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Abstract: Objective To study the effect of astragalus polysaccharide on neuronal apoptosis factor and hydrocephalus in rats with
subarachnoid hemorrhage and explore the possible mechanism of astragalus polysaccharide. Methods Male SD rats were randomly
divided into sham operation group, model group and astragalus polysaccharide group. After the SAH model was established by
intracranial vascular puncture, the astragalus polysaccharide group was intraperitoneally injected with astragalus polysaccharide (40
mg/kg, once a day). The model group was given the same volume of saline as the sham-operated group. After 24 hours, the
neurological function was scored. The positive cells of NF-kB, Bcl 2, Caspase 3 and AQP4 in the hippocampus of each group were
detected by immunohistochemistry and Western blotting. The ventricles of rats in each group were scanned by magnetic resonance
technology, and the changes of ventricular size index were counted. Results The results of immunohistochemistry and Western blot
showed that the expression of Bcl 2, caspase 3 and NF-kB in the hippocampus of ASP group and model group were significantly
higher than those of sham operation group (P < 0.01), but the effect of up-regulating the expression of Bcl 2 and down-regulating the
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expression of caspase 3 and NF-«B in model group was weaker than that of ASP group (P < 0.01). Compared with the sham

operation group, the expression of AQP4 in hippocampus and ventricular index in Astragalus polysaccharide group and model group

were significantly increased (P < 0.01). The expression of AQP4 in hippocampus of astragalus polysaccharide group was not

statistically significant, but the ventricular index in astragalus polysaccharide group was lower than that in model group (P < 0.01).

Conclusion Astragalus polysaccharide can inhibit neuronal apoptosis in the hippocampus of SAH rats by regulating the expression

of NF-«B, Bcl 2 and caspase 3, and alleviate hydrocephalus caused by SAH. It may not play a major role in the early stage by

regulating the expression of AQP4.
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Table 1 Effect of APS on neurological function score in
rats (v£s, n=6)
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