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Pruritus ani is defined as intense chronic itching affecting
peri-anal skin. It affects 1–5% of the population, is four
times more common in men and is most frequent between
the fourth and sixth decades of life.1,2 The symptoms range
from mild to intense and depression may result when these
are severe and persistent.1

Pruritus ani is classified as idiopathic when no cause can
be found. However, as 75% of cases have co-existing pathol-
ogy, a detailed history and examination are necessary.3

Nearly 100 different causes for pruritus ani have been
reported. The majority of co-existing conditions are anorec-
tal, predominately haemorrhoids and fissures,3 hence the
number of referrals to coloproctologists. Dermatological
conditions are usually not restricted to the peri-anal area,
but the morphology of peri-anal skin lesions may be atypi-
cal for the disease elsewhere.

Treatment varies dependent upon the physician’s interest in
this unfashionable condition where patients are embarrassed to
present. There are few systematic studies on the management
of pruritus ani, so recommendations are based on low-level evi-
dence. Nevertheless, physicians with an interest in pruritus ani
have published good results with most people responding well,
even though many suffer short-lived relapses.2

The goal of treatment is asymptomatic, intact, dry, clean
peri-anal skin with reversal of morphological changes. The
aim of this review is to provide a systematic method of diag-
nosis and management of pruritus ani. This is presented
after an overview of how individual aetiologies relate to
anal pruritus, the indications and pitfalls of the therapies
available.

A literature search was carried out using Medline and
the internet with the keywords ‘pruritus ani’ from 1950 to
2007.

Aetiological factors

Perineal faecal contamination
Faecal contamination causing pruritus ani is not simply a
matter of prolonged contact with a moist substance or a
hygiene issue, nor is it inevitable. Faecal contamination or
soiling may be overt or occult. Occult soiling is insufficient
for an individual to be aware, but enough to initiate itch and
scratching. Peri-anal skin also reacts differently from skin
elsewhere, as shown by Caplan.4 Skin-patch testing using
autologous faeces produced anal symptoms in a third of
patients with pruritus ani and in 53% of asymptomatic
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ABSTRACT

INTRODUCTION Pruritus ani is a common condition with many causes, predominately anorectal pathology. There are some new
insights and therapies, but the most recommendations are based on low-level evidence.

PATIENTS AND METHODS A literature search was carried out using Medline and the internet with the keywords ‘pruritus ani’
from 1950 to 2007.

RESULTS A review of the evidence is presented and a management plan based on the elimination of irritants and scratching,
general control measures and active treatment measures is offered.

CONCLUSIONS Treatment of primary and secondary pruritus ani has a good prospect of regression of symptoms and skin
changes.
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individuals.4 Itch mostly occurred within 6 h and was
alleviated by washing suggesting irritation rather than an
allergy. Only 4% of cases developed irritation with a faecal
patch test on the arm.

Any factor which increases occult or overt soiling aug-
ments exposure of the peri-anal skin to irritants and is a
potential area of therapy. Studies have investigated stool
consistency and mucous seepage as an aetiological factor.
One found 50% of patients with pruritus ani to have loose
stools and this group reported at least weekly faecal soiling
in 41%.5 Another study found patients with idiopathic pruri-
tus ani to have a high incidence of loose stools, drink large
volumes of fluids and were rarely constipated.6 Exaggerated
recto-anal inhibitory reflexes and earlier incontinence were
found in anorectal physiology tests in patients with pruritus
ani.7–9 Anal sphincter relaxation in reaction to rectal disten-
sion may allow occult or overt soiling, as may coffee which
lowered anal resting pressures in over 70% of cases.5

Altered anal morphology may lead to faecal soiling and
this could be a primary or post surgical problem. These
individuals seem to be unable to evacuate their anal canals
completely and the retained faecal material escaped later
with resultant itch.

Prolonged faecal contact is irritant to peri-anal skin and,
as a group, patients with pruritus ani are less able to main-
tain absolute continence when dealing with loose stools and
an anorectum whose physiology and morphology has been
altered primarily by food, surgery or, presumably, by med-
ications. Unfortunately, there are no controlled clinical tri-
als regarding the benefit of altered personal hygiene in
managing pruritus ani. However, it is widely accepted and
recommended by most in the literature and is discussed
later. Bulk-forming agents and loperamide are recommend-
ed to improve stools consistency.

Peri-anal infection
Although occurring in the minority, the importance of
bacterial and fungal infection should not be
underestimated. Fungal infections account for up to 15% of
pruritus ani.5,10–12 Dermatophytes should be considered
pathogenic and treated.12 Candida albicans is comensal, but
becomes pathogenic in a diabetic individual, after steroid
and systemic antibiotic use; it should be eradicated in these
cases.11,12 Surgery for anal conditions eradicated Candida
spp. and dermatophytes in over 85% in one study.13 Candida
spp. re-infection may occur via a colonised partner and they
too may need therapy.

Threadworms infect multiple family members. Peri-anal
viral infections commonly cause itch, but there is no evi-
dence for their causative role in idiopathic pruritus ani.

Sexually transmitted bacterial infections cause pruritus,
but chronic symptoms are likely to be caused by other bac-
teria. β-Haemolytic streptococci,11 Staphylococcus aureus11

and Corynebacterium minutissimum5,11,14 infection can lead to
itch lasting over a year. Erythrasma is the cutaneous infection
caused by C. minutissimum and frequently infects other sites
such as toes and groins;11 it is best diagnosed by Wood’s light
fluorescence and accounted for 1–18% of pruritus ani in differ-
ent series.5,11,14 Erythromycin eradicated the infection in most.
S. aureus was found in one series and was managed with top-
ical antibiotics.11 β-Haemolytic streptococci may result in ery-
thematous, odematous and eczema-like skin and occur in chil-
dren in the majority of cases. It is rarely reported in adults and
can be treated with oral antibiotics together with a topical
steroid combined with an antifungal and antibiotic.15 Detection
of bacteria needs specific media and collection to avoid false
negatives.16

Allergic contact dermatitis
Contact dermatitis results in erythema, scaly skin and vesicle
formation. This can be the result of sensitisation by chemicals
found in cleansing and therapeutic preparations including
creams, soaps, wet wipes, glyceryl trinitrate, anaesthetic,
toilet paper dye and other topical preparations.11,17 Sensitising
agents are also found in topical steroid preparations where
initial relief results in use over a wider area and growing
problem.10 Of pruritus ani patients, 69% were positive in a
skin patch test study and 38 of 55 cases were from therapeutic
agents.18 For this reason, patients should avoid contact with
the irritant and soap. Emollient creams are useful, as perhaps
the short-term use of topical steroids, unless secondarily
infected. However, most creams and ointments do not
sensitise the peri-anal skin in most people. Ointments have
fewer preservatives and constituents than creams. They are
less likely to sensitise or be washed off.

Food
Foods have been implicated in idiopathic pruritus ani such
as caffeinated drinks, alcohol, milk products, peanuts,
spices, citrus, grapes, tomato (histamine) and chocolate;
some researchers have claimed diminution of itch within 14
days if these were avoided.3,5,6 Gradual re-introduction was
then used to calculate acceptable daily levels. However,
there are no controlled clinical trials that provide evidence
that dietary exclusions improve symptoms. Nevertheless,
most of the literature suggests that dietary measures should
be tried. Mechanisms by which foods are thought to cause
itch are reduction in anal sphincter pressures, exaggerated
anal reflexes and undigested foods sensitising the peri-anal
skin. In addition, they result in looser stools, quicker transit
time and greater stool frequency and, therefore, increased
faecal seepage and anal trauma from recurrent wiping.

Colorectal and anal disease
Any co-existing anal conditions can precipitate or
exacerbate itch. Up to 52% of patients with pruritus ani
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have anorectal disease with haemorrhoids being the
commonest condition.3,5,11,17 In one series, a quarter of the
proctological causes of pruritus ani were anal or colorectal
cancer.19 There was no evidence in the literature supporting
any one particular therapy for haemorrhoids. Functional
bowel disorders may contribute and haemorrhoids may add
to sphincter dysfunction and faecal seepage. Many
recommend treatment of all colorectal and anal conditions
with some excellent results.11,17 Pirone et al.13 suggested that
anal surgery contributed to the elimination of peri-anal
fungal infection and together reduced pruritus.

Dermatological conditions and neoplasia
Psoriasis has been found in 5–55% of patients with pruritus
ani.5,11,17 Isolated peri-anal plaques can occur and have a
sharp edge; they may not be characteristic as they are
altered by repeated scratching10,11 and the histological
appearances are altered by topical treatment and trauma.

Peri-anal skin in lichen sclerosis is white, atrophic, wrin-
kled and biopsy features are typical. Potent topical steroids
used for 8 weeks usually results in regression of the condi-
tion. Similar to vulval lichen sclerosis, skin should be biop-
sied in non-responders or recurrent sclerosis as there is a
5% incidence of squamous cell carcinoma.

Half of patients with peri-anal Paget’s disease and peri-
anal Bowen’s disease have associated itch. These skin
lesions have well-defined limits. Other skin cancers present
with pain and bleeding.

Steroid-induced and other medications
Potent topical steroids are used sparingly as they can cause
thinned skin, acute dermatitis and contact dermatitis from
sensitisation. There is also the rebound itch after cessation
requiring further use which has been described as an
addiction.20 Some orally ingested medications such as
laxatives, colpermin, colchicine, quinidine, peppermint oil
and some antibiotics seem can lead to peri-anal itch.1,2 This
could be a direct irritant on the peri-anal skin or indirectly
by loosening stools and increasing anal seepage.

Clothing
There is no evidence on the causative effect of clothes, but
heat and sweat exacerbated itch. Patients should wear
clothes and underwear that allow air circulation and
dryness. Seasonal pruritus may be caused by clothes that
increase moisture retention or sweating. Residue
remaining after the use of biological enzyme based
detergents may result in itch and these should be avoided.

Systemic disease and psychological factors
Any illness can lead to pruritus ani most commonly diabetes
mellitus, liver disease, leukaemia, lymphoma, renal failure,
iron-deficiency anaemia and hyperthyroidism.

Anxiety, stress and certain personality traits may con-
tribute and they should be treated concurrently.5 In fact,
pruritus ani may be a manifestation of depression or psy-
chological disturbance.21

Diagnosis

History
Patients may not relate peri-anal itch to skin symptoms
elsewhere. Co-existing skin disease, atopy, urticaria and
other allergies should be questioned for. Many consider
over-the-counter topical therapies to be devoid of side
effects or not as a medicine, but these products may have
caused the symptoms or alter skin morphology. Direct
inquiry of their utilisation is essential, as is questioning of
previous patch testing, illness, diarrhoea and treatments
such as antibiotics and steroids. Intermittent or seasonal
itch may represent recurrent anorectal pathology, different
clothes or laundry detergents.

Examination
A full examination may reveal other sites of skin disease or
infection (Fig. 1). A distinct boundary suggests tinea,
psoriasis or neoplasia. The extent of neoplasia extends
beyond this sharp border. Erythema is seen with chronic
topical steroid use and bright erythema suggests yeast
infection. Hyperpigmentation is the result of any chronic
inflammation, so infection and chronic discharge should be
sought. Lichen sclerosis nearly always involves the labia or
perineum. Severe itch with multiple lesions suggests herpes
and palpable groin nodes point to neoplasia and sexually
transmitted infections. Idiopathic inflammation has
indistinct borders and is non-specific visually. In severe
cases, the skin becomes lichenified – thickened, leathery,
exaggerated skin folds, fissures and erosions.1 Chronic
trauma results in lichen simplex chronicus.

Investigations
The concurrent rate of infection is significant; however, as
microbiological investigations are frequently incorrectly
performed, false negatives occur resulting in treatment failure.
Fungal and bacterial specimens should be placed in bacterial
transport medium and refrigerated, anaerobic samples need
specific anaerobic medium and storage at room temperature,
vesicles should be unroofed and exudates placed on a slide or
viral culture medium. Streptococcus spp., Staphylococcus spp.,
C. minutissimum and fungus should be sought in all. Water-
soluble lubricant has bactericidal activity, so swabs should be
taken before internal examination. Skin scarping can be sent
for fungal culture and microscopy.

Biopsies should include neighbouring normal skin as
well as affected skin. In persistent cases, skin-patch testing
should be carried out.19
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Treatment

Dermatological conditions should be treated by an
appropriate specialist. The patient should be informed
about the chronic nature of the condition, not just to reduce
the expectation of immediate cure, but also to improve
compliance with advice given. At any stage, if the response
is poor, one must reconsider the diagnosis. An information
pamphlet should be provided, either prepared in-house or
available online.22

Management has three components which function in par-
allel – elimination of irritants and scratching, general control
measures and active treatment measures (Figs 2 and 3).

Elimination step
Eliminate irritants such as creams, soaps, bubble baths,
toilet paper, scratching, certain foods (Table 1) and
drinks.1,2 If a shampoo or any other cleanser is used whilst
in the bath, the perineum should be rinsed free of residue
after with a shower head. A list of foods that have been
associated with itching should be provided. An elimination
diet may be attempted and symptom diary kept. Clothes
should be washed in non-perfumed detergent. Patients
must be warned that, if itch worsens after the use of wet
wipes, their use they must be stopped immediately in case
of sensitisation.

General control measures
A bidet or shower head should be used to wash the
perineum, without soap, and dried with a hair dryer. The

Most common Coffee (caffeinated and decaffeinated)
Tea
Cola
Other caffeinated drinks
Alcohol, especially beer and wine
Chocolate
Tomato including ketchup (histamine)

Others Milk products
Peanuts and nuts
Spices
Citrus fruits
Grapes
Popcorn
Spicy foods
Prunes
Figs

Table 1 Foods associated with pruritus ani

Figure 1 Examination algorithm for pruritis ani.

Figure 2 Treatment options for pruritis ani: eliminate irritants and
general control measures.
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perineal cleansing should ideally be in the squatting
positions so the anal canal is washed of retained faeces.
Aqueous cream or emollients should be used instead of
soap and barrier creams, such as zinc oxide; alternatively,
petroleum ointment can be applied after washing.1,2 The
perineum should be dry before underwear is worn which
should be changed daily. Acute itch is a marker of faecal
seepage and immediate cleansing is the most effective
remedy, especially for nocturnal itch. Patients should be
given advice on how to cleanse when outside their homes.
Small containers of oil-based preparations (balneol) or
aqueous cream tubes take up little space and the contents

are squeezed onto cotton wool to clean the perineum.
Cotton tissue can be placed peri-analy to absorb moisture in
those who sweat excessively. Patient groups advocate short
finger nails to reduce trauma from inadvertent nocturnal
scratching. Unfortunately, there have been no randomised,
controlled, clinical studies evaluating the impact of creams
or ointments in pruritus ani, but individual series using the
above advice achieve impressive results.

Active treatment
All dermatophyte infections should be treated in all with a
topical imidazole or terbinafine. Candida spp. should be
treated with a topical imidazole if thought to be pathogenic
or in non-responders; in practice, this equates to the
majority. β-Haemolytic streptococci, S. aureus and C.
minutissimum should be eliminated with topical antibiotics
such as fusidic acid or mupirocin, and oral antibiotics may
be necessary especially if the itch has a long history (1 year)
or there are skin changes present. Other sites may also
need to be treated.

All anorectal conditions should be sought and treated, as
even small skin tags may hide faecal residue or trap mois-
ture perpetuating the condition.

If not constipated, seepage may be reduced by adding
fibre to the diet and loperamide.1,2

Systemic antihistamines may reduce nocturnal scratch-
ing; however, as this is probably a marker of anal seepage,
the patient should be advised to wash the area immediately
and apply a barrier cream. There have been no randomised
trials exploring the usefulness of antihistamines in pruritus
ani, but some series have reported them to have some effect
against peri-anal itch.23 Sedating antihistamines may be
effective by aiding sleep rather than local inhibition. Topical
antihistamines are not potent enough and sensitise the skin.

Mild-to-moderate symptoms with minimal skin changes
can be treated with a weak topical steroid such as 1%
hydrocortisone applied morning and night after washing
and can be combined with antibacterials or antifungals.1,2

Once symptoms regress, application can be reduced while
substituting in a barrier cream. Patients should be informed
of side effects and the need to limit treatment duration.
Severe symptoms and skin changes require stronger topical
steroids, but for a definite period of time of no more than 8
weeks unless directed by a specialist. Once the skin heals or
normalises, switch to a lower potency topical steroid. Side
effects occur much less frequently with 1% hydrocortisone
than potent topical steroids, but the maximum safe duration
has not been described. It would seem reasonable to allow
weak steroids to be used for significantly longer than the 8
weeks, but not indefinitely. There is a 1000-fold difference
in potency between the weak and the most potent steroid
preparations. Three preparations should be agreed upon
with the pharmacy to provide low-, medium- and high-

Figure 3 Treatment options for pruritis ani: active treatment measures.
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potency treatments. Ointments are less prone to skin atro-
phy when compared to creams with the same constituents,24

as are double-ester, non-fluorinated steroids.24,25 Some have
advocated the use of topical immune modulators (such
tacrolimus), which avoid skin atrophy and have antifungal
activity,26 but no studies have yet investigated this.
Interestingly, a solitary study found cleansing with a liquid
cleanser to be as effective as topical corticosteroid in symp-
tom control. However, like much of the literature in pruri-
tus ani, the study’s conclusion should be treated with cau-
tion as allocation to treatment arms was not randomised.27

Systemic corticosteroids should not be used, but there is
one case report of the benefit of intralesional corticosteroid
injection with no relapse after 1 year.28

The short, intense, burning sensation produced by topi-
cal capsaicin produces an inhibitory feedback which may
eliminate to need to scratch. A randomised, cross-over
study showed topical 0.006% capsaicin cream applied three
times a day to be superior to placebo (1% methanol) in
those who had pruritus ani for greater than 3 months.
Overall, 31 of 44 (70%) patients had a response to capsaicin,
8 had no response, 1 had response equally with capsaicin
and methanol and 4 withdrew because of side effects.
Response was seen within 3 days, most within 1 day.
Capsaicin caused a mild peri-anal burning sensation. Three
of the four who dropped out of the study had moderate-to-
severe burning and the fourth case developed urticaria. It
must be noted that methanol also caused peri-anal burning,
but to a lesser degree. The burning sensation caused by
capsaicin decreased with time and two others with moder-
ate burning completed the trial. Of the 31 patients whose
symptoms improved with capsaicin and wished to continue
therapy, 29 required an average of a once daily application
to keep symptoms at bay when followed up for a mean of
10.9 months.29 Some needed increased frequency of appli-
cation and two increased the dose to 0.012%, but this still
remains much lower than doses used in other pain studies
(0.025–0.075%). Currently in the UK, only a 0.025% prepa-
ration is available which can be diluted by a pharmacy.

Anal tattooing should be considered in those who have
failed other treatment measures, become steroid dependent
or in whom symptoms severely impact on quality of life.
The original series reported complete relief in 13 of 26
patients, partial in 8 more and no response in 9%.
Unfortunately, 3 of the 26 cases had skin necrosis.30 The
technique was modified and the next 11 patients had good
results with no ulcers.31 The modified technique involves
several intradermal and subcutaneous injections of 10 ml
1% methylene blue + 5 ml normal saline + 7.5 ml 0.25%
bupivocaine with adrenaline (1/200,000) + 7.5 ml 0.5%
lignocaine in prone jack-knife under sedation or general
anaesthesia in the anodermal and peri-analy. Others have

also reported good results (76–88% at 1 year), some requir-
ing repeat injections up to 5 years after32–34 without the uni-
versal use of antibiotic prophylaxis. However, further mod-
ifications to the mixture were made in these studies such as
adding hydrocortisone. As well as managing symptoms, the
skin changes resolve. Most have some hypo-aesthesia,
which may take a year to recover. This lead to the sugges-
tion that nerve endings had been destroyed by the methyl-
ene blue,30 which is supported by an electron microscopy
study.35 The tattoo should be visible for 2–6 weeks, any less
suggests placement of the solution too deeply.32

There is no place for the topical use of anaesthetics as they
do not alter the disease, provide relief for only a few hours and
sensitise the skin. Hypnosis has been used, but there is insuffi-
cient evidence available for its recommendation.

Conclusions

Pruritus ani has many causes mostly dermatological or
anorectal, treatment of which results in regression of
symptoms and skin changes. If after a rigorous history,
examination and investigations a cause cannot be found,
pruritus ani is described as idiopathic. These patients can
still be managed with great success with the elimination of
irritants and scratching, general control measures and
active treatment measures.
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