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Abstract: Anorectal disorders result in many visits to healthcare
specialists. These disorders include benign conditions such as
hemorrhoids to more serious conditions such as malignancy;
thus, it is important for the clinician to be familiar with these
disorders as well as know how to conduct an appropriate history
and physical examination. This article reviews the most common
anorectal disorders, including hemorrhoids, anal fissures, fecal
incontinence, proctalgia fugax, excessive perineal descent, and
pruritus ani, and provides guidelines on comprehensive evalua-

tion and management.

norectal disorders are a common reason for visits to both

primary care physicians and gastroenterologists. These

disorders are varied and include benign conditions such as
hemorrhoids to more serious conditions such as malignancy; thus,
it is important for the clinician to be familiar with these disorders
as well as know how to conduct an appropriate history and physical
examination. This article reviews the most common anorectal disor-
ders, including hemorrhoids, anal fissures, fecal incontinence (FI),
proctalgia fugax, excessive perineal descent, and pruritus ani, and
provides guidelines on comprehensive evaluation and management.

Hemorrhoids

Hemorrhoids are an extremely common condition, affecting
approximately 10 million persons per year. One study estimated
that more than 50% of the US population over age 50 years has
experienced hemorrhoids."

Hemorrhoids represent normal, submucosal, venous structures
in the lower rectum and anal canal that may be internal or external
depending on their relationship to the dentate line: internal hemor-
rhoids are located above the dentate line, and external hemorrhoids
originate below the dentate line.

Internal hemorrhoids arise from the superior hemorrhoidal
plexus. They are viscerally innervated with overlying rectal mucosa and
are thus painless. External hemorrhoids arise from the inferior hem-
orrhoidal plexus, have somatic innervation that contains numerous
pain receptors, and are covered by squamous epithelium (Figure 1).
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Figure 1. An illustration of internal and external hemor-

rhoids. Internal hemorrhoids arise from the superior hemor-
rhoidal plexus, whereas external hemorrhoids arise from the
inferior hemorrhoidal plexus.

External skin tags are not hemorrhoids but residual excess
tissue. These occur from prior thrombosis of external hem-
orrhoids or from inflammatory conditions such as perianal
Crohn’s disease or anal fissures. As shown in Figure 1, the
2 hemorrhoidal plexuses communicate and then drain to
inferior pudendal veins and finally to the inferior vena cava.

Internal hemorrhoids are graded from 1 to 4. Grade 1
hemorrhoids bulge into the lumen but do not extend distal
to the dentate line. Grade 2 hemorrhoids prolapse out of the
anal canal with straining but reduce spontaneously. Grade
3 hemorrhoids prolapse out of the anal canal with straining
and require manual reduction into normal position. Grade
4 hemorrhoids are not able to be reduced and are at risk for
strangulation. There is no conventionally used system for
grading external hemorrhoids.

The pathogenesis of symptomatic hemorrhoids is
not completely understood but likely involves weaken-
ing of the anchoring connective tissue, which can then
cause prolapse of internal hemorrhoids into the anal canal
and protrusion of external hemorrhoids below the anal
sphincter. Swelling and engorgement of the hemorrhoidal
plexi occur due to factors that increase intra-abdominal
pressure, such as straining, constipation, pregnancy, and
prolonged sitting.?

The most common clinical presentations of symptom-
atic hemorrhoids include painless rectal bleeding, pruritus,
fecal soilage, perianal irritation, or mucus discharge. Inter-
nal hemorrhoidal bleeding typically presents as bright red
blood on toilet paper, drips in the toilet bowl, or on the

surface of stool; however, blood loss can be substantial,
leading to iron-deficient anemia. A patient complaining
of bleeding associated with pain should bring to mind
an alternative explanation, such as acute or chronic anal
fissure, abscess, Crohn’s disease, irritated external hemor-
thoids, perineal excoriation, or anal cancer. Thrombosed
or engorged external hemorrhoids may present as pain
without bleeding.

Treatment of hemorrhoids can be divided into opera-
tive and nonoperative therapies. In the setting of acute
thrombosis of external hemorrhoids, the mainstay of
therapy is pain control. This can be done by conservative
measures such as sitz baths and analgesia or surgical exci-
sion of the thrombosis, which is most effective during the
first 48 to 72 hours after onset of symptoms.*

All patients with symptomatic hemorrhoids should
be counseled to avoid constipation and straining. This
is most often achieved with fiber supplementation and a
mild laxative, with the goal of bulking the stool, minimiz-
ing straining, and decreasing the time spent on the com-
mode.? The treatment of internal hemorrhoids depends
on the degree of disease. Typically, patients with grades 1,
2, and 3 internal hemorrhoids can be treated nonopera-
tively, whereas grade 4 disease or symptoms that do not
respond to in-office management should be referred for
surgical intervention. The goal of office procedures is to
decrease the amount of redundant tissue, increase fixation
of the hemorrhoid tissue to the wall of the rectum, and
decrease vascularity.? This can be achieved by rubber band
ligation, sclerotherapy, or infrared coagulation, with band
ligation being the most commonly performed procedure.

Rubber band ligation has been shown in a meta-
analysis to be superior to sclerotherapy and infrared coagu-
lation.> Complications are minimal, with less than 2% of
patients experiencing a significant complication such as
large-volume bleeding or sepsis.® The recurrence rate can be
up to 13% at 5 years.” Sclerotherapy involves injection of a
caustic agent into the hemorrhoid, which results in fibrosis;
however, recurrence is estimated in up to 30% of patients at
4 years.® Infrared coagulation transforms infrared light into
heat as it penetrates the hemorrhoid and results in sclerosis
and fibrosis of the dssue. Although this therapy reportedly
causes less discomfort than band ligation, the recurrence
rate is also higher, and more treatments are required to
resolve symptoms.’

Surgical hemorrhoidectomy is typically reserved
for those patients with either grade 4 disease or those
in whom in-office procedures have failed. The 2 most
common surgical procedures are excisional hemorrhoid-
ectomy and stapled hemorrhoidopexy. Hemorrhoidopexy
uses a circular stapler to fix the anal cushions in place and
resect the tissue, whereas, in hemorrhoidectomy, the hem-
orrhoid cushions are surgically dissected away from the
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Figure 2. An acute anal fissure with the appearance of a fresh

laceration.

sphincter muscles and resected. Although hemorrhoido-
pexy has been associated with less postoperative pain than
hemorrhoidectomy, some studies have shown a slightly

higher risk of recurrence.'*!?

Anal Fissures

An anal fissure is a tear in the anoderm distal to the den-
tate line and can be acute or chronic. Acute fissures are
those that have been present less than 2 to 3 months and
heal with local management. Chronic anal fissures, due to
scarring and poor blood flow, often require surgical inter-
vention due to failed conservative management. Most
commonly, anal fissures occur in the posterior midline;
however, in up to 25% of women and 8% of men, a fis-
sure can be located in the anterior midline. In patients
who have lateral fissures, the clinician should consider an
alternative etiology such as Crohn’s disease, malignancy,
tuberculosis, or HIV infection.!*!

Patients presenting with an anal fissure complain of
pain during and after passage of stool. Anal fissure pain
is described as sharp, tearing, “like passing knives,” or
“shards of glass.” If bright red blood per rectum occurs,
it is usually low volume, although large-volume hema-
tochezia can occur. An acute fissure appears similar to a
fresh laceration (Figure 2), whereas a chronic fissure is
frequently associated with skin tags (sentinel pile) at the
distal end of the fissure (Figure 3). On digital examina-
tion, a chronic fissure feels rough, raised, or fibrotic in the
mid-distal anal canal.

The pathogenesis of anal fissures is thought to be
3-fold and includes trauma, ischemia, and elevated anal
pressure. In the posterior midline, which is the site of most
fissures, the blood flow is less than half of that seen in
other quadrants of the anal canal, and this, in turn, likely
contributes to a decreased ability to heal."” Additionally,
blood flow at the fissure site has been demonstrated to be
lower than that at the posterior anal midline of control

Figure 3. A chronic anal fissure showing a sentinel pile at the
distal end of the fissure.

groups.'® Typically, there is elevated anal canal pressure in
patients with an anal fissure, which is thought to be due
to increased internal anal sphincter tone as well as spasm
of the muscle beneath the tear, which, in turn, is due to
pain from the initial trauma."”

Treatment of an anal fissure can be achieved medi-
cally or, in the case of refractory fissures, surgically. The
gold-standard treatment for chronic, refractory anal fis-
sures is a lateral internal sphincterotomy, which is effec-
tive and has a low rate of disease recurrence (<10%). A
Cochrane database review found that medical manage-
ment is less effective than surgical management in the
treatment of refractory fissures; however, no medical
treatments caused FI, which is a known complication
of sphincterotomy.'®"” Additionally, sphincterotomy
involves anesthesia, inpatient care, higher costs, and
greater morbidity, which is why medical management
is tried first.

The goal of medical treatment of the anal fissure is
to relax the anal sphincter as well as to halt the cycle of
sphincter spasm and tearing. Ultimately, this promotes
increased blood flow to the area and healing of the fis-
sure. A cornerstone of therapy is to soften the stool and
regulate bowel habits in an effort to minimize trauma to
the area. Additional topical therapies include nitroglyc-
erin ointment (available in multiple concentrations from
0.2% to 0.4%) and topical nifedipine or diltiazem cream.
Topical nitroglycerin has been shown in multiple trials to
be better than placebo in the healing of anal fissures, and,
although it can cause headaches transiently, this effect
usually quickly diminishes with continued use of the
medication.”*? Although multiple studies have compared

the efficacy of topical calcium channel blockers (CCBs)

296 Gastroenterology & Hepatology Volume 10, Issue 5 May 2014



to nitroglycerin, the results are mixed.”*? Injection of
botulinum toxin into the internal anal sphincter is also an
effective therapy. Although it is more invasive than topical
therapies, it is less invasive than surgery and has shown
promising results. Recent studies have found a healing
rate of 83% to 92% after 25 to 30 units of botulinum
toxin were injected into the internal anal sphincter. Addi-
tionally, botulinum toxin has been shown to be slightly

more effective than topical nitroglycerin.?®%

Anorectal Abscesses and Fistulae

Anorectal abscesses and fistulae are anorectal disorders
that are thought to be a spectrum of the same disease.
Perianal abscess is the initial manifestation of infection
that may then be followed by a more chronic, suppura-
tive process, leading to perianal fistula. The conversion
of abscess to fistula occurs in approximately 40% to
50% of cases.>*® The prevalence of these disorders is
difficult to calculate, as many patients with anorectal
symptoms do not often come to medical attention,
and reported data reflect single-institution experience;
however, it is estimated that the incidence of anorectal
abscess is 100,000 cases per year in the United States.
The mean age of presentation is 40 years, with a male
predominance of 2:1.3%!

Anorectal abscesses are thought to originate from
an infected anorectal gland. The infection can then track
through the perianal tissues to form a perianal fistula,
which is a connection between the infected anal crypt
gland and the perineum.> Although the most common
etiology for perianal fistula is an anorectal abscess, other
etiologies include Crohn’s disease, radiation proctitis,
foreign body, prior anal surgery, infections (such as HIV,
tuberculosis, or actinomycosis), and malignancy.

Patients presenting with an anal abscess typically have
an area of persistent pain and swelling that can be visual-
ized and palpated. If the abscess is in the intersphincteric
space, the clinician may not appreciate an abnormality
externally but be able to palpate a boggy area on rectal
examination. Perianal fistulae often present as drainage
of blood, pus, or stool from an external opening in the
perianal region. Fistulae are intermittently painful, a find-
ing that may help distinguish them from abscesses, which
evoke a constant throbbing pain. Patients with fistulae
can experience perianal itching.

Treatment of an anorectal abscess requires incision
and drainage to prevent spread, recurrence, and, hope-
fully, subsequent fistulization. The American Society of
Colon and Rectal Surgeons states that antibiotics are not
routinely required in the management of an anorectal
abscess except in cases of immunosuppression, diabetes,
extensive cellulitis, or prosthetic devices.>
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Figure 4. An illustration showing intersphincteric, trans-
sphincteric, and extrasphincteric fistulae.

Treatment for a perianal fistula is determined by
the anatomy of the fistula. There are 4 types of fistulae:
intersphincteric, transsphincteric, suprasphincteric, and
extrasphincteric (Figure 4). The diagnostic approach to
examining a patient with a fistula is with magnetic reso-
nance imaging (MRI) or endoscopic ultrasound before
he or she undergoes examination by a surgeon under
anesthesia. Asymptomatic Crohn’s fistulae usually require
no treatment; however, internal fistulae (eg, gastrocolic,
duodenocolic, or enterovesicular) that cause severe or
persistent symptoms should always be treated surgically.
Surgical treatment is guided by the type of fistula, with the
goal of primary healing.?

Fecal Incontinence

FI is a debilitating, embarrassing, and potentially devas-
tating disorder. It is common and affects up to 24% of the
general population, although figures vary widely depend-
ing on the definition of FI and the age group studied.*
The prevalence of FI is even higher in institutionalized
and nursing home patients.”* Complaints of FI can
range from flatal incontinence to minor soiling with small
amounts of liquid stool or stool pellets to frank, involun-
tary passage of a complete bowel movement. Subtypes of
FI include passive incontinence, which is the involuntary
discharge of stool or gas without awareness; urge incon-
tinence, which is the discharge of fecal matter in spite of
active attempts to retain bowel contents; and fecal seep-
age, which is the passive leakage of stool usually following
an otherwise normal evacuation.”’

The mechanism of fecal continence is complex and
involves numerous anatomic and physiologic factors. These
include sphincter function, anorectal sensation, colonic
transit, stool consistency, and neurologic as well as cogni-
tive elements. Disruption of any number of the above can
predispose a patient to incontinence. Etiologies of FI include
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obstetric injuries such as sphincter tear or nerve injury,
surgical trauma, neuropathy, altered bowel habit (either
constipation or diarrhea), rectal prolapse, and decreased
rectal compliance (as can be seen in radiation proctitis or
ulcerative colitis). Many patients have sphincter injuries that
remain asymptomatic for years until they experience age- or
hormone-related changes, such as muscle or tissue atrophy,
that reduce the ability to compensate for their remote injury.

In evaluating a patient with FI, a detailed medical,
surgical, and obstetric history, particularly of the inconti-
nence, bowel symptoms, and medication use, should be
obtained. Physical examination is vital to an accurate and
comprehensive diagnosis and should include careful peri-
anal and perineal examinations that look for an obvious
pathology as well as perianal sensation via elicitation of the
anocutaneous reflex (anal wink). Digital examination will
reveal resting tone, anal sphincter length, and symmetry.
Patients should be asked to bear down to assess for pelvic
floor descent and rectal prolapse as well as asked to squeeze
to assess squeezing pressure at rest and while bearing down.

In addition to the physical examination, there are
a few diagnostic tests that are helpful in evaluating FI.
Anorectal manometry quantifies internal and external
anal sphincter function, rectal sensation, and compliance.
There are several systems in use. The water-perfused probe
is the least expensive and has been traditionally used.
Solid-state probes with microtransducers have become
common. High-resolution manometry systems with over
250 pressure sensors are available for the evaluation of
pressure profiles and topographic changes in 3 dimen-
sions. This method may increase diagnostic yield.?® Anal
resting and squeeze pressure as well as rectoanal inhibi-
tory reflex should always be measured. Anal resting and
squeeze pressures are often low in FI, suggesting weak
internal and external sphincters.”” Endoanal ultrasound
remains the standard for identifying sphincter injury.® It
provides excellent resolution of the internal sphincter but
is less accurate with the external sphincter. Dynamic pel-
vic floor MRI consists of a defecogram imaging technique
that achieves better visualization of the sphincter complex
as well as more comprehensive evaluation of the pelvic
floor without using radiation.”** Gadolinium paste is
injected into the rectum, after which a dynamic assess-
ment of evacuation is recorded, with the patient in the
supine position. Standard defecography involves instilla-
tion of barium paste into the rectum followed by dynamic
recorded images as the patient sits on a commode. It is less
expensive than MRI but exposes the patient to radiation
and does not clearly show the relationship of surrounding
pelvic floor organs to evacuation. Defecography allows
visualization and measurement of perineal descent, of
anorectal angles at rest, with bearing down, and during
squeeze. It can also demonstrate the presence of recto-

celes, enteroceles, and processes that influence evacuation
and continence. MR defecography best demonstrates
orientation of organs after pelvic surgery.

Patients may need endoscopic evaluation of the distal
colon and rectum, primarily to exclude inflammation or
other pathology that could contribute to incontinence. In
patients with bowel habit changes, a full colonoscopy may
be more appropriate as well as a comprehensive workup to
identify the cause of diarrhea or constipation.

Treatment of FI begins with lifestyle modifications.
Reducing medications that have a diarrheal adverse effect
or that increase intestinal transit may result in significant
improvement in FI. Diets high in artificial sugars and
caffeine or low in fiber can reduce stool consistency while
increasing episodes of stool loss and leakage. Limited
mobility in elderly or physically impaired patients can
play a role in FI. Scheduling toileting times, having ready
access to assist devices, and shortening travel distances
allow these patients better access to the toilet. If diarrhea
is the cause for the FI, initiation of supplemental fiber
bulking agents is often effective. Pharmacotherapy for
diarrhea with agents such as loperamide, diphenoxylate/
atropine, alosetron (Lotronex, Prometheus), clonidine,
probiotics,
opium, and amitriptyline is usually reserved for patients

cholestyramine, colestipol, tincture of
with more refractory symptoms that do not respond
to bulk fiber supplements. In patients with overflow
incontinence, a strict bowel regimen should be used to
prevent constipation. A trial of fiber therapy should be
first-line treatment for overflow incontinence as well as
incontinence due to diarrhea. Although stool softeners
are often used initially in clinical practice, a large study
comparing the efficacy of psyllium vs docusate found
that psyllium was significantly superior to docusate in
providing relief of constipation.*

Biofeedback therapy is a nonoperative technique that
is widely used when conservative dietary or bowel man-
agement interventions are insufficient. Biofeedback works
by improving muscular strength and control of the pelvic
floor, enhancing sensory perception of rectal distension
and coordinating both aspects to improve continence.
Although multiple studies have been performed to evalu-
ate the effect of biofeedback on FI, many are retrospec-
tive, small, and without control groups. This has led to a
wide estimate of success, ranging between 38% and 90%.
Despite the varying estimates of efficacy, biofeedback has
been shown to have a durable effect on symptoms.*
In patients in whom biofeedback and other conservative
options have failed, another new but promising interven-
tion is an injectable bulking agent.

Injection of hyaluronic acid/dextranomer (Solesta,
Salix) can augment the anal sphincter area and increase
anal sphincter pressures at rest and during squeeze,
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thereby improving continence primarily in those patients
with low anal sphincter pressures. The material is injected
into the submucosa in 4 quadrants just proximal to the
dentate line. Studies have shown a decrease of up to 75%

in the number of incontinence episodes.’®’!

In patients
who have failed conservative management with a bulk-
ing agent and biofeedback, injection therapy is first-line
intervention and a safe office-based procedure typically
performed by a gastroenterologist or colorectal surgeon.
Sacral nerve stimulation, or direct repair of the anal
sphincter, should be considered if symptoms are severe
and if the anal sphincter damage is not amenable to
injection therapy. MRI images will show hyaluronic acid/
dextranomer in situ, whereas CT does not. Sacral nerve
stimulation is thought to work by improving squeeze
pressures of the anal sphincter and improving rectal
sensation and has shown promising results.’*>> Surgery
may be necessary in women with evidence of a significant
sphincter tear, often occurring from obstetric trauma.

Proctalgia Fugax

Proctalgia fugax is a functional gastrointestinal disorder
characterized by severe and self-limiting anorectal pain.
Attacks last from 5 seconds to 90 minutes, occur any time of
the day, and sometimes wake patients from sleep.”® Attacks
tend to be infrequent, averaging 1 episode monthly.”” Based
on Rome III criteria, proctalgia fugax is defined as recurrent
episodes of pain localized to the anus or lower rectum.”
Although symptoms of proctalgia fugax are unique and
characteristic, conditions in the differential for recurrent
anorectal pain include painful hemorrhoids, anal fissures,
inflammatory conditions, fissures, and malignancy. The
prevalence of proctalgia fugax is estimated to be 4% to 18%
of the general population, with a female predominance.’®*
Patients cannot typically identify a trigger for the onset of
pain, which does not radiate and occurs without concomi-
tant symptoms.”

The pathophysiology of proctalgia fugax is incom-
pletely understood but is thought to be due, in part, to
spasm of the internal anal sphincter and/or pudendal nerve
compression. Anorectal manometry has shown increased
resting pressures and higher internal anal sphincter thick-

ness.%!

Pharmacologic treatment of proctalgia fugax is
often unnecessary due to the fleeting, infrequent nature
of the symptoms; however, in patients with more severe
symptoms, treatment is aimed at the underlying pro-
posed pathology and can include topical treatments with
nitroglycerin or diltiazem, biofeedback, tricyclic antide-
pressants, and more invasive therapy such as botulinum
toxin injection and nerve blocks. Biofeedback therapy has
shown promise in this disorder, is noninvasive, and has no

documented adverse effects.*%¢?
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Pruritus Ani

Pruritus ani affects between 1% and 5% of the popula-
tion and has a male predominance.®® The condition is
characterized by itching or burning in the perianal area.
The causes of pruritus ani are numerous and include
topical irritants such as soaps or laundry solutions; some
foods such as coffee, chocolate, and citrus; certain sexu-
ally transmitted diseases; medications such as colchicine
or neomycin; mechanical factors such as fecal soiling or
hemorrhoids; infections; dermatologic disorders, includ-
ing psoriasis or atopic dermatitis; systemic disorders; or
malignancy. Obtaining a detailed patient history is critical
for an accurate and timely diagnosis and should include
an examination of the perianal area. The underlying
pathophysiology of pruritus ani is such that there is an
initial, localized irritation that is followed by the devel-
opment of an inflammatory response. Scratching further
augments and irritates the inflammatory response, and a
self-propagating cycle develops. In patients with chronic
pruritus ani, the clinician may see lichenification of the
perianal skin due to repeated scratching.

Treatment of pruritus ani should be directed at
the underlying cause, if identified. The clinician must
educate patients about keeping the area dry and that
persistent scratching will often lead to persistent itching
due to aggravation of inflammation. The clinician can
try an antihistamine or witch hazel to reduce the itching.
Patients who have FI and soiling should be instructed
to minimize aggressive wiping and cleansing and to use
fragrance-free soaps or, ideally, only water.

Topical capsaicin 0.006% cream has been found
effective in a randomized, placebo-controlled trial, as has
topical hydrocortisone.*** Topical hydrocortisone, how-
ever, should not be used for more than 2 weeks due to its
potential to cause perianal skin thinning. If symptoms do
not improve, the clinician needs to consider dermatology
evaluation with biopsy of the perianal skin.

Summary

Anorectal disorders are common and can significantly
impair a person’s quality of life. Diagnosis is made by a
comprehensive history of symptoms, visual inspection
and digital rectal examination, along with selective tests.
Diet, bowel habit, and lifestyle changes are often first-line
therapy for hemorrhoids, minor irritation, and FI. When
conservative therapy is not effective, in-office ligation,
sclerotherapy, or infrared coagulation for hemorrhoids
should be considered. Surgery is reserved for those with
persistent symptoms or grade 4 disease.

The goal of medical treatment for chronic fissures is
to reduce the cycle of spasm and tearing. Softening stool
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and regulating movements minimize trauma. Topical
therapy such as nitroglycerin or nifedipine can be effec-
tive, although injection of botulinum toxin or surgery
may be needed for refractory fissures.

Painful swelling characterizes the presentation of
an anorectal abscess. Treatment of an abscess requires
incision and drainage of the lesion, usually without
antibiotics unless the patient is immunocompromised.
Asymptomatic Crohn’s fistulae can be watched, whereas
symptomatic fistulae require surgical treatment.

FI often responds to dietary or supplemental fiber
with a timed bowel regimen. Injectable agents such as
hyaluronic acid create a barrier, effectively reducing the
number of incontinence episodes. Sacral nerve stimula-
tion for FI has also shown promising results. Surgery for
FI is reserved for refractory cases.

Proctalgia fugax is a functional anorectal pain condi-
tion that responds poorly to medical therapy, yet biofeed-
back has shown some benefit and has no ill effects. Pruri-
tus ani has many potential causes, with primary treatment
directed at the underlying cause as well as reduction of
perianal irritation. Topical hydrocortisone therapy can
be effective but should be limited to 2 weeks due to its
potential for thinning of the perianal skin.

Dr Foxx-Orenstein bas received honoraria from Salix Phar-
maceutical. Dr Umar and Dr Crowell have no relevant
conflicts of interest to disclose.
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