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ing 12 mice as normal control group from 34 male mice of clean grade the rest 22 mice for highHfat diet( HFD)
group. Feeding the 22 mice with HFD for 12 weeks then 11 mice were randomly selected from the HFD group to
be used as high-fat-diet + liraglutide group( liraglutide group) while the remaining 11 mice were used as the HFD
control group. Mice in the two groups were injected with liraglutide and normal saline respectively. At the end of
12th week serological urinalysis indexes and kidney tissue were collected. ELISA was performed to determine se—
rum TNF-o levels. The expression levels of TNF-a and ¢-Jun N-terminal kinase( JNK) signal regulating kinase
( ERK) protein in the mitogenactivated protein kinases( MAPK) pathway were detected by Western blot. The mor—
phology and the structure of glomerular podocytes were observed using electron microscopy. Results (1) The body
weight wet weight of right kidney 24 hour urine albumin excretion and blood lipids in HFD control group were ob—
viously increased( P <0. 05 vs control) and glomerular podecyte nuclear chromatin aggregated nuclear membrane
gap broadened mitochondrial appeared vacuolar degeneration foot process fused and structure became unclear in
HFD control group. (2) The above indicators of liraglutide group were obviously reduced( P <0. 05 vs HFD control)
and podecyte lesions of liraglutide group significantly palliated. (3) The serum TNF-o level and the expression of
TNF-e JNK and ERK in kidney tissues were obviously raised in HFD control group( P <0. 05 vs control) . These
indicators in liraglutide group were significantly lower compared to those in HFD control group( P <0. 05) . Conclu—
tion Liraglutide can reduce urinary albumin excretion and improve the degree of podocyte morphological and
structural damage in ORG mice induced by high-fatHood the mechanisms may be partly related to its inhibition of
TNF-o mediated JNK and ERK pathways.
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Huang Junxiang' Hu Yongmei® Shi Hai’ et al
( 'Dept of Gastroenterology North Area of Suzhou Municipal Hospital Suzhou 215008;°Dept of Research
*Dept of Gastroenterology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract  Objective To study the effect of cyclosporine A( CsA) on apoptosis of human gastric adenocarcinoma
MGC80-3 cells and the protein expression of cytochrome C and further explore the relationship between them.

Methods Annexin VFITC/PI double staining was employed to detect cell apoptosis rate by flow cytometry ( FCM)

after different concentration of CsA treating with MGC80-3 cells for 48 h and utilizing transmission electron micro—
scope to observe the morphological changes and mitochondrial damage; Western blot was applied to examine protein
expression of cytochrome C. Results FCM analysis showed that cell apoptosis rate was increased with the concen—
tration of CsA in a dose-dependent manner from the range of 0 ~20 pmol/L and had significant difference compared
with the control group ( F =18.64 P <0.05 P <0.01). Under electron microscope typical apoptotic changes
such as nuclear chromatin condensation and mitochondrial damage were observed in the cells compared with the
control group. Western blot also showed that the expression of cytochrome C protein was up—regulated in a dose-de—
pendent manner ( P <0.05 P <0.01). Conclusion CsA may induce the apoptosis in MGC803 cells and its
mechanism of apoptosis may be related to up—regulation of cytochrome C protein expression and mitochondrial dam—
age in cells.
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