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Effect of rosiglitazone on renal tubular epithelial cells apoptosis in rats with hyperlipidemic pancreatitis”
WANG Rui' ,YAN Zhaopeng®,J1 Kaigiang' WU Xingmao',ZANG Bin'®
(1. Department of Critical Care Medicine ;2. Department o f General Surgery ,
Shengjing Hospital ;China Medical University ,Shenyang sLiaoning 110004 ,China)

[Abstract] Objective To establish the kidney injury animal model of hyperlipidemic pancreatitis(HP) ,
and to investigate the effect of rosiglitazone on kidney tubular epithelial cells apoptosis and apoptosis-related
proteins. Methods The rat animal model with hyperlipidemia (dominated by blood triacylglycerol) was estab-
lished by 4-week high lipid diet. The rat HP model was established by retrograde cholangiopancreatic injection
of 5% sodium taurocholate. Thirty-six rats were divided into the normal diet control group (Normal) ,normal
diet+retrograde cholangiopancreatic injection of 5% sodium taurocholate group (AP), high fat diet group
(HFD),HP group,normal diet+rosiglitazon (N+RSG) and HP+ rosiglitazon group (HP+ RSG). The ser-
um amylase, blood lipid,renal function,renal pathologic PAS staining and electronic microscopic changes were
examined. The rat kidney tissues apoptosis situation was detected by the TUNEL staining. The expression
levels of Bax,Bcl-2 and cleaved-caspase-3 were measured by Western blot. Results Compared with the Nor-
mal group,serum Scr level in the AP and HP group was significantly increased (P <0. 05) ;compared with the
HP group,serum Scr level in the HP + RSG group was significantly decreased (P<Z0. 05). The PAS staining
results showed that compared with the Normal group,the tubular injury index in the AP, HFD and HP groups
was increased significantly (P<C0. 05) ;compared with the HP group,which in the HP+RSG group was de-
creased (P<C0.05). The TUNEL staining results showed that the renal cells apoptosis in the HP group was
significantly increased (P <C0. 05).,compared with the HP group.,the apoptosis cells in the HP + RSG were
significantly reduced,and the apoptosis rate was significantly decreased (P<C0. 01). Compared with the Normal
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group,the Bax and cleaved-caspase-3 protein levels in the AP, HFD and HP groups were significantly in-

creased,while the Bcel-2 protein level was significantly decreased (P <Z0. 01);after rosiglitazone intervention,

compared with the HP group,the Bax and cleaved-caspase-3 protein expression levels in the HP+RSG group

were decreased (P <C0. 01),while the Bcl-2 protein expression was significantly up-regulated (P<C0.01). Con-

clusion Rosiglitazone may reduce kidney tubular injury by decresing renal cells apotosis in HP rats.
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