission, depending on the treatment
applied, the psychoemotional status of the
patient and possible comorbidities.

Risk factors intervening in the onset of the
disease, identified in the group of patients
studied by us are the following, in frequency
order: association with metabolic diseases,
autoimmune diseases, chronic viral hepatitis,
neuropsychotic factor, drugs, Helicobacter pylori
infection and neoplasia.

By studying the clinical manifestations and
correlating them with some clinical and bio-
logical parameters, we found that the severity of
the clinical manifestations is linearly dependent
on the psychoemotional stress and the local
traumas, and the presence of the advanced age is
a factor of gravity.

From the literature and the data obtained by
us, the importance of additional studies on the
basis of the etiopathogenesis of the lichen planus
is important. The medical, economic and social
implications of the increase in the number of
patients with lichen planus in recent years are the
premises that must sustain medical and
educational measures to prevent relapses and
complications of this disease.
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