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Protective effect and mechanism of Melilotus officinalis extracts on acute cerebral ischemia based on oxidative
stress and inflammatory mediator responses Lin Xiaowei , Deng Mingyao, Sun Mian, et al. Department of
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[Abstract] Objective To evaluate the protective effect and mechanism of Melilotus officinalis extracts
on acute cerebral ischemia based on oxidative stress and inflammatory mediator responses. Methods Fifty male
Wistar rats were randomly divided into sham group, model group, and low-dose, medium-dose, high-dose Me-
lilotus officinalis groups, with 10 rats in each group. Acute cerebral ischemia models were established by modi-
fied Longa method. Rats in the low-dose, medium-dose, high-dose groups were treated with 100 mg/kg, 250

mg/kg, or 500 mg/kg Melilotus officinalis extracts respectively. Rats in sham operation group and model
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group were treated with the same dose of normal saline. The cerebral infarction volume was measured by TTC
method and neurological deficit score was estimated by Longa scoring method. 6-Keto-PGF1a and TXB2 con-
centrations in plasma were estimated by radioimmunoassay. TNF-q and IL.-10 concentrations in plasma were
estimated by ELISA. The activity of SOD and GSH-Px were estimated by spectrophotometer. The apoptosis
of ischemic neurons in cerebral infarction tissues was detected by TUNEL. The expression of Bel-2 and Bax
was detected by Western blot. Results Compared with the model group, the infarct volume, neurological defi-
cit score, TXB2 concentration in plasma, the level of TNF-q«, apoptosis rate and Bax expression were signifi-
cantly decreased in low-dose, medium-dose, high-dose Melilotus officinalis treatment groups (P<Z0.05) in a
dose-dependent manner. However, 6-Keto-PGF1q concentration in plasma, the levels of 11.-10, SOD, GSH-
PXand Bcl-2 were significantly increased (P<Z0. 05) in Melilotus officinalis groups in a dose-dependent way.
Conclusion Melilotus officinalis ameliorates apoptosis of brain tissues in cerebral ischemic rats by decreasing

cerebral thrombosis, oxidative stress, and inflammatory mediator responses. Melilotus officinalis has a protec-

tive effect on ischemic brain tissue in a dose-dependent manner.
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