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The study on the protective effect and mechanism of ginkgo extract to the kidney injury of rats with SAP
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Abstract : Objective

with SAP. Methods

To study the protective effect and the possible mechanism of ginkgo extract on the kidney injury of rats
90 female Sprague-Dawley rats were randomly divided into sham operation group(N group) ,severe acute pan-
creatitis group(P group) ,extractive of ginkgo treatment group(S group) , respectively. 5% sodium taurocholate was retrogradely in-
jected into the pancreatic duct of rats in P and S groups to induce SAP. Rats of every group were respectively and humanely killed at
12 h,24 h.48 h to compare the kidney injury in every group for general morphology and light microscopy. Blood was obtained for
BUN, Cr. TNF-gand 11.-6 level detecting by ELISA, TLR4 and NF-«B in the kidney tissues were semi-quantified detected by immu-
nohistochemical method. All the results were analysed by Anova with SPSS16. 0. Results The injury of kidney tissues in P group
was obvious, pathological scores were higher than those in N group. So were the concentrations of BUN,Cr, TNF-qand 11.-6 and the
expressions of TLR4 and NF-kB in the kidney tissues. All the results in S group were lower than those in P group. Conclusion The
extraction of ginkgo has satisfactory therapeutic effect on kidney injury of rats with SAP depending on the activation inhibition of
TLR4 and NF-«B.
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B BT BEE BRI AE RS ED s FEHRM (WA Sig-
ma A ) 5 e SR PE A - (tumor necrosis factor a, TNF-o) Fll
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P #H(P<C0.05), W3 2.
2.3 IfiE TNF-o f1L-6 (4240 @B S K R E TNF-o Al
TIL-6 [ 25 sF (8] (19 % < T 3% 7 7 55 . P 4145 i [8] g TNF-o Al
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NF-wcB {5 5 5 5 30 5, 900 RE A BT 10 7 A 2 S B IF 90 19 T A
Z—s

SCE P ARA TR R IT IR W S Al P ALM b REUE
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