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Diversity of Total Activity of Nitric Oxidesynthase and Effect of Xuesaitong
on the Diversity in Limbic System with Cerebral Ischemia Reperfusion

Injury of Rabbits

ZHAO Jun, YIN Xun-he” , LIANG Jing-yun, Xie You-lian, GUO Li-hong
(College o f Animal Science and Veterinary Medicine , Shandong Agricultural University ,
Tui’an 271018, China)

Abstract: To research the diversity of total activity of nitric oxide synthase (NOS) and effect of
Xuesaitong on that diversity in limbic system with cerebral ischemia reperfusion injury of rabbits,
and to study the protection of Xuesaitong on cerebral ischemia reperfusion injury of rabbits. Sixty
three 3-month-old Harbin White rabbits ((1 500£150)g) were divided in 3 groups: the cerebral
ischemia treatment group, the cerebral ischemia untreatment group and control group, ran-
dormly. The analog of cerebral ischemia were established by operation and the divisity of total ac-
tivity of NOS and the effect of Xuesaitong on it were determined by the biochemistry technique.
The results indicated that the total activity of NOS increased at 2 h after cerebral ischemia treat-
ment reperfusion, increased to the highest at 6 h, and then decreased from 24 h to 96 h, and re-
covered to normal level at 120 h last. The cerebral ischemia treatment group showed bigger ex-
tent to descend, and recovered to normal level at 96 h. The cerebral ischemia treatment group and
control group is obviously lower than that in cerebral ischemia untreatment group (P <C0.01).
The results suggested that Xuesaitong could protect the brain tissue with cerebral ischemia reper-

fusion injury of rabbits by decreasing the activity of NOS and maintaining the content of NO.
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