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Experimental Research of Naotaifang on Expression of VEGF and Angiopoietins in

Rats after Cerebral Ischemia
SONG Zhenyan, ZHOU Yu, WANG Shanshan, GONG Shengqiang, LIU Xiaodan, LI Ping, WANG Guozuo*
(Key Laboraiory of Hunan Province for Integrated Chinese and Western Medicine on Prevention and
Treatment of Cardio—Cerebral Diseases,Changsha,Hunan 410208, China)

[Abstract]) Objective To investigate Naotaifang on expression of VEGF and angiopoietins in rats after cerebral ischemia,
and its roles in angiogenesis. Methods 40 male SD rats were randomly divided into the control group (A), sham -
operation group (B),MCAO model group (C),Naotaifang (NTF) group (D). The score of neurological deficiency and volume of
cerebral infarction were observed. The protein expression of VEGF, Ang -1 and Ang -2 in cerebral tissues of rats
were detected by RT-PCR and Western blot. Results The score of neurological evaluation and TCC staining showed that the
cerebral ischemia situation of NTF group have relieved. The expression of TVEGF and Ang-2 were markedly increased, the
NTF group is significantly higher than the MCAO group (P<0.05). The expression of Ang-1 in rats after cerebral ischemia
was markedly reduced, the NTE group is significantly lower than the model group (P<0.05). Conclusion The coordinating
role of VEGF, Ang -1 and Ang -2 expression stimulate angiogenesis after cerebral ischemia. Naotaifang can promote
angiogenesis in rats after cerebral ischemia-reperfusion injury.

[Keywords) Naotaifang;vascular endothelial growth factors; angiopoietins; cerebral ischemia; astragalus; Ligusticum wal-

lichii; earthworm
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