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Astragalus Polysaccharide Alleviates Early Brain Injury and Protecting Nerve Following Experimental Subarachnoid
Hemorrhage in Rats

Song Xiaozhengl, Wu Xueyingl, Li Chengjie2  (1.Department of Neurology, Chengdu 363 hospital, 610041,
China; 2.Radiological department, Chengdu 363 Hospital, 610041, China)

Abstract: Objective To study the effect of APS on EBI and neuronal apoptosis induced by experimental SAH in rats,
and analyze the potential mechanisms. Methods Rats (n=100) were randomly divided into the following groups: Sham
group (n =25), SAH group (n = 25), Vehicle group (n =25), and APS group (n =25) . APS (10 mg-kg-1,
3 mL) or an equal volume of vehicle was administered at 1 h and 6 h after SAH, all the rats were subsequently
sacrificed at 24h after SAH. Mortality, neurological scores, and brain edema were assessed, biochemical tests and
histological studies were also performed at that point. Results Mortality survey showed that the mice in the Sham group
did not die, and the mortality rates in the SAH group, Vehicle group and APS group were 20.0% (5/25), 16.0%
(4/25) and 20.0% (5/25) . There was no significant difference in SAH grade hetween SAH group, Vehicle group and
APS group (P> 0.05) . After APS treatment, the neurological function and brain water content of APS group were
significantly better than those of Vehicle group and SAH group (P<0.05) . Immunohistochemistry and Western blot
analysis showed that post—SAH treatment with APS could cause a significant increase of phosphorylated Akt and Bad
levels (P<0.05) , along with a significant decrease of cleaved caspase-3 levels in the cortex after SAH (P<0.05)
Conclusion APS could attenuate EBI after SAH and protect neuronal cells by anti apoptotic effect, potentially, in part,
through modulating the PI3K/Akt pathway.
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