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[Abstract] Objective

reperfusion injury. Methods

To investigate the protective effect and mechanism of vinpocetine in renal ischemia-
Forty-eight healthy male mice were randomly divided into the sham operation group,is-
chemia-reperfusion (IR) group,low dose and high dose(10 mg/kg and 20 mg/kg) vinpocetine pretreatment groups.
The renal ischemia-reperfusion injury models were established by clamping bilateral renal pedicle for 45 min. The re-
nal morphology changes were observed by the HE staining. The Scr, BUN, TNF-¢,IL-18 and IL-6 levels at 24 h after
reperfusion were detected. The superoxide dismutase (SOD) activity and malondialdehyde (MDA) contentrations
were determined. Results Compared with the sham operation group, the pathological changes in the IR group were
tubular dilatation,loss of brush border and casts in lumen. The levels of Scr, BUN, TNF-q,IL-18 and IL-6 in the IR
group were significantly increased(P<C0. 05). The SOD activity of kidney tissue was significantly decreased and the
MDA contentration was increased, the differences were statistical significant(P<C0. 05) ; compared with the IR group,
vinpocetinel 0 mg/kg and 20 mg/kg could improve the pathological injury of renal tissue in a dose-dependent manner,
the levels of Ser, BUN, TNF-«,I1L-183,1L-6 and MDA were decreased and the SOD activity was increased, the differ-
ences were statistically significant(P<C0. 05). Conclusion Vinpocetine can ameliorate the renal ischemia-reperfusion
injury in mice by inhibiting inflammation and oxidative stress.
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