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Fig3 Expressions of Bax, cleaved caspase-9, cleaved caspase-3, and Bcl-2 in brain tissue of rats

in each group by Western blotting
Sham: Sham group; MOD: pMCAO model group; GT1: pMCAO-+GKAB 12.5 mg/kg group; GT2: pMCAO+GKAB 25 mg/kg group;
GT3: pMCAO+GKAB 50 mg/kg group. pMCAO: Permanent middle cerebral occlusion; GKAB: Ginkgolide A and ginkgolide B.
“P<0.01 vs sham group; ““P<<0.01 vs MOD group; **P<<0.01 vs GT1 group; *  P<<0.01 vs GT2 group. n=9, x*s
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Fig4 Expression of mitochondrial and cytosolic Cyt C in brain neurons of rats in each group by Western blotting
Sham: Sham group; MOD: pMCAO model group; GT1: pMCAO+GKAB 12.5 mg/kg group; GT2: pMCAO+GKAB 25 mg/kg
group; GT3: pMCAO+GKAB 50 mg/kg group. Cyt C: Cytochrome C; pMCAOQO: Permanent middle cerebral occlusion; GKAB:
Ginkgolide A and ginkgolide B. “P<<0.01 vs sham group; “P<<0.05, ““P<C0.01 vs MOD group; “*P<C0.01 vs GT1 group;

YYP<0.01 vs GT2 group. n=9,X+s
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