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Protective effects of angelica polysaccharide on hippocampal neuron of rats with
cerebral ischemia-reperfusion injury

LIN Guo-fang
Ninghai County Ocean Center Public Health Center, Ningbo 315602, China

Abstract: Objective To investigate the protection of angelica polysaccharide (APS) on hippocampal neuron in rats with cerebral
ischemia-reperfusion (I/R) injury. Methods The model of cerebral I/R injury was established by suture method in rats. A total of 50
rats were randomly divided into five groups: Sham-operation, cerebral I/R injury, high-dose APS (200 mg/kg), mid-dose APS (100
mg/kg), and low-dose APS (50 mg/kg) groups. APS was ig administrated 3 d before operation. At 24 h after reperfusion, learning and
memory function was detected by step down test, the apoptosis of hippocampal neuron was observed by terminal deoxylnucleotidyl
transferase-mediated dUTP-biotin nick end labeling (TUNEL), and the expression of cleaved caspase-3, bcl-2, and bax in the
hippocampus of rats was measured by enzyme-linked immunosorbent assay (ELISA). Results Compared with those in the
Sham-operation group, the learning and memory function was notably impaired in the I/R injury group, the number of errors increased.
The apoptosis of hippocampal neuron increased and the expression of cleaved caspase-3, bcl-2, and bax in the hippocampus
remarkably increased in the I/R injury group. The APS could significantly improve the learning and memory function of rats with the
cerebral I/R injury and remarkably delay the decrease of the number of errors and the decrease of the apoptosis rate in the hippocampus
of rats with the cerebral I/R injury. And the APS could also cause a significant down-regulation of cleaved caspase-3 and bax
expression, while up-regulation of bcl-2 expression in hippocampus of rats with the cerebral I/R injury. Conclusion APS has a
neuroprotection on rats with the cerebral I/R injury. The neuroprotective mechanism of APS may involve in the inhibition of the
neuronal apoptosis.
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U FEA(mg-kg ™) VNS R
BFA — 238.3+ 96.7 1.0+1.4
| — 112.4+120.5" 324207
APS 200 218.0+ 831" 12415

100 211.9+ 8267 12413
50 2047+ 865"  16+1.47*

TR 'P<005 TP<0.01; LB *P<0.05
#p<0.01, T

‘P <005 “P < 0.01vs Sham group; P < 0.05 *P < 0.01 vs
model group, same as below
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Fig. 1 Apoptosis of hippocampal neuron of rats in each group
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Table 3 Effect of APS on levels of cleaved caspase-3, bcl-2, and bax in hippocamus of rats with I/R injury (x+s,n=5)

45 FHE/(mg-kg ™) cleaved caspase-3/(ug-L ™) bel-2/(ug-L ™Y bax/(ng-L %)
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