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, Th*" Tab 1. Effect of EGb761 on glutathione peroxidase
Lowry (GSH-px) activity of hippocampus subjected to focal
cerebral ischemia-reperfusion
1.5 G Dose of EGh761 GSH-px activity
1 1 P /mgkg 'd ' /mmol°min '*g ' protein
d, , Shanr operation — 21.9+1.8" "
(AC, 36 V) , R — 18.1+ 1.1
( ,STL) . 24 h EGb+ IR 25 19.8+1.7"
L, STL, , STL EGb+ FR 50 20.3+1.4"°"
300 s 300 s, EGb+FR 100 2.2+42.1°°
1.6 EGb761 was given ig for 7 d before 5 min ischemia and 30 min
d 4, 1()% reperfusion ( I-R), then GSH-px activity was measured immediate-
10% k. x+s, n=8. "P<0.05 " P<O0.01, compared with FR
’ ’ goup using one-way analyss of vanance( ANOVA).
d, , (6 "m), ,
' Ca®" . EGbT6l
x*s, .
(ANOVA), STL c .
Mann-Whitney .
2.3
) - STL.  119.3s,
(219.5s), EGb761 ( 50, 100 mg °kg ' °
—1
2.1 EGb761 GSH-px d ", 7d) STL - ( 3.
- GSH—pX H;b761 -
EGb761 (25,50, 100 mg kg '=d ', 7 d)
- GSH-px 2.4
( D), EGb761 - CAl (
. 1B), ( 1A),
2.2 EGb761 Ca’ EGb761(50 mg°ke '°d ', 7 d) -
2 , - CA1 ( 10).

Tab 2. Effect of EGb761 on the relative fluorescent intensity of mitochondrial membrane protein-bound ™

in discrete brain regions of mice

Th*" relative fluorescent intensity

Dose of EGh761
Group I P

/mgkg d Hippocampus Hypothalamus Cortex
Sham-operation 54.446.27 " 52.845.0 " 58.6%4.4" "
FR 38.242.1 39.6+1.4 40.143. 6
EGh+ FR 25 40.343. 4 41.443.6 44.343. 1
EGb+ I-R 50 46.443.8" " 48.2+56" " 50.2+4. 6" "
EGb+ I-R 100 49.244.2"" 50.1+4.8" " 54.44+4. 17"

EGb761 was given ig for 7 d before IR, mitochondrial membranes were prepared and the protein-bound Th? " relative fluorescent intensities

were detemined. Xx+s. n=8. ~ P<0.01, compared with IR group using one-way analysis of variance( ANOVA).
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Fig 1. Photomicrographs of hippocampus mounted in paraffin and stained with cresyl violet. A: Sham-operation,
neurons in CAl region remained intact. B: Ischemia-reperfusion, majority of the neuron in CA1 region were damaged. C: EGb761(50 mg°

kg '*d !, for7 d) treated group, damaged neurons were decreased and CA1 pyramidal cells were preserved.

Tab 3.  Alteration in step-through latency ( STL)
induced by ischemia-reperfusion and influence of
EGb761 pretreatment in mice in one-trial passive

avoidance behavior

Group Bose o G761 STL/ s
/mgkg '°d

Sham- operation - 8 2204547

IR — 7 119426

EGb+ IR 25 7 109431

EGb+ R 50 8 155422 "

EGh+ R 100 8 20060

EGb761 was given ig for 7 d before I-R, step-through test was car-
ried out 24 h after FR. x+5. "P< 0.05, ~ " P<0.01, com

pared with I-R group usng the Manmr Whitney test.
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Protective effects of extract from leaves of Ginkgo biloba on

focal cerebral ischemia-reperfusion injury in mice

LIAO Hong', GAO Jing', ZHANG Zu-Xuan', XU Qiang’
(1. School of Medicine, 2. State Key Laboratory of Pharmaceutical Biotechnology
Nanjing University, Nanjing 210093, China )

Abstract: AIM To investigate whether the ex-
tract from leaves of Ginkgo biloba ( EGb761) can
protect neurns from focal cerebral ischemia-
reperfusion injury in mice. METHODS  Focal
cerebral ischemia( 5 min)-reperfusion ( 30 min)
injury was induced by occlusion of common carotid
artery and vagus nerve ( the left was occluded in-
completely) . The activity of glutathione peroxi-
dase( GSH-px) of hippocampus was determined by
the method of DTNB. The mitochondrial mem-
brane protein-bound TH"  fluorescent  intensity
was measured by fluorospectrophotometry. One-
trial passive avoidance model was carried out for
determining memory retention in mice. Morpho-
logical observation of hippocampus was made with
a light microscopy. RESULTS  After cerebral
ischemia-reperfusion, GSH-px activity in hip-
pocampus was decreased and mitochondrial mem-

brane protein-bound Th>" fluorescent intensity in

hippocampus,  hypothalamus and cortex de-

creased, which indicated the increase in protein-
bound Ca" .
damaged and memory retention was alleviated.
However, the pretreatment with EGb761( 25, 50,
100mg ke '°d ', ig for 7 d) reduced the above
CONCLUSION  EGb761 Protects

neurons from focal cerebral ischemia-reperfusion

Hippocampus CA1l neurons were

changes.

injury in mice by virtue of anti-oxidation and inhi-
bition of Ca® overloading.
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