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Lymphogranuloma venereum: 
an emerging anorectal disease in Australia
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Clinical records

Patient 1
A 55-year-old man presented with tenesmus, rectal bleeding and 
discharge of 3 weeks’ duration. He had a past history of treated syphilis 
and anal warts. High-resolution anoscopy, performed by a sexual health 
physician, revealed an extensive anterior ulcer distal to the dentate line, 
suggestive of anal carcinoma (Figure A). However, histological 
examination of repeated rectal biopsies revealed non-specific ulceration, 
with chronic inflammation in the adjacent rectal glandular mucosa.

Patient 2
A 54-year-old man with previously treated syphilis presented with a 2-week 
history of per-rectal bleeding, pain and associated fevers. Colonoscopy, 
performed by a gastroenterologist, revealed extensive rectal ulceration. 
Histological examination of a biopsy from the ulcer revealed ulceration 
with mixed acute and chronic inflammatory cells and a lymphoid infiltrate, 
suggestive of a lymphoma (Figure B). A sigmoidoscopy was performed 
7 days later, when the patient re-presented with worsening rectal pain and 
bleeding. Repeat rectal biopsies confirmed non-specific inflammation with 
atypical Epstein–Barr virus-associated lymphoid proliferation rather than 
lymphoma.

Patient 3
A 43-year-old man with previous Kaposi’s sarcoma presented with a 
2-month history of per-rectal bleeding and diarrhoea. Colonoscopy, 
performed by a surgeon, showed multiple rectal ulcers suggestive of 
Crohn’s disease (Figure C), but biopsies showed non-specific acute 
and chronic inflammatory infiltrates only.

All three patients were HIV-infected men who have sex with men. They 
were receiving highly active antiretroviral therapy, with good virological 
control and CD4+ T cell counts. All were investigated for a broad range of 
diagnoses, including inflammatory bowel disease, colorectal malignancy, 
lymphoma and sexually transmitted infections; all underwent one or more 
invasive procedures by various specialists before being referred to our 
infectious diseases outpatient clinic between 2005 and 2006.

After assessment at the clinic, the aetiology of the anorectal condition 
was determined in all cases by a simple rectal swab. The swab was initially 
tested for Chlamydia trachomatis using a routine nucleic acid amplification 
method. As these tests were initially positive, the samples were further 
analysed by sequencing of the outer membrane protein gene. This 
confirmed, in all three cases, that the strains were of the lymphogranuloma 
venereum (LGV) 2b serovar, which is commonly associated with LGV. 
Screening for other sexually transmitted infections was negative. All 
patients made a full clinical recovery after treatment with doxycycline 
100 mg twice a day for 3 weeks. Patient 2 underwent a repeat colonoscopy 
2 months later, which revealed complete resolution of the ulcer. ◆
The Medical Journal of Australia ISSN: 0025-
729X 3 September 2007 187 5 309-310
©The Medical Journal of Australia 2007
www.mja.com.au
Lessons from Practice

India and northern South America. However, since 2
emerged as an increasingly important infection wo
outbreaks occurring in communities of men who h
men (MSM) in The Netherlands, Belgium, Fran
Sweden, the United Kingdom and North America.2

identified in these outbreaks include HIV seropositiv
hlamydia trachomatis is a human pathogen and a common
cause of sexually transmitted infections, including lym-
phogranuloma venereum (LGV).1 LGV was previously con-

fined to endemic areas in tropical regions — principally Africa,
003, LGV has
rldwide, with
ave sex with

ce, Germany,
-6 Risk factors
ity, previously

diagnosed sexually transmitted infections, concurrent ulcerative
disease, and unprotected receptive anal sex with casual partners.
In Australia, there have only been two previous reported cases of
LGV. Both patients were MSM. One patient presented with
inguinal lymphadenopathy acquired in Melbourne,7 while the
other had anorectal LGV acquired after sexual exposure in
Europe.8

Unlike other chlamydial infections, which are generally
restricted to epithelial surfaces, LGV is invasive and causes severe
inflammation, often with systemic symptoms and with a prefer-
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ence for lymphatic tissue.1 The manifestations of LGV infection
vary depending on the site of inoculation, presenting either as a
painful unilateral inguinal syndrome or an anorectal syndrome.

LGV infection is characterised by three stages. In the first stage,
the primary lesion is usually an asymptomatic small genital ulcer
that heals spontaneously. This is followed by a painful inguinal
lymphadenopathy associated with systemic features. Lymph node
inflammation may progress to involve the surrounding subcutane-
ous tissue, causing an inflammatory mass (bubo) and/or abscess.
Complications occur in 30% of cases as a result of bubo rupture
and/or sinus tract or fistula formation. In anorectal disease, acute
haemorrhagic inflammation of the colon and rectum is associated
with involvement of perirectal lymphatic tissue.1,9 The third stage
is characterised by chronic granulomatous inflammation leading to
lymphatic obstruction, fibrosis and stricture formation.1

Clinical proctitis is a common problem in MSM, and C.
trachomatis is one of the most frequent infectious agents found in
this population. When suspected, C. trachomatis infections can be
quickly identified and treated. However (as was the case with the
patients described here), infected people may present to non-
sexual-health practitioners (eg, gastroenterologists or colorectal
surgeons) for persisting symptoms.9 Endoscopic features are non-
specific, with a wide range of differential diagnoses including
Crohn’s disease, lymphoma, anorectal carcinoma and other sexu-
ally transmitted ulcerative infections (eg, syphilis, herpes).3,4,9

Biopsies typically show only non-specific inflammatory features.
C. trachomatis is divided into 15 serovars, labelled A, B, Ba, C–K

and L1–L3, based on analysis of the major outer membrane protein.
The various serovars are associated with specific disease manifesta-
tions: serovars A, B, Ba and C cause trachoma; serovars D–K are
associated with urogenital infection; and serovars L1–L3 cause LGV.10

The L2 serovar can be further separated into L2, L2', L2a or L2b
according to minor differences in their component amino acids.9

The commonly used commercial diagnostic tests for C. tracho-
matis are nucleic acid tests that can be performed on urine and on
cervical and urethral swabs. Although not currently licensed for
use on rectal swabs, the test may be used “off licence” and is the
investigation of choice. Alternative tests, such as culture, are slow
to perform and less sensitive, while serological tests cross-react
with other Chlamydia species and can not distinguish between
previous infection and current infection on single specimens. As
commercial nucleic acid tests can not distinguish between uncom-
plicated rectal chlamydial infections (serovars D–K) and LGV
(serovars L1–L3), directed testing is required (eg, outer-membrane
protein sequencing). Therefore, to make a diagnosis of LGV, it is

important at the outset to discuss the optimum specimen collec-
tion technique with a microbiologist at the laboratory to which the
specimen will be sent. Two dry swabs should be sent with a
specific request for LGV testing. This is a reference laboratory test
and is offered by only a few public laboratories. The charge for the
test is under the Medicare nucleic acid rebate, with no gap amount
charged to the patient. The laboratory turnaround time for such a
specimen is typically about 2 weeks from receipt.

The correct diagnosis is essential, as treatment regimens recom-
mended for LGV infection are much more prolonged than those
for uncomplicated genital chlamydial infections — for example, a
patient may receive 3 weeks’ treatment with doxcycline 100 mg
twice a day or azithromycin 1 g weekly. However, good clinical
trial data are lacking, and inadequate therapy may be associated
with progressive disease and tissue destruction. Careful follow-up
of the index patient is therefore essential. As with other sexually
acquired infections, rigorous contact tracing is important to pre-
vent further spread within the community. Counselling about
healthy sexual practices is an important public health component
of management, and patients should be alerted to the increased
risk of HIV transmission associated with genital ulcer disease.

Competing interests
None identified.

Author details
Sebastiaan J van Hal, MB ChB, Registrar1

Richard Hillman, MD, FRCP, Sexual Health Physician and Senior 
Lecturer2

Damien J Stark, BSc, PhD, Chief Scientist1

Jock L Harkness, FRCPA, Associate Professor and Head1

Debbie Marriott, FRACP, FRCPA, Associate Professor1

1 Department of Microbiology and Infectious Diseases, St Vincent’s 
Hospital, Sydney, NSW.

2 Sexually Transmitted Infections Research Centre, Westmead Hospital, 
University of Sydney, Sydney, NSW.

Correspondence: microregistrar@stvincents.com.au

References
1 Mabey D, Peeling RW. Lymphogranuloma venereum. Sex Transm Infect

2002; 78: 90-92.
2 Kropp RY, Wong T; Canadian LGV Working Group. Emergence of lym-

phogranuloma venereum in Canada. CMAJ 2005; 172: 1674-1676.
3 Ahdoot A, Kotler DP, Suh JS, et al. Lymphogranuloma venereum in human

immunodeficiency virus-infected individuals in New York City. J Clin Gastro-
enterol 2006; 40: 385-390.

4 Tinmouth J, Rachlis A, Wesson T, Hsieh E. Lymphogranuloma venereum in
North America: case reports and an update for gastroenterologists. Clin
Gasteroenterol Hepatol 2006; 4: 469-473.

5 Williams D, Churchill D. Ulcerative proctitis in men who have sex with men:
an emerging outbreak. BMJ 2006; 332: 99-100.

6 Van der Bij AK, Spaargaren J, Morre SA, et al. Diagnostic and clinical
implications of anorectal lymphogranuloma venereum in men who have sex
with men: a retrospective case–control study. Clin Infect Dis 2006; 42: 186-194.

7 Eisen DP. Locally acquired lymphogranuloma venereum in a bisexual man
[letter]. Med J Aust 2005; 183: 218-219. 

8 Morton AN, Fairley CK, Zaia AM, Chen MY. Anorectal lymphogranuloma
venereum in a Melbourne man. Sex Health 2006; 3: 189-190.

9 Nieuwenhuis RF, Ossewaarde JM, Götz HM, et al. Resurgence of lym-
phogranuloma venereum in Western Europe: an outbreak of Chlamydia
trachomatis serovar L2 proctitis in The Netherlands among men who have
sex with men. Clin Infect Dis 2004; 39: 996-1003.

10 Geisler WM, Suchland RJ, Whittington WL, Stamm WE. The relationship of
serovar to clinical manifestation of urogenital Chlamydia trachomatis infec-
tion. Sex Transm Dis 2003; 30: 160-165.

(Received 19 Dec 2006, accepted 30 May 2007) ❏

Lessons from practice

• Lymphogranuloma venereum (LGV) is an invasive inflammatory 
disease of the urogenital tract caused by infection with Chlamydia 
trachomatis. LGV is an important cause of anorectal disease in 
men who have sex with men.

• Anorectal LGV may masquerade as inflammatory bowel disease, 
colorectal malignancy, lymphoma or other ulcerative rectal 
sexually transmitted infections.

• Diagnosis requires a high index of suspicion. It is important to take 
a detailed sexual history and conduct specific microbiological 
testing for C. trachomatis.

• Screening for coinfection, contact tracing, general education and 
health promotion are important public health components of 
managing LGV. ◆
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