
Hidradenitis Suppurativa and Pruritus Ani
Theodor Asgeirsson, M.D.,1 Robert Nunoo, M.D.,2 and Martin A. Luchtefeld, M.D.3

ABSTRACT

Hidradenitis suppurativa (HS) is a chronic debilitating disorder that can affect any
areas bearing apocrine glands. Perineal HS is associated with high morbidity compared
with other anatomic regions. Early-stage disease may mimic various other forms of
cutaneous disorders, but as HS progresses pathognomonic skin changes occur. Clinical
stage can guide the therapeutic approach, but the lowest recurrence rate is obtained by
removing all involved skin and subcutaneous fat. Pruritus ani is a complex disease with a
multitude of etiologies. Its management can be frustrating and disappointing for the
patient and doctor alike. The key is to start with simple treatment options focusing on
perianal hygiene and avoidance of the most common offending foods and beverages. If
these measures fail, topical medications should be attempted before graduating to perianal
injections of methylene blue as a last resort.
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Objectives: On completion of this article, the reader should be able to summarize the management strategies for hidradenitis

suppurativa and pruritus ani.

HIDRADENITIS SUPPURATIVA
Hidradenitis suppurativa (HS) is a chronic recurrent
inflammatory skin disorder affecting the hair and areas
bearing apocrine sweat glands. It most commonly effects
the axillae, perineum, and inframammary regions of
postpubertal males and females.1 Perineal disease is
more common in males and axillary disease is more
common in females.2 There are two main theories that
describe the pathogenesis of this disease, which often
results in chronically draining wounds and sinus
tracks.3,4 This may ultimately manifest as subcutaneous
‘‘pitlike’’ scarring, distorting contractures, and persistent
induration of the skin. HS may lead to socioeconomic
isolation and significantly decrease quality of life.5,6

Treatment is based on the stage of disease at presenta-
tion and ranges from medical therapy (antibiotics, anti-
androgens, and immunosuppression) to more invasive

procedures where total excision of all effected apocrine
sweat gland areas may be required.7–10

Epidemiology

HS rarely occurs before puberty or after menopause and
is most common between the second and fourth decade
of life.11 The incidence of HS is thought to be under-
reported, but recent studies point to a prevalence of
around 1%. Jemec et al estimated a 1-year prevalence of
1% with point prevalence estimated at 4.1%. Similarly,
Revuz et al estimated the prevalence at 1% in a case–
control French population study.11,12 Conflicting results
have been reported in regards to sex and racial distribu-
tion of HS. Overall, HS is thought to be more common
in females, but location may be a more decisive factor in
gender distribution of this disease as published by Wiltz
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et al. In their series, 93% of patients with perianal HS
were male.13 HS has been shown to affect all races, but 2
studies have suggested a higher incidence in African
Americans.14,15 Homma et al looked at the number of
apocrine glands in African Americans and compared
with Caucasians found a 3-fold difference.14 African
Americans have more apocrine glands. This may be
somewhat conflicting as the etiology may not be of
apocrine origin, but rather follicular occlusion.4

Pathogenesis

In 1839, Velpeau published a case report in which he
described an inflammatory and abscess-forming process
affecting the axillary, mammary, and perianal regions,
which later was suggested to have originated in the sweat
glands.16 Verneuil reported the first series of patients with
this disease and gave it the name ‘‘hidradenitis suppura-
tiva.’’17 Other terminology can be found in the literature
such as acne inversa or Verneuil disease. Sweat glands are
classified into apocrine and eccrine. Eccrine glands serve a
role in thermal regulation and secrete directly onto the
skin. Apocrine glands are larger and extend through the
dermis into the subcutaneous tissue. They have a coil-like
base that secretes milky fluid into hair follicles via a
secretory duct. Apocrine secretion can be stimulated by
various emotions (sexual arousal, pain, anger) and is
odorless. As the apocrine fluid comes into contact with
the bacterial flora of the skin it becomes malodorous.15

The etiology of HS remains a matter of debate,
but likely originates from occlusion of the apocrine and/
or the hair follicular duct. This may be caused by hyper-
keratosis or anatomically abnormal follicles resulting in
obstruction of these pilosebaceous organs. The secondary
effects of this process are stasis and dilatation of the
follicle/apocrine gland followed by bacterial infiltration
via the hair follicle. When the follicles/apocrine glands
rupture into the subcutaneous space, abscesses are formed
that ultimately may lead to complex subcutaneous sinuses
and draining fistulas. Longstanding subcutaneous inflam-
mation may result in subcutaneous ‘‘pitlike’’ scarring,
distorting contractures, and persistent induration of the
skin.3,4 Although approximately half of patients with HS
have negative cultures, a wide variety of bacterial patho-
gens have been cultured from abscesses, fistulas, and sinus
tracts.18 Among them are both gram-positive and gram-
negative bacteria, but the most common in perineal HS is
Streptococcus milleri.19,20 Environmental and genetic fac-
tors have been implicated to predispose patients to HS.
Androgens, trauma, and exposure to chemicals in anti-
perspirants have been reported in retrospective studies,
but many of these theories have been disputed.21–23 In
addition, there is increased prevalence of HS in obese
patients and smokers.11 Obesity is thought to predispose
to follicular duct occlusion via shear forces that may
trigger hyperkeratosis and desquamation of skin.24 Nic-

otine has been implicated in several studies. Wiltz et al
found that 70% of their patients with perianal HS were
smokers. This has been supported by a study by Hana et
al, which examined skin tissue cultures and the effects of
nicotine. Nicotine may inhibit normal glandular duct
secretion and promote epithelial hyperplasia.13,25,26

There are also possible immunologic causes to HS. A
defect in neutrophilic function, an autoimmune mecha-
nism, and an increase in toll-like receptors (TLR) have
been hypothesized as etiologic factors of chronic inflam-
mation in this debilitating disease.27–29

Clinical Presentation

The initial presentation of HS has been described as
painful subcutaneous nodules that may progress to co-
alesced abscesses that fistulize with a malodorous dis-
charge through the dermis via one or multiple sites.15 If
patients present with mild disease, limited regions are
affected and spontaneous remission may occur.30 Recur-
rences are common and highest in perianal HS, which
contribute to its more debilitating disease process com-
pared with other sites of apocrine sweat glands.31 With
each recurrence the region ultimately becomes distorted
with scarring, dermal contraction, induration, and
chronically malodorous draining sinus tracts. Perianal
HS may extend to the dentate line as this corresponds to
the distribution of apocrine glands and hair follicles in
the anal canal.32 Perianal HS can coexist with other
inflammatory disorders. Fistulization above the dentate
line may give suspicion for coexcising cryptoglandular
disease or Crohn disease. Church et al found a Crohn
incidence of �40% in their series of HS and hypothe-
sized that Crohn may precipitate perianal HS. It surely
complicated their management as 70% of these patients
with coexisting disease required proctectomy and 91%
fecal diversion.33

Two staging symptoms have been developed for
HS. The Hurley system is a simplistic objective descrip-
tion of disease extent and separates patients into three
groups based on presence of scar formation and sinus
tracts (Table 1) and may be useful when deciding a
therapeutic approach for HS.34

A second staging system has been developed by
Sartorius et al that incorporates involved anatomic
regions, number and type of lesions, distance between

Table 1 Clinical Staging of Hidradenitis Suppurativa

Stage Description

I Abscess formation, single or multiple, without

scarring or sinus tracts

II Recurrent abscesses with tract formation and scarring,

single or multiple, widely separated lesions

III Multiple interconnected tracts and abscesses

throughout entire area

72 CLINICS IN COLON AND RECTAL SURGERY/VOLUME 24, NUMBER 1 2011



lesions, and the presence of normal skin in between
lesions. In addition, they suggest using a visual analogue
scale for pain assessment or the dermatology life quality
index (DLQS). Due to its complexity, this system likely
is better for use in conducting clinical trials than in
planning treatment strategies.35

Differential Diagnosis

HS is a clinical diagnosis and various stages of this
disease entity may have a similar presentation to other
cutaneous lesions. The characteristic age of onset and
distribution of lesions of HS is likely the best differ-
entiator and subcutaneous ‘‘pitlike’’ scarring, distorting
contractures, and induration of the skin is pathogno-
monic for end-stage HS. Alikan et al in a review article
summarized the differential diagnosis of HS in two
categories based on early and late lesions (Table 2).36

Despite its rarity, malignant transformation to
squamous cell carcinoma in longstanding HS
(> 20 years) has been published in over 25 case reports.37

The incidence is thought to be 3.2% in HS, more
common in perianal, perineal, and inguinal regions and
has shown to have an aggressive course compared with
de novo squamous cell cancers with rapid growth and
early metastasis.38,39 In addition local complications
from HS in the perineal region may manifest itself as
lymphoedema, fistulas, and strictures in the scrotum,
urethra, anus, and sphincter mechanism resulting in
incontinence.40,41

Treatment

Various subspecialties have published case reports and
outcome series of their management strategies for HS.
Dermatologists, plastic surgeons, and colorectal sur-
geons are among a few. Based on presentation these
treatment strategies can be categorized broadly into

medical and surgical. The Hurley clinical staging system
may be useful for such measures and patients may require
a series of different treatments in an attempt to control
symptoms of HS. The best way to ensure the lowest
recurrence rate is aggressive removal of all apocrine-
bearing areas affected. As has been stated, initial occur-
rence may present only with a painful inflammatory
nodule. Warm compresses, weight loss, and topical
cleaning agents may be used in an attempt to reduce
friction and skin bacterial load.

Antibiotics, retinoids, hormones, and immuno-
suppressive agents have been used to treat HS. All have
shown success in reducing symptoms temporarily but
none long-term. For perianal and perineal HS, anti-
biotics must be chosen to cover both aerobic and anae-
robic bacteria. Topical clindamycin and oral clindamycin
with rifampin, in addition to tetracycline, erythromycin,
and doxycycline have shown efficacy at reducing symp-
toms of HS.42,43 Long-term treatment is required rang-
ing from 2–12 weeks to achieve remission. Evidence
though is lacking that antibiotics change the natural
course of this disease. Isotretinoin has been used with
variable success, but should not be used in women of
child-bearing age due to its teratogenecity.44,45 Mor-
timer et al looked at combined hormonal therapy in a
double-blinded crossover study in 24 women. One-third
achieved remission lasting up to 18 months. Finasteride,
at a dose of 5 mg/day, was found effective in a small
series of 7 patients, who were not responding to anti-
biotic treatment. All improved somewhat and remission
lasted 8–18 months.46 Immunosuppressive agents like
prednisone and cyclosporine have resulted in temporary
remission of HS, but recurrence is high once treatment is
discontinued.47,48 Infliximab and etanercept (TNF-a

inhibitors) are biologics that have shown promise in
improving symptoms of HS, but one must consider the
long- and short-term morbid effects of their use (malig-
nancy, infection).49,50

Radiation, cryosurgery, and laser therapy has been
effective in a small series of patients with early stages of
HS, but their long-term effects have yet to be proven as
have their effect on disease progression.51–53

Upon diagnosis of HS the extent and stage of
disease should guide surgical approach. For Hurley
stages 2–3, surgery is regarded as the most effective
treatment for HS. Localized fluctuating abscesses should
be drained by incision and drainage for symptomatic
relieve with the understanding that recurrence rates are
high.54 For perianal HS, unroofing of sinus tracts and
marsupialization has been described in a small series of 4
patients by Brown et al. Despite their success it may
serve better as a temporizing measure to more definitive
surgical treatment as disease progresses.55 Other tem-
porizing measures have been described such as local
excision with and without primary closure. The benefits
are that this method avoids the morbidity of more

Table 2 Differential Diagnosis of Hidradenitis
Suppurativa

Early Lesions Late Lesions

Acne Actinomycosis

Carbuncles Anal fistula

Cellulitis Cat scratch disease

Cutanous blastomycosis Crohn disease

Dermoid cyst Granuloma inguinale

Erysipelas Ishciorectal abscess

Furuncles Lymphogranuloma venereum

Inflamed epidermoid cysts Nocardia infection

Lymphadenopathy Noduloulcerative syphilis

Perirectal abscess Pilonidal disease

Pilonidal cyst Tuberculous abscess

Tularemia
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extensive wounds but again recurrences are frequent (up
to 50%) and often at different anatomic regions.56

Radical excision or en bloc excision has the lowest
recurrence rate in HS.57 The success of this strategy
is based on removing all pilosebaceous glands within an
effected anatomic region. The method described for en
bloc resection requires excision of skin and subcuta-
neous fat down to fascia. Diversion is seldom re-
quired.31,58 This approach may result in large
complex wounds in the perineal and inguinal area; a
staged approach may be considered.58 Wounds may be
allowed to heal by secondary intent or may require skin-
grafting or flaps for closure.31,59,60 Rompel et al looked
at long-term results of en bloc excision of HS in 106
patients and stated that the complication of recurrence
is related to adequacy of resection not the selected
method of wound closure.61

Hidradenitis suppurativa (HS) is a chronic de-
bilitating disorder that can affect any apocrine-gland
bearing skin area of the body. Perineal HS is associated
with high morbidity compared with other anatomic
regions. Early-stage disease may mimic various other
forms of cutaneous disorders, but as HS progresses
pathognomonic skin changes occur. Clinical stage can
guide therapeutic approach, but the lowest recurrence
rate is obtained by removing all involved skin and
subcutaneous fat.

PRURITUS ANI
Pruritus ani (PA) is a dermatologic disorder character-
ized by intense itching and burning sensation in the
perianal area. Patients are typically diagnosed by their
primary care physician who attempts initial management.
If symptoms persist patients are often referred to any of
the following specialists: dermatologist, gastroenterolo-
gist, or colorectal surgeon. The incidence of PA ranges
from 1–4% with a 4:1 male predominance and frequently
debuts in the fourth to sixth decades of life.62–64a

PA can be subdivided into idiopathic and secon-
dary. Idiopathic is more common, accounting for up to
90% of cases. This diagnosis can only be made after
etiologic factors have been ruled out; however, 70% of
patients will have a coexisting diagnosis which is usually
not the cause of their PA. The problem is further
complicated by the fact that treatment of some of the
coexisting conditions can actually worsen mild idio-
pathic symptoms. Secondary PA has a complex variety
of causes and is usually divided into perianal infections,
dermatologic diagnosis, neoplasms, local irritation,
foods, colorectal, systemic and psychological disorders.62

In all cases, the condition is exacerbated by the scratch–
itch cycle, where intense scratching increases skin break-
down, irritation/inflammation, excoriations, and some-
times infections, which in turn increases the itching
frequency.

Causes

Over 100 causes have been named in the English
literature (Table 3).65

INFECTIONS

Fungal infections are the most common perianal in-
fections. These include Candida albicans and dermato-
phytes.66 Eradication is imperative to achieve cure.
Topical and systemic antifungal agents have been
used. Bacterial infections such as Streptococcus, Staph-
ylococcus aureus, and Corynebacterium minutissimum (er-
ythrasma) have all been implicated.67 Erythrasma often
presents with itching and infects other sites like the
toes and groin. It is best diagnosed by a Wood’s lamp,
which reveals a coral-red fluorescence.62 False-negative
results can occur with the Wood’s lamp if the patient
has recently showered. Corynebacterium minutissimum
is susceptible to erythromycin and tetracycline.62 Sex-
ually transmitted diseases like herpes simplex, gonor-
rhea, and Condyloma accuminata can also present with
itching.

Parasites are also common causes for PA espe-
cially in the tropics and in children. Pinworms (Enter-
obius vermicularis) are often implicated in the pediatric
population. Itching occurs mainly at night and is diag-
nosed by a cellophane tape test. The adult worms and
eggs can be identified on the tape. Mebendazole is the
treatment of choice. Perianal topical application of
albendazole as well as a single oral dose has been
demonstrated to provide immediate relief.68

IRRITATING FACTORS

A multitude of irritants have been associated with PA.
Although the obvious culprit is fecal contamination,
feces haven’t been shown to have the same effect on
other sites of the body as it does on perianal skin. An
example is ostomy sites, where the skin around osto-
mies does not develop pruritus in the same manner as
perianal skin despite frequent and lengthy contact
with feces. Contrary to this observation Caplan et al
demonstrated that skin on other sites of the body react
similarly to perianal skin. They performed skin patch
testing using autologous feces on other sites of the
body. They were able to elicit ‘‘anal symptoms’’ in a
third of patients with PA and 53% of asymptomatic
patients.69 Feces alone are not responsible for PA. In
fact other local irritants like moisture and anal sphinc-
ter pressure may also be culprits. Anal manometric
studies have shown an increase in anal sphincter
relaxation and subsequent leakage following rectal
distention in patients with PA.70 Diarrhea will in-
crease the contamination with increased moisture and
maceration, which will potentiate the scratch–itch
cycle.62 Anal surgical procedures may affect normal
anal morphology resulting in fecal soiling. This is
usually due to inability to incompletely empty the
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rectal vault and retained fecal matter can seep and
irritate the perianal area resulting in PA. Other
irritants include moisture, soaps, detergents, synthetic
underwear, vigorous scrubbing and medication like
quinine, topical nitroglycerin,71 steroid creams, pep-

permint oil, colchicin, gemcitabine,72 colpermin, and
mineral oil. Some of these agents are allergens and
produce an allergic reaction with histamine release
causing pruritus.73

DERMATOLOGIC DISORDERS

Numerous dermatologic disorders manifest differently in
the perianal region. The incidence of psoriasis in patients
with PA is between 5–55%. The psoriasis plaques may
look different due to the persistent scratching thereby
making the diagnosis difficult. These lesions are some-
times referred to as inverse psoriasis because they are
without scales and tend to be paler.62 Lichen sclerosis et
atrophicus is more common in women and usually
involves the vulva extending into the perianal area
posteriorly. It is very itchy and initially often scratched
raw and heals with sclerosis and atrophy. On physical
examination, one can find a figure-8 pattern around the
vulva and anus. The clitoris and labia may be involved.
Treatment of choice is topical steroids.62 Neuroderma-
titis is due to the scratch–itch cycle. This cycle is very
difficult to break with the repetitive trauma resulting in
scaly skin known as lichenification. When lichenification
has occurred the lesions become increasingly resistant to
therapy. Treatment is with topical steroids, but resistant
cases have been treated with tacrolimus. Atopic derma-
titis is a chronic skin disorder. It is caused by dry skin
with intense scratching, which results in a red papular
rash and is considered an allergic reaction. Patients
usually have a family history of the disease, which is
associated with hay fever, asthma, and eczema. Dry and
cold weather, stress, and skin infections worsen symp-
toms. Diagnosis is highly reliant on a careful and de-
tailed history and physical exam.74 Seborrhoic dermatitis
is a very rare cause of PA, but it deserves a mention here
because it is relatively easy to treat once diagnosed. It is
an inflammatory skin disorder affecting the areas of skin
rich in sebum, namely the scalp, face, trunk, nasolabial
folds, and perineum. These lesions are scaly, itchy, flaky,
and red. The responsible organism is a fungus called
Malassezia furfur. It is managed by antidandruff sham-
poo or any other topical antifungal agent.74–77

NEOPLASMS

Cloacogenic carcinoma, Bowen’s disease, Paget’s disease,
and squamous cell carcinoma of the anal margin have all
presented with refractory PA. It is mandatory to biopsy
any lesions that do not respond to standard treatment for
PA.78,79

DIET

Several different foods have been implicated in the
etiology of idiopathic PA without much scientific sup-
port. However current literature suggests elimination of
suspected foods from the diet. Some of these foods like
coffee reduces anal sphincter pressure and produces

Table 3 Causes of Pruritus Ani64,64a

Anorectal disorders Fissures

Hemorrhoids

Proctitis

Abscess

Fistula

Rectal cancer

Colon cancer

Adenomatous

Infections Candida albicans

Dermatophytes (Malassezia furfur)

Staphylococcus aureus

Beta-hemolytic streptococcus

Corynebacterium munitissimum

(erythrasma)

Human papilloma virus

Herpes simplex

Sacroptes scabei (scabies)

Enterobius vermicularis (pinworms)

Fecal soiling Encopresis

Incontinence

Chronic diarrhea

Poor hygiene

Transient relaxation of

internal sphincter

Prolapsed, hemorrhoids, etc.

Local irritation Soaps and detergents

Topical creams and medications

Dermatologic disorders Psoriasis

Contact dermatitis

Atopic dermatitis

Bowen disease, Paget disease

Hidradenitis

Systemic disease Diabetes mellitus

Leukemia

Thyroid disorders

Liver disease

Renal failure

Psychological Depression

Stress

Anxiety

Medications Colchicine

Antibiotics

Quinidine

Mineral oil

Witch hazel

Local anesthetic
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exaggerated anal reflexes; undigested foods can sensitize
the perianal skin.63 Relaxed anal sphincter pressure
combined with exaggerated anal reflexes lead to liquid
stools, quicker transit time, and increased frequency of
bowel movements. Ultimately, soiling progresses as does
perianal trauma from repetitive cleaning. If a food or
beverage is found to exacerbate symptoms, it should be
avoided (Table 4).70

SYSTEMIC DISEASE

A variety of systemic diseases can lead to PA. The most
common ones are diabetes mellitus, liver disease, leuke-
mia, renal failure, hypothyroidism, iron deficiency ane-
mia, pellagra, and vitamin A and D deficiencies.62,63,65,75

PSYCHOLOGICAL FACTORS

PA has been associated with stress, anxiety, and depres-
sion. Despite these associations scientific evidence is
lacking, in fact Smith et al using the Minnesota Multi-
phasic Personality Inventory failed to demonstrate emo-
tional disorders in these patients. PA tends to worsen
with stress and depression. If any of these conditions are
present they should be dealt with concurrently.70 Short-
term anxiolytic medications may benefit some patients
especially at bedtime.

History and Physical

History should be focused and directed toward relevant
etiologies. Coexisting skin and perianal conditions
should be questioned. Atopy, urticaria, hay fever, aller-
gies, and family history are key components as are the use
of over-the-counter medication. Common colon and
rectal symptoms like diarrhea, constipation, etc., and
prior history of anorectal surgical procedures is vital
information. Physical examination should be complete.
Evaluate the whole body for skin lesions to exclude other
dermatologic disorders. Dermatologic diseases are usu-

ally not limited to just one site of the body. A detailed
examination of the perianal region including anoscopy is
mandatory.80 There might be evidence of lichenification.
Lichen sclerosis almost always involves the labia and
perineum. Moisture and maceration present in the
gluteal folds should be noted. Excoriations are not
unusual. Valsalva maneuver can exclude mucosal pro-
lapse. Palpate groins for lymph nodes and biopsy asym-
metric lesions.

PA can be graded into four stages, ranging from
mild symptoms in stage one to severe and chronic
symptoms in stage four (Table 5) (Figs. 1–7).74

Treatment

Successful management depends on accurate diagnosis
and ruling out coexisting disorders. Address precipitat-
ing and exacerbating factors and break the scratch–itch
cycle.73 Secondary PA should be treated by managing

Table 4 Beverages and Foods Associated with Pruritus
Ani

Beverages Foods

Coffee Chocolate

Tea Tomatoes including ketchup

Cola and other caffeinated

beverages

Dairy products

Beer and wine Peanuts and nuts

Spices

Citrus fruits

Grapes

Popcorn

Spicy foods

Prunes

Figs

Table 5 Clinical Staging of Pruritus Ani

Grading Terms and Definition

Mild Stage 1. No lesion is seen at inspection of anal

verge but patient finds palpation and anoscopy

painful. Other anal lesions have been excluded

Moderate Stage 2. Red dry skin only, at times weeping

skin with superficial round splits and longitudinal

superficial fissures.

Severe Stage 3. Reddened weeping skin, with superficial

ulcers and excoriations disrupted by pale,

whitish areas with no more hairs

Chronic Stage 4. Pale, whitened, thickened, dry leathery,

scaly, skin with no hairs and no superficial ulcers

or excoriations

Figure 1 Stage 1 pruritus ani. Unremarkable, looks normal

but painful on examination. Anal verge with hairs shaved (tiny

black spots around the anus).
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Figure 2 Stage 2 pruritus ani. Weeping anal skin with

superficial round splits and longitudinal superficial lesions at

everted distal anal canal. Normally, the distal anal canal is

closed so that these tiny lesions are not seen. Lesions

diameter: 1–3 mm.

Figure 4 Stage 3 pruritus ani. Superficial lesions found

within whitish areas of anal skin. This cover is skin tags

surrounding the anus.

Figure 3 Stage 2 pruritus ani. Erythematous dry skin with

bleeding spots of a patient with a hairy anus.

Figure 5 Stage 3 pruritus ani. Erythematous, weeping

skin, with superficial ulcers and excoriations disrupted by

pale, whitish hairless areas. Note the loss of hair.

Figure 6 Stage 4 pruritus ani. Whitish, pale, dry anal skin at

anal verge with thick, leathery surrounding skin tags.

Figure 7 Stage 4 pruritus ani. Pale, white, thick, dry,

leathery, scaly skin without hair and no superficial ulcers or

excoriations.
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the primary disorder. Inform the patient about the
chronic and complex nature of this disease. Maintain
realistic expectations to avoid major frustration and
disappointment. Some patients present with stress and
anxiety. They are worried the itching is a symptom of
‘‘cancer.’’ Where there is no suspicion of neoplasm do
well to inform the patient promptly as this can be
reassuring and will hopefully alleviate some of their
anxiety.70 Patients with dermatologic disorders should
be referred to a dermatologist.79

The first step in management is to ensure perianal
hygiene. Recommend only water to cleanse the perianal
area after bowel movements, avoiding soaps and toilet
tissue, two very common irritants. The goal is to alleviate
the irritation. Dry perianal area with a dry towel and
apply corn starch powder or talc to ensure the interglu-
teal fold remains dry. Avoid cornstarch powder if there is
suspicion of a fungal infection as fungus is known to
thrive very well in cornstarch. Sweat increases moisture
and irritation in the perianal area. Sweating should be
kept to a minimum by avoiding vigorous exercises and
wearing thin cotton fabrics which air easily. Eliminate
possible precipitating foods, the most common being
coffee, chocolate and fruits, until symptoms resolve.
Encourage patients to keep a diary and then reintroduce
the foods one at a time in an attempt to determine the
offending foods. Recommend a high-fiber diet. Anti-
diarrheal agents like lomotil and imodium can be used
for frequent loose stools. Excessive scratching occurs
mostly at night when the patient is asleep and unaware
of their actions. An antihistamine taken at bedtime can
be helpful. Treat depressed patients concomitantly. Top-
ical agents are often effective. Topical steroids have been
a mainstay of treatment over the years. However, long-
term use of topical steroids can lead to thinning of the
perianal skin.81 Oztas et al demonstrated that perianal
cleansers were as good as topical steroids, 1% hydro-
cortisone is recommended.82 Topical capsaicin has been
shown to be an effective agent against PA compared
with placebo83 and is thought to break the vexing
scratch–itch cycle. If no etiology is found and all the
above treatment measures have failed, another option in
management involves the injection of methylene blue
into the subcutaneous tissue of the perianal region.
Mentes et al injected 30 consecutive patients with 7–8
mLl of 2% methylene blue mixed with an equal volume
of 0.5% lidocaine. Using a 1% methylene blue solution
with a 22-gauge needle, they targeted the dermo–epi-
dermal junction and infiltrated the entire perianal area
with as few punctures as possible. Eighty percent (24
patients) were symptom free after one month with 5
patients having partial response. These patients were
reinjected with a similar solution, which resulted in
complete relief in 4 of 5. The total early response rate
was 28 of 30 or 93%. At 12-month follow-up there were
five recurrences reducing the success rate to 76%.84

Botterill et al had similar results with 88% of patients
becoming symptom free.85,86 Hypnosis has been tried
with moderate results.87

In conclusion, pruritus ani is a complex disease
with a multitude of etiologies. Its management can be
frustrating and disappointing for the patient and doctor
alike. The key is to start with simple treatment options
focusing on perianal hygiene and avoidance of the most
common offending foods and beverages. If these meas-
ures fail, topical medications should be attempted before
graduating to perianal injections of methylene blue as a
last resort.
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