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Aim: to analyze the literature data, and to raise awareness of doctors of various specialties about the methods of
diagnosis and treatment of esophageal lichen planus (ELP).

Key points. In a 67-year-old female patient with complaints of difficulty swallowing solid food and weight loss,
esophagogastroduodenoscopy revealed subcompensated stenosis of the middle third of the esophagus and signs
of fibrinous esophagitis. Based on the characteristics of the endoscopic picture and the detection of apoptotic Ci-
watt bodies in esophageal biopsies, a diagnosis of ELP was established. Treatment with glucocorticosteroids led to
relief of symptoms and positive endoscopic dynamics. ELP is rare and the least studied, data on this disease in the
literature are presented mainly in the form of clinical observations and analysis of series of cases. Typical clinical
manifestations include dysphagia and odynophagia. Despite the low prevalence, ELP can be associated with serious
complications: stenosis and esophageal squamous cell carcinoma. Endoscopic examination reveals characteristic
signs in the esophagus: swelling, thickening and increased vulnerability of the mucosa, often with fibrin, formation
of membranes and strictures. The histological picture is represented by epithelial dyskeratosis with exfoliation, li-
chenoid lymphocytic infiltration. The most specific histological sign is the presence of apoptotic Civatte bodies. Rec-
ommendations for the treatment of ELP are limited to the results of a series of clinical observations and include the
prescription of systemic corticosteroids. The issue of supportive therapy is the least studied.

Conclusion. Analysis of the literature data and the clinical case demonstrate that lichen planus of the esophagus
is one of the rare causes of dysphagia. Characteristic endoscopic and histological signs are key for the diagnosis.
The management of patients with esophageal lichen planus is insufficiently defined and today includes taking of
glucocorticosteroids, endoscopic dilation of stricture and dynamic endoscopic observation, given the high risk of
squamous cell carcinoma in this category of patients.
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Llenb: npeactaBuTb KNMHMYECKOE HabMOAEHNE N MPOBECTM aHaNIN3 AaHHbIX INTEPATypPbl 0 METOA4aX AMarHOCTUKN
1 neveHuns kpacHoro naockoro nuwas (KrJ) nuwesona.

OCHOBHbI€ MOJIOXEeHUA. Y nauneHTkn 67 NeT ¢ xxanobamm Ha HapyLLeHMe NI0TaHMUs TBEPAON MULLM U CHUXEHME
Macchbl Tena npu 33odaroracTpoayoneHOCKONUU BbiIBIEH CYOKOMMEHCUPOBAHHbLIA CTEHO3 CpedHen TpeTu nu-
ueBoa 1 npusHaku GubpuHO3HOro asodarmta. Ha ocHoBaHUM OCOOEHHOCTEN SHA0CKONMMYECKOW KapTUHbI 1 00-
HapyXeHns anonTo3HbIx Tenewy, Cueatta B GuonTarax NMLL,EeBoAa YCTAHOBEH ANArHO3 «KPaCHbI MIOCKUIA uLan
nuweBoaa». JledeHne MIOKOKOPTMKOCTEPOMAAMM NPUBESIO K KYNMMPOBAHNIO CUMMATOMOB U MOSIOXUTENIbHOW 9HO0-
ckonuyeckon guHamuke. d3odareansHasa nokanmsauusa KMJl aenseTcsa peakor n HaMmMeHee U3y4eHHOW, AaHHble
006 aTom 3aboneBaHMn B nuTepaType npeacraBfieHbl B OCHOBHOM B BUAE KIIMHMYECKUX HAOMIOAeHNI 1 aHanm3a ce-
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puii cnyvyaes. TUMUYHbBIE KIIMHUYECKME MPOSIBIIEHNS BKIIOYAIOT B cebsa amucdarunio n oguHodarunio. KrnJl moxeT 6biTb
CBfI3aH C CEPbE3HbIMU OCNIOXHEHUSIMU — CTEHO30M U MJIOCKOKJIETOYHBIM PakoM nuLLeBOoAa. DHOO0CKOMMYECKOE
nccnenoBaHue No3BOJISET BbIABUTb B MULLEBOAE XapakTEPHbIE NPU3HAKN: OTEK, YTONLLEHME U MOBbLILLIEHHYIO PaHN-
MOCTb CIN3MCTOM 060104KM, HACTO C HaNeTom GnbpuHa, Ha GoHEe KOTOPbIX GOPMUPYIOTCH MEMOPAHbI U CTPUKTYPHI.
[McTonornyeckas kapTuHa npeLcTaBieHa ANCKePaTO30M 3NUTENUS C OTCIIOEHUEM, INXEHOULHON NMMOOLNTAPHOWN
vHouneTpaumen. Hanbonee cneun@uyHbIi FTMCTONOMMYECKUIA MPU3HAK — Hannume anontotTnyeckux teney, Cveatra.
PekomeHpaummn no tepanun KMNJ1 nuwesona orpaHuyeHbl pedysisTaTaMy CepPUn KIMHNYECKUX HabNoAEHWI U BKITHO-
YaloT Ha3HAYEHME CUCTEMHbIX KOPTUKOCTEPOUAOB. HavMmeHee n3yyeHa npobnema noaaepXXmBaioLLen Tepanuu.

3aknouyeHue. AHanu3 OaHHbIX UTEPATYPbl U MPUBEAEHHBIA KIIMHUYECKUIM Cy4Yali MOKa3biBalOT, YTO KPACHbLIN
MJIOCKUIM NULIAN NULEeBOAa ABASETCA OLHON M3 peakmx NpuyvH gucdaruu. Pelwwatolee 3Ha4eHne osis nocTtaHoB-
KV OMarH03a MEIOT XapakTepHble SHAOCKOMMYECKME N TMCTONIOrMYeckme Npu3Hakn. TakTuka BeaeHUs nauneHToB
C KpacCHbIM MJIOCKUM JIMLLIAEeM NULLEBOAA HEQOCTATOYHO ONpeaeneHa N Ha CErogHs BKIIKOHAET Ha3HaYeHne MoKo-
KOPTUKOCTEPOUNLOB, S3HAOCKOMNYECKYIO AMNATALMIO MPU HAJIMYUN CTPUKTYPLI U ANHAMNYECKOE 9HO0CKOMNUYeckoe

HabnooeHMe, yUNTbIBas BbICOKNIM PUCK PA3BUTUSA MIIOCKOKIETOYHOIO paka y 4aHHOW KaTeropum 60/bHbIX.
KnioueBble cnoBa: gucoaruns, KpacHbl NAOCKNIA NLIANA, CTEHOTUYECKOE NopaxeHne nNu,esona
KoHNUKT nHTepecoB: aBTOPbI 3as9BNAIOT 00 OTCYTCTBUM KOHPIMKTA UHTEPECOB.

Ang uutnposanusa: JonrywuHa A.N., Onesckas E.P., Xuxnoea A.O., Caexko A.A., Benoycos C.}0. KpacHblii nnockuii nvwaii nueso-
[a Kak npuymHa aucdarum: 063op nMTepaTypbl U KIMHUYECKOe HabntoaeHne. PoCcuinckuii xxypHan racTpo3HTEPOSIOrnn, renaTosiornm,
kononpokTtonorun. 2023;33(4):76-84. https://doi.org/10.22416/1382-4376-2023-33-4-76-84

Lichen planus (LP) is a chronic inflammatory
disease of the skin and mucous membranes, less
commonly affecting nails and hair, the typical
elements of which are lichenoid papules. The in-
cidence of LP is 0.14—1.27 %, middle-aged and
elderly women predominate [1].

The etiology and pathogenesis of LP remain
poorly understood, currently the dominant idea
is that LP is an autoimmune disease mediated
by T lymphocytes. It has been suggested that
in response to exogenous or endogenous stimuli,
Langerhans cells are activated, followed by the
presentation of antigen to CD4" T lymphocytes,
which are sent to the lamina propria upon ac-
tivation of adhesion molecules. The production
of proinflammatory cytokines contributes to the
stimulation of CD8" T lymphocytes and further
damage to the epithelium [2]. Stress, taking
various medications (NSAIDs, antihypertensive
drugs, chemotherapeutic agents, hydroxychloro-
quine, sulfonylureas, tumor necrosis factor in-
hibitors) and genetic predisposition are consid-
ered as predisposing factors to LP [3, 4]. The
infectious theory has been widely discussed as
a pathogenetic model of LP, but no convincing
evidence of this association including with viral
hepatitis C has been obtained [5]. A number of
studies have shown the combination of LP with
other autoimmune diseases (autoimmune thy-
roiditis, celiac disease) and thymoma [6—9]. The
association with primary biliary cholangitis has
been demonstrated in isolated cases and is not
currently generally accepted [10].

The variety of clinical forms of LP, in addition
to skin, nails and hair, includes damage to the
anogenital area and esophagus [11]. Esophageal

localization of LP is rare and least studied, data
on this disease in the literature are presented
mainly in the form of clinical observations and
analysis of case series. However, a number of au-
thors believe that esophageal LP is not so much
a rare disease as a poorly studied disease, the
frequency of which in the population can reach
0.1 % [12]. LP can be associated with serious
complications — stenosis and squamous cell car-
cinoma of the esophagus [4, 13].

The presented clinical observation aims to in-
crease the awareness of different specialties doc-
tors about the diagnosis and treatment of esopha-
geal LP.

Clinical observation

A 67-year-old female patient consulted a gas-
troenterologist with complaints of difficulty
swallowing solid food and weight loss. For the
first time, dysphagia was noted three months be-
fore, when it became necessary to drink liquid
after eating solid food. Taking proton pump in-
hibitors in standard doses had no effect on clini-
cal manifestations: dysphagia persisted, and she
lost 10 kg. During fluoroscopy of the esophagus
and stomach, the contrast freely passed into the
stomach, in the middle third of the esophagus,
a narrowing of the esophagus over 4 cm was re-
vealed, and an axial hiatal hernia was detected.
She was sent for esophagogastroduodenoscopy
(EGD), which confirmed subcompensated middle
third esophagus stenosis and signs of fibrinous
esophagitis (Fig. 1).

Histological examination of the initial biopsy
showed the presence of young granulation tissue
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Figure 1. Subcompensated stenosis of the middle third
of the esophagus against the background of fibrinous
esophagitis

Pucynox 1. CyOKOMIIEHCHPOBAHHBII CTEHO3 CpejHeil
TpeTH nuiieBojia Ha ¢pone hbubPUHO3HOTrO d30harnuTa

with fibrinous-purulent exudate and intraepithe-
lial neutrophilic infiltration of stratified squa-
mous epithelium. In a hospital setting, the patient
underwent six sessions of endoscopic bougienage
using a Savary bougie guide with a diameter of
7 to 14 mm, with a positive effect. A main fea-
ture of the endoscopic picture was the localiza-
tion of circular stenosis in the middle esophagus,
as well as increased fragility of the surrounding

Figure 2. Matte, fragile mucous membrane of the
esophagus with detachment of layers, bleeding of the
underlying layers in lichen planus

Pucynox 2. MaroBas xpynkasi cinsucrasi 060J04YKa M-
I11€BO/Ia C OTCJIOEHUEM ILJTACTOB, KPOBOTOYMBOCTHIO HIKE-
JIESKAIINX CJIOEB MPH KPACHOM IIOCKOM JINIIIAae

Figure 3. Trachealization of the lower third of the
esophagus (inspection in the BLI-brt narrow spectrum
mode)

Pucynox 3. Tpaxeanusanusi HUKHEH TpeTH IHUIIEBOJA
(ocMoTp B pesknme y3koro cnektpa BLI-brt)

mucous membrane, which, upon contact with
the endoscope, ruptured and peeled off in large
layers with bleeding from the underlying layers
(Fig. 2).

In the distal esophagus, trachealization-like
multiple circular thin membranes were identified,
slightly narrowing the lumen of the esophagus
(Fig. 3).

From the medical history it was known
that the patient did not smoke, denied alcohol
abuse and the fact of a chemical burn of the
esophagus. Previously worked as a salesperson.
She lived in an industrial city. The parents had
suffered from cardiovascular diseases and the
relatives had had no malignant neoplasms of the
gastrointestinal tract. She was being observed by
a general practitioner for arterial hypertension.
On an ongoing basis, she was taking perindopril
4 mg and atorvastatin 10 mg; denied taking other
medications or dietary supplements. The patient
did not note the presence of rashes on the skin
and mucous membranes. No episodes of increased
body temperature, lymphadenopathy or arthritis
were detected.

Physical examination: the patient had a
hypersthenic physique and overweight (body mass
index — 25.8 kg/m?). Thyroid gland — grade 0
according to WHO classification. The respiratory
rate — 16 per minute. Breathing was vesicular,
carried out in all parts of the chest, there were no
adverse respiratory sounds. Pulse — 62 per minute.
Systolic blood pressure — 130 mmHg, diastolic
blood pressure — 60 mmHg. Heart sounds were
rhythmic and clear. The mucous membrane of
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Figure 4. Matte, fragile mucous membrane of the
esophagus with detachment of layers, bleeding of the
underlying layers in lichen planus

Pucynox 4. MaroBast XpynKasi cau3ucTtasi 000J09YKa M-
IMeBO/Ia C OTCJIOEHNEM TIJIACTOB, KPOBOTOYMBOCTBIO HILKE-
JIeKATIX CJI0eB MPH KPACHOM ILITOCKOM JINIIae

the oral cavity was clean, the tongue was moist
and not coated. The abdomen was soft, painless
on palpation. The edge of the liver did not
protrude from under the edge of the costal arch,
it was smooth and elastic. There was no swelling.
Examination of the skin revealed no changes.

An additional examination was carried out:
general clinical, biochemical laboratory tests and
ultrasound examination of the abdominal organs
were normal. Additionally, studies were carried
out to exclude tuberculosis: chest X-ray and
Diaskintest, which did not reveal any pathological
changes. Serological markers of herpetic and
cytomegalovirus  infections  were  negative.
Ileocolonoscopy did not demonstrate changes in
the colon and ileum characteristic of inflammatory
bowel diseases.

Repeat biopsy was performed in the upper,
middle and lower esophagus after endoscopic
bougienage, proton pump inhibitors and antacids
therapy. Histological findings showed esophageal
squamous non-keratinizing epithelium with a
mature lining the surface in fragment of the mucosa.
The angiomatosis, diffuse pronounced lymphocytic
and neutrophil infiltration were noted in lamina
propria. No band-like lymphocytic infiltration
with degeneration of basal keratinocytes was
detected. Layers of mature squamous non-
keratinizing epithelium involving single oxyphilic
apoptotic keratinocytes (Civatte bodies) were
located separately (Fig. 4). Taking into account
the specific endoscopic picture of the esophagus
(mucosal fragility, mucosal denudation, fibrinous
plaque, stenosis, trachealization) and the detection

of apoptotic Civatte bodies, the diagnosis of
esophageal lichen planus was made.

Taking into account the progressive clinical
picture of esophageal stenosis, a decision was
made on the need for further therapy with

Figure 5. Endoscopic picture of lichen planus of the
esophagus after a course of endoscopic bougienage
against the background of antireflux therapy before the
prescription of glucocorticosteroids (examination in the
LCI color visualization mode)

Pucynox 5. DHIOCKOIIMYECKAsT KapTHHA KPACHOIO ILIO-
CKOTO JIMIIAst TUIEeBO/IA 110C/Ie Kypca 9HIOCKOIMNYECKOTO
Oy:xupoBanusi Ha (oHe aHTUPEJIOKCHOI Teparnun 0
HA3HAYEHUS TTIOKOKOPTHKOCTEPONI0B (0CMOTD B peskuMe
yaydienus usetoBoil usyamusamun LCI)

Figure 6. Endoscopic picture of lichen planus of the
esophagus after the administration of glucocorticoste-
roids (prednisolone 40 mg) on day 14: expansion of the
lumen of the esophagus, decrease in the thickness of
fibrinous plaque

Pucynox 6. Iugockonmyeckas KapTHHA TJIOCKOTO JIHINAs
MUIIEBOJa MOCJe Ha3HAYEHHS TJTIOKOKOPTUKOCTEPOUIOB
(npeanusosnon 40 Mr) Ha 14-e cyTKu: paciiupeHue npo-
CBeTa IMUINEBO/IA, YMEHbBIIEHNE TOJIIHBI (PUOPHHO3HOTO
Hajera
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Figure 7. Endoscopic picture of lichen planus of the
esophagus after a month of treatment with glucocortico-
steroids (prednisolone 40 mg), positive dynamics

Pucynox 7. Iupockonnyeckass KapTUHA KPACHOTO ILIO-
CKOTO JIMIIAsi IHUIIEBOJA CIIYCTsI MeCSIl JIEYEeHUsl TJIo-
kokoprukocrepouamu (mpegnusonon 40 Mr), MmoJoxu-
TeJibHas JAUHAMUKA

glucocorticosteroids.  While taking 40 mg
prednisolone during the first month, the symptoms
of dysphagia were relieved and positive endoscopic
image were noted (Figs. 5—7).

Subsequently, the dose of prednisolone
was reduced to 10 mg, dysphagia resumed and
esophageal changes recurred within several weeks
when attempt was made to to reduce or completely
cancel it (Fig. 8). Accordingly, a prolong
prednisolone therapy with endoscopic management
and control of side effects were recommended.

Discussion

The first description of esophageal lichen pla-
nus was made simultaneously by B.M. Al-Shihabi
and L.G. Lefer in 1982 [14]. Since that time, the
prevalence of esophageal lichen planus remain
unspecified. A retrospective analysis of medical
records of 584 patients with oral LP shown en-
doscopic signs of esophagitis in 4 patients only,
endoscopy was performed in patients with dyspha-
gia [15]. Subsequently, some authors demonstrat-
ed a significantly higher incidence of concomitant
esophagitis in oral and cutaneous LP. R. Quispel
et al. found esophageal changes in 50 % of patients
with skin and oral rashes (12 out of 24 patients),
later J.S. Kern et al. shown similar findings [16,
17]. Extraesophageal manifestations of cutaneous
LP are not obligate, that cause of difficulty of
assessing the true prevalence of esophageal lichen

Figure 8. Endoscopic picture of lichen planus of the
esophagus after reducing the dose of glucocorticoste-
roids (prednisolone 10 mg) after 3 months

Pucynox 8. Iupockonnyeckasi KapTUHA IIOCKOTO JIHIIAs
MUIIEBO/IA MTOC/e CHIKEHUSI I03bI TJIOKOKOPTHKOCTEPON-
noB (peanusonon 10 mMr) cnycrs 3 Mecsna

planus. L.P. Fox et al. investigated esophageal in-
volvement as the soul or first manifestation of LP
developed in 14 of 72 patients [18]. Oral LP was
present in 89 % of patients, genital LP — in 42 %,
cutaneous — in 38 %. F. Schauer et al. present-
ed data on 52 patients with previously diagnosed
cutaneous and mucosal LP, when 34 (65.4 %)
patients had esophageal lichen planus. Findings
shown no correlation between the frequency of
involvement of the esophagus and the oral cavi-
ty, however, the authors noted combined severe
esophagitis and genital involvement are associated
with LP among patients [12]. The absence of cuta-
neous manifestations of lichen planus with esopha-
geal changes in the presented clinical case demon-
strates the difficulty of establishing the diagnosis,
it required targeted biopsy. The possibility of as-
ymptomatic esophageal LP also makes the diag-
nosis difficult. Typical clinical manifestations in-
clude dysphagia and odynophagia. Heartburn and
regurgitation are not common, so many authors
suggest previous unsuccessful therapy with proton
pump inhibitors as an additional sign. Dysphagia
and ineffective antireflux treatment can indicate
to esophageal lichen planus in our clinical case.
In general, the prevalence of symptomatic types
varies from 33 to 70—81 % by various authors, but
some researchers state a higher frequency [16—18].
Thus, according to the Mayo Clinic, all patients
(25 people) had complaints [4], as well as per
A. Rauschecker et al. (15 patients) [19]. One
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recent study included 34 patients with esophageal
lichen planus and 18 — without esophageal in-
volvement of comparison group showed the im-
portance of dysphagia as leading clinical symptom
that correlates with the severity of esophageal le-
sion [12].

The endoscopic picture represented by spe-
cific mucosal changes and esophageal stenosis
localized in the proximal esophagus, it is pos-
sible to differentiate lichen planus and reflux
esophagitis. Endoscopy allows to identify char-
acteristic signs in the esophagus, represented by
edema, thickening, increased mucosal fragility
with fibrinous surface, formed membranes and
strictures. The findings are localized in the
proximal esophagus in most cases (89 %) [18].
Altered esophageal mucosa is sensitive to any
mechanical impact (passing an endoscope, bi-
opsy forceps), may rupture and exfoliate with
whitish plaques, severe bleeding and erosion of
the underlying layer. The nonspecificity of en-
doscopic picture is another reason to make cor-
rect diagnosis difficult. ELP can be mistaken
for various esophageal diseases: erosive reflux
esophagitis, eosinophilic esophagitis, “slouth-
ing” (exfoliative) esophagitis, epidermolysis
bullosa, esophageal pemphigus, viral esophagi-
tis [20, 21]. Concomitant Candida colonization
of affected esophageal areas is possible.

The data on X-ray for esophageal lichen pla-
nus are extremely limited. Single studies demon-
strate the presence of proximal strictures and
diffuse narrowing of esophageal lumen as ra-
diological signs of the disease, highlighting the
difficulty to differ eosinophilic esophagitis [19].

Histopathology is a main method that ver-
ifies the diagnosis, which allow to reveal epi-
thelial dyskeratosis with detachment, lichenoid
lymphocytic infiltration and the most specific
sign of intraepithelial apoptosis — Civatte bod-
ies look like homogeneous eosinophilic globules
in basal epithelium and superficial lamina pro-
pria [12]. Civatte bodies are specific feature of
esophageal LP, but incidence is low — about
40 % of cases [22]. Our clinical observation
demonstrates informativeness of histology increase
with biopsy in all parts of the esophagus, while
taking biopsy samples of fibrinous plaques should
be observed. Lymphocytic mucosal infiltration in
the esophagus is not pathognomonic of ELP and
immunohistochemical studies to establish T cell
association (CD3, CD4 and CD8) do not help
differentiate esophageal LP from other diseases
including drug-induced and infectious esophagitis
[2]. M. Pittman et al. reported esophageal lym-
phocytic infiltration occurs both in Crohn’s dis-
ease and in other autoimmune disorders [23].

Recommendations for the treatment of esoph-
ageal LP are limited by results of clinical case
series. As a rule, most of the presented cases of
esophageal LP were accompanied by dysphagia
and stricture required endoscopic bougienage or
balloon dilatation. However, endoscopic treat-
ment have unstable effect and high rate of rest-
enosis remains as with many other systemic
esophageal disorders, thus it requires the search
of specific therapy [24].

Most authors consider systemic or topical cor-
ticosteroids as the first line of therapy in symp-
tomatic patients. Induction dose of prednisolone
40—60 mg (or methylprednisolone 32 mg) for
4—6 weeks leads to positive clinical and endo-
scopic dynamics in most patients [18, 25]. The
effectiveness of topical corticosteroids was stud-
ied in retrospective review of patients cards
treated from 1995 to 2016 at the Mayo Clinic:
32 patients were prescribed 3 mg budesonide
dissolved in 10 mL sirupus 2 times or 0.3 mg/mL
budesonide-rincinol gel and 8 patients were
prescribed 880 mcg fluticasone 2 times a day.
Evaluation of the response to therapy performed
after an average of 3.2 months: the majority of
patients noted reduction of dysphagia and im-
provement of endoscopic picture; 18 % patients
required to switch to another therapy. However,
even with an effective induction regimen in pa-
tients with esophageal LP, when GCS is discon-
tinued, the relapse rate reaches 84 % [26].

Our clinical observation shows the need
for futher research to allow regulating main-
tenance treatment. Currently, some authors
recommend systemic corticosteroids in lower
doses, switching to topical corticosteroids or
combination corticosteroids with azatiprine
2 mg/kg body weight as maintenance thera-
py [17, 27]. Tt should be noted that data on
the effectiveness of therapy required to clarife
in future investigation. Management for pa-
tients who do not respond to corticosteroids
are even less certain. Successful using of tri-
amcinolone injections in the esophageal stric-
tures have been reported in nine cases [28].
Typically, the retinoic acid analogue acitretin
or various immunosuppressants (methotrexate,
cyclosporine, rituximab, tacrolimus, thalido-
mide and mycophenolate mofetil) are prescribed
in most cases of failure of the first-line therapy
[29]. There is evidence of effective use of the
Janus kinase inhibitors tofacitinib and upadaci-
tinib in esophageal lichen planus [30]. A case of
covered metal stent installation into esophageal
lumen with relief of clinical symptoms and previ-
ous unsuccessful corticosteroids therapy was also
described [24].
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Although data on the natural history of
esophageal LP are limited, there is increasing
evidence that lichen planus may be associated with
esophageal squamous cell carcinoma. K. Ravi et al.
showed developed carcinoma during endoscopic
observation that in 8 out of 132 patients (6.1 %).
The analysis revealed no additional factors
associated with esophageal cancer including age,
prevalence of lichen planus and previous therapy.
Given that cancer developed within the first year
in half of the patients, repeat endoscopy after
6—12 months can be appropriate [31].
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