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[ Abstract |

in colonic or ileo-colonic Crohn disease (CD) and CD-related surgery patients. Methods

Objective To investigate the diagnostic efficacy of fecal calprotectin(FC) on assessing endoscopic disease activity
Totally 56 colonic or ileo-colonic CD pa-
tients, 25 CD-related surgery patients and 25 irritable bowel syndrome (IBS) patients with previously confirmed diagnosis of CD and
IBS were enrolled into this study. Fecal samples were collected from 1 to 3 day before bowel preparation and FC was measured by
ELISA. Endoscopic activity was determined for colonic or ileo-colonic CD with Simple Endoscopic Score for Crohn's Disease (SES-
CD) and CD-related surgery patients with the Rutgeerts’ score. Results Among colonic or ileo-colonic CD patients, the levels of FC
in endoscopic active patients had significantly higher than that of endoscopic remission patients and IBS patients(P<C0. 01) , there
was significant correlation between levels of FC and the SES-CD (»=0. 802, P<C0. 01). FC threshold of 250 ng/g was tested to in-
dicated active endoscopic disease with 97. 1% sensitivity and 71. 4% specificity. Among CD-related surgery patients, FC level in IBS
patients were significantly lower than that of endoscopic remission patients and endoscopic active patients, but the FC in endoscopic
remission patients and endoscopic active patients had no statistic difference(P>>0. 05) , FC cutoff level of 250 png/g gave a sensitivity
and specificity of 50, 0% ,66. 7% ,respectively. Conclusion FC is a surrogate marker for the evaluation of colonic or ileo-colonic CD
endoscopic disease activity. The FC,however,can not distinct remission period and active period after CD surgery.
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