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Abstract

AIM: To determine the expression levels
of soluble CD40L in sera of patients with
inflammatory bowel disease (IBD), and to study
its clinical significance to the pathogenesis.

METHODS: Sera were collected from 12 patients
with crohn’s disease (CD), 42 patients with ul-
cerative colitis (UC) and 34 healthy controls.
sCD40L was analyzed by ELISA. These patients
were treated routinely and sCD40L was detected
after clinical remission.

RESULTS: Levels of sCD40L were significantly
increased in sera of patients with CD and UC
compared with healthy controls (2456.5 + 264.3
ng/L, 2105.4 + 238.1 ng/L vs 564.8 + 188.6 ng/L,
both P < 0.005). Moreover, sCD40L was found to
be markedly decreased in sera from IBD patients
after effective treatment (P < 0.005). Further
analysis demonstrated that no relationship was
present between sCD40L and other biochemical
parameters such as CRP and liver and kidney
function tests.

CONCLUSION: sCD40L is significantly increased
in sera from patients with IBD, suggesting that
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sCD40L is involved in the development of dis-
ease. Therefore, it can be used to evaluate early
diagnosis and predict efficacy and prognosis.
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