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Abstract
The authors present the case of a 62-year-old male present-
ing with a relapse of ulcerative colitis. He had unprotected 
anal intercourse with other men and his medical record was 
remarkable for HIV infection. He was admitted to the emer-
gency department with bloody diarrhea, tenesmus, urgen-
cy, and recent weight loss. Laboratory workup revealed de 
novo mild anemia and mild elevation of inflammation pa-
rameters. Endoscopic evaluation displayed loss of normal 
vascular pattern, edema, erythema, exudation, and superfi-
cial ulceration in the distal rectum. Biopsies showed chronic 
proctitis with mild to moderate activity. The patient was 
treated with intravenous glucocorticoids, but symptoms 
persisted. Extensive microbial study allowed the identifica-
tion of multiple infectious agents with potential for infec-
tious proctitis: cytomegalovirus, Chlamydia trachomatis, and 
Blastocystis hominis. This case highlights the importance of 
careful microbial investigation, supporting a detailed clinical 
history, in patients presenting with symptoms of inflamma-
tory bowel disease flare, particularly in risk groups such as 
that with sexual risk. © 2020 Sociedade Portuguesa de Gastrenterologia

Published by S. Karger AG, Basel

Proctite infeciosa em doente com colite ulcerosa:  
a importância do diagnóstico diferencial preciso
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Resumo
Os autores descrevem o caso de um indivíduo do sexo 
masculino, com infeção pelo vírus da imunodeficiência 
humana, admitido por agudização de colite ulcerosa. O 
doente descreve prática de sexo anal desprotegido. No 
serviço de urgência apresentava-se com queixas de diar-
reia sanguinolenta, tenesmo, falsas vontades e perda re-
cente de peso. Do estudo efetuado, analiticamente apre-
sentava-se com anemia ligeira de novo, e com elevação 
ligeira dos parâmetros inflamatórios. A retossigmoid-
oscopia flexível realizada apresentava disrupção do nor-
mal padrão vascular, edema, eritema, exsudação e ulcera-
ção superficial do reto distal. Foram realizadas biópsias 
das lesões que demonstraram sinais de proctite crónica 
com atividade ligeira a moderada. Atendendo à gravi-
dade do quadro, o doente iniciou corticoterapia endove-
nosa, porém sem resolução dos sintomas. Uma avaliação 
microbiológica extensa permitiu a identificação de diver-
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sos agentes com potencial para causar proctite infeciosa: 
citomegalovírus, Chlamydia trachomatis e Blastocystis 
hominis. Este caso realça a importância do estudo micro-
biológico, a suportar uma história clínica detalhada, em 
doentes que se apresentam com sintomatologia suges-
tiva de exacerbação de doença inflamatória intestinal. 

© 2020 Sociedade Portuguesa de Gastrenterologia
Publicado por S. Karger AG, Basel

Introduction

Exacerbation of ulcerative colitis (UC) is a frequent 
cause of hospitalization in a gastroenterology service, 
commonly with rectal symptoms relating to ulcerative 
proctitis. Infectious proctitis (IP) shares common clinical 
and endoscopic findings with ulcerative proctitis, thus 
necessitating methodical differential diagnosis.

Men who have sex with men (MSM) present increased 
risk of IP and, in this population, sexually transmitted in-
fections are the leading cause of IP [1]. Recent data sug-
gest a rise in the frequency of IP in this population [2]. 
The most commonly involved pathogens are Neisseria 
gonorrhoeae, Chlamydia trachomatis, herpes simplex vi-
rus 2, and Treponema pallidum [3].

Infectious etiologies of proctitis should be searched 
whenever a patient presents with presumed ulcerative 
proctitis. In addition to a complete clinical history and 
physical examination, a complete microbial study should 
be performed [4]. Stool samples for culture and molecular 
testing as well as serology and pathology may be useful to 
determine a causative agent [5].

The authors present the case of a MSM who presented 
with rectal symptoms presumed to be related to a relapse 
of previously diagnosed UC. Cytomegalovirus (CMV), 
Blastocystis hominis and Chlamydia trachomatis were 
identified after extensive microbial workup. The aim of 
this report is to focus on the importance of microbial test-
ing for an effective differential diagnosis between inflam-
matory bowel disease exacerbation and its infectious 
mimics. 

Case Report/Case Presentation

In May 2018, a 62-year-old male presented at the 
emergency department with a 3-day history of bloody di-
arrhea (> 10 bowel movements per day with blood in 3/4 
of bowel movements), tenesmus, urgency, and recent 
weight loss. His symptoms occurred predominantly at 

night. The patient was followed at the gastroenterology 
clinic since 2015 for UC, in remission under oral and top-
ical salicylates. His medical history was also remarkable 
for HIV infection diagnosed in 2011, currently under an-
tiretrovirals (abacavir/lamivudine + raltegravir), with un-
detectable viral load and good CD4+ T lymphocytes 
counts (632/μL); perforated CMV colitis in 2014, result-
ing in left hemicolectomy; cured hepatitis B in 2012, 
cured syphilis in 2003; chronic kidney disease, and rheu-
matic valve disease. The patient reported unprotected 
anal sex with men. The subject lived in an urban area and 
denied recent travels. 

On physical examination, the patient had no fever, was 
hemodynamically stable (blood pressure 127/60 mm Hg, 
heart rate 64 beats/min) and had only tenderness on low-
er abdominal quadrants. He had no adenopathy. Labora-
tory results revealed new-onset anemia (haemoglobin 11 
g/dL), mild hypoalbuminemia of 35 g/L (normal range 
38–51 g/L), and mild elevation of inflammation markers, 
with a C-reactive protein (CRP) of 40 mg/L (normal 
range < 3 mg/L). Abdominal radiograph was unremark-
able. Rectosigmoidoscopy displayed loss of normal vas-
cular pattern, edema, erythema, exudation, and coexis-
tence of deep and superficial ulceration localized to the 
distal rectum, with an endoscopic Mayo subscore of 3 
(Fig. 1). Biopsies showed moderate chronic active procti-
tis, with cryptitis but no crypt abscesses or granulomas. 

Fig.  1. Rectosigmoidoscopy performed upon admission. Distal 
rectum revealing loss of normal vascular pattern, edema, erythe-
ma, exudation, and superficial ulceration. 
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There was no evidence of cytopathic effects of CMV in-
fection. Immunohistochemistry for CMV was negative. 
Workup for infectious causes is resumed in Table 1.

The patient was hospitalized, and intravenous gluco-
corticoids (hydrocortisone 300 mg IV perfusion over  
24 h, with posterior switch to oral therapy) were insti-
tuted for presumed severe relapse of ulcerative proctitis. 
After 3 days of intravenous steroids, he had persistent 
bloody diarrhea (5 bowel movements per day, ≥3 occur-
ring at night). An extensive microbiologic workup was 
performed. Opposite to the IHC study, polymerase chain 
reaction (PCR) testing was positive for CMV, and the pa-

tient initiated a 14-day course of valganciclovir. More-
over, B. hominis was identified by PCR of fecal samples, 
and antimicrobial treatment with metronidazole was 
started. The patient had a significant improvement, with 
fewer stools and improvement of rectal bleeding and re-
covery of hemoglobin values. The patient underwent il-
eocolonoscopy 7 days after admission, which displayed a 

Table 1. Workup for important infectious causes of proctitis

Virus
CMV (PCR rectal mucosa) Strong positive
CMV (blood) Negative
CMV (serology) IgG positive/IgM negative
EBV (serology) IgG positive/IgM negative
HSV-1 (serology) IgG positive/IgM negative
HSV-2 (serology) IgG negative/IgM negative
VZV (serology) IgG positive/IgM negative
Adenovirus (feces) Negative
Rotavirus (feces) Negative
HAV (serology) IgM negative/IgG negative
HBV (serology) Immune
Anti-HCV Negative

Bacteria
N. gonorrhoeae (PCR) Negative
C. trachomatis (PCR) Positive – serovar L2b
Salmonella (Culture) Negative
Shigella (Culture) Negative
Yersinia (Culture) Negative
Campylobacter (PCR) Negative
C. difficile (PCR) Negative
C. difficile (toxins) Negative
Acid-alcohol fast bacilli (feces) Negative
TPPA REACTIVE

Parasites
Toxoplasma gondii (serology) IgG positive / IgM negative
Blastocystis hominis (PCR) Positive
Giardia lamblia (PCR) Negative
Entamoeba hystiolytica (PCR) Negative
Cryptosporidium spp (PCR) Negative
Diantamoeba fragilis (PCR) Negative
Cyclospora spp (PCR) Negative

C. Trachomatis, Chlamydia trachomatis; C. difficile, 
Clostridioides difficile; CMV, cytomegalovirus; EBV, Epstein-Barr 
virus; HAV, hepatitis A virus; HBV, hepatitis B virus; HCV, 
hepatitis C virus; HSV-1, herpes simplex virus 1; HSV-2, herpes 
simplex virus 2; VZV, Varicella-Zoster virus; N. gonorrhoeae, 
Neisseria gonorrhoeae.

Fig. 2. Ileocolonoscopy performed 7 days after admission. Distal 
rectum displaying loss of normal vascular pattern, circumferential 
erythema, and exudation.

Fig. 3. Anal condilomatous lesion. Biopsy revealed cytopathic le-
sions typical of human papillomavirus infection.
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slight improvement of rectal lesions (Fig. 2), with loss of 
normal vascular pattern, circumferential erythema, and 
exudation (Mayo endoscopic subscore 2). Biopsies of the 
rectal mucosa presented with moderate chronic proctitis; 
CMV immunohistochemistry was negative as was stain-
ing for Periodic Acid of Schiff-positive organisms. Fur-
thermore, PCR of rectal exudates allowed the identifica-
tion of Chlamydia trachomatis serovar L2b. Rectal lym-
phogranuloma venereum was diagnosed, and the patient 
was started on doxycycline. Anal condilomatous lesions 
were also present (Fig.  3). Biopsy revealed cytopathic 
characteristics of human papillomavirus infection, with-
out signs of dysplasia. A chronogram of the patient’s clin-
ical evolution and clinical workup is shown in Figure 4. 
Upon discharge, the patient had no symptoms, with nor-
malized stool frequency and no rectal bleeding. He con-
tinued follow-up in the outpatient clinic and remained 
with remitting disease after 24 months under oral and 
topical salicylates.

Discussion/Conclusion

UC is a chronic inflammatory disease of unknown eti-
ology. Extensive research in this field has postulated that 
UC derives from aberrant interactions between the im-
mune system and environmental factors, such as the co-
lonic microbiota, in a genetically predisposed host [6]. 
Typically, it follows a relapse-remitting course, and up to 
a quarter of patients have acute severe flares requiring 
hospitalization [7]. Infectious causes of colitis are impor-
tant mimics of a pure inflammatory flare of UC. The eval-
uation of risk factors for infection with agents of colitis 
(immunosuppression, recent travels, sexual behavior, re-
cent antibiotics) is essential [4, 7]. Venereal agents con-
stitute the most common cause of IP [3]. Testing for these 
agents is advised for patients with known risk factors [5]. 
HIV infection should also be excluded [5]. The European 
Crohn’s and Colitis Organization recommends system-
atic microbiological testing in patients with relapsed UC, 
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Rectosigmoidoscopy

• Distal rectum:
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Fig. 4. Chronogram of clinical and analytical evolution. Dates and 
duration of therapeutics are also depicted. Days of hospitalization 
are counted in relation to admission (day 0). Stool: L, liquid; S, soft; 
number of bowel movements between round brackets. Blood in 
stools: ++ significative bleeding; + residual bleeding; – no bleeding; 

CMV, cytomegalovirus; CRP, C-reactive protein; Hb, haemoglo-
bin; HCT, hydrocortisone; IHC, immunohistochemistry; IV, in-
travenous; PAS, Periodic Acid of Schiff; PCR, polymerase chain 
reaction; PDN, prednisolone; PO, per os.



Mascarenhas Saraiva/Ribeiro/MacedoGE Port J Gastroenterol 2021;28:354–359358
DOI: 10.1159/000510784

with particular focus in exclusion of C. difficile and CMV 
infections, which are known to impose more risk of com-
plications and worse prognosis [4, 7]. 

This case is paradigmatic of the importance of an ex-
tensive diagnostic workup of mimics of UC flares, par-
ticularly infectious causes. We performed a broad diag-
nostic workup aiming to include several infectious etiolo-
gies of proctitis. During the course of this investigation, 
several infectious candidates for proctitis were identified, 
specifically CMV, lymphogranuloma venereum caused 
by C. trachomatis, and eventually B. hominis. The identi-
fication of one of these agents as the sole causative agent 
of this case of proctitis is difficult and it was guided by the 
integration of pathological findings and clinical improve-
ment upon different treatments.

The extensive workup retrieved strong positive results 
for CMV PCR on rectal samples. Pathology did not show 
cytopathic effects of CMV and IHC was negative. Attend-
ing to the strong positivity of mucosal PCR, it was con-
sidered as clinically significant cause of infection [8], and 
treatment with valganciclovir was started. 

Rigorous scientific data have yet to differentiate B. 
hominis as an innocent bystander or as an infectious 
agent. Some studies have described a potential pathogen-
ic role for B. hominis. This parasite has been associated 
with diarrhea in immunocompromised patients, most 
importantly in individuals with HIV infection [9]. Nev-
ertheless, most authors warrant treatment when other 
causes for the symptoms have been excluded, particularly 
in immunocompromised subjects.

Association between this agent and IBD is not com-
pletely understood. In 1991, abundant infestation was de-
scribed as causative of relapse of UC. Treatment with 
metronidazole resulted in significant improvement of pa-
tient’s complains [10]. Also, it was found that patients 
with active disease (either persistently or intermittently) 
demonstrate higher frequencies of infestation [11, 12]. 
Nevertheless, the available data is conflicting. Nagler et al. 
[13] suggest that B. hominis is not an enteropathogen, and 
that its presence does not correlate with symptoms or 
evolution of IBD. More recently, no association was es-
tablished between the presence of the parasite and IBD 
status (remission or flare). Moreover, in that study, the 
presence of B. hominis was a predictor of milder disease 
[14].

B. hominis was detected upon broad parasitological 
workup. Taking into account the existing evidence re-
porting the role of B. hominis in exacerbation of UC, in a 
HIV patient not responding to glucocorticoid, the risk-
benefit relationship favors treatment. Although we can-

not univocally indicate the parasite as the sole infectious 
agent, we cannot exclude its role in this particular case. 
The patient had a good response to metronidazole, which 
suggests that B. hominis was at least acting in synergy with 
other infectious agents.

Lymphogranuloma venereum was also diagnosed in 
this patient. Proctitis or proctocolitis is the most com-
mon manifestation of LGV, particularly in men who 
have sex with men and HIV, and its frequency has been 
rising [2, 15, 16]. Clinical manifestations resemble that 
of ulcerative proctitis. Endoscopic appearance is that of 
UC, with rectal ulcers, erythema and mucosal friability 
[15]. Confirmation of LGV is commonly obtained 
through PCR. In this case, the infection was confirmed, 
and genotyping allowed the identification of serovar 
L2b, which is predominant across LGV proctitis [15]. 
The patient was treated with oral doxycycline for 21 
days. Resolution of rectal bleeding and normalization 
of bowel habits was registered. Treponema pallidum 
was also equated as co-infection agent, according to 
positive TPPA assay. Nevertheless, given the past his-
tory of syphilis and clinical improvement with treat-
ment for other agents, TPPA positivity was regarded as 
marker of past exposure. 

This report describes a patient with a severe relapse of 
ulcerative proctitis and the co-occurrence of multiple in-
fectious agents acting as trigger or mimics of a pure in-
flammatory relapse. The differential diagnosis is often 
difficult and must be carefully supported by integration 
of clinical, analytical, microbiologic, and histologic data. 
This work highlights the importance of remaining aware 
of possible infectious etiologies, and the value of an exten-
sive microbiological investigation, particularly in patients 
with known risk factor for IP.
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