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A 47-year-old man was admitted with four months history of pain upper central abdomen associated
with passage of 34 loose watery stools per day. Abdominal examination revealed soft abdomen with
mild tenderness in the para-umbilical region. There was associated hepatomegaly. His Hb% was low,
liver and renal functions were deranged. Upper GI endoscopy revealed antral ulcer, and colonoscopy
revealed a caecal ulcer, which were biopsied. Liver biopsy was also done. Histopathology report showed
evidence of inflammatory colitis and chronic hepatitis, so a diagnosis of inflammatory bowel disease
with autoimmune hepatitis was made. He was negative for HIV and hepatitis serology. He was given
long list of medicine including steroids but the symptoms did not improve. Two months after admission
he developed severe abdominal pain associated with distension. The X-Ray chest revealed
pneumoperitoneum and laparotomy was carried out which revealed a small perforation in terminal ileum
associated with multiple circular indurated areas ranging from few mm to 1.5 Cm in size with central
thinning spread over distal half of small gut and enlarged mesenteric lymph nodes. The biopsy of
perforated area revealed cytomegaloviral enteritis. Postoperatively patient developed ARDS and died on
13" postoperative day.
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INTRODUCTION

Cytomegalovirus (CMV) infection of the gastrointestinal
tract usually occurs in patients with acquired immune
deficiency syndrome (AIDS).! The colon and upper GI
tract are the most common sites of involvement followed
by small gut. The patients with inflammatory bowel
disease, treated with steroids are more prone to be
infected with this virus.> Small bowel involvement may
be seen as an isolated infection or in association with
colonic or upper GI involvement. These patients may be
asymptomatic or present with abdominal pain, fever,
diarrhoea, massive bleed or perforation. We present here
a case of ileal perforation resulting from CMV infection
in an HIV negative, immune compromised individual.

CASE REPORT

A 47-year-old man was admitted with 4 months history
of pain upper central abdomen, loose stools and
generalised weakness. Pain was gradual in onset,
moderate in intensity, non-radiating and non-shifting
with no aggravating and relieving factors. This was
associated with passage of 3—4 loose watery stools per
day. Patient had lost 7-8 Kg weight during the course of
illness. The examination revealed stable vital signs. He
was pale and had vitiligo on abdominal skin. Abdomen
was soft with tenderness in the central abdomen and liver
was palpable three finger breadth below right costal
margin.

Patient was extensively investigated and had
low Hb%, deranged liver functions and raised serum
urea and creatinine. His upper GI endoscopy and
colonoscopy was done which showed gastric ulcer and

caecal ulcer, and biopsies were taken. Liver biopsy was
also done. Histopathology report showed evidence of
inflammatory colitis and chronic hepatitis, so a diagnosis
of inflammatory bowel disease with autoimmune
hepatitis was made. He was negative for HIV and
hepatitis serology. Patient was given long array of
medications including steroids during the course of
admission but his pain persisted. He also developed
herpes simplex keratitis. Condition of the patient
continued to deteriorate and one day (2 months after
admission) he complained of severe abdominal pain and
abdominal distension. X-Ray chest erect showed
pneumo-peritoneum for which exploratory laparotomy
was done. The laparotomy revealed mildly dilated small
and large gut, congested small and large gut mesentery.
Multiple areas of thickening at least 17 in number
varying from few mm to 1.5 Cm, mostly circular with
central thinning were seen (Figure-1).
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Figure-1: Perforation and associated lesions

Creeping of mesenteric fat was seen at a few
places. Perforation of terminal ileum <1 mm in size, 10
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Cm from ileo-caecal junction was found with minimal
peritoneal soiling. There were enlarged mesenteric
Iymph nodes. Biopsies of the perforated area of gut and
Ilymph node were taken. Histopathology revealed
Cytomegalovirus enteritis. His blood samples for
Cytomegalovirus antibodies also confirmed presence of
Cytomegalovirus infection. Postoperatively patient went
into ARDS and was placed on ventilatory support but
could not survive and died on 13" postoperative day.

DISCUSSION

Perforation of small gut apart from trauma is usually
caused by typhoid fever or tuberculosis. The other
possibilities include carcinoma, lymphoma, Crohn’s
disease, non specific inflammation, radiation enteritis or
can result from mesenteric ischaemia.

Asymptomatic CMV infection is common in
the general population as evidenced by seropositivity in
40-100% of a randomly tested adult population.” CMV
can remain dormant in the tissues and cause
opportunistic infection when there is a decline in the
immune status of the host.* This includes HIV patients,
those receiving chemotherapy for cancer and patients on
immune-suppressing medicines following an organ
transplant. It can cause retinitis, pneumonitis, cerebral
infection and gastro intestinal disease. CMV can infect
any part of the GI tract. The sites commonly involved in
descending order of frequency are the colon,
oesophagus, stomach and small bowel. Involvement of
the small bowel may affect its entire length® or may be
localised to the terminal ileum.® The infection is spread
by saliva, urine, respiratory droplets, sexual contact, and
blood transfusions.

Prior to the availability of highly active
antiretroviral therapy (HAART), CMV gastro intestinal
disease was common in patients with AIDS; however,
the incidence of CMV GI disease has decreased
substantially since HAART became available. Symptom
presentation depends on the anatomic location of the
infection. CMV infection of the small bowel accounts for
approximately 4% of all CMV infections of the
gastrointestinal tract, the usual presentation is abdominal
pain, diarrhoea, bloody stools and weight loss.” More
severe infections can result in gastrointestinal bleeding or
perforation. Histologically CMV enteritis is characterised
by mucosal inflammation, tissue necrosis, and vascular
endothelial involvement. CMV inclusion bodies (large
cells containing eosinophilic intranuclear and frequently
basophilic intracytoplasmic inclusions) are present in
mucosal biopsies stained with haematoxylin and eosin.

Treatment of CMV gastrointestinal disease
involves induction therapy for 3-6 weeks; whether
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maintenance treatment is also needed is controversial.
The drugs used include ganciclovir and foscarnet.®
Twice-weekly monitoring of the complete blood count
during induction therapy with ganciclovir is indicated.
Patients who develop an absolute neutrophil count <500
cells/dl can be managed with colony stimulating growth
factors. Twice-weekly monitoring of serum creatinine
and electrolytes is indicated in patients who are taking
foscarnet. In  peoplewith  normal  immune
systems, symptoms usually subside without treatment. In
those with suppressed immune systems, symptoms are
more severe and outcome depends upon the severity of
the immunodeficiency and the severity of the infection.
Single perforation can be treated by excision and simple
closure." Resection and anastomosis should be carried
out for multiple perforations/ulcers located in a small
segment of gut'', followed by antiviral drugs on
confirmation.
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