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Effects of morroniside on the expression of the TIMP in peri-infarct
cortex after cerebral ischemia-reperfusion in rats

XIANG Ben-xu,SUN Fang-ling, LIU Ting-ting, Al Hou-xi,GUO De-yu, WANG Yu-feng,
TIAN Xin, ZHU Zi-xin, ZHENG Wen-rong, WANG Wen
(Xuan Wu Hospital of Capital Medical University, Beijing 100053, China)

[ Abstract ] Objective  To study the effects of morroniside on the expression of the tissue inhibitor of
metalloproteinase (TIMP) of the ischemic ipsilateral cortex 7 days after ischemia reperfusion. Methods 25 male Sprague-
Dawley rats were subjected to middle cerebral artery occlusion (MCAO) model with modified Zea Longa’ s method, and
then divided them into sham group (n =5), ischmia group (n =5), and morroniside groups (low, medium, and high
dosage groups, n =5) randomly. Morroniside were then administered intragastrically once a day at dose of 30 mg/kg, 90
mg/kg and 270 mg/kg 3 hours after operation. The expression of TIMP of the ischemic ipsilateral cortex on 7 days after
ischemia-reperfusion were detected by western blotting and immunofluorescent staining analysis. Results Compared with
the sham group, the expression of TIMP in ischemia group increased (P <0.05) 7 days after MCAO. Compared with the
ischemia group, after treatment with morroniside at doses of 90 mg/kg and 270 mg/kg, the expression of TIMP increased
significantly (P < 0.05; P<0.01). Conclusions Morroniside could increase the expression of TIMP in the ischemic

ipsilateral cortex and may contribute to blood-brain barrier protection and restoration.
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P < 0.01 compared with MCAO group on 7 days after operation (n=10);(B) The expression of TIMP in ischemic penumbra

detected by immunofluorescent staining, a: sham group; b: MCAO group; c¢: morroniside low-dose group; d: morroniside
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Fig.1 A:. mNss score of rats on 0 day and 7 days after MCAO;

B: Immunofluorescent staining of TIMP(Bar =50 pwm) ; C: The statistic result of positive TIMP cells.
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Fig.2 TIMP expression level of TIMP in groups
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