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Effects of Panax Notoginseng Saponins on neurovascular unit in rats with brain ischemia
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Abstract: Objective To observe the effects of Panax Notoginseng Saponins (PNS) on neurovascular unit
(NVU) in rats with ischemia—reperfusion and to further study the role that PNS plays in treatment of cerebral
ischemia.  Methods Sixty Wistar rats were randomized to a control group ( 7 =20), a sham — operation
group ( 7 =20) and a PNS group ( n =20). Each group was subdivided into two subgroups according to time
points of 24 h and 7 d after reperfusion. After the right middle cerebral artery occlusion (MCAQ) —reperfusion
models were developed, rats of PNS group were given intra— peritoneal injection of PNS immediately, after-
wards, once daily till the corresponding time points. Rats of control group received intra— peritoneal injection
of the same volume normal saline at the same time. A Longa neurological deficit score was used to evaluate the
neurological deficit grade. An immunohistochemistry staining method was used to measure the expressions of
Laminin, glial fibrillary acidic protein (GFAP) and neuronal nuclei (NeuN).  Results At 24h after reperfu-

sion, rats neurological deficit in PNS group and control group were more serious than those at 2 h after opera-
tion, compared PNS group to control group, there was no statistically significant difference ( P >>0. 05). At 7
d after reperfusion, neurological deficit scores in the PNS group and control group had been improved, the PNS
group was superior to the control group, there was statistically significant difference ( P <Z0. 05). At 24 h after
reperfusion, both PNS group and control group had positive— expressions of NeuN, GFAP and Laminin, and
PNS group had more positive — expressions of NeuN, GFAP and Laminin than control group, but compared
PNS group to control group. there were no statistically significant differences ( P >>0.05). At 7 d after reper-
fusion, the positive— expressions of NeuN, GFAP and Laminin in the control group elevated, the positive—ex-
pressions of NeuN, GFAP and Laminin in the PNS group elevated more obviously., and compared PNS group
to control group, there were statistically significant differences ( P <C0. 05 or P <{0. 01). The positive—expres-

sions of NeuN, GFAP and Laminin in the sham —operation group remained the same.  Conclusion PNS can
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enhance the repair of NVU neurons, glial cells and microvessels in cerebral ischemia, which has the character-

istics of multi—target and —location function in treatment of brain infarction.
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=LREFSH 6.1240.78 18.2342.35 30.84+3.12  14.45+1.25" 40.45+2.53* 62.92+2.58"
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