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Lichen planus affects 0.5% to 2% of the population. 
The involvement of the oesophagus is a rare mani-
festation with high morbidity and risk of malignancy. 
Clinical characteristics and diagnostic-therapeutic 
strategies were reviewed. A retrospective study of 
clinical-pathological characteristics, endoscopic fin-
dings, and follow-up of patients with oesophageal li-
chen planus treated at a tertiary hospital during 2006–
2023 was conducted. Nine patients (1 man, 8 women) 
with a median age of 76 years were included. All pa-
tients had oral lichen planus. Dysphagia was the initial 
symptom, being the first manifestation of the disease 
in 2 cases. All presented lesions in the oral oesophagus 
with fibrous rings, stenosis, and mucosal denudation. 
Histological changes of the lichenoid type were obser-
ved in 8/9. After a median follow-up of 2 years, no pro-
gression to oesophageal squamous cell carcinoma was 
observed. Swallowed glucocorticoid therapy, proton 
pump inhibitors, prokinetics, and oesophageal dilata-
tions were prescribed. Eight out of 9 patients showed 
partial improvement with clinical stabilization. Oesop-
hageal lichen planus is an infrequent and underdiagno-
sed disease. Its diagnosis may be based on endoscopic 
features, histopathology, and direct immunofluores-
cence. The correct management is often challenging, 
but necessary because this entity has been associated 
with oesophageal squamous cell carcinoma and poor 
quality of life.
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cell carcinoma.
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Lichen planus (LP) is a chronic T-cell-mediated in-
flammatory mucocutaneous disorder of uncertain 

aetiology that affects the skin, cutaneous appendages, 
and mucous membranes. It affects 0.5% to 2% of the 
population with a predilection for middle-aged adults. 
LP often affects primarily the skin and oral or genital 
mucosa. However, other mucous membranes can be in-

volved including the oesophagus, conjunctivae, bladder, 
nose, larynx, stomach, and anus (1).

Although the involvement of the oesophagus was 
initially described in 1982, there are only a few case 
reports of oesophageal lichen planus (OLP) and our 
understanding of this condition remains severely limited 
(1). It is suggested that it is an underdiagnosed condi-
tion, being more frequent if there is involvement of the 
oral mucosa. The exact prevalence is unknown, but 
some studies have estimated that it could be present in 
26% of patients with LP (2). OLP is often asymptomatic 
and may develop either as an isolated manifestation or 
concomitantly with LP in other locations. Even though 
dysphagia is the most common symptom, odynophagia, 
heartburn, weight loss, and retrosternal pain have also 
been reported (3). Endoscopic findings can range from 
subtle mucosal changes to erosive oesophagitis with 
strictures. Histopathological examination is crucial for 
diagnosis and typically reveals characteristic features of 
LP, including lymphocytic T-cell infiltrate and intraepit-
helial apoptosis (3, 4). The management of OLP remains 
challenging. Treatment options are often limited and 
may include proton pump inhibitors (PPIs) to control 
acid reflux, topical therapies such as corticosteroids or 
calcineurin inhibitors, and systemic medications like 
immunosuppressants or immunomodulators. In severe 
cases, endoscopic dilation may be necessary to relieve 
dysphagia (5–7).

This study presents a series of 9 cases of OLP, provi-
ding valuable insights into the clinical spectrum, diag-
nostic challenges, and therapeutic approaches. A greater 
understanding of OLP within the medical community 
is essential to facilitate early diagnosis and improve 

SIGNIFICANCE
Oesophageal lichen planus is a rare and underdiagnosed 
form of lichen planus, predominantly affecting middle-aged 
women with oral lichen planus. Dysphagia is the primary 
symptom. Diagnosis is based on endoscopic features, his-
topathology, and immunofluorescence. First-line treatment 
involves swallowed glucocorticoid therapy. This disease 
has been associated with oesophageal squamous cell car-
cinoma. The correct management is essential to improve 
quality of life and prevent complications.
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the clinical outcomes for individuals affected by this 
disorder.

PATIENTS AND METHODS

We performed an observational retrospective study with 
those patients diagnosed with OLP at the Hospital del 
Mar, Barcelona (Spain). All patients with confirmed 
mucocutaneous LP followed at the Department of Der-
matology from January 2006 to December 2023 were 
recruited. The indication for endoscopy with biopsy was 
based on the following protocol:
• � Oesophageal symptoms: all patients with oral LP 

underwent a thorough medical history-taking to 
detect symptoms such as dysphagia, odynophagia, 
heartburn, weight loss, or retrosternal pain. If any 
of these symptoms were present, an endoscopy 
and biopsies were performed to rule out or con-
firm OLP.

• � Extensive oral involvement: endoscopy was per-
formed on patients with erosive-type oral LP and 
extensive involvement, even in the absence of clear 
oesophageal symptoms, due to the higher risk of co-
occurrence with OLP in these cases.

All patients with endoscopic and pathological findings 
compatible with OLP were included in the study. Follo-
wing a systematized protocol, we collected a number of 
epidemiological, clinical, endoscopic, histopathological, 
therapeutic, and evolutive data. This study was performed 

according to the recommendations of the Declaration 
of Helsinki and was approved by the Research Ethics 
Committee.

RESULTS

A total of 9 patients with OLP were enrolled. They were 
8 females and 1 male, with a median age of 76 years 
(range 56–89). Clinical manifestations, endoscopic fin-
dings, pathological results of oesophageal biopsy, and 
treatment of all patients are given in Table I. All patients 
presented moderate to severe oral erosive LP, confirmed 
by oral mucosa biopsy in 8 out of 9 patients. Other 
manifestations included cutaneous LP (2/9), LP pilaris 
(2/9), and genital LP (2/9). Dysphagia was the initial 
and consistent symptom in all patients and oesophageal 
symptoms were the primary manifestation of the disease 
in 2 cases. In all individuals, LP lesions involved the first 
third of the oesophagus and were manifested by fibrous 
rings (“trachealization”), stenosis, elevated lacy white 
papules, denudation, and erosions of mucosa surface 
(Fig. 1). Biopsies of the oral oesophagus were perfor-
med and 8 out of 9 cases presented lichenoid changes in 
at least 1 biopsy consisting in apoptotic keratinocytes, 
epithelial detachment, lymphocytic infiltrate in the su-
perficial lamina propria and/or dyskeratosis (Figs 2 and 
3), while 1 patient presented nonspecific changes. Direct 
immunofluorescence (DIF) microscopy was conducted in 
only 1 case, revealing an absence of characteristic linear 
fibrinogen deposition along the basement membrane. 

Table I. Clinical manifestations, endoscopic findings, histopathology, and treatment in the case series

Demographics

Clinical manifestations Endoscopic findings Histopathology DIF microscopy TreatmentCase Age Sex

1 79 M Dysphagia, oral LP Stenosis, ring structures, 
tearing and denudation of the 
mucosa

Nonspecific NA Fluticasone
PDN 30mg/day
PPI
Prokinetics
Dilation (2)

2 63 F Dysphagia, oral LP Stenosis, tearing of the mucosa Lichenoid inflammatory infiltrate, 
detachment of squamous 
epithelium, intraepidermal 
apoptosis

NA PPI
Dilation (2)

3 84 F Dysphagia, oral LP, 
genital LP

Ring structures, denudation of 
the mucosa

Lichenoid inflammatory infiltrate, 
intraepidermal apoptosis

NA PPI
Prokinetics
NTG

4 76 F Dysphagia, oral LP Stenosis, ring structures, 
tearing of the mucosa

Nonspecific, concomitant Candida 
colonization

Negative PPI
Fluticasone

5 77 F Dysphagia, oral LP, 
cutaneous LP

Ring structures, tearing and 
denudation of the mucosa

Lichenoid inflammatory infiltrate, 
detachment of squamous 
epithelium

NA PPI

6* 75 F Dysphagia, oral LP, 
genital LP

Stenosis, ring structures Lichenoid inflammatory infiltrate, 
detachment of squamous 
epithelium, intraepidermal 
apoptosis

NA PPI
Fluticasone
Dilation (5)

7 89 F Dysphagia, oral LP,
LP pilaris

Ring structures, denudation of 
the mucosa, whitish and rough 
surface

Lichenoid inflammatory infiltrate, 
intraepidermal apoptosis

NA Fluticasone
PPI
Sucralfate
Dilation (2)

8 76 F Dysphagia, oral LP Stenosis Lichenoid inflammatory infiltrate, 
intraepidermal apoptosis

NA Budesonide
Dilation (2)

9 56 F Dysphagia, oral LP, LP 
pilaris, cutaneous LP

Ring structures Lichenoid inflammatory infiltrate, 
intraepidermal apoptosis

NA PPI
Fluticasone

LP: lichen planus; DIF: direct immunofluorescence; M: male; F: female; NA: not available; PDN: prednisone; PPI: proton pump inhibitors; NTG: nitroglycerin

http://medicaljournalssweden.se/actadv
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Concomitant Candida colonization in affected areas of 
the oesophagus was observed in 1 case.

The diagnosis was established after a median of 5 years 
(range 2 months–7 years) from the onset of symptoms. 
After a median follow-up period of 2 years (range 1–12), 
no cases of progression to oesophageal squamous cell 
carcinoma (ESCC) were observed. One patient died due 
to oral squamous cell carcinoma arising from oral LP 13 
years after oral lichen planus diagnosis.

The treatment included swallowed glucocorticoid 
therapy (6/9), proton pump inhibitors (8/9), prokinetics 
(2/9), and oesophageal dilations (5/9, requiring 2 to 5 ses-
sions per patient). Eight out of 9 patients showed partial 
improvement with clinical stabilization. This assessment 
of improvement was based on several key indicators: 
dysphagia monitoring via patient-reported symptomatic 
relief and qualitative changes in eating habits; endoscopic 
findings, where changes in mucosal lesions contributed to 
the definition of improvement; and the need for dilatations, 
as information on the frequency and success of oesopha-
geal dilatations in patients who required them also served 

as a key indicator of treatment response. One remaining 
patient progressed despite the treatments, resulting in the 
decision to initiate a regimen of 30 mg/day prednisone.

DISCUSSION

OLP was first described by Al-Shihabi and Jackson in 
1982 (1). Although initially considered a rare phenome-
non, it is now accepted that it most likely represents an 
underrecognized entity, and the oesophagus is the gastro-
intestinal structure most commonly affected in LP. Dick-
ens et al. (2) reported 19 patients with mucocutaneous 
LP and upper endoscopy revealed oesophageal lesions 
in 5 cases (26%), although only 1 of these patients had 
symptomatic dysphagia. In contrast, a larger study of 584 
patients with oral LP from Cincinnati identified 8 cases 
who underwent endoscopy because of dysphagia; among 
these, only 4 showed both endoscopic and histological 
evidence indicative of OLP, suggesting a prevalence of 
less than 1% (3). The large discrepancy between these 
studies may result from high rate of asymptomatic or 

Fig. 1. Endoscopic findings in oesophageal lichen planus. (A) Fibrous rings. (B) Elevated lacy white papules. (C) Denudation and erosions of the 
mucosa.

Fig. 2. Histological section ([A] H&E 100x; [B] H&E 200x) of oesophageal lichen planus reveals lichenoid lymphocytic infiltrate involving lamina propria 
and basal epithelium (black arrow).

http://medicaljournalssweden.se/actadv
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subtle disease, endoscopic and pathologic unfamiliarity 
with the condition, and the possibility that oesophageal 
involvement could be the sole manifestation of LP. 
This is evidenced by the considerable delay between 
the onset of oesophageal symptoms and the diagnosis 
of OLP (4, 5).

This condition has a predilection for middle-aged to 
older women (6) as observed in our series, with a clear 
predominance of females (female-to-male ratio 8:1) and 
a median age at diagnosis of 76 years.

Extra-oesophageal LP may be present in up to 99% 
of patients, and it is more commonly found in the oral 
cavity. Oesophageal symptoms may precede, occur 
in conjunction with, or develop after the diagnosis of 
mucocutaneous LP. In addition, there has been a single 
report of OLP in a patient without lesions in other sites 
(6, 7). Seven of our patients (78%) had extra-oesophageal 
LP (skin and oral mucosa) prior to presenting with OLP, 
whereas in 2 cases the oesophageal symptoms preceded 
the diagnosis of mucocutaneous LP.

Dysphagia is the most common symptom and is pre-
sent in up to 40% of cases, most probably influenced by 
the severity of disease and related to a stricture forma-
tion in the first third of the oesophagus. Odynophagia, 
heartburn, weight loss, and retrosternal pain have also 

been reported (8–10). In our case series, dysphagia was 
the predominant symptom with a median duration of 
symptoms prior to diagnosis of 5 years.

Endoscopic findings are non-specific and can be subtle, 
but include stenosis and ring fibrosis (“trachealization”), 
elevated lacy white papules, pseudomembranes, desqua-
mation, erosions, and friable mucosa. These changes may 
be observed in all parts of the oesophagus, but the first 
third is the most frequent location (2, 4). The endoscopic 
findings in our patients included fibrous rings, stenosis, 
elevated lacy white papules, denudation of mucosal 
surface, and erosions of the mucosa. These lesions were 
localized in the first third of the oesophagus. In the dif-
ferential diagnosis of OLP, especially if there is oesop-
hageal stricture, there may be different potential causes: 
peptic oesophagitis, eosinophilic oesophagitis, mucous 
membrane pemphigoid, infectious oesophagitis, and 
neoplasms. To ensure an accurate diagnosis it is crucial 
to perform biopsies of strictures and other areas of the 
oesophageal mucosa.

Diagnostic histological criteria for OLP have been 
extensively examined in the literature (8). Most studies 
describe a consistent set of histological features typically 
associated with OLP, including epithelial detachment 
(subepithelial/intraepithelial), lymphocytic T-cell in-
filtrate (subepithelial, junctional, intraepithelial), intra-
epithelial apoptosis (Civatte bodies), and dyskeratosis 
(11). However, these findings lack specificity and may 
resemble those observed in other oesophageal disorders,

including gastroesophageal reflux and drug-induced 
lichenoid lesions.

including gastroesophageal reflux and drug-induced 
lichenoid lesions, posing challenges for the diagnosis 
of OLP (3, 4). Eight of our patients presented lichenoid 
features in at least 1 biopsy. These changes included 
apoptotic keratinocytes, epithelial detachment, lymp-
hocytic infiltrate in superficial lamina propria, and/or 
dyskeratosis. Only in 1 case was the biopsy nonspecific, 
demonstrating that, in cases of suspected disease, per-
forming an endoscopy and biopsy of the oesophagus can 
lead to the correct diagnosis in most cases.

DIF microscopy serves as a valuable adjunctive tool, 
particularly in cases where the differential diagnosis 
involves entities such as other lichenoid lesions, mucous 
membrane pemphigoid, or pemphigus vulgaris. Positive 
DIF microscopy results, characterized by linear fibrino-
gen deposition along the basement membrane, support 
the diagnosis of OLP when consistent with correspon-
ding macroscopic and microscopic findings (8). This 
technique is not always performed because it requires 
frozen tissue samples and special laboratory procedures 
that are not carried out if the diagnosis is not suspected 
during endoscopy examination. Unfortunately, in our 
case series DIF microscopy was conducted in only a 
single biopsy, revealing the absence of immune deposits 
along the basal membrane.

Fig. 3. Histological section (H&E 200x) of oesophageal lichen planus 
shows intraepidermal apoptosis (black arrow) and detachment of squamous 
epithelium (star).

http://medicaljournalssweden.se/actadv
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It is important to emphasize that the definitive diag-
nosis of OLP cannot rely solely on histology. Clinical 
suspicion plays a crucial role in achieving an accurate 
diagnosis, especially given that endoscopic findings can 
be subtle and easily overlooked. Furthermore, histologi-
cal findings, while important, lack specificity and may 
lead to misdiagnosis in the absence of comprehensive 
evaluation of symptoms and clinical history. Integrating 
clinical, endoscopic, histological, and DIF microscopy 
findings enhances diagnostic accuracy, as indicated by 
the current literature (11).

Due to chronic inflammation, increased turnover of 
basal cells, and the use of immunosuppressive agents, 
malignant transformation may be a concern and has been 
documented in case reports. In 2003, Calabrese et  al. 
reported the first case of malignant transformation of 
OLP to oesophageal squamous cell carcinoma (ESCC), 
almost 10 years after the initial diagnosis (12). Several 
additional cases have subsequently been reported and 
the risk of malignancy in symptomatic OLP has been 
estimated to range from 5.55% to 6.1% with a median 
time to progression of 3.5 years, and the highest risk 
is present ≈ 5 years after OLP diagnosis (13–15). The 
prognostic significance of this potential complication 
highlights the importance of early diagnosis and ac-
curate therapy. Therefore, periodic annual surveillance 
endoscopy with mucosal biopsies has been proposed in 
patients with OLP (12–15). One of the patients in our 
series developed oral squamous carcinoma, but none of 
the patients developed oesophageal malignancy after a 
median follow up of 2 years.

To date, there are no therapy guidelines for OLP. 
Current therapeutic approaches are primarily based on 
case reports, small case series, and extrapolation from 
cutaneous or oral LP. The primary goals of therapy are to 
alleviate symptoms, improve dysphagia, prevent stricture 
formation, and induce remission. Both systemic or topi-
cal steroids and swallowed fluticasone propionate have 
been postulated as effective initial therapy. Patients with 
a mild form of the disease may be treated with topical 
or swallowed steroids, whereas in more severe cases 
systemic corticosteroids induce a rapid response and are 
considered the first line of treatment. However, clinical 
relapses are a frequent event (85%) when tapering. 
Furthermore, there is a possibility of a dose-dependent 
systemic contribution to the observed therapeutic effects, 
even if the primary intent is local action. Other therapies 
include topical tacrolimus, topical and systemic retinoids, 
oral cyclosporine, methotrexate, dapsone, azathioprine, 
rituximab, adalimumab, and IFN-α. In symptomatic oe-
sophageal stenosis non-responsive to steroids, endosco-
pic dilation may be necessary (5, 11, 16–24). The limited 
long-term success with conventional therapies and the 
side effect profile of systemic corticosteroids highlight 
the need for alternative, targeted approaches. Small mo-
lecules represent a growing class of therapeutic agents 

that typically work by inhibiting specific intracellular 
enzymes or signalling pathways, offering more targeted 
immunosuppression compared with broader systemic 
agents. Oral tacrolimus suppresses T-cell activation and 
proliferation. Case reports and small series suggest its 
efficacy in inducing remission and preventing relapses 
in patients unresponsive to or dependent on systemic 
corticosteroids (26, 27). Tofacitinib is a small molecule 
inhibitor of JAK1 and JAK3. By blocking these pat-
hways, tofacitinib can reduce the inflammatory cascade 
characteristic of OLP. Its success in refractory OLP 
has been reported in recent literature (28–30). Further 
research, including controlled trials, is needed to esta-
blish the long-term efficacy and safety of tofacitinib and 
other JAK inhibitors in OLP. It is important to note that 
dilation of the strictures can trigger the Koebner pheno-
menon, which involves the development of isomorphic 
pathological lesions in the traumatized uninvolved skin 
or mucosa (12). Endoscopic dilation was performed in 
5 patients, with 2 to 5 sessions per patient, in our series. 
All patients reported improvement in dysphagia but deve-
loped recurrent symptoms, requiring repeated dilations.

In essence, OLP is a fairly common underdiagnosed 
disorder that should be suspected in middle-aged female 
patients with oral LP who present with dysphagia. In-
creased awareness regarding the diagnosis of OLP se-
ems important in order to avoid unnecessary diagnostic 
delays and adopt specific therapeutic strategies that may 
permit an improvement in the quality of life of patients 
and probably prevent potential serious complications 
(malignant transformation).

These findings should be interpreted with caution due 
to the limitations of this study. First, DIF microscopy was 
not performed in all cases, which limits the definitive 
diagnostic certainty, particularly in differentiating our 
findings from other immune-mediated conditions. Con-
sequently, alternative diagnoses such as lichen planus 
pemphigoid or mucous membrane pemphigoid–lichen 
planus overlap cannot be definitively excluded in some 
instances. Furthermore, future prospective studies with 
larger sample sizes and standardized diagnostic proto-
cols, including routine DIF microscopy, are needed to 
confirm our results.

In conclusion, OLP is a fairly common underdiagnosed 
disorder. It should be suspected in middle-aged female 
patients with oral LP who present with dysphagia. Diag-
nosis can be based on endoscopic features and histopat-
hology. The biopsy can be nonspecific, and it is important 
to recognize and suspect this entity in order to establish 
the diagnosis and avoid unnecessary diagnostic delays. 
Correct management is often challenging, but swallowed 
glucocorticoid therapy should be a prudent therapeutic 
option over other systemic and more toxic therapies. 
Additionally, in cases with symptomatic oesophageal 
stricture, endoscopic dilation may be necessary. Close 
follow-up is crucial because OLP is associated with a 

http://medicaljournalssweden.se/actadv
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significantly increased risk of ESCC and poor quality of 
life. Unfortunately, as with other forms of lichen planus, 
there are currently no therapeutic guidelines or drugs 
that have shown evidence of their efficacy. Hopefully, 
with new biological drugs and targeted therapies such as 
JAK inhibitors, the desert-like scenario of this disease 
will change in the not too distant future.

The authors have no conflicts of interest to declare.
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