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Neural Protective Effects of Buyang Huanwu Decoction Combined with Edaravone on Mice of Acute
Cerebral Ischemia-reperfusion Injury

ZHONG Fangfang, WU Chenglong, SUN Xinfang, ZHANG Yanxin(Shaoxing People’s Hospital, Shaoxing 312000,
China)

ABSTRACT: OBJECTIVE To explore the protective effects of Buyang Huanwu decoction(BYHWD) combined with
edaravone(ED) on cerebral ischemia-reperfusion injury in mice. METHODS The middle cerebral artery occlusion/reperfusion
model was established by the improved intraluminal filament technique in mice. The mice were randomly divided into sham
operation group, model group, BYHWD group, ED group, BYHWD+ED group. The differences of neurologic impairment score
were observe on 1st, 3rd and 7th day. The cerebral infarction volume was observed and the cellular apoptosis were compared by
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TUNEL method on the 7th day. RESULTS Compared with sham operation group, neurological deficit score, cerebral
infarction volume and the cellular apoptosis increased significantly in model group(P<0.01). Compared with model group, the
neurologic impairment score, cerebral infarction volume and the cellular apoptosis decreased significantly in each treated
group(P<0.05). The above indexes of drug combination group were better than those of the single drug grup. CONCLUSION
The combination of BYHWD and ED has a protective effect on cerebral ischemia-reperfusion injury, which is superior to the

simple drug in inhibiting the cellular apoptosis.

KEY WORDS: Buyang Huanwu decoction; edaravone; cerebral ischemia reperfusion; cellular apoptosis
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Sedative and Anti-fatigue Effects of Kebai Particles
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People’s Hospital of Hangzhou City, Hangzhou 310003, China; 2.Zhejiang Key Laboratory of Experimental Animal and Safety
Evaluation, Zhejiang Academy of Medical Sciences, Hangzhou 310013, China)

ABSTRACT: OBJECTIVE To determine the sedative and anti-fatigue effects of Kebai particles. METHODS Mice were
treated with 2.26, 4.52, 9.04 g-kg ' Kebai particles orally to determine the influence on nervous system, swimming time and
hypoxia tolerance ability of animals. RESULTS Three dosages of Kebai particles had no obvious influence on spontaneous
activity and coordinated movement in mice, while high dosage of Kebai particles (9.04 g‘kgfl) had influence on sleep latency
period and sleep duration, and could prolong the hypoxia tolerance time (P<0.05). Kebai particles could significantly prolong the
swimming time of mice at the doses of 9.04, 4.52 g-kg™'. CONCLUSION Kebai particles has sedative and anti-fatigue effect.
KEY WORDS: Kebai particles; anti-fatigue; safety evaluation
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