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Abstract

AIM:To observe the neural protective effects of sanchi Tongsl:. capsuls
(composed of sanchi mainly, produced by CHENGP!] dO!ST INC.,LTD.
with the batch number of 940316) after foczl cerebrel ischemia/reperfusion
n rats,

METHODS:The experiment was conducted ai the Department of Neuro-
surgery, Affiliated Tiantan Hospira!, Capital University of Medical Sciences
hetween February 2003 and April 2004. Ischemia/reperfusion rat models
were made with Koizumi method. Eighty-eight rats were assigned randomly
into 3 groups: sham operation group (8 rats), ischmia/reperfusion group,
reperfusion was conducted at 2 hours after ischemia. According to the
different sampling time after reperfusion, there were 1, 3, 7, 10 and 15
days, totally 5 groups (8 rats in each group). Intervention group, after is-
chemia for 2 hours and reperfusion for 2 hours, drug was given. According
to the different sampling time after reperfusion, there were also 1, 3, 7, 10
and 15 days, totally 5 groups (8 rats in each group). Materials were drawn
at every phase point. Pathological changes were observed with hematoxylin-
eosin staining, and content of water in brain was detected; Vascular
endothelial growth factor (VEGF) in brain tissue and expression of laminin
were observed with immunohistochemical method. Quantitative analysis
was performed with media mix color pathological image analysis system.
Changes of ultrastructure in ischemia brain tissue were observed with oxalic-
potassium pyroantimonate electron microscope cytochemistry technique.
RESULTS: Level of content of brain water in ischemia/reperfusion group
and intervention group was obviously higher than that in sham operation
group [taking ischemiafreperfusion for 7 days as an example, it was
(70.79+2.44)%, (68.11+2.78)% , (65.76+2.57 )% ,P<0.05 in the ischemi-
a/reperfusion group, intervention group and sham operation group, respec-
tively]. There were only a little VEGF expression in the sham operation
group, while many linimins [VEGF was (18.37£4.86) per high power field;
laminin was (62.76+5.99) per high power field]. In the ischemia/reperfu-
sion group, with the prolongation of reperfusion time, VEGF around infarct-
ed focus showed increasing trend [it was (35.3426.64), (56.96+5.86),
(113.86+9.05) per high power field, respectively at 1, 3 and 10 days of
reperfusion], while the expression of laminin weakened, and then strength-
ened gradually [it was (30.86+4.94), (56.74+4.16), (88.36+3.03) per
high power field, respectively at 1, 3 and 10 days of reperfusion]. In the
intervention group, with the prolongation of administration time, the ex-
pressions of the two were the same to that in the ischemia/reperfusion
group, and the expressions of VEGF and laminin in the intervention group
were stronger than those in the ischemia/reperfusion group.
CONCLUSION: The sanchi Tongshu capsule probably reduce the brain
water, enhance expressions of VEGF and laminin and relieve brain damage
after ischemia/reperfusion. Thus, it has the effects of certain neural protec-
tion and accelerating repair of nervous tissue.
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