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[ Abstract] Objective To study the effects of morroniside on the expression of the HGF and vWT of the ischemic
ipsilateral cortex 7 days after ischemia reperfusion. Methods 25 male Sprague-Dawley rats were subjected to MCAO
model with modified Zea Longa’ s method, then randomly divided into sham group (n=5), ischmia group (n=5), and

morroniside groups (low, medium, and high dosage groups, n =5). Morroniside were then administered intragastrically
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once a day at dose of 30 mg/kg, 90 mg/kg and 270 mg/kg after operation. The expression of HGF and vWF of the

ischemic ipsilateral cortex were detected by western blotting and Immunofluorescence 7 days after ischemia-reperfusion.

Results Compared with the sham group, the expression of HGF in ischemia group increased significantly ( P <0.01) 7

days after MCAO. Compared with the ischemia group, the expression of HGF in the morroniside groups (30 mg/kg,90mg/
kg,270 mg/kg) showed significant increased (P <0.05, P <0.01, P <0.001). Compared with the sham group, the

expression of vWF in ischemia group increased significantly (P < 0.001).

Compared with the ischemia group, the

expression of vWF in the morroniside groups (90 mg/kg, 270 mg/kg ) showed significant increased (P <0.01, P <

0.001). Conclusion Morroniside could increase the expression of HGF and vWF in the ischemic ipsilateral cortex,

romoting the process of angiogenesis in focal cerebral ischemia rat.
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10 min,

ORI i A R A A 1 2 Py 2 2 S i S R 9,
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Tab.1 The statistical results of HGF expression
changed by western blot

F2  RETOLKIN vWF MR SITEER
Tab.2 The statistical results of vWF vessels
tested by immunofluorescence

20 531) HGF/B-actin P1{H 205 VWF vessels/mm? PH
Group (Mean + SEM) p value Group (Mean + SEM) p value
BFARA (sham) 0. 3384 =0. 0096 0.001 5 F AR 4H (Sham) 10. 2000 = 0. 8602 0. 000

IR (model )
BT /INAE 4 (30 mg/kg)
Morroniside (30 mg/kg)
TERH P2 (90 mg/kg)
Morroniside (90 mg/kg)
B R4 (270 mg/kg)
Morroniside (270 mg/kg)

0.5295 0. 0233* -

0. 6333 0. 0263 0. 044

0. 6960 +0. 0137 ** 0. 002

0.8391 £0.0182 ™ 0.000

HETUZH (Model)

B /N2 (30 mg/kg)
Morroniside (30 mg/kg)
SEH A4 (90 mg/kg)
Morroniside (90 mg/kg)
SO H R (270 mg/kg)
Morroniside (270 mg/kg)

29. 4000 = 2. 9428*# -

31.4000 +1. 1662 1. 000

48.8000 +2.1541 ™  0.01

63. 8000 +1. 8547 " 0.000

¥:n=5, Meam +S. E. M. "P<0.05, P <0.01, "™P<0.001 5

MR P <0.01 SEFAREMLL,
Note: n=5, Meam =S. E. M. P <0.05, "P<0.01, "™P <0.001
vs. model; #P <0.01 vs. sham.
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vWF B4 &4 B B30

VW GRS 0 25 0 o ¢ Jmy kb i o
7 d, BEHY 2 A HE AL BB AT DA L — 26 T B Y vWEF
PRV L4 25 0 (T8 2B) |, B3 1 25 24 vh ) £ 2H (90
mg/kg, B 2D) K G ELL (B 2E) (1 vWE P I 4
BB R X vWE M E SR TS, 4
RN, ST ARAMIL, BAIH vWEF FHE 145 %L
HREWN(P <0.001) ; SEERIALH L, 5Cin 1
KFHEZH (90 mg/kg 270 mg/kg) B vWE BHPE iM%
W REWMLZ(P <0.01,P <0.001) ; B35 /N
2 (30 mg/kg) vWF BHM: I 45 B0 SR A L TG
Bl 220 (#2,%2) .

HinHd
MR FHE S KRR

BFEARH BHA

Ty

HGF

.

¥ 4

4 s b i

B-actin

TEA BT ARG B AL ; C /N4 (30 mg/kg) ;
D BRI (90 me/kg) ;B SO IFIL (270 m/kg) o
B2 HARREMEIZ vWF ROt ge
( x20 #RR =50 pm)

Note: A :sham group ; B:model group;

C:low morroniside group(30 mg/kg) ;

D:middle morroniside group(90 mg/kg) ;

E :high morroniside group(270 mg/kg) .

Fig.2 vWF expressions in the ischemic ipsilateral
cortex of the rats in each group strained by

immunofluorescence ( x 20 Bar =50 wm)

Win=5, Meam +£S.E.M. *P <0.01, P <0.001 SHEEIFH I,
#p <0.001 SFARLAML,

Note: n=5, Meam = S. E. M. “P <0.01, P <0.001 vs. model;
###P <0.001 vs. sham.
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