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Lichen sclerosus (LS) is a benign, chronic, progressive, 
and inflammatory disease characterized by epithelial 

thinning. It can be seen at all ages, but its incidence in-
creases during prepubertal and postmenopausal period 
[1]. Although the etiology of LS is not definite, it is thought 
that genetic, local, and immunologic factors; low estrogen 
level; and human papillomavirus and Borrelia burgdorferi 
infections may be the causes.

In LS, keratin 6 and 16 are thought to be responsible for in-
creased cell turnover [2,3]. In cases of vulvar LS, the risk of 
developing squamous cell carcinoma (SCC) increases. In ad-
dition, differentiated vulvar intraepithelial neoplasia is a pre-
cursor lesion of SCC and is frequently associated with LS (4).

Itching and pain are the accompanying symptoms [5]. LS 
frequently (85%) involves the anogenital region. Clitoris, 
posterior genitalia, and anorectal region are frequently af-
fected. Lesions are usually white, easily bleeding, papules 
or plaques. Symptoms such as irritation in the vulva, pain 

during urination, and pruritus can be seen. Tissue changes 
in LS cause atrophic changes in the vulvar structure. Inva-
sion of the vagina is not characteristic, but narrowing of the 
introitus may be observed at varying degrees [6].

We also aimed to discuss the management of patients with 
LS progressing with vaginal stenosis and advanced ana-
tomic deformity.

Case Report
An 81-year-old patient who complained about difficulty 
in urination for nearly 3 years presented to our outpatient 
clinic. The gravida 4 parity 2 patient who entered into post-
menopausal period nearly 40 years ago had hypertension 
and epilepsy.

Gynecologic examination revealed white areas on the vul-
va, and the epidermis was atrophic and white. Vaginal ex-
amination could not be performed due to the presence of 
a vaginal fissure. On inspection, the labia were effaced, and 
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the urethra and vagina were obliterated with an approxi-
mately 2 mm wide orifice. The urethral entry could not be 
seen. The catheter was placed, it slipped into vagina (Fig. 1). 
Transrectal ultrasound examination revealed a 40×50-mm 
uterus with the endometrium resembling a line with a fluid 
collection in it. Bilateral ovaries were not observed. Pathol-
ogy results of the specimens obtained from mons pubis 
and labia minora were also compatible with LS.

The patient was started with topical clobetasol propion-
ate-containing ointment twice daily and topical estrogen 
once daily. The patient was able to urinate more easily dur-
ing the first month of the follow-up period. The vagina was 
dilated up to 0.5 cm, and the vulvar sulci started to become 
evident. The vaginal dilation was about 1.5 cm at 3 months 
of follow-up (Fig. 2). There was no need for regular dilation.

Discussion
LS is localized in the anogenital region in 85%–98% of cas-
es. The disease peaks during the prepubertal and postmen-
opausal periods. It localizes on sulcus interlabialis, labia ma-
jor, labia minor, clitoris and its surroundings, perineum, and 
perineal body. Often, the genital mucosa is not involved. 
The vagina and cervix almost always remain intact. Itching 
is the most obvious symptom. There may be pain in the 
presence of erosion and fissure. Dyspareunia is seen in the 
case of introital stenosis. LS can be also asymptomatic and 

can be detected by chance during genital examination. In 
infant girls, LS with anogenital lesion often manifests itself 
with itching and burning. Dysuria can also be seen. Also, 
perianal involvement is frequent in girls. Painful fissures 
cause constipation. Scar formation distorts the natural 
structure of the skin and anatomical region. Cicatrix forma-
tion may cause adhesions or even effacement of labia mi-
nora and can also lead to dysuria. The vestigial introitus in 
the vestibulum leads to constriction of the vaginal introitus 
and dyspareunia. Adhesions in the vicinity of clitoris also 
cause concealment of the clitoris. A painful pseudocyst 
may develop with the accumulation of keratinous debris 
in this region.

We present a quite advanced case of LS. The labium majus 
and minus were completely effaced and buried under the 
clitoral adhesions, and the vagina was completely oblite-
rated. When we placed a 1–2-mm feeding tube through an 
orifice that we assumed to be urethral opening, we found 
that this was an obliterated vagina and the urethra was 
fused with anterior wall of vagina. The patient was able to 
urinate through vagina. In the literature, vaginal involve-
ment has been very rarely reported in cases with vaginal 
stenosis. However, genital mucosa is preserved in classical 
involvement, and vaginal stenosis, as is in this case, devel-
ops as a result of labial fusion. Although vaginal dilatation 
is one of the treatment options that may be performed in 
advanced atrophic and fused cases like this one, if the uri-

Figure 1. Pretreatment appearance of the lesion. Figure 2. Appearance of the lesion at 3 months of follow-up.
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nary obstruction can be eliminated, we think that it is bet-
ter to wait for the effects of medical treatment.

Treatment of LS is performed to relieve the complaints of 
itching, pain, dysesthesia, and so on, and to prevent for-
mation of anatomic defects and complications. Besides, it 
is also suggested that malignant transformation may be 
prevented by suppression of the inflammatory process [7]. 
Patients with vulvar LS are at increased risk of developing 
SCC [8]. Potent and very potent topical corticosteroids, such 
as mometasone furoate 0.05% ointment and clobetasol 
propionate 0.05% cream, are considered as effective first-
line treatment alternatives. Corticosteroids exert anti-in-
flammatory, antipruritic, and vasoconstrictive effects in 
LS. Clobetasol propionate has been found to be superior 
to placebo when used in vulvar LS for 3 months, and side 
effects such as susceptibility to infection, atrophy, and con-
tact dermatitis have not been reported. The total dose of 
potent topical corticosteroids should not exceed 30 g with-
in 12 weeks. Topical corticosteroids should be discontinued 
if no response is obtained despite regular follow-up and 
treatment for 6 months [7].

Topical corticosteroids, particularly clobetasol propionate, 
are the gold standard for treatment. The opinions that the 
anti-inflammatory effect of mometasone furoate, which is 
a less potent topical corticosteroid, is stronger and has a 
longer duration of action may be an alternative to super 
potent topical corticosteroid therapy [9,10]. Although there 
is no consensus on the ideal treatment regimen for the 
administration of super potent topical corticosteroids, it is 
recommended that the patient should be initially treated 
for 6–12 weeks [10,11].

Topical calcineurin inhibitors may be used as a second-line 
treatment. However, these drugs are more expensive than 
topical corticosteroids, and there is insufficient data on 
their long-term safe use. Topical progesterone and tes-
tosterone treatment have been shown to be less effective 
than clobetasol treatment [12-14].

Betamethasone therapy with calcitriol, calcipotriene, and 
calcipotriene plus betamethasone may be effective in lo-
calized sclerotic events [15]. Triamcinolone acetonide in-
jection of 20 mg into thickened hypertrophic plaques per 
month for 3 months reduces patients’ complaints [16]. Ap-
plication of cryotherapy for genital lesions has also been 
shown to reduce symptoms. Laser therapy reduces symp-
toms but does not prevent recurrences. Retinoids decrease 
connective tissue degeneration. However, the use of these 
agents is limited due to their side effects such as cheilitis, 
xerosis, teratogenicity, elevated liver enzymes, elevated tri-
glycerides, and alopecia [15].

Hydroxycarbamide is an antineoplastic agent used in my-
eloproliferative diseases, and it inhibits the proliferation of 
T lymphocytes and the production of gamma interferon. 
Administration of 1 g daily doses of hydroxycarbamide for 
6 months in LS has been shown to reduce itching and pain 
[17]. Vitamin E supplementation and para-aminobenzoic 
acid have also been shown to reduce the complaints of pa-
tients [18].

Adult patients should be informed about the increased 
risk of SCC. Patients diagnosed with LS should be aware of 
the possibility of disease in other family members. If LS is 
thought to be related to autoimmune diseases; autoanti-
body and thyroid scanning should be done in case of clini-
cal necessity. Taking pictures to evaluate the progression of 
the disease may be helpful [19]. In addition, pelvic examina-
tion, and inspection and palpation of vulva should be thor-
oughly performed. Palpable masses and ulcerations in the 
vulva and inguinal region and discolorations in the lesions 
should be evaluated, and biopsy material should be taken 
from the lesions that lead to the suspicion of vulvar cancer. 
Typically, SCC lesions are in the form of papules, nodules, or 
plaques, which may be solid, white, red or the same color 
as the skin. Erosion and ulceration may be seen at varying 
degrees.

Here, we shared the dramatic response of our patient who 
presented with advanced anatomic defects to the first-line 
topical treatment. However, it should be noted that this 
disease is a chronic event and that patients should be reg-
ularly followed up concerning the development of vulvar 
cancer.
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