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Screening of proteins interacting with Intelectind in Crohn

disease by co-immunoprecipitation and MALDL-TOF/TOF-MS

Gu Wen Zhou Zheng Wu Wenyong et al
( Dept of General Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstrsct  Objective To screen the proteins interacted with Intelectind in Crohn disease via comparing Crohn dis—
ease and normal tissues and investigate the function of Intelectind in the development of Crohn disease. Methods
The proteins interacting with Intelectind were screened by co-immunoprecipitation and identified by MALDL-TOF/
TOF-MS and finally confirmed by immunoprecipitation and Western blot analysis. Results Data of Western blot
showed that Intelectind was overexpressed in Crohn disease tissues compared with normal tissues. In addition four
novel proteins ( ATPase HSP90 TRAF3 and ZNF) interacted with Intelectind were successfully verified by
MALDL-TOF/TOF-MS. Conclusion Intelectind involves in the development of Crohn disease via interacting with
TRAF3 ATPase HSP90 and ZNF.
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miR—21 mediates intestinal epithelial cell apoptosis and maintains intestinal

homeostasis in the onset of ulcerative colitis associated carcinogenesis
Zhou Haixin' Fang Jiansong” Zhang Tao’ et al
(' Dept of Gastroenterology ~Traditional Chinese Medicine Hospital of Hainan Province Haikou 570203;
*Dept of Gastroenterology Rui Kang Hospital Guang Xi University of Traditional Chinese Medicine Nanning 530011)

Abstract Objective To investigate the pathogenesis of ulcerative colitis associated carcinogenesis ( UCAC) by
observing the expression of miR21 caspase-8 P-defensin and intestinal epithelial cell ( IEC) apoptosis. Methods
Forty male clean grade BALB/c¢ rats were randomly divided into normal group and model group by wight. UCAC
model was made by intraperitoneal injection with dimethylhydrazine ( DMH) and free drinking dextran sulfacte sodi—
um ( DSS) . After thirty weeks all rats were killed. The colon morphological changes were assayed by light micro—
scope. The ultra microstructure and eithelial cell apoptosis were detected by electron microscope. The expression of
miR21 caspase-8 and B-defensin were detected by Real-time PCR and Western blot. Results Under light micro—
scope the major pathological changes of colon mucosa in model group were as follows: different level defect of co—
lonic mucosa surface exudation necrosis atypical cells and invasive cancer changes. Electron microscope results
reveal that intestinal mucosal epithelial cell layer of microvilli on the surface of different lengths and cell junction
gap widened in model group. Meanwhile there were a lot of epithelial cells apoptosis and autophagy mitochondrial
swelling cristae disappeared structure in model group. Compared with normal group the expression of miR21
caspase-8 and B-defensin increased significantly in model group( P <0. 05) . Conclusion The occurrence and de—
velopment of UCAC may be due to persistent inflammation in colon which led to high-expression of miR21
caspase-8 and B-defensin and destruction of the intestinal immune balance aggravation of IEC apoptosis / autoph—
agy. These changes may be related to cause a vicious spiral further damage to intestinal homeostasis epithelial
dysplasia even carcinogenesis.
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nogenesis



