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Effect of baicalin on expression of Xinked inhibitor of apoptosis protein in hippocampus of

mice after kainic acid-induced status epilepticus

LIAO Zheng-Jian LIANG Ri-Sheng SHI Song-Sheng WANG Chun-Hua YANG Wei-~Zhong. Union Clinical College Fujian Medical
University Fuzhou 350001 China

Abstract: Objective To investigate the effect of baicalin on the expression of X-inked inhibitor of apoptosis protein ( XIAP) in the
hippocampus of mice after kainic acid-induced status epilepticus ( SE) . Methods Ninety male ICR mice were randomly and equally
divided into three groups: control SE and baicalin treatment groups. A mouse model of SE was established by injection of 0.1 g/
5 pl kainic acid into the lateral ventricle. HE staining was used to observe the pathological changes in hippocampal CAl and CA3 re—
gions after SE; the expression of XIAP was measured by immunohistochemistry and Western blot. Results  Baicalin significantly re—
duced the pathological changes in the hippocampus of mice after SE. In the SE group the expression of XIAP in hippocampal CA1 and
CA3 regions increased gradually since 6 hrs after SE reached the peak level at 12 hrs and decreased at 24 hrs; the expression of XI-
AP was significantly higher in the SE group than in the control group at the three time points ( P <0.01) ; compared with the SE group
the baicalin treatment group had significantly higher expression of XIAP in hippocampal CAl and CA3 regions at 6 12 and 24 hrs
(P <0.05) . Conclusions Baicalin has a protective effect on the hippocampal neurons in mice after SE  which might be associated
with the up—regulated expression of XIAP.
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