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Sexually acquired proctitis with inflammation of the rectal
mucosa (the distal 15 cm) results from direct rectal inocula-
tion of pathogens. Acute proctitis in persons who have
practiced receptive anorectal intercourse is usually sexually
acquired. However, the diagnosis cannot be definitively ruled
out in patientswho do not report a history of anal intercourse.
A thorough history and physical examination can alert the
physician to the possibility of a sexually transmitted
infection.

Chlamydia, gonorrhea, herpes simplex virus (HSV), and
syphilis are among the most common causes of sexually
transmitted proctitis. Recently, sexually transmitted infec-
tions (STIs) from lymphogranuloma venereum (LGV) have
been reported in men who have sex with men (MSM)
and the diagnosis and treatment are being reviewed.1

The AIDS era brought in a shift of the clinical and etiologic
spectrum of intestinal infections. Opportunistic infections
from cytomegalovirus (CMV) may cause ulcerative anorec-
tal lesions in this population.2 HIV is important to address
because so many of the complications and manifestations
of the disease affect the anus, rectum, and colon. This
review examines the causative organisms, clinical features,
diagnosis, and treatment of sexually transmitted
proctitides.

Neisseria Gonorrhea

Epidemiology
Gonorrhea is the second most commonly reported sexually
transmitted bacterial infection in theUnited States. It is a disease
of the young, sexually active patient. In 2012, persons in the age
group of 15 to 44 years accounted for 95% of the reported
gonorrhea cases with known age. Following a 74% decline in the
rate of reported gonorrhea during the period 1975 to 1997,
gonorrhea rates have seen a plateau in the past 10 years.
Gonorrhea rates decreased further to 98.1 cases per 100,000
population in 2009. This is the lowest published rate since the
recording of gonorrhea rates began. Since 2009, the gonorrhea
rate has increased slightly each year to 107.5 cases per 100,000
population in 2012. This translates to 334,826 cases of gonorrhea
being reported in the United States in 2012.3 Gonorrhea rates
amongwomenhavebeenslightlyhigher since2001, but recently
the rates among men have increased. At least 50% of the male
patients and up to 95% of the female patients with rectal
gonorrhea are asymptomatic, accounting for a large pool of
disease carriers in the community. A significant percentage of
women diagnosed with gynecologic gonorrhea will also have
gonorrhea in the anorectum. This is believed to be due to the
contiguous spread from genital infection. Only 4% of thewomen
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with gonorrhea will have the anorectum as the only site of
involvement, whereas 40 to 50% of the men who practice
anoreceptive intercourse will have the anorectum as the exclu-
sive site of infection.

Signs and Symptoms
Neisseria gonorrhea (N. gonorrhea) is a gram-negative intra-
cellular diplococcus. It is one of the most common causes of
proctocolitis. The typical symptoms include mucopurulent
discharge with tenesmus and pruritus. Bleeding may be
present on occasions. Commonly, examinationwith anoscopy
will reveal the yellow mucous discharge from the anal crypts
with gentle pressure on the external perianal area. Procto-
scopic examination will show the characteristic mucopuru-
lent discharge extending less than 10 cm from the anal verge
and occasionally nonspecific proctitis, such as erythema and
irritation as demonstrated in ►Fig. 1. It is important to
remember that patients may be asymptomatic or simply
complain of mild discharge.

Diagnosis
Gram stains of endocervical specimens, pharyngeal or rectal
specimens are not sufficient to detect infection, and, therefore,
are not recommended.4 Despite this, when gonorrhea is sus-
pected, highly sensitive and specific testing is recommended
because itwill enhancepartner notification. Culture, nucleic acid
hybridization tests, and nucleic acid amplification tests (NAAT)
are available for the detection of infectionwithN. gonorrhea and
when obtaining a rectal specimen, careful attention to obtaining
the specimen directly from the anorectum will increase the
positive yield.5 NAAT tests are not recommended by Food and
Drug Administration (FDA) for use in the rectum, pharynx, and
conjunctiva; however, some public and private laboratories have
established performance specifications for using NAAT with
rectal and pharyngeal swab specimens, thereby allowing results
to be used for clinical management.6

Treatment
Neisseria gonorrhea has developed resistance to each of the
antibiotics used for treatment of gonorrhea. In the last

decade, the development of fluoroquinolone resistance has
resulted in the availability of only a single class of antibiotics
that meets the efficacy standards set by the Center for Disease
Control and Prevention (CDC): the cephalosporins.4,7 Most
recently, dual therapy (to cover Chlamydia concurrently)with
ceftriaxone and either azithromycin or doxycycline is now the
only CDC-recommended treatment regimen for gonorrhea.4

In patients with penicillin allergies, it is important to remem-
ber that only 5 to 10% of the patients will have reactions to
first-generation cephalosporins and even fewer will react to
third-generation cephalosporins. For this reason, the CDC
recommends only those with severe reactions to penicillin to
avoid ceftriaxone. However, in this case, consultation with an
infectious disease specialist is recommended and azithromy-
cin 2 g orally as monotherapy may be used.

Chlamydia and Lymphogranuloma
Venereum

Epidemiology
C. trachomatis infection is themost commonly reported sexually
transmitted bacterial infection in the United States. It is among
the most prevalent of all STIs, and since 1994 comprised the
largest proportion of all STIs reported to the CDC. In 2012, a total
of 1,422,976 chlamydial infections were reported to CDC in 50
states and the District of Columbia.3 The majority of rectal
chlamydial infections occur in MSM. There are 15 known
serotypes,with theG,D, and J typesbeing themost predominant
among isolates of MSM.8

LGV is a sexually transmitted disease (STD) caused by
serovars L1–L3 of Chlamydia trachomatis. Transmission of
disease is through anoreceptive intercourse, with an incuba-
tion period ranging from 5 days to 2 weeks; secondary
involvement can occur as a late manifestation of genital
infection. Before 2003, it was thought to be a “tropical”
disease that was rare in Western industrialized societies,
but a large outbreak in 2003 in the Netherlands has led to
the discovery of multiple cases throughout the Western
world. The majority of cases are caused by L2 in MSM as a
distinct proctitis.

Signs and Symptoms
Non-LGV Chlamydia trachomatis infections of the anorectum
are usually asymptomatic. When symptoms are present, they
manifest as proctitis/colitis symptoms namely, tenesmus,
pain, and fever. Proctoscopy shows signs of nonspecific
inflammation, erythema, and injected mucosa, but no ulcer-
ations or abscesses.

Unlike other chlamydial urogenital infections that are
generally restricted to epithelial surfaces, L serovars are
invasive, can cause severe inflammationwith systemic symp-
toms, and have a preference for lymphatic tissues. LGV will
typically present with one or more genital ulcers or papules.
The second stage then consists of unilateral or bilateral,
fluctuant buboes (lymphadenopathy) and anorectal ulcers.
The third and final stages can comprise abscesses, granulo-
mas, fistulas, genital elephantiasis, stricturing, and sterility.
Proctoscopic examination during the first and second stages

Fig. 1 Endoscopic picture of gonorrheal proctitis, showing mucosal
edema, erythema, with whitish plaques.
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will demonstrate a more pronounced inflammation with
hematochezia, ulceration, and friable mucosa. LGV can be
distinguished from other proctitides by the characteristic
lymphadenopathy.

Diagnosis
Diagnosis is based on clinical suspicion, epidemiological
information, and exclusion of other etiologies for proctoco-
litis, inguinal adenopathy, or genital/rectal ulcers. C. tracho-
matis testing should be performed on specimens obtained
from lesion swabs or bubo aspirates. These specimens can be
sent for culture, nucleic acid detection, or direct immunoflu-
orescence. Polymerase chain reaction-based genotyping can
be used to distinguish non-LGV from LGV serovars, but these
are not widely available.4 However, patients with a clinical
syndrome of proctocolitis, lymphadenopathy, and/or genital
ulceration should be treated empirically for LGV.

Treatment
If an anorectal exudate is detected on examination or if
polymorphonuclear leukocytes are detected on a gram-
stained smear of anorectal secretions, the patient should be
treated for N. gonorrhea and C. trachomatis while awaiting
additional laboratory tests. This involves ceftriaxone 250 mg
intramuscular � 1 dose and doxycycline 100 mg orally twice
daily for 7 days. For LGV, the CDC recommends treatment
with doxycycline 100 mg orally twice daily for 21 days.
Alternatively, Azithromycin 1 g orally once aweek for 3weeks
is probably as effective.4

Granuloma Inguinale (Donovanosis)

Epidemiology
Granuloma inguinale (Donovanosis) is a slowly progressive
ulcerative disease of the skin and lymphatics of the genital and
perianal areas caused by infection due to Calymmatobacterium
granulomatis. It is endemic in tropical and developing areas,
including India, Guyana, New Guinea, central Australia, and
southernAfrica and is rare in theUnited States. It canbe caused
by both sexual and nonsexual contact. Symptoms most com-
monly present 1 to 12 weeks after the infection and transmis-
sion occurs through contact with the open sores.

Signs and Symptoms
The infections typically start as a painless nodule that breaks
down into a sharply demarcated ulcer with a beefy-red friable
base of granulation tissue. They may appear on the skin,
genitalia, perianal area or migrate to the upper buttocks and
lower legs. Lesions around the anus may cause stenosis.9

There is an increased risk of superinfection and coinfection
by other pathogenic microbes, including HIV.

Diagnosis
Culture of C. granulomatis is difficult and not routinely
available. Diagnosis requires visualization of Donovan bodies
(numerous bacilli in the cytoplasm of macrophages demon-
strated with Giemsa or Wright stain) in smears of scrapings
from the ulcer base or histologic sections.

Treatment
Treatment of donovanosis is doxycycline 100 mg orally twice
daily for 1 week or trimethoprim 800 mg-sulfamethoxazole
160 mg orally twice daily for at least 3 weeks. HIV-associated
granuloma inguinale may take longer to heal, and the addi-
tion of a parenteral aminoglycoside to the regimen is highly
recommended (gentamicin at 1 mg/kg given intravenous
every 8 hours).4 Due to the fibrotic nature of the ulcerations
and resultant scars, surgical correction may be needed for
disfiguring lesions or cicatricial/stenotic lesions.

Syphilis

Epidemiology
Syphilis is a systemic disease caused by the spirochete
Treponema pallidum. Transmission is thought to occur
when mucocutaneous syphilitic lesions are present. If left
untreated, it can cause significant complications and can
facilitate the transmission of HIV. Although the rate of prima-
ry and secondary syphilis in the United States declined to
89.7% during 1990 to 2000, the rate increased annually during
2001 to 2009 before decreasing in 2010, and remained
unchanged during 2011. After persistent declines during
1992 to 2003, the rate among women increased from 0.8
cases (in 2004) to 1.5 cases (in 2008) per 100,000 population,
declining to 0.9 cases per 100,000 population in 2011 and
2012.

Although syphilis rates in the United States are low, there
has been a relative recent increase due to high-risk behavior
in the HIV-positive MSM population. The estimated propor-
tion of primary and secondary syphilis cases attributable to
MSM increased from 7% in 2000 to 64% in 2004.3 In 2012,
among cases of primary and secondary syphilis for whom sex
of partner was known,MSM accounted for 75% of the primary
and secondary syphilis cases.3

Signs and Symptoms
Syphilis has been divided into progressive stages to assist
with treatment and follow-up. Most persons will present
with primary or secondary syphilis. Primary syphilis in the
anorectum presents as a painful chancre (►Fig. 2). The
organisms introduced into the anorectum will have an incu-
bation period of 2 to 6weeks, after which an ulcer will appear.
Unlike the genital ulcers, the anorectal ulcers will be painful
and are commonly mistaken for anal fissures. The ulcer of
syphilis will typically be broad based, present between the
anal verge and dentate line, and be located off the midline. In
addition, it may be associated with discharge, urgency of
defecation, tenesmus or multiple in number. These character-
istics can help distinguish between common anal fissure and
the chancre of syphilis.10

If left untreated, primary syphilis will progress to second-
ary syphilis. Secondary syphilis is characterized by a macu-
lopapular rash seen in the hands and feet. Systemic symptoms
may include fever, arthralgias, malaise, weight loss, sore
throat, and headache. Condyloma lata may appear at this
stage and is often mistaken for human papilloma virus as
demonstrated in ►Fig. 3.
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Diagnosis
Darkfield examination (showing corkscrew-shaped yellow-
green spirochetes) and tests to detect Treponema pallidum in
lesion exudates or tissues are the definitive methods for
detecting early syphilis. A presumptive diagnosis of syphilis
is possible with the use of two types of serologic tests: (1)
nontreponemal tests (e.g., Venereal Disease Research Labora-
tory [VDRL] and Rapid Plasma Reagin [RPR]) and (2) trepone-
mal tests (e.g., fluorescent treponemal antibody absorbed
[FTA-ABS] tests, the T. pallidum passive particle agglutination
[TP-PA] assay, various EIAs [enzyme immunoassay], and
chemiluminescence immunoassays). The use of only one
type of serologic test is insufficient for diagnosis because
each type of test has limitations, including the possibility of
false-positive test results in persons without syphilis.4

Treatment
Penicillin G, administered parenterally, is the primary
treatment for all stages of syphilis.4 Treatment of the early
stages of syphilis is with a single dose of 2.4 million units of
long-acting benzathine penicillin G given intramuscularly.
In the later stages (or if the patient is HIV-positive), three
consecutive doses given at 2-week intervals is recom-
mended. Follow-up testing with VDRL or RPR should be
repeated at 6-month intervals (HIV-negative patients) or
3-month intervals (HIV-positive patients) for 1 year. For
patients with a penicillin allergy, doxycycline 100 mg
orally twice daily for 14 days or tetracycline 400 mg four
times daily for 2 weeks may be used.

All patients with syphilis in any stage should be checked
for HIV. In addition, partners potentially exposed within
90 days should be treated presumptively.

Herpes Simplex Virus

Epidemiology
The HSV is most commonly associated with vesicular erup-
tions near mucocutaneous junctions. It was estimated that
20% of Americans are seropositive for HSV-2. National trend
data on the seroprevalence of HSV-2 among those in the age
group of 14 to 49 years were compared with National Health
and Nutrition Examination Survey (NHANES). Seropreva-
lence decreased from 21% in the period 1994 to 1998 to
17% in 1999 to 2004 and 16.2% after 2004.3 Although sero-
prevalence is decreasing, most persons with HSV-2 have not
received a diagnosis.

Diagnosis
Traditionally, HSV type 1 (HSV-1) caused fever blisters or cold
sores around the mouth and was not sexually acquired in
contrast to the type 2 form (HSV-2) which caused painful
blisters in the genital area from sexual contact. However, with
the increased frequency of oral–genital sex, both types may
be found in each location. HSV proctitis is thought to progress
from the perianal skin into the anal canal and then into the
rectum. It occurs commonly in patient populations that are
immunosuppressed from bone marrow or solid organ trans-
plantation or fromHIV/AIDS and in individualswho engage in
anoreceptive intercourse. HSVmay cause an ulcerative type of
proctitis in patients with AIDS.11 Prophylaxis with antivirals
has reduced the incidence of HSV proctitis in patients with
solid organ transplants by 73%.12

Patients with HSV proctitis may complain of anorectal
pain, discharge, tenesmus, or rectal bleeding. During the
acute phase, difficulty with urination, sacral paresthesias,
and temporary fecal incontinence may occur.13 Examination
of the perianal area is critical to the diagnosis of HSV. The
most severe cases present with perianal erythema and ulcer-
ations (►Fig. 4) and can be confused with a Candidal infec-
tion. Patients have exquisite pain and sensitivity during
digital rectal and anoscopic examination. Sigmoidoscopic
examination reveals an acute proctitis with mucosal edema
and ulcerations. In the immunocompetent patient, HSV proc-
titis rarely extends beyond 15 cm.14

Fig. 2 Syphilitic ulcer in the perianal area. (Reproduced with per-
mission from Gordon, PH. Principles and Practice of Surgery for the
Colon, Rectum and Anus, 3rd ed. New York: Informa Healthcare;
2007:253.)

Fig. 3 Condyloma lata of syphilis seen in gluteal cleft.
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The gold standard for diagnosing HSV is the viral culture
with Tzanck preparation. However, the treatment of HSV
proctitis is based on a high index of suspicion rather than a
positive laboratory test. Also, there are several HSV type
specific antibody tests that are available to confirm the
diagnosis (►Table 1).

Treatment
The management of HSV proctitis primarily focuses on
symptomatic relief with the use of oral analgesics as well as

sitz baths. Antiviral medications, such as acyclovir, valacy-
clovir, and famciclovir, have been shown to decrease viral
shedding and shorten the symptomatic period.11 The symp-
toms of HSV usually resolve spontaneously within 2 to
3 weeks, but the virus remains in the body for life and
recurrences are common.

The CDC recommendations for the treatment of HSV
proctitis are the same as those for genital HSV (►Table 2).
Severe HSV infection in patients with AIDS should be treated
with intravenous acyclovir (►Table 2). HIV-positive patients
or transplant patients should be considered for suppressive
therapy (►Table 1). Continuous or episodic oral acyclovir
treatment has been demonstrated to be safe and relatively
effective and most effective in patients who are subject to
frequent exacerbations.11,15 Counseling for HSV treatment
should include education regarding its transmission and safe
sex practices.

HIV/AIDS-Related Proctocolitis

Nonspecific proctitis and colitis have been associated with
HIV infection. In addition, mucosal inflammation is associat-
ed with an increased risk of HIV transmission; therefore, the
appropriate management of proctitis in HIV patients can
reduce the amount of HIV shedding.14

Diarrhea has been reported to affect up to 50% of the
patients with AIDS in North America. It can be a significant
cause of morbidity resulting in a decreased quality of life.16

HIV infection itself is thought to cause minor alterations in
the architecture of the villi, which may lead to mild malab-
sorption of carbohydrates in the small bowel.4 Increased
permeability resulting from cytokine activation by foreign
antigens contributes to diarrhea. In addition, HIV has amino
acid sequences similar to those of vasoactive intestinal pep-
tide (VIP) and may induce diarrhea by upregulation of VIP
receptors, which may cause pathogen-negative diarrhea.17

Fig. 4 Herpes lesions seen surrounding the anus. (Reproduced with
permission from Gordon, PH. Principles and Practice of Surgery for the
Colon, Rectum and Anus, 3rd ed. New York: Informa Healthcare;
2007:251.)

Table 1 Treatment of patients presenting with herpes simplex virus

Medication Dose Duration

First clinical episode of moderate HSV (can use any of the following medications)

Acyclovir 400 mg orally TID 10 d

Valacyclovir 1 g orally BID 7–10 d

Famciclovir 250 mg orally TID 7–10 d

Treatment of AIDS patients with severe HSV

Acyclovir 5–10 mg/kg intravenous q8 h Continue until clinical resolution followed by
oral antiviral suppressive therapy

Suppressive therapy for HSV in AIDS patients (any of the following)

Acyclovir 400–800 mg orally TID Indefinitely

Valacyclovir 500 mg orally BID Indefinitely

Famciclovir 500 mg orally BID Indefinitely

Suppressive therapy for HSV in the immunocompetent patient

Acyclovir 400 mg orally BID 12 m

Abbreviations: AIDS, acquired immune deficiency syndrome; BID, two times a day; HSV, herpes simplex virus; q8, every 8 hours; TID, three times a day.

Clinics in Colon and Rectal Surgery Vol. 28 No. 2/2015

Sexually Transmitted Proctitis Sigle, Kim74

T
hi

s 
do

cu
m

en
t w

as
 d

ow
nl

oa
de

d 
fo

r 
pe

rs
on

al
 u

se
 o

nl
y.

 U
na

ut
ho

riz
ed

 d
is

tr
ib

ut
io

n 
is

 s
tr

ic
tly

 p
ro

hi
bi

te
d.



Ta
b
le

2
Se

xu
al
ly

tr
an

sm
it
te
d
pr
oc

ti
ti
s:

sy
m
pt
om

s,
di
ag

no
st
ic

pe
ar
ls
,
an

d
tr
ea

tm
en

t

Pa
th
o
g
en

Sy
m
p
to
m
s

Fi
n
d
in
g
s

D
ia
g
n
o
si
s

p
at
h
o
lo
g
y

Tr
ea

tm
en

t
O
th
er

N
ei
ss
er
ia

go
no

rr
he

a
It
ch

in
g,

pa
in
fu
ld

ef
e-

ca
ti
on

,
te
ne

sm
us

,
th
ic
k
ye
llo

w
m
uc

op
ur
-

ul
en

t
di
sc
ha

rg
e,

ur
et
hr
it
is

Pu
s
w
he

n
pu

sh
on

cr
yp

ts
In
tr
ac
el
lu
la
r

gr
am

-n
eg

at
iv
e
di
pl
oc

oc
ci

Th
ay
er
–M

ar
ti
n
pl
at
e

C
ef
tr
ia
xo

ne
25

0
in
-

tr
am

us
cu

la
r
�

1
þ
(t
re
at

fo
rC

hl
am

yd
ia

al
so
)a

zi
th
ro
m
yc
in
1
g

or
al
ly

or
do

xy
cy
cl
in
e

10
0
m
g
or
al
ly

�
7
d

M
os
t
co

m
m
on

ca
us
e
in

H
IV
-in

-
fe
ct
ed

pa
ti
en

ts
Re

p
or
ta
bl
e

M
os
t
pa

ti
en

ts
ar
e

as
ym

pt
om

at
ic

C
hl
am

yd
ia

tr
ac
ho

m
at
is

Pr
oc

ti
ti
s,

re
ct
al

pa
in
,

te
ne

sm
us
,

fe
ve

r

Er
yt
he

m
at
ou

s
re
c-

ta
lm

uc
os
a

C
el
lc

ul
tu
re

D
ir
ec

t
im

m
un

ofl
uo

re
sc
en

t
D
ox

yc
yc
lin

e
10

0
m
g

tw
ic
e
da

ily
�

7
d

A
zi
th
ro
m
yc
in

1
g
x
1
d

M
os
t
co

m
m
on

st
ra
in
s
D
an

d
K

Ly
m
p
ho

gr
an

ul
om

a
ve

ne
re
um

C
hl
am

yd
ia

tr
ac
ho

m
at
is

A
s
ab

ov
e
(C
hl
am

yd
ia

tr
ac
ho

m
at
is
,
bu

t
w
or
se
),
pe

ri
an

al
ul
ce

rs
(f
ou

ls
m
el
lin

g)
,
se
ve

re
pr
oc

ti
ti
s
in
cl
ud

in
g

m
uc

oi
d
an

d
he

m
or
-

rh
ag

ic
di
sc
ha

rg
e,

un
i-

la
te
ra
li
ng

ui
na

l
ly
m
ph

ad
en

op
at
hy

(b
ub

o)

En
do

sc
op

ic
in
fl
am

-
m
at
io
n
an

d
ul
ce
ra
-

ti
on

.
La
te

st
ag

es
m
ay

sh
ow

fi
st
ul
ae

an
d
st
ri
ct
ur
es

A
sp
ir
at
e
fr
om

bu
bo

C
ry
pt

ab
sc
es
s
an

d
gr
an

ul
om

a
Sa

m
e,

pr
ol
on

ge
d

th
er
ap

y
St
ra
in
s
L1

,
2,

3
El
ep

ha
nt
ia
si
s

St
ri
ct
ur
es
/fi
ss
ur
e

Tr
ep

on
em

a
pa

lli
du

m
(s
yp

hi
lis
)

Pr
oc

ti
ti
s

ch
an

cr
e—

pa
in
fu
lo

r
pa

in
le
ss

fi
ss
ur
e
lik
e,

un
us
ua

ll
oc

at
io
n;

re
ct
al

m
as
se
s;

ly
m
ph

ad
en

op
at
hy

Sp
ir
oc

he
te
,
m
ob

ile
D
ar
k
fi
el
d
ex

am
in
at
io
n

Fl
uo

re
sc
en

t
tr
ep

on
em

al
an

ti
b
od

y
ab

so
rp
ti
on

te
st

or
m
ic
ro
he

m
ag

gl
ut
in
at
io
n
as
sa
y

V
R
D
L/
R
PR

Pe
ni
ci
lli
n
2.
4
M

un
it
s

in
tr
am

us
cu

la
rl
y
fo
r

2
w
k

C
M
V

Pr
oc

to
co

lit
is
,
di
ar
rh
ea

,
fe
ve

r,
he

m
or
rh
ag

e,
pe

rf
or
at
io
n

Su
bm

uc
os
al

he
m
or
-

rh
ag

e
M
uc

os
al

ul
ce
ra
ti
on

s

In
tr
an

uc
le
ar

vi
ra
li
nc

lu
si
on

bo
di
es

Cy
to
pl
as
m
ic

In
cl
us
io
n
bo

di
es

G
an

ci
cl
ov

ir
Fo

sc
ar
ne

t
94

%
ho

m
os

ex
ua

l
m
al
es

po
si
ti
ve

Pe
rf
or
at
io
n

H
SV

Fe
ve
r,
te
ne

sm
us
,
co

n-
st
ip
at
io
n,

ra
di
cu

lo
pa

th
y

A
ss
oc

ia
te
d
w
it
h
co

-
al
es
ce

d
ve
si
cl
es

an
d

pu
st
ul
es

D
is
ta
l1

0
cm

V
ir
al

is
ol
at
io
n

M
on

oc
lo
na

la
nt
ib
od

y
A
cy
cl
ov

ir
40

0
m
g
5

ti
m
es
/d
ay

�
5
d

(i
nc

re
as
ed

do
se

fo
r

pr
oc

ti
ti
s)

Fo
sc
ar
ne

t
or

va
la
cy
cl
ov

ir

A
b
br
ev

ia
ti
on

s:
C
M
V
,c

yt
om

eg
al
ov

ir
us
;H

SV
,
he

rp
es

si
m
pl
ex

vi
ru
s;

R
PR

,
ra
pi
d
pl
as
m
a
re
ag

in
;
V
R
D
L,

V
en

er
ea

lD
is
ea

se
Re

se
ar
ch

La
bo

ra
to
ry
.

Clinics in Colon and Rectal Surgery Vol. 28 No. 2/2015

Sexually Transmitted Proctitis Sigle, Kim 75

T
hi

s 
do

cu
m

en
t w

as
 d

ow
nl

oa
de

d 
fo

r 
pe

rs
on

al
 u

se
 o

nl
y.

 U
na

ut
ho

riz
ed

 d
is

tr
ib

ut
io

n 
is

 s
tr

ic
tly

 p
ro

hi
bi

te
d.



Patients presenting with diarrhea and abdominal pain
should be assessed with a detailed history paying careful
attention to the sexual history, travel, diet, and medica-
tions. Recent changes in medications and exposure to
antibiotics should be inquired. The use of antiretrovirals
(particularly nelfinavir and ritonavir) may lead to medica-
tion-induced diarrhea. Implicated agents mainly include
protease inhibitors, that is, lopinavir, fosamprenavir, and
atazanavir.18

It is also important to ascertain the most recent CD4 cell
count, which will have a direct impact on diagnostic
testing. Patients with CD4 cell counts < 100 cells/µL are
at risk for opportunistic infections, such as cryptosporidi-
um, CMV, or microsporidium. Any patient who has had
recent exposure to antibiotics, Clostridium difficile is an
important diagnostic consideration. In a retrospective
study of more than 11,000 episodes of diarrheal illness
among HIV-infected patients, C. difficile was the most
commonly identified pathogen, accounting for 54% of all
the bacterial infections.19

The American Gastroenterological Association created
guidelines for the evaluation of chronic diarrhea in HIV-
infected patients.20 Recommendations include stool samples
for bacteria and parasites and checking for C. difficile. For
those in whom stool studies fail to identify an infectious
cause, endoscopy and mucosal biopsy are recommended.
Flexible sigmoidoscopy with mucosal biopsies for micro-
scopic examination for bacterial and mycobacterial culture
may be adequate. However, if CMV infection is suspected,
colonoscopy is recommended due to its involvement of the
proximal colon.21 Upper endoscopy with duodenal biopsies
should be performed when other investigations have failed
to reveal a source. This may aid in identifying Giardia,
microsporidia, or mycobacterium avium complex (MAC).
Among identified causes of diarrhea in patients with AIDS,
the most common opportunistic pathogens are CMV, MAC,
and protozoans.20 Treatment of pathogen-negative diarrhea
consists of rehydration, antimotility agents, and somatostat-
in analogues.

Cytomegalovirus

CMV is a double-stranded DNA virus from the herpes virus
family. It is present in feces, urine, semen, and saliva but
does not usually produce symptoms in the immune com-
petent patient. However, it has been described in the
immune competent host after anal intercourse.22,23 CMV
infection in adults typically causes a mononucleosis-like
syndrome with fever, malaise, lymphocytosis, and abnor-
mal liver function tests. Sexually transmitted CMV proctitis
presents as a triad of mononucleosis-like illness with rectal
bleeding shortly after anal intercourse. Typical endoscopic
findings include rectal mucositis and ulcerations, although
polypoid lesions have been described in several cases.
Although the role of antiviral therapy in primary CMV
proctitis has not been defined, it is probably not essential
in all cases, as most of the reported cases were resolved
spontaneously without complications. Treatment with

antiviral therapy is recommended in the immunosup-
pressed. Before the availability of highly active antiretrovi-
ral therapy (HAART), CMV gastrointestinal disease
occurred in up to 5% of the patients with AIDS, primarily
in those with advanced immunosuppression. Happily, the
incidence of CMV gastrointestinal disease has decreased
substantially since HAART became available.24

Gastrointestinal manifestations of CMV can occur along
the entire intestinal tract causing ulceration, colitis/proctitis,

Fig. 5 (a) Cytomegalovirus immunostained section; (b) Rectal biopsy
showing proctitis and intranuclear and intracytoplasmic inclusions by
hematoxylin and eosin-stained section under high power; and (c)
under low power. (Courtesy John Liang MD, MedStar Washington
Hospital Center, Washington, DC).
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and hemorrhage. The colon is themain target in the intestinal
tract, and ileocolitis is the major colorectal finding.25 The
diagnosis of CMVcolitis should be considered in patients with
AIDS who develop an acute abdomen. The symptoms of
colonic CMV include watery diarrhea, abdominal pain, and
bloody stools.

An accurate diagnosis can sometimes be difficult to obtain.
The appearance of CMV proctocolitis can range from punctate
and superficial erosions to deep ulcerations and hemorrhage.
Biopsies should be taken to make a definitive diagnosis. Histo-
logically, CMV is characterized by mucosal inflammation, tissue
necrosis, vascular endothelial cell damage, and the presence of
intranuclear and intracytoplasmic inclusions (►Fig. 5).26

Ganciclovir is the preferred agent for the treatment of
CMV-related proctocolitis.27 Surgical intervention for CMV is
reserved for perforation, massive bleeding, and toxic mega-
colon. However, a patient withmild peritoneal signs, without
free air, may be treated with ganciclovir in addition to other
appropriate antibiotics for aerobic and anaerobic organisms.
When emergency surgery is required, resection of the in-
volved segment of colon and end stoma is performed.

Conclusion

Taking a sexual history is important in the diagnosis and itmay
predict whether a patient is at risk for sexually transmitted
proctitis. Condomusedoes not guarantee protection fromSTIs,
which are often spread by skin to skin contact without
penetration. ►Table 1 summarizes the treatment of procti-
tides described in this review. Recognition of the common
symptoms with anoscopic examination is crucial in accurate
diagnosis of the pathogen. In addition, clinicians should have a
high index of suspicion of more than one inciting pathogen.
Treatment should be prompt and extended to sexual partners
who have been exposed to the disease. Effective treatment can
alleviate the discomfort and potentially serious complications
associated with sexually transmitted proctitides.
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