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density 95 in acute cerebral ischemic stroke
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Abstract: Objective To study the effects of Ginkgolides Injection (GIs) and its main components Ginkgolides B (GB) and
Baiguolide (BB) on acute ischemic brain injury, and the effects of GlIs on the expression of postsynaptic dense substance 95 (PSD95).
Methods (D A 90 min transcient middle cerebral artery occlusion model (tMCAO) was established using Longa method. Rats were
randomly divided into seven groups: tMCAO group, Gls (2.5, 5.0 mg/kg) groups, GB (1.25, 2.5 mg/kg) groups and BB (1.25, 2.5
mg/kg) groups. Rats were ip administered after 1 h of reperfusion, and continuously for three days. Neurological deficit score,
infarct size (TTC staining) and brain water content were measured at 72 h after reperfusion. @ Rats were randomly divided into four
groups: sham group, sham + GIs groups (2.5 mg/kg), tMCAO groups, and tMCAO + GIs groups (2.5 mg/kg). Rats were ip
administered after 1 h of reperfusion, and continuously for three days, twice a day. The PSD 95 protein level in cerebral ischemic
penumbra was measured by Western blotting at 24 and 72 h after reperfusion. Results (U Compared with model group, Gls and its
main components GB and BB significantly improved neuromotor dysfunction, reduced cerebral infarction volume and brain edema
in tMCAO model rats (P < 0.05, 0.01); At the same dose (2.5 mg/kg), the effect of GIs treatment was better than that of single
component GB and BB. @ The level of PSD95 protein in Gls group was significantly higher than that in model group (P < 0.05,
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0.01). Conclusion Gls and its active constituents, GB and BB have therapeutical effect in acute ischemic brain injury induced by

tMCAO in rats, and Gls was better than single treatment of GB and BB. The mechanism may be related to the up-regulation of

PSD95 protein expression.
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KM IRIPIERBIELER
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S W& Fron , 5B A R
GIs (2.5, 5.0 mg/kg) ~ GB (2.5 mg/kg) 1 BB (2.5
mg/kg) ¥ HE 2 3 P IMCAO K R wh &1z sh Th g
P43 (P<<0.05.0.01),1.25 mg/kg ¥] GB il BB 1£ H
AR . GB.BB.GIs [ % 5f| & T (2.5 mg/kg) 1 &
D e VF 2 BB AL A g3 7l B IS 20.83%. 19.04%
35.00%, H. i, GIs 40 K B M & D e vE 20 B & KT
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$27K , GB BB GIs ¥ I 2 04035 I 14 i 45 v oK B ol
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Table 1 Effects of GIs and its main components GB and

BB on neurological function in tMCAO model rats

2H 5 HE/(mg kgD /A M ThREVE
7Y — 13 2.92+0.08
GB 1.25 10 2.7240.07%
GB 2.50 9 2.31+0.20°
BB 1.25 10 2.74 +0.12"
BB 2.50 9 2.37+0.15"
Gls 25 10 1.90+0.09"
Gls 5.0 11 2.27+0.09"

SRR "P<0.05 TP <0.01;'5 GIs 2.5 mg/kg 2H HL 4 -
*P<<0.05 *P <0.01

P <0.05 "P<0.01 vs model group; P < 0.05 #P <0.01 vs
GIs 2.5 mg/kg group
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1 GIs.GB.BBXf tMCAO & X R ANiE LA AR S0
Fig. 1 Effects of GIs, GB and BB on cerebral infarction
volume in tMCAO model rats

%2 GIs.GB.BBXf tMCAO K E K RIS SL AR S0
Table 2 Effects of GIs and its main components GB and

BB on cerebral infarction volume in tMCAO model rats

ZH 5 e/ (mg kg D n/H FHAEARF /mm®

15T — 10 378.68+16.12
GB 1.25 10 339.41+30.04"
GB 2.50 9 274.55+15.47"
BB 1.25 343.39+20.03"
BB 2.50 294.35+18.38"
Gls 2.50 222.04+64.01"
Gls 5.00 10 290.30+91.79"

SR L P<0.05 P <0.01: 5 GIs 2.5 mg/kg 4 L% -
P<0.05 *#P <0.01
"P<0.05 "P<0.01 vs model group; P < 0.05 #*P <0.01 vs

GIs 2.5 mg/kg group

i Gl2.5mgkg ' BiH GI2.5mgkg

e ot 57

0.54

P
g
2.
I E F1
|
PSD93/B-actin

0.
© AR Gl25mgke! B GI2.5 mgkg!
Loy G

&3  GIs.GB.BBX tMCAOREIK FRINZALR S 7K IR0
Table 3 Effects of GIs and its main components GB and

BB on brain water content in tMCAO model rats

2H ) HE/(mg kgD /A i £ 7K B %
i) - 10 80.51+0.06

GB 1.25 10 80.29+0.18"
GB 25 9 79.500.08"
BB 1.25 8 80.18+0.17"
BB 2.5 9 79.29+0.17°
Gls 25 9 78.85+0.27"
Gls 5.0 10 79.2140.21°

SRR "P<0.05 TP <0.01;'5 GIs 2.5 mg/kg 2H L4 -

P<<0.05 *P <<0.01

“P<0.05 "P<0.01 vs model group; P < 0.05 #P <0.01 vs

GIs 2.5 mg/kg group

mg/kg) R 5 W &, 1.25 mg/kg ) GB A1 BB {E FI A
B . [RZE 7 &R (2.5 mg/kg) , GlIs 41 K R & 7K
=T GB.BB 41,2.5 mg/kg Gls 2H il & 7K & i
T 1.25 mg/kg GB.BB .M 2541 (P<<0.01) . 45 %
LR, GIs S HFE /) GB.BB ¥ H A F#K tMCAO
A BT SR BRI K B R 76 o
3.2 GIsXftMCAO KR PSD95 EHFiLHIF M
Wi 2 fir s, Gls X IE 5 K B 2H 238 2%
PSD95 & AR IE /KT JC & 35 521 s tMCA O FE2 K R
SR I PV I 2472 hy K5 X 2L 9 PSD9S

72h

PSD95/B-actin

XM GI25mgkg" #A GI2.5mgke ™
kg I

S0 I AL - P<<0.01; S LU - #P<<0.05 *P <0.01
"P < 0.01 vs control group; *P < 0.05 #P < 0.01 vs model group

2 GIs3 tMCAO KRB X PSDIS B A K EM M ( X 5, n=4)
Fig. 2 Effects of GIs on expression of PSD95 protein in ischemic penumbra of tMCAO rats( X £s, n =4)
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