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Effects of Puerarin on the Expression of P-STAT3 and P53 in Hippocampus Tissue of Cerebral
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[Abstract] Objective To observe the effect of puerarin on the expression of phosphorylated transcription activator pro-
tein three (STAT3) and apoptosis factor P53 in the hippocampus tissue of cerebral ischemia reperfusion injury rats and to in-
vestigate its mechanism. Methods The middle cerebral artery occlusion (MCAO) model of left cerebra in rats were prepared
by using suture method. The rats were given puerarin to intervene at 6 h, 24 h, 72 h for reperfusion after ischemia for 2 h.
The neurologic impairment score was evaluated by Longa scoring, apoptotic cells number was detected by TUNEL method, and
the expression of STAT3 (P-STAT3) and apoptosis factor P53 in hippocampal tissue was detected by immunohistochem-
istry method. Results Compared with the sham-operation group, neurological impairment in puerarin group and cerebral is-
chemia—reperfusion group was more serious, the apoptosis numbers of hippocampus nerve cells and the expression levels of P-
STAT3 and P53 increased significantly, the differences were statistically significant (P<0.05). Compared with cerebral ischemia—

reperfusion group, the neurological impairment score, the apoptosis number of hippocampus nerve cells and the expression lev-
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els of P-STAT3 and P53 decreased, the differences were statistically significant (P<0.05). Conclusion STAT3 was activated

abnormally after cerebral ischemic reperfusion injury, showing a significant increase in phosphorylation level. Puerarin could

improve brain tissue damage, reduce the expression level of P53 and P-STAT3, and play a protective role in anti—apoptosis.
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BFEARA 0.00+£0.00 0.00+0.00 0.00+£0.00
Bl FETELL 2.17£0.75% 2.50+0.55% 2.33+0.52%
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TS5 TFARY R, AAP<0.01 ;5 Bl FEE 13 40 i, #+P<0.01

R4 J3AXRERERESHERAPS3 B AOD EEEEK

4151 6 h(8 h) 24 h(26 h) 72 h(74 h)

RFAA 0048 30021 4  0.191 7+0074 1 0.140 0+0.030 3

B FREEAL 0.160 00023 744 0433 3x0058 244 0338 3x0037 144

BHR 0093 3+0.031 4** 0273 3+0.043 7** 0.175 0£0.032 7**
F 28.36 25.21 59.92
P 0.000 0.000 0.000
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