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Effects of Quercetin on Neuronal Apoptosis and Bcl-2 and Bax Protein Expressions in Rats after

Intracerebral Hemorrhage
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(Abstract] Objective To investigate the possible neuroprotective mechanism of quercetin by observing the intervention
effect of quercetin and the dynamic change of expressions of Bc2 and Bax and neural cell apoptosis in rats with intracerebral hemorrhage.
Methods The models of intracerebral hemorrhage were prepared by autologous blood injection in male healthy SD rats and
randomly divided into 4 groups, including a sham operation group, an intracerebral hemorrhage model group, a quercetin
low —dose group, and a quercetin high —dose group, with 30 rats in each group. The quercetin low —dose group and the
quercetin high—dose group were given quercetin 10 mg/(kg-d) and 50 mg/(kg-d) intraperitoneal injection, respectively. The
sham operation group and the intracerebral hemorrhage model group were given the same volume of normal saline once a day
for 7 consecutive days. Forelimb placing test score was designed to assess the nerve functional at 6 h, 1 d, 2 d, 3 d and
7 d respectively. The apoptosis index of peripheral tissues was analyzed by TUNEL staining, and the expressions of Bel-2

and Bax were detected by the method of Western blot. Results Compared with the model group, the quercetin low—dose group
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and the quercetin high —dose group, respectively in 3 d, 7 d and 2 d, 3 d, 7 d after intracerebral hemorrhage had

significantly increased the forelimbs placement test scores and the Bel-2 protein expressions (P<001); compared with the model group,

the quercetin low—dose group and the quercetin high—dose group respectively in 3 d, 7 d and 1 d, 2 d, 3 d, 7 d, had

significantly decreased apoptosis rate of nerve cells and the Bax proteins expressions (P<0.01). Conclusion Quercetin can relieve

the neurologic impairment after cerebral hemorrhage, and its mechanism may be related to the up-regulation of Bel-2 protein

expressions and down-regulation of Bax protein expressions, thus reducing the apoptosis of nerve cells.
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