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ABSTRACT
s Objective: 4O PRESENT A PRACTICAL CLINICAL APPROACH TO
EVALUATION OF VULVAR DERMATOSES AND GENERAL TREATMENT PRINCIPLES
s Methods: 2EVIEW OF THE LITERATURE
s Results: 4HE PRESENTATION OF SKIN DISEASES ON MODIFIED MUCOUS MEMBRANES IS OFTEN NONSPECIFIC AND
MULTIFACTORIAL PROCESSES ARE COMMON $ETERMINING
THE DIAGNOSIS AND THE REQUIRED TREATMENT CAN BE DIFFICULT 4HE MAJORITY OF PATIENTS PRESENTING WITH A VULVAR
SKIN CONDITION WILL COMPLAIN OF EITHER PRURITUS OR SOME
DEGREE OF PAIN OR IRRITATION !N INVESTIGATION TO DETERMINE THE DIAGNOSIS IS BEST ACCOMPLISHED BY OBTAINING
A THOROUGH HISTORY PERFORMING A DETAILED PHYSICAL
EXAMINATION UTILIZING APPROPRIATE LABORATORY STUDIES
CONSIDERING A BROAD DIFFERENTIAL DIAGNOSIS AND CONDUCTING PERIODIC RE EVALUATIONS AS REQUIRED 4REATMENT
PRINCIPLES INCLUDE RESTORING THE SKIN BARRIER REDUCING
INFLAMMATION SYMPTOMATIC RELIEF AND PREVENTING AND
TREATING SECONDARY INFECTION 0ATIENTS WITH CHRONIC
VULVAR DERMATOSES REQUIRE LONG TERM TREATMENT AND
FOLLOW UP TO PREVENT COMPLICATIONS ASSOCIATED WITH THE
DISEASE PROCESS AND TREATMENT
s Conclusion: 4HE SYMPTOMS ASSOCIATED WITH VULVAR
SKIN DERMATOSES ARE DISTRESSFUL TO PATIENTS4HE CULMINATION OF CLUES FROM A CAREFUL HISTORY PHYSICAL EXAMINATION AND LABORATORY TESTING IDEALLY PROVIDE A CLINICAL
DIAGNOSIS THAT RESPONDS TO APPROPRIATE TREATMENT

T

he symptoms associated with vulvar skin dermatoses, primarily pruritus, irritation, and pain,
are distressful to patients. Although the true
prevalence of vulvar dermatoses is unknown, it is well
accepted that vulvar symptoms are a common problem
for women [1–3]. The social taboos associated with
medical conditions affecting the vulva as well as the
position of this unique skin surface between multiple
medical specialties are general obstacles to research and
studies. Moreover, the genital location itself is consewww.jcomjournal.com

quential for both the patient with these symptoms and
the medical providers caring for such patients.
Unlike other areas of the skin, the vulva is difficult for
the patient to examine herself, and compared to an area
like the scalp or back, it is awkward to ask a family member or friend to help. Additionally, genital skin symptoms
often trigger concerns of poor hygiene, sexually transmitted infections, or undiagnosed cancer, all of which can
elicit embarrassment, fear, and anxiety [4]. Many women
delay seeking care from medical providers, as they assume
that the symptoms are caused by a yeast infection or an
allergic reaction to clothing, a cleansing product, or a
personal hygiene product [5]. By the time a woman presents to a medical provider, she has likely already changed
her hygiene routine, tried multiple home remedies or
over-the-counter treatments, and become frustrated and
anxious due to the effect these symptoms have had on her
daily activities, exercise, and sexual relationships.
Most women with vulvar symptoms present initially to
family physicians or gynecologists. However, the primary
etiology may be a skin condition rather than a gynecologic disorder. Trained to identify cutaneous disease,
optimize barrier function, treat inflammatory skin conditions, and biopsy all skin surfaces, a dermatologist can
be integral to the evaluation and treatment of this special
population of patients [5–7]. And yet the dermatologist
must understand that common dermatology principles
are altered in vulvar skin and that gynecologic conditions can significantly impact diagnosis and treatment
(eg, morphology changes in moist, mucosal skin; effects
of vaginal discharge on vulval skin; secondary vaginal
candidiasis). In complicated and chronic cases, a multidisciplinary team is ideal.
For the medical provider, the evaluation is complicated
because the genital area is difficult to examine, requiring
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time and effort to adequately inspect genital skin. The
examination of the vulva is challenging, as even the normal
appearance of the vulva varies with age, hormonal factors,
and skin tone [6–8]. Signs of vulvar skin disease are often
subtle and difficult to distinguish from variations of normal
surface architecture. Compared with hair-bearing skin, the
modified mucous membranes of the vulva tend to exhibit
erythema in light-complexioned women or hyperpigmentation in darker skin tones. These variations of normal can be
interpreted by the patient and examiner as inflammation.
Furthermore, clinically minor abnormalities such as subtle
erosions or small, healing fissures may be overlooked and
yet are often the cause of significant irritation. Reviewing
diagrams and clinical photos in texts and atlases of the normal vulvar anatomy, architectural variants, and examples of
vulvar dermatoses is recommended [6–11], as is building
one’s own collection of clinical photos. Additionally, the
International Society for the Study of Vulvovaginal Disease
(ISSVD) website (www.issvd.org) is a reliable resource for
patients and providers.
The diagnosis of vulvar symptoms is also complicated
by the fact that multiple inflammatory skin conditions
tend to cause similar clinical findings and that the presentation of vulvar dermatoses differs from that of the
same disease appearing on other skin surfaces. The classic
cutaneous presentation of scale, which often is utilized to
differentiate common dermatoses, is altered in the vulva
due to warmth, moisture, and friction as well as due to the
transition from hair-bearing cutaneous skin to mucosal
skin [6–8,12–14]. For example, the moisture of the modified mucous membranes can make the thickened keratin of
eczema, lichen simplex chronicus, lichen sclerosus, human
papilloma virus, and squamous cell carcinoma appear
white and clinically indistinguishable. Additionally, the
evaluation of the underlying vulvar dermatosis is frequently complicated by a secondary infection, contact dermatitis
from excessive hygiene practices or previous treatments, or
secondary skin changes such as lichenification and excoriation due to rubbing or scratching [6–8,15]. Therefore, a
multifactorial process should always be considered.
The majority of patients presenting with a vulvar skin
condition will complain of either pruritus or some degree
of pain or irritation. Vulvar pruritus describes an itch that
produces a desire to scratch or rub and feels good when
scratched. Vulvar pain describes a sensation in the affected skin that may be described by patients as soreness,
rawness, prickling, or burning and does not evoke a desire to scratch. It is not uncommon for patients to report

vulvar pain occurring as a result of rubbing or scratching
what was first perceived as pruritus. Defining the original
symptom can be helpful in differentiating the underlying
disease process. It is essential to note that vulvar pruritus
and vulvar pain are symptoms and not diagnoses. An
investigation to determine the diagnosis is best accomplished by obtaining a thorough history, performing a
detailed physical examination, utilizing appropriate laboratory studies, considering a broad differential diagnosis,
and performing periodic re-evaluations as required.

HISTORY TAKING
Obtaining a full history regarding vulvar skin symptoms
is critical to making the correct diagnosis. A questionnaire completed by the patient prior to seeing the
provider (Table 1) can be very helpful in guiding the
patient to report pertinent historical points and may be
used as a springboard to an even more in-depth interview. The history should first define the symptom. The
questionnaire, or interviewer, can direct the patient by
offering descriptors such as itch, burn, rawness, soreness, and pain. The patient should grade the severity on
a scale of 0 to 10, with 0 indicating no symptoms and 10
indicating most severe symptoms. Establishing such a
baseline can be helpful during reassessments. Next, the
history should define the timeline of symptoms as well
as the temporality, location, triggers, and associations
of each symptom.
A careful history of vulvar care regimens and treatment should be elicited. Ask the patient to list prescribed
and over-the-counter treatments, length of use, and
treatment outcomes. Inquire about personal hygiene
routines and products, including soaps, douches, use
of washcloths, baby wipes, lubricants, moisturizers, and
sanitary products, and determine how and how frequently these products are used. These details can be critical in
diagnosing a contact dermatitis. Gather additional details
regarding pertinent medical and sexual history, conduct
a review of systems, and identify pre-existing conditions
[7,12,14].
PHYSICAL EXAMINATION
The physical exam requires that the patient undress
for a full mucocutaneous exam, which includes all the
skin, conjunctiva, oral mucosa, and genitalia—ideally
with a chaperone or assistant. Initially, while the patient
is standing up or sitting on the exam table, look for
stigmata of skin disease (eg, eczema, psoriasis, derma(continued on page 210)
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Figure 1. %CZEMATOUS DERMATITISSYMMETRICALLY DISTRIBUTED
ERYTHEMATOUS PATCHES

Figure 2. %CZEMATOUS DERMATITISUNILATERAL ERYTHEMATOUS
PLAQUE .OTICE THE FOCAL DECREASED HAIR DENSITY OVERLYING THE
PLAQUE SECONDARY TO RUBBING OR SCRATCHING

Figure 3. ,ICHEN SIMPLEX CHRONICUSBILATERAL ERYTHEMATOUS
LICHENIlED PLAQUES WITH EXCORIATION

Figure 4 #ONTACT DERMATITISERYTHEMATOUS EDEMATOUS
PLAQUES WITH MULTIPLE EROSIONS

Figure 5. ,ICHENSCLEROSUSCONmUENTHYPOPIGIMENTEDPLAQUE
EXTENDING FROM THE VULVA TO THE PERI ANAL SKIN lGURE EIGHT
DISTRIBUTION NOTABLE FOR SHINY CRINKLED ATROPHY WITH lSSURE
SUPERIORLY AND SECONDARY THICKENING FROM SCRATCHING OVER THE
LABIA MAJORA
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Figure 6. ,ICHEN SCLEROSUSSHINY ATROPHIC HYPOPIGMENTED
PLAQUE AFFECTING THE CLITORAL HOOD INTRA LABIAL SULCUS AND POSTERIOR VULVA WITH PURPURA AND EROSION
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Figure 7. ,ICHEN PLANUSERYTHEMATOUS GLAZED EROSIVE
PLAQUE WITH AGGLUTINATION AND ADHESIONS THAT NARROW THE INTROITUS

Figure 9. ,ICHEN PLANUSERYTHEMATOUS PLAQUE WITH LARGE
EROSION OF THE POSTERIOR VESTIBULE RESORPTION OF THE LABIA
MINORA AND FUSION OF THE CLITORAL HOOD .OTE THE WHITE PERIPHERAL RIM SURROUNDING THE EROSION

Figure 8. ,ICHEN PLANUSERYTHEMATOUS PLAQUE WITH CENTRAL
EROSION AND PERIPHERAL LACY WHITE STRIAE AS WELL AS LOSS OF
NORMAL ARCHITECTURE DUE TO RESORPTION OF LABIA MINORA AND CLITORAL HOOD

Figure 10. 0SORIASISERYTHEMATOUS PLAQUES WITH MINIMAL
SCALE

Figure 12. 0LASMA CELL VULVITISERYTHEMATOUS BROWN GLISTENING PLAQUE
Figure 11. 0SORIASISERYTHEMATOUS PLAQUES WITH WHITE MACERATED SCALE AND EROSIONS OVERLYING THE INGUINAL CREASES AND
LABIA MAJORA AS WELL AS lNE WHITE SCALE ALONG PERIPHERAL RIM
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Table 1. (ISTORICAL )NFORMATION TO /BTAIN FROM 0ATIENT
!GE
!LLERGIES
-EDICATIONS
0REVIOUS SURGERIES
$ESCRIBE YOUR DISCOMFORT
)TCH RAWNESS SORENESS BURNING OTHER ?????????????????
$O YOU FEEL AN URGE TO SCRATCH YOUR SKIN 9ES.O
7HEN DID YOUR SYMPTOMS START
!RE YOUR SYMPTOMS CONTINUOUS OR DO THEY COME AND GO
$O ANY PARTICULAR TRIGGERS MAKE THE SYMPTOMS WORSE SUCH AS SEXUAL ACTIVITY MENSES EXERCISE OTHER ??????????????????????
(AVE YOU NOTICED ANY CHANGE IN VAGINAL DISCHARGE 9ES.O
)F YES PLEASE DESCRIBE ??????????????????????????????
7HAT HAVE YOU TRIED TO TREAT YOUR SYMPTOMS ??????????????????????????????????????????????????
(AVE YOU EVER HAD A VULVAR BIOPSY 9ES.O
)F YES PLEASE OBTAIN REPORT AND BRING TO APPOINTMENT
,AST MENSTRUAL PERIOD ?????????????????????????????????
-OST RECENT PREGNANCY ????????????????????????????????
7HAT SANITARY PRODUCTS DO YOU USE DURING YOUR MENSES
0ANTY LINERS PADS TAMPONS SCENTED VS UNSCENTED
"RANDS ????????????????????????????????????????????
%XPERIENCED MENOPAUSE AT AGE ?????????????????????????
$O YOU TAKE HORMONE REPLACEMENT 9ES.O
)F YES ORALLY INTRA VAGINALLY TRANSDERMAL PATCH
7HAT DO YOU APPLY YOUR GENITAL SKIN #IRCLE ALL THAT APPLY
7ATER ONLY CLEANSER SOAP WASHCLOTH POWDERS MOISTURIZERS SPRAYS CREAMS OINTMENTS OTHER ?????????????????????????
,IST PREVIOUS TREATMENTS INCLUDING START DATE END DATE WHY STOPPED EFFECT ON SYMPTOMS
!RE YOU SEXUALLY ACTIVE 9ES.O
)F YES
(OW OFTEN DO YOU HAVE INTERCOURSE ?????????????
$O YOU HAVE PAIN WITH INTERCOURSE 9ES.O
)F YES WHEN DURING PENETRATION DURINGAFTER INTERCOURSE
$O YOU USE ANY LUBRICATION PRODUCTS 9ES.O
7HICH BRAND WHY ?????????????????????????????????
$O YOU USE ANY TYPE OF CONTRACEPTION 9ES.O
)F YES n CONDOMS LUBRICANTS DIAPHRAGM OTHER ???????????
7HICH BRAND (OW OFTEN ??????????????????????
(AVE YOU EVER BEEN TOLD THAT YOU HAVE OR HAD
!BNORMAL 0AP SMEAR 9ES.O
'ENITAL WARTS 9ES.O
'ENITAL HERPES SIMPLEX VIRUS INFECTION 9ES.O
(ERPES ZOSTER 9ES.O
$O YOU HAVE A HISTORY OF ANY OF THE FOLLOWING 0LEASE CIRCLE
!LLERGIC RHINITIS ECZEMA ASTHMA PSORIASIS
$IABETES IRRITABLE BOWEL SYNDROME
&IBROMYALGIA INTERSTITIAL CYSTITIS CHRONIC FATIGUE
&AMILY HISTORY OF PSORIASIS ECZEMA OR GENITAL SKIN PROBLEMS
$O YOU EXPERIENCE A SIGNIFICANT PROBLEM WITH ANY OF THE FOLLOWING 0LEASE CIRCLE
3LEEP DISTURBANCE HEADACHES LOW ENERGY FATIGUE
!NXIETY DEPRESSION
)RRITATION OR DRYNESS OF EYES OR MOUTH MOUTH SORES
$IARRHEA CONSTIPATION REFLUX SYMPTOMS
0AIN WITH URINATION URINARY FREQUENCY INCONTINENCE
*OINT PAIN BACK PAIN
7HAT DO YOU THINK IS CAUSING YOUR SYMPTOMS
(OW ARE YOUR SYMPTOMS AFFECTING YOU
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(continued from page 206)

tophytosis, and lichen planus) that may play a role in
vulvar symptoms.
Position the patient to allow adequate exposure and
lighting to examine the entire anogenital area. Use the
physical exam to further pinpoint symptom location and
to teach the patient anatomical terms. Ask the patient to
point to or touch the area of her discomfort and, if applicable, show where and how she has applied treatments.
Consider taking clinical photos for the medical record.
Photos can be used to objectively assess treatment during
follow-up evaluations, and printouts can be used to teach
anatomy and to instruct patients on how and where to
apply medications.
Inspect all surfaces of the vulva for subtle erythema,
swelling, lichenification, hyper- or hypopigmentation,
fissures, excoriation, erosions, tumors, atrophy, and the
presence of scarring. Vulvar agglutination describes a
form of scarring associated with loss of tissue mass or
normal architecture. Any inflammatory condition can
cause vulvar agglutination, which may be recognized
clinically as resorption of the labia minora, fusion of
the clitoral hood, or adhesions that narrow the introitus [7,14]. A skin potassium hydroxide (KOH) prep
or culture should be performed on any erythematous,
scaling plaque or any intertriginous plaque to diagnose
or exclude dermatophytosis. Dermatophyte infections of
anogenital skin, however, are uncommon in women and
are often accompanied by dermatophyte infection on the
feet and toenails.
Utilize a speculum to visualize the vaginal mucosa for
erythema, erosions, and synechiae. To minimize patient
discomfort, the use of a small or pediatric speculum is
recommended. Alterations to the normal physiologic
vulvar discharge due to any type of vaginitis or erosive
vaginal skin diseases can cause or worsen a vulvar condition. A sample of the vaginal secretions should be studied
microscopically via saline wet mount and with KOH to
characterize the epithelial cells and to identify the presence of white blood cells, clue cells, lactobacilli, hyphae,
or budding yeast. As needed, vaginal cultures should be
ordered. Fungal cultures can be critical to confirming the
diagnosis of candidiasis and speciating yeast. This is especially relevant in the setting of chronic symptoms that
may be caused by resistant, non-albicans Candida, which
requires nontraditional antiyeast treatment [16,17].
A biopsy is warranted for any abnormal findings that
cannot be defined clinically, do not respond to treatment
as expected, or are suspicious for malignancy. The biopsy
210 JCOM May 2012 Vol. 19, No. 5

specimen should be of a specific lesion, such as a white
or hypopigmented plaque, or the edge of an erosion, to
include a sample of normal skin. In most cases a shave
biopsy yields an adequate specimen. It can, however, be
technically difficult to perform a shave biopsy on the
vulva due to the moist, pliant skin. A preferred method
described by Edwards uses a suture to tent the skin followed by scissor snip under local anesthesia [8]. This
technique allows the provider to control the size and
depth of the specimen and avoids crushing the tissue
with forceps.
Biopsy results from genital skin can be nonspecific.
If there are multiple morphologies, taking biopsies from
multiple sites may increase the likelihood of a diagnostic
biopsy. The discovery of a concerning pigmented lesion,
or any lesions suspicious for malignancy, should be biopsied via punch technique or removed by excision to allow
full-thickness histologic evaluation. In cases of a blistering or erosive condition with a nonspecific initial biopsy,
a second biopsy from adjacent normal-appearing (perilesional) skin can be sent in Michel’s solution for direct
immunofluorescence to aid in diagnosing vesiculobullous
disease [18]. All specimens of suspected vulvar dermatoses should be sent along with an informative history and
differential diagnosis to a dermatopathologist.
APPROACH TO DIFFERENTIAL DIAGNOSIS
As noted previously, diagnosing vulvar skin dermatoses
is complicated. The differential diagnosis associated with
vulvar pruritus and vulvar pain includes myriad skin conditions, neoplasms, infections, infestations, and systemic
diseases (Table 2) [16,19–36]. Certainly, most benign
and malignant neoplasms are expected to be biopsied
and identified by histology. Additionally, infections and
infestations can typically be diagnosed clinically with
the aid of cultures and, occasionally, histology. Unfortunately, however, reducing the differential diagnosis to
non-neoplastic, noninfectious skin conditions still leaves
the clinician with a diagnostic challenge.
Ideally, the culmination of clues from a careful history, physical exam, and lab testing provide a clinical
diagnosis that responds to appropriate treatment. Often,
however, despite an adequate evaluation, the cause of
vulvar symptoms cannot be clearly identified due to nonspecific clinical findings, mixed signs and symptoms that
allude to multifactorial processes, or simple lack of objective disease. In such a case, a trial of treatment aimed at
restoring the skin barrier, minimizing inflammation, and
www.jcomjournal.com

CLINICAL REVIEW
addressing infection as warranted is a reasonable initial
approach and is discussed in detail below.
If, however, there are objective clinical findings, a biopsy may confirm a specific diagnosis or aid in narrowing
the differential by rendering a pattern of inflammation.
A recent advance in the diagnosis of vulvar dermatoses is
the standardization of nomenclature and classification by
pathohistologic features presented by the ISSVD [37].
The ISSVD classification of pathologic subsets correlates
patterns of inflammation with clinical diagnoses, which
the clinician can use to determine the most likely diagnosis (Table 3). A thorough review of the histology of
vulvar inflammatory dermatoses is beyond the scope of
this article and readers are referred to a recent review by
Selim et al for additional information [18].
This article examines the most common of the vulvar
dermatoses noted in the ISSVD classification scheme,
including atopic dermatitis, lichen simplex chronicus,
contact dermatitis (allergic and irritant), lichen sclerosus,
lichen planus, and psoriasis. It also examines those rare
conditions that present almost exclusively on the vulva:
plasma cell vulvitis and papular genitocrural acanthosis.
The goal of this section is to present key concepts in
the clinical evaluation and management of patients with
these vulvar dermatoses. The pathogenesis, clinical presentation, and diagnostic features of each condition are
first surveyed, then management and treatment recommendations are discussed.
The skin conditions of the ISSVD classification
scheme that present as genital ulcers, apthae, and Behcet’s
disease are not included in this review as the evaluation
of a genital ulcer as a primary lesion has a distinct differential diagnosis and evaluation that is well described
elsewhere [38,39]. Additionally, although systemic diseases such as Crohn’s disease and Melkersson-Rosenthal
syndrome may rarely present initially with only vulvar
symptoms, clues from the history, presentation, and disease progression should prompt appropriate diagnostic
suspicion and evaluation and these conditions are not
reviewed here. Finally, cicatricial pemphigoid, linear IgA
disease, Hailey-Hailey disease, and Darier’s disease are
not included because diagnostic lesions outside the location of the vulva are expected.

Eczematic Dermatitis
Atopic, or eczematous, dermatitis refers broadly to a
spectrum of very common, acute and chronic, pruritic
skin conditions. Patients with an atopic diathesis have
www.jcomjournal.com

Table 2. $IFFERENTIAL $IAGNOSIS OF 6ULVAR 0RURITUS AND
6ULVAR )RRITATION OR 0AIN
#UTANEOUS DISEASE
!TOPIC OR ECZEMATOUS DERMATITIS
,ICHEN SIMPLEX CHRONICUS
!LLERGIC CONTACT DERMATITIS
)RRITANT CONTACT DERMATITIS
,ICHEN SCLEROSIS
,ICHEN PLANUS
0SORIASIS
0LASMA CELL VULVITIS
0APULAR GENITOCRURAL ACANTHOSIS
6AGINITIS VAGINOSIS
!TROPHIC VULVOVAGINITIS
#ANDIDA VULVOVAGINOSIS
"ACTERIAL VAGINITIS
$ESQUAMATIVE INFLAMMATORY VAGINOSIS
)NFECTIOUS CAUSES
&UNGAL n #ANDIDIASIS TINEA CRURIS
"ACTERIAL n 'ROUP ! STREPTOCOCCUS Staphylococcus aureus
Trichomonas vaginalis, Neisseria gonorrhea Chlamydia
trachomatis
6IRAL n (ERPES SIMPLEX VIRUS HUMAN PAPILLOMA VIRUS HERPES
ZOSTER VIRUS MOLLUSCUM CONTAGIOSUM
)NFESTATIONS n 3CABIES LICE ENTEROBIASIS THREADWORM
.EOPLASMS
6ULVAR INTRAEPITHELIAL NEOPLASIA
3QUAMOUS CELL CARCINOMA
%XTRAMAMMARY 0AGETS DISEASE
3YRINGOMAS
-AMMARY LIKE GLAND ADENOMAS (IDRADENOMA PAPILLIFERUM
,ANGERHANS CELL HISTIOCYTOSIS
"ASAL CELL CARCINOMA
3YSTEMIC DISEASES
0EMPHIGOID CICATRICIAL TYPLE
"EHCETS DISEASE
#ROHNS DISEASE
3YSTEMIC LUPUS ERYTHEMATOSUS
!CRODERMATITIS ENTEROPATHICA
)DIOPATHIC
6ULVODYNIA n GENERALIZED LOCALIZED
$ERMATOGRAPHISM
$RUG ERUPTION

a tendency to have allergies, asthma, and eczema and
are more inclined to perceive a sensation of pruritus and
scratch the skin in response. The classic atopic dermatitis
patient presents in childhood. Although eczematous dermatitides occur more frequently in patients with a per-
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Table 3. -ODIFIED 6ERSION OF THE  )336$ #LASS
IFICATION OF 6ULVAR $ERMATOSES 0ATHOLOGIC 3UBSETS AND
4HEIR #LINICAL #ORRELATES
Histologic Pattern

Diagnosis

3PONGIOTIC

!TOPIC DERMATITIS
!LLERGIC CONTACT DERMATITIS
)RRITANT CONTACT DERMATITIS

!CANTHOTIC

,ICHEN SIMPLEX CHRONICUS
PRIMARY AND SECONDARY
0SORIASIS

,ICHENOID

,ICHEN SCLEROSUS
,ICHEN PLANUS

$ERMAL HOMOGINIZATION
SCLEROSIS

,ICHEN SCLEROSUS

6ASCULOPATHIC

0LASMA CELL VULVITIS
!PHTHOUS ULCERS
"EHCETS DISEASE

!CANTHOLYTIC

0APULAR GENITOCRURAL
ACANTHOLYSIS
(AILEY (AILEY DISEASE
$ARIERS DISEASE

6ESICULOBULLOUS

0EMPHIGOID CICATRICIAL TYPE
,INEAR IMMUNOGLOBULIN !
DISEASE

'RANULOMATOUS

#ROHNS DISEASE
-ELKERSSON 2OSENTHAL
SYNDROME

$ATA FROM REFERENCE 

sonal or family history of atopy, such eruptions also are
common without an atopic history. Heat, friction, sweat,
and mild trauma are common triggers for pruritus in all
skin surfaces and are especially significant in the vulva.
An eczematous dermatitis can present acutely as red,
edematous plaques with vesicles; subacutely as erythematous patches or plaques; or chronically as subtle accentuated skin markings or a thickened, lichenified plaque
(Figure 1, Figure 2). Eczematous dermatitis occurring
outside the vulva is most commonly diagnosed clinically
by the typical history and physical exam findings [40].
As discussed previously though, due to the moist skin
and friction of the vulva, the physical findings in this
area tend to be less diagnostic. A biopsy of eczematous
212 JCOM May 2012 Vol. 19, No. 5

dermatitis may show a spongiotic inflammatory pattern supporting a diagnosis of eczematous dermatitis,
but this pattern also is seen in contact dermatitis. Eczematous dermatitis generally is treated with topical
corticosteroids and changes to skin care that repair and
maintain the barrier function. Specific treatment principles, with an emphasis on variations specific for vulvar
skin, are discussed in the next section.

Lichen Simplex Chronicus
Lichen simplex chronicus (LSC) is a localized plaque of
chronic eczematous inflammation created by repeated
rubbing or scratching of the skin in response to a sensation of pruritus. While this rubbing and scratching
yields relief and feels pleasurable, the act of rubbing and
scratching produces more irritation and more itching,
giving rise to a phenomenon often referred to as the
itch/scratch cycle. It is because of this cycle that the
scratching becomes habitual and recurrence is common.
While LSC, as a focal, chronic subtype of eczematous
dermatitis, is a common cause of primary vulvar pruritus, it may also be secondary to any cause of vulvar
irritation that triggers rubbing and scratching [41–43].
The hallmark of vulvar LSC is focal, intractable pruritus that is not expected to involve mucosal membranes.
Clinically, the provider may observe little objective
change to the skin, but more commonly chronic irritation from the rubbing and scratching produces inflamed,
thickened, excoriated plaques (Figure 3). At times, the
skin becomes so inflamed and excoriated that the patient’s presenting complaint may be of vulvar pain rather
than the initial triggering pruritus. If the characteristic
thickening of the skin, referred to as lichenification, is
present, the diagnosis can be made clinically. If, however,
the clinical findings are nonspecific, the differential diagnosis of any thickened plaque must include eczema, lichen sclerosus, lichen planus (hypertrophic type), human
papilloma virus, and squamous cell carcinoma and may
be differentiated histologically. LSC is treated in the
same manner as eczematous dermatitis with an additional
emphasis on extinguishing habitual scratching and nighttime sedation as needed [44].
Contact Dermatitis
Contact dermatitis presents clinically like an eczematous dermatitis and can have the same acute, subacute,
and lichenified forms, but arises as a result of contact
with an irritant or allergen (Figure 4). Any skin with
www.jcomjournal.com
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disrupted skin barrier function is vulnerable to irritants
and allergens, but the vulva is specifically more sensitive
to irritants and allergens than skin elsewhere on the
body because of its occlusion from natural skin folds,
sanitary products, and clothing; hydration secondary to
perspiration and vaginal discharge; and susceptibility to
friction from clothing and activity [45–47]. Like LSC,
contact dermatitis can be a primary diagnosis, as well as
a secondary, complicating factor.
Allergic contact dermatitis (ACD) is a delayed response that requires prior sensitization. Acute ACD is
suspected on the basis of sudden onset of agonizing
itching and vesiculation or erosion with exudation. The
classic example of acute ACD is caused by poison ivy or
poison oak. The diagnosis of chronic ACD, however, is
more difficult, as both the history and clinical findings
can be indistinguishable from, and overlap with, chronic
irritant contact dermatitis (see discussion below) and
LSC. A diagnosis of ACD should be suspected in patients
who apply multiple agents to their skin and whose pruritus does not respond to usual therapy [42].
ACD is diagnosed by patch testing and should be
ruled out in any recalcitrant chronic or recurrent vulvar
dermatosis. In cases where a particular product is suspected to be the trigger, provocative use testing can be
helpful. In provocative use testing, a tiny amount of suspected trigger is rubbed on the ventral forearm multiple
times daily for 5 days. If erythema develops, the test is
positive. Note, however, that a false negative provocative
use test may occur in cases where the unique vulvar environment is integral to the reaction. Potential sensitizers
most relevant to the vulva include topical anesthetics
(particularly benzocaine, which is found in Vagisil),
topical antibiotics (particularly neomycin, bacitracin,
polymyxin), topical antifungal imidazole creams, topical corticosteroids, fragrances, preservatives (pervasive in
personal care products, topical medications, and moistened towelettes), rubber (such as latex in condoms and
elastic or spandex in underclothing), and nickel (via direct contact or transferred by hand from snaps, buttons,
jewelry, etc.) [47–50]. The primary treatment of ACD is
avoidance of the triggering allergen and restoration of the
skin barrier as detailed in the next section.
Irritant contact dermatitis (ICD) is a nonspecific reaction that can occur minutes to hours after exposure to
a strong irritant such as urine, feces, or topical medications, or as a result of repeated exposure to milder irritants, such as soaps, which may damage the skin barrier
www.jcomjournal.com

[45–47]. Of course, sensitivity to any irritant is increased
once the skin barrier is compromised. Overwashing,
shaving, application of irritating hygiene products (especially alcohol-based creams and gels), lubricants, spermicides, douches, and urinary and fecal incontinence can
cause vulvar inflammation that presents as pruritus or
irritation [42,47,51]. ICD should be suspected in any
patient who has an extensive hygiene routine. Physical
irritation from the friction of scrubbing, tight and occlusive clothing, and intercourse also can cause an irritant
dermatitis. The cornerstone to treating ICD consists of
avoiding all possible irritants and restoring the integrity
of the skin’s barrier function [45–47]. To do this, it is
important to inquire about incontinence, hygiene products, and cleansing habits and to give patients educational
instructions on how to clean the vulvar area without
causing irritation as outlined below.
Vulvar ICD due to alterations in vaginal secretions
associated with inflammation or erosive disease of the
vagina, estrogen deficiency, candidiasis, or bacterial vaginitis is common. Thus, examining the vaginal secretions
via wet mount and KOH prep is critical to a comprehensive evaluation. A complete discussion of these conditions is beyond the scope of this paper, but readers are
referred to the following citations for more information
[16,22,23]. While vulvovaginal candidiasis is the most
common cause of acute onset vulvar pruritus, presumptive diagnosis and empiric treatment by clinicians must
be avoided, especially in women with chronic vulvar
pruritus, as many genital skin problems are mistakenly
attributed to candidiasis. Furthermore, providers should
educate patients that a yeast infection is only one of a
number of causes of vulvar pruritus and should recommend in-office evaluation of all vulvar symptoms to avoid
missed and delayed diagnoses.

Lichen Sclerosus
Lichen sclerosus (LS) is a chronic inflammatory condition,
generally accepted to be an autoimmune disorder, with a
complex pathogenesis that may be influenced by additional
genetic, hormonal, and infectious factors [52–55]. LS affects
both sexes and all areas of the body. It is, however, markedly
more common in women, manifesting most commonly on
the vulva. A minority of patients with genital LS also have
extragenital cutaneous lesions that resemble morphea [55].
Yet LS only rarely affects the oral mucosa, and involvement
of the vagina is not expected. Onset can occur at any age,
but notable bimodal peaks are seen at times of low estrogen
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in prepubertal girls and menopausal women. Most patients
present complaining of vulvar pruritus or irritation. LS can
be asymptomatic, however, and should not be overlooked
on routine exam. Physical examination reveals atrophic,
hypopigmented-to-white, crinkled, fragile plaques classically
distributed in a figure 8 pattern around the vulva, perineal
body, and perianal skin (Figure 5). Scratching may lead to
thickening of the skin and secondary lichenification, which
can mask the classic atrophic appearance. As the disease
progresses, the symptoms may shift from pruritus to pain,
including dyspareunia, dysuria, and pain with bowel movements, which can be associated with a late physical finding
of purpura, erosions, resorption of the labia minora, and
fusion of the clitoral hood (Figure 6) [14,52–55].
Although classic presentations of vulvar LS may appear to be clinically evident, a biopsy is generally recommended to confirm the diagnosis. Clinical presentation
may be misleading, as white plaques, erosions and scarring arising from any inflammatory vulvar condition can
be clinically indistinguishable from LS. Moreover, because the chronic nature of the LS diagnosis commits the
patient to long-term treatment, pathologic correlation
is prudent [55,56]. In contrast, confirmational biopsy
in children is not typically recommended, as the classic
presentation in children is likely to be more reliable. In
the pediatric population there is a tendency toward earlier
presentation for medical care, less frequent secondary
complications, and a narrowed differential diagnosis.
Readers are referred to the following citation for more
information on pediatric LS [57].
Patients with LS have an increased incidence of other
autoimmune diseases, particularly thyroid disease, vitiligo, pernicious anemia, and alopecia areata [58]. As
such, a directed review of systems is appropriate, as is
consideration of screening labs. Approximately 2% to 5%
of women with vulvar LS will develop vulvar squamous
cell carcinoma, which may be prevented with appropriate
long-term treatment with topical steroids or diagnosed
early with routine, scheduled surveillance [59,60]. The
essential components of managing vulvar LS include controlling symptoms, minimizing scarring, and preventing,
or detecting early, malignancy.

Lichen Planus
Lichen planus (LP) is another chronic inflammatory
dermatosis considered to be an autoimmune condition.
LP can affect the mucous membranes of the vagina,
conjunctiva, esophagus, urethra, and anus as well as
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cutaneous skin, scalp, and nails. Vulvovaginal LP most
commonly presents in postmenopausal woman but can
occur earlier in adult women and on rare occasions in
children. A typical presentation is a menopausal woman
reporting vulvovaginal pain or pruritus, dyspareunia, and
an irritating vaginal discharge. Physical exam may reveal
1 of 3 morphologies or a combination of the 3: erosive,
glazed, or glossy erythematous plaques (Figure 7) (most
common morphology occurring in the vulva); classic
erythematous-to-violaceous papules with an overlying
lacy, white, reticulate striae (Figure 8); or uniformly
white, hyperkeratotic plaques (Figure 9) [53,61]. The
inflammation associated with LP often causes resorption
of the labia minora and fusion of clitoral hood. Gentle
speculum exam of the vagina may reveal erythema, erosions, scarring, and an inflammatory discharge. Vaginal
LP is most commonly seen in woman with the erosivetype vulvar LP. Examination of oral mucosa can yield
significant diagnostic clues, as many women with vulvar
LP also have evidence of oral LP on examination. Oral
LP, which can be painful or asymptomatic, may manifest
as erosions, reticulate striae on the buccal mucosa, or
gingival inflammation [53,61,62].
Vaginal involvement can distinguish vulvar LP from
vulvar LS and LSC since the latter two are not expected
to affect the vagina [53]. The differential diagnosis of
erosive vulvovaginal disease also includes mucosal vesicular diseases (eg, cicatricial pemphigoid, pemphigus vulgaris, fixed drug eruptions, toxic epidermal necrosis, and
herpes simplex virus), and hyperkeratotic lesions must be
differentiated from human papilloma virus and neoplasia.
These diagnoses usually can be discerned by the history
and presence of extragenital lesions as well as histopathology and staining on direct immunofluorescence.
Patients with vulvar LP have a comparable association with other autoimmune conditions [58] and risk of
developing vulvar squamous cell carcinoma as those
with LS. The development of malignancy and scarring
associated with either LS or LP can be asymptomatic,
necessitating long-term follow-up. LP is treated primarily
with superpotent topical steroids in a regimen similar to
that described above for LS. Vaginal inflammation and
the significant potential for sexual dysfunction, however,
must be addressed and is discussed in the next section.

Psoriasis
Psoriasis is a chronic, immunologically mediated skin
condition of rapid epithelial turnover resulting in
www.jcomjournal.com
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characteristic, well-demarcated, erythematous plaques
with silvery scale. Identifying classic lesions of psoriasis
elsewhere on a full-body skin examination can focus
the differential diagnosis. Look for psoriatic plaques in
the typical locations, including the elbows, knees, and
scalp, and for psoriatic nail changes, including pitting,
oil spots, and onycholysis. Alternatively, and less common, an inverse distribution pattern of psoriasis may
affect the skin folds (eg, the gluteal cleft, umbilicus,
axilla, and groin). Due to the moisture and friction of
skin folds, the classic psoriatic lesion is replaced with a
poorly demarcated, erythematous plaque with minimal
scale and shiny texture (Figure 10, Figure 11). Again
attributed to moisture and friction, psoriatic lesions located in skin folds are more likely to be associated with
pruritus [63]. If there are no diagnostic clues on exam,
a biopsy may be required to confirm the diagnosis of
suspected vulvar psoriasis. The treatment algorithm for
vulvar psoriasis is the same as that for psoriasis on other
parts of the body with modification of topical treatments for the vulvar environment as discussed below.

Other Dermatoses
Plasma cell vulvitis and papular genitocrural acanthosis are rare vulvar dermatoses. Plasma cell vulvitis
(Zoon’s vulvitis, vulvitis circumscripta plasmacellularis) is
a benign, chronic disease of unknown etiology. It most
frequently presents clinically as multiple, fixed, red-toorange or brown glistening plaques on the vestibule that
may be asymptomatic, pruritic, or painful (Figure 12)
[20,64]. A biopsy may yield a characteristic dense plasma
cell infiltrate. Superpotent topical steroids can improve
symptoms. Papular genitocrural acanthosis, which also
is known as papular acantholytic dyskeratosis, presents
clinically as pruritic, discrete skin-colored, white, or dully
erythematous verrucous papules coalescing into plaques
that are localized to the anogenital region [21]. Although clinically these lesions may mimic genital warts,
diagnosis can be made by histologically [65].
MANAGEMENT
A general treatment approach, including restoring the
skin barrier, reducing inflammation, symptomatic relief,
and preventing and treating secondary infection has the
potential to address vulvar symptoms caused by eczematous dermatitis, lichen simplex chronicus, and allergic or
irritant contact dermatitis [66,67]. This approach also
may significantly improve symptoms of lichen sclerosus,
www.jcomjournal.com

lichen planus, and psoriasis [68]. These latter conditions
are chronic, however, and therefore likely to recur when
topical steroid treatment is discontinued. Ongoing topical steroid treatment and follow-up is required to manage the chronicity associated with these diseases.

Restore Skin Barrier Function
Treatment of all vulvar dermatoses begins with restoring the integrity of the skin barrier. The epidermis
functions as the primary defense layer to the external
environment. Irritants, allergens, inflammation, and
physical trauma, such as from scratching, disrupt the
epidermis and the function of the skin as a barrier.
Barrier dysfunction further permits invasion of microorganisms and penetration of allergens and irritants
into the skin, increasing the risk of secondary infection
and secondary contact dermatitis. Clinical signs of skin
barrier disruption include erythema, linear or angular
erosions due to excoriation, fissures, a wet, weeping
surface, crust, or scab [69].
Giving both written and verbal instructions regarding
gentle skin care, avoidance of irritants, and the proper
use of medications, as well as supportive and informational resources is critical to successful treatment. An
example of a patient instruction sheet is provided in
Table 4. Accordingly, instruct the patient to gently clean
vulvar skin with her fingertips using only minimal mild
cleanser or water alone. There is no need to rub or scrub
the genital skin. After bathing, gently pat the skin dry.
If a moisturizer is needed, a bland emollient such as a
thin film of petrolatum jelly is recommended. Eliminate
all potential irritants, including overwashing, personal
hygiene products, douches, lubricants, home remedies,
and over-the-counter medications. Treat patients who
are estrogen-deficient with local estrogen-replacement
therapy as atrophic vaginitis is a common primary cause
of symptoms as well as an exacerbating problem.
If a particular allergic contact dermatitis trigger
is identified by patch testing, direct the patient to
the American Contact Dermatitis Society website
(www.contactderm.org), which reviews products to avoid
as well as safe alternatives. It has been this author’s experience that some patients struggle to give up the use
of moistened towelettes (baby wipes). There are multiple
reports of the preservatives in these products causing allergic contact dermatitis [70–75]. Two of the 5 preservatives implicated are included in the T.R.U.E patch test
kit, and the others may be identified via provocative use
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Table 4. %XAMPLE 0ATIENT )NSTRUCTIONS
1. Restore skin barrier and avoid further irritation
! VERY IMPORTANT PART OF THE TREATMENT IS GENTLE SKIN CARE
TO AVOID IRRITATION 7ASHING IS THE MOST COMMON IRRITATION FOR
SKIN
s 7ASH WITH WARM WATER USING ONLY GENTLE FINGERTIPS RATHER
THAN ROUGH WASHCLOTHS 'ENTLY PAT SKIN DRY AFTER BATHING
AND APPLY A TINY AMOUNT OF PETROLATUM JELLYOINTMENT AS
MOISTURIZER AS NEEDED
s !VOID HOT WATER SOAPS BUBBLE BATHS WASHCLOTHS MOISTURIZING CREAMS AND LOTIONS
s !VOID WET WIPES BABY WIPES AND MEDICATED WIPES
s !VOID MEDICATIONS OTHER THAN THOSE PRESCRIBED ABOVE
s !VOID ROUGH FABRIC TIGHT CLOTHING THAT CAUSE SWEATING AND
OVERHEATING
s !VOID PANTY LINERS SANITARY PADS DOUCHES POWDERS PERFUMES DEODORANTS
s !VOID +9 AND 6AGISIL BRAND PRODUCTS DUE TO POSSIBLE IRRITANT
EFFECT
s "EFORE SEX PROTECT YOUR VULVAR SKIN FROM THE IRRITATION OF
FRICTION BY USING A THIN COATING OF PETROLATUM OINTMENT
VEGETABLE OIL !STROGLIDE OR 3LIPPERY 3TUFF FOR LUBRICATION AS
NEEDED
2. Decrease skin inflammation
s !PPLY A TINY AMOUNT OF CLOBETASOL OINTMENT TO AFFECTED AREA
TWICE DAILY )F SYMPTOMS RESOLVE CONTINUE TO APPLY THE MEDICATION BUT REDUCE TO ONCE DAILY FOR AN ADDITIONAL  DAYS )F
SYMPTOMS REMAIN RESOLVED STOP APPLYING MEDICATION %VEN
IF SYMPTOMS ARE RESOLVED IT IS CRITICAL TO KEEP YOUR SCHEDULED FOLLOW UP APPOINTMENT
3. Treat symptoms of irritation and itching
s !PPLY A LIBERAL AMOUNT OF LIDOCAINE  JELLY AS OFTEN AS
NEEDED FOR DISCOMFORT 9OU ALSO CAN USE COOL GEL PACKS AND
A COOL WASHCLOTH FOR COMFORT AS NEEDED
4. Stop scratching
s #UT YOUR NAILS 7ATCH FOR YOUR TRIGGERS AND OBSERVE FOR
HABITS
s 4RY NOT TO RUB OR SCRATCH EVEN WITH WASHCLOTHS OR TOWELS
s -INIMIZE NIGHTTIME SCRATCHING 4AKE AMITRIPTYLINE  MG BY
MOUTH  TO  HOURS PRIOR TO BEDTIME 3TART BY TAKING  TABLET
NIGHTLY AND INCREASE BY  TABLET MAXIMUM  EACH NIGHT
UNTIL SLEEP IS RESTFUL AND WITHOUT SCRATCHING )F YOU FEEL TOO
SEDATED IN THE MORNING REDUCE DOSAGE )F YOUR SYMPTOMS
RESOLVE THIS MEDICATION CAN BE STOPPED
5. Treat and prevent infection
s 4O TREAT OR PREVENT BACTERIAL INFECTION TAKE CEPHALEXIN
 MG TWICE DAILY FOR  DAYS
s 4O PREVENT A YEAST INFECTION WHILE USING A TOPICAL CORTICO
STEROID OINTMENT TAKE FLUCONAZOLE  MG ONCE WEEKLY
6. Schedule a follow-up appointment in 4 weeks
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testing [75]. This author is not aware of any moistened
towelettes or medicated wipes commercially available in
the United States today that do not contain preservatives, although the preservatives vary among commercial
brands. A trial of a fragrance-free product with a different preservative may be worthwhile. The most desirable
alternatives, such as sitz baths or gentle blotting with
a cloth moistened with water, are time-consuming and
cumbersome but may be required for some patients. On
raw, tender, irritated skin, even plain water can sting, and
homemade normal saline (1 teaspoon of salt dissolved in
4 cups of water) can minimize this [66].

Decrease Skin Inflammation
Concurrent with repair of the skin barrier, reducing
inflammation is the second factor in treating vulvar
dermatoses—most commonly accomplished by use of
topical steroids. Topical steroids in ointment vehicles are
preferred to those in cream vehicles, as the latter have
a tendency to cause burning on application, especially
when the skin barrier is disrupted. The mucosal skin of
the vulvar vestibule is relatively resistant to topical steroids and requires superpotent strength for longer treatment periods than nonmucosal skin. In contrast, the
hair-bearing surfaces of the vulva, inguinal creases, and
medial thighs are more susceptible to atrophy associated
with long-term use of topical steroids. Consequently,
the use of topical steroids on the hair-bearing surfaces
of the vulva must be closely followed. Consider starting
with a course of superpotent topical steroid ointment
twice daily with specific instructions and a scheduled
follow-up appointment in 4 weeks. Explain and demonstrate how to apply a tiny amount of the topical steroid
to the specific affected area and emphasize that care
should be taken to minimize exposure to the adjacent
surfaces. If the patient’s symptoms resolve before her
follow-up appointment, the frequency of application
should be decreased to once daily for a few additional
days. If the symptoms remain resolved, instruct the
patient to discontinue the topical steroid but to keep
the follow-up appointment for re-evaluation. Giving
the patient detailed written instructions, prescribing
an adequate, but small, 15-g supply, and having a short
interval follow-up period can avoid misuse of topical
steroids and minimize side effects.
In cases of an acute vesicular eruption or significant
erosions, oral steroids 40 to 60 mg each morning for
5 to 10 days or intramuscular kenalog at approximately
www.jcomjournal.com
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1 mg/kg may be preferable to topical treatment to
minimize additional maceration of the skin. There are
many reports of topical calcineuren inhibitors (TCIs),
tacrolimus ointment and pimecrolimus cream, successfully treating vulvar dermatoses [76–78]. Compared
to topical steroids as anti-inflammatory agents, TCIs
carry the advantage of lack of risk of atrophy, striae, and
steroid dermatitis. Commonly, however, these products
cause burning and stinging with application. In addition, TCIs cost more, have a slower onset than potent
and superpotent topical steroids, and carry black-boxed
warning for association with squamous cell carcinoma
and lymphoma. Therefore, TCIs should be considered
second-line treatment and used when an alternative to
topical steroids is required.
While atopic dermatitis and contact dermatitis are
expected to resolve relatively quickly with topical corticosteroids, these conditions can be recurrent if the
skin barrier is not continually maintained. The thicker,
lichenified skin of LSC often requires longer treatment
intervals. Additionally, when LSC or contact dermatitis is
diagnosed and treated, the patient should be reexamined
post treatment, even in the absence of symptoms, to rule
out the presence and persistence of a primary underlying
primary dermatosis.
Vulvar LS is commonly treated with a superpotent
topical steroid, such as clobetasol ointment, once to twice
daily followed by reassessment in approximately 4-week
intervals. Note that the symptoms of LS usually resolve
before all the skin changes clear. The steroid potency and
frequency of steroid application should be tapered to the
minimal amount needed to control the disease. Patients
are typically followed monthly while using daily superpotent topical steroids and then every 3 to 6 months as the
treatment is tapered. The goal of treatment is clearance
of both the symptoms and the signs of disease. Recalcitrant lesions should be biopsied to rule out squamous
cell carcinoma. While some patients experience complete
resolution, relapses or flares of symptoms are not uncommon and necessitate return to increased steroid strength
and frequency. Long-term maintenance treatment of
topical steroid application 1 to 3 times weekly and ongoing follow-up is recommended to minimize recurrence,
sexual dysfunction from scarring, and malignancy transformation [60]. Patients may be referred to the National
Lichen Sclerosus Support Group (www.lichensclerosus.
org). Additional information can be found in the published literature [52,53,55,56,60].
www.jcomjournal.com

The first-line treatment of vulvar LP is superpotent
topical steroids with a long-term focus, as described
above for vulvar LS. Erosive mucosal LP tends to be
more difficult to control. Vaginal LP requires intravaginal steroid application. Clobetasol ointment 1–2 g
can be inserted vaginally using an applicator, intravaginal
suppositories can be compounded, or patients can be
instructed to insert commercially available 25-mg rectal
suppositories intravaginally. Scarring and vaginal stenosis
tend not to be reversible, but the use of graduated vaginal dilators coated in topical steroids may improve sexual
function. Detailed treatment recommendations and alternatives regarding vulvovaginal LP can be found in the
literature [53,61,62]. Any hypertrophic lesion that does
not respond to treatment should be biopsied to exclude
neoplasia.

Symptom Relief
The third focus of management is supportive measures
that address patient symptoms and comfort. Teach the
patient about the itch/scratch cycle, and emphasize
the importance of refraining from scratching. Recommend cutting fingernails and using lidocaine 2% jelly,
cool washcloths, and gel packs to minimize pruritus,
irritation, and pain. Nighttime sedation is warranted
for those who note that pruritus symptoms are worse in
the evening or that they awaken from sleep scratching
subconsciously. Tricyclic antidepressants (eg, amitriptyline, doxepine) are favored over sedating antihistamines
because they not only produce more deep sleep but may
also alleviate the anxiety and depression that frequently
manifests in those patients with chronic conditions
[79,80]. Patients are usually started on a low dose of 5
to 10 mg amitriptyline taken at night to minimize side
effects. This is gradually increased to a daily dose of 50
to 100 mg, depending on the response and tolerability
of side effects by the patient. Doxepin can be started
at a dose of 25 mg nightly and increased to 75 mg as
needed. Patients need to be warned that pain/itch relief
is not immediate as it may take several weeks for the
drug to become fully effective. Do not underestimate
the improvement in quality of life a patient may experience with any degree of symptom relief.
Prevent and Treat Secondary Infection
The final aspect of the general management regimen is
prevention or treatment of secondary infection of the
irritated or excoriated skin [81]. If the skin is weepy
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or crusted, culture the exudate and suspect secondary impetiginization. Cephalexin 500 mg twice daily
for 7 to 10 days can be used empirically to treat and
prevent secondary bacterial infection. Secondary yeast
infections are common during treatment, especially in
prepubertal girls and woman with estrogen deficiency.
Treat concomitant candidiasis orally to avoid contact
dermatitis and maceration of this already moist skin area
that might arise from the use of antifungal imidazole
creams. Candidiasis is not merely a primary problem but
also occurs as a super-infection when topical corticosteroids and oral antibiotics are used to treat underlying
conditions [4]. Prescribing fluconazole 100 to 150 mg
once to twice weekly during the first few weeks of treatment can prevent this. Especially during acute flares,
consider concomitant herpes simplex virus infection and
treat with oral antivirals accordingly.
Stress and sexual dysfunction are common in patients
who suffer from chronic vulvar itching or irritation. Depression and anxiety may be side effects of the chronic
symptom or may be triggers that perpetuate the symptoms. To provide comprehensive care for the patient, the
associated stress, sexual dysfunction, and depression must
be addressed, including as appropriate acknowledgment of
her discomfort, committing to work with her until some
amount of relief is found, prescribing antidepressants,
including partners in discussions, and referral for professional counseling. Scarring, and dyspareunia caused by
scarring, is not expected to resolve with treatment of the
primary condition. However, the symptoms can be treated
with lubricants, dilators, and surgical repair as warranted.
Further, the relevance of other treatable generalized conditions, such as incontinence, diabetes, immunosuppression,
and obesity, which may contribute to symptomatology,
must be addressed in the treatment plan.
Vulvar dermatoses are often multifactorial. The elements should be unraveled until the diagnoses are as
defined as possible and the symptoms resolved or well
controlled. Schedule follow-up appointments to re-evaluate for interval changes and effectiveness of treatment. Be
willing to biopsy and re-biopsy if symptoms progress or
fail to improve. Note that a nonspecific biopsy result does
not rule out a diagnosis. While there is currently limited
evidence in the literature as to the optimal treatment
and follow-up regimens for vulvar dermatoses, chronic
conditions—even in the absence of symptoms—require
monitoring for complications of disease progression as
well as complications from treatment.
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CONCLUSION
Vulvar pruritus and irritation associated with vulvar
dermatoses are common and distressful symptoms.
These nonspecific symptoms can be caused by multiple
etiologies and are often multifactorial. The cutaneous
changes of vulvar dermatoses require experience to
appreciate and easily can be missed or misdiagnosed.
Clinical appearance alone cannot consistently be used to
distinguish between the numerous skin disorders that
affect the vulva. The clinical approach to patients presenting with vulvar skin dermatoses requires a detailed
history and physical exam as well as laboratory studies,
often including biopsy, in order to identify the cause—
or at least narrow the broad differential diagnosis—
and allow initiation of directed treatment. Treatment
principles include restoring the skin barrier, reducing
inflammation, symptomatic relief, and preventing and
treating secondary infection. Patients with chronic vulvar dermatoses require long-term treatment and follow
up to prevent complications associated with the disease
process and treatment.
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