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Effect of Shunaoxin Dripping Pills on cell-apoptosis and stress balance in acute
late-stage of cerebral ischemia injury in rats

ZHANG Rui, HAO Chunhua, SUN Shuangyong, CHEN Furong, ZHAO Zhuanyou, WANG Weiting, TANG Lida
Tianjin Medicine Research Institute of New Drug Evaluation CO., LTD, Tianjin 300310, China

Abstract: Objective With apoptosis and stress balance injury as the entry point, to study the therapeutic effect of Shunaoxin
Dropping Pill (SNX)on acute late stage of cerebral ischemic injury in rats. Methods The middle cerebral artery injury model was
established by the electrocoagulation to prepare acute late-stage model of stroke in rats. Rats were equally divided into five groups (i.
e model group, three SNX groups with 13, 26, and 52 mg/kg, positive control groups with NaoXinTong Capsule with 10 rats in each
group. In addition, 10 rats without electrocoagulation were arranged as Sham group. The drug was administered on the 2nd day after
cerebral ischemia, Each group was treated with corresponding drugs once daily for 2d. Serum NO and ET were measured by
chemical method and enzyme linked immunosorbent assays. The oxidative stress cytokines involving serum SOD, MDA were
measured by chemical methods. Cell apoptosis rates was determined by TUNEL staining, and the expression of apoptosis-related
protein Bcl-2/Bax and the expression of Caspase-3 were observed by immunohistochemistry. Results Compared with model group,
the cell apoptosis rates and the the expression of apoptosis-related protein Bax/Bcl-2 and Caspase-3 were decreased in different
degree treated with SNX. The oxidation/anti-oxidation balance can be adjusted by SNX administration, serum SOD/MDA and NO/
ET were increased than the model group (P < 0.05.0.01). Conclusion SNX showed therapeutic benefits on rats in acute late-stage
of cerebral ischemia injury. The potential mechanism of may be related to balance status of oxidation and anti-oxidation, Vasoactive
substance, Bax/Bcl-2 ratio, and alleviating the expression Caspase-3, ultimately inhibit cell apoptosis.
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Table 1 Scoring standard of neurological damage in rats
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Fig.1 Effect of SNX on TUNEL staining cells in acute stage of stroke in rats
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Fig. 2 Effect of SNX on cell apoptosis and Caspase-3 protein in acute stage of stroke in rats
% R,
\ 4 '
BFR iR SNX 13 mgkg ' SNX 26 mgkg ' SNX 52 mgkg ' 3710 388

B3 SNXItZFEA S EEHMERET EH Caspase-3 RiZBI R0

Fig.3 Effect of SNX on expression of apoptosis protein Caspase-3 in acute stage of stroke in rats
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