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Section 2
Executive Summary of the Project

Background

There is evidence for potential roles for gut flora and the host immune response in the
pathophysiology of IBS, and especially, for low grade colonic mucosal inflammation in
the pathophysiology of post-infectious IBS.

Objectives
To determine whether mucosal inflammatory cytokines; IL1, TNF alpha,IL10 play a role

in the pathogenesis of IBS

To investigate for evidence of sub-clinical intestinal mucosal inflammation in diarrhea-
predominant IBS (IBS-D) in a tropical setting.

Methodology

In a prospective study we investigated 49 patients with IBS-D based on Rome I11 criteria.
All patients had normal ESR, CRP, TSH and stools reports. 14 individuals with a family
history of colon cancer were selected as controls. Stools of patients and controls were
tested for calprotectin. During colonoscopy, serial biopsies were obtained from the ileum,
caecum, ascending, transverse and descending colon, and rectum. In addition to histology,
tissue expression of IL-8 and IL-10 were assessed in biopsy specimens using semi-
quantitative RT-PCR.

Major findings
e Colono-ileoscopy was macroscopically normal and faecal calprotectin was
undetectable in cases and controls. -
e Tissue expression of IL-8 was significantly higher and IL-10 significantly lower in
cases compared to controls. There was a significant inverse correlation between
[L-8 and IL-10 expression. '



