SRS & E B M SR I A RS S 02 SO R F RIS

FageEs ', B2, REA S, B!, GRI, HE ToakinhEg, mE 4000215 20014 A RER. K
# 610072; 3.HEKEAFELRYK, HEK 401331)

WHWE: BR RIS E BT s fe K R0 B A0 2 LR PR R BT ReALh), F35%  iAIR 50 REE SD XA, &,
A HBF R, EAAFRERED. F. KA T4, 54 10 R, B F WML IRAKAMLE I, F 2B H kD
A, EEFARE 240, BRELEFS. . KANBLEKXASFEF 100, 50, 25 mgkg ' LR BELE L, H8 1K,
# % 8 Fl. Morris /KiE'E HAM KR 218 5 34210 /7; TUNEL 400 4 L 30249 2 069 A = H JL; Western blot 44|
fEi 28 2% GSK-3B A= TNF-o & & #9418, FAARM A 40 XiB P& & p38 & caspase-3 a9k ik, 5R LA A MMk, SRE
BHE. AR BAR BRI E 542 (P<0.01), FEARMKP RS (P<0.05); HLIEALTATHERIZRY
(P<0.01); GSK-3p #= TNF-a & @ #) & ik 8 F K (P<0.01); caspase-3 #= P38 #9. & iA B E K (P<0.01). & KKEL
il i3 4] B 8 % P38/caspase-3 #1IE, MU AFEALA T, AMATAFZTKAFERFAEA.

FE4IE): 4 ¥ 3; TUNEL; GSK-3p; TNF-o; caspase-3; P38

hEHHES: R285.5 XRAFRARRD: A XEHRS: 1007-7693(2019)12-1487-05

DOI: 10.13748/j.cnki.issn1007-7693.2019.12.008

SIRAARI: Fawshy, BEM, FEE, F. SR SF RS K KA DAY 2 TR AE R R LB A L[] PR
KRR 255, 2019, 36(12): 1487-1491.

Protective Effect and Mechanism of Gypenosides on Hippocampus Neurons in Rats with Chronic
Cerebral Ischemia
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ABSTRACT: OBJECTIVE To explore the protective effect of gypenosides on neurons of hippocampus in rats with chronic
cerebral ischemia and its possible mechanism. METHODS Fifty healthy male SD rats were randomly divided into 5 groups:
sham operation group, model group, gypenosides high, medium and low dose groups, 10 rats in each group. The chronic cerebral
ischemia model was established by permanent ligature of bilateral common carotid artery. After 24 h of the operation, rats in
gypenosides high, medium and low dose group were fed with 100, 50, 25 mg-kg™! gypenosides saponins respectively, and 1
times-d~! for 8 weeks. The Morris water maze method was used to detect the spatial learning and memory of rats; the number of
neuron apoptosis in hippocampus was detected by TUNEL; the expression of GSK-3f and TNF-a protein was detected by
Western blot, and the expression of apoptosis-related protein P38 and caspase-3 were detected. RESULTS Compared with the
model group, the escape latency of gypenosides high, medium and low dose groups was significantly shortened(P<0.01) and the
number of passing through the safety platform increased(P<0.05), the number of neuron apoptosis in the hippocampus was
significantly decreased(P<0.01), the expression of GSK-3p and TNF-o protein decreased significantly(P<0.01), and the
expression of P38 and caspase-3 decreased significantly(P<0.01). CONCLUSION Total glucoside of gypenosides can inhibit
the expression of apoptosis- related protein P38 and caspase-3, thus protecting the neurons.
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Tab.1 Comparison results of Morris water maze test of rats
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Tab. 2 Effects of gypenosides on apoptosis of hippocampal
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21 531 427 B /mg kg ! T R/%
BFARA - 5.33+1.06
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KB B R AL 100 16.85+3.6992
KB B R AL 50 18.71+4.0792
KB B AR B AL 25 20.19+4.1592

E: SEFARLME, VP<0.01; SHEBAMLL, 2P<0.01.
Note: compared with sham operation group, VP<0.01; compared with
model group, 2P<0.01.
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Fig. 1 TUNEL staining results of brain tissue in each group
of rats(200x%)
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Tab. 3 Expression of GSK-3p and TNF-a protein in brain
tissue of rats in each group(Xx * 5, n=5)

i eI/ GSK-3p TNF-0.
mg-kg™!
BFERA - 1.737 5£0.134 6 0.876 3+0.065 7
HAIZH - 3.013 0+£0.234 0D 1.876 8+0.035 5V
K/E BT EL 100 1.995 2+0.164 892 1.001 5+0.024 212
L B AR 50 2.001 1£0.146 2D 1.148 0+0.026 92

Bl S S e (i b= 25 2.143 6+0.174 592 1.306 9+0.031 112

E: SEFARLME, VP<0.01; SHBAML, 2P<0.01.
Note: compared with sham operation group, VP<0.01; compared with
model group, 2P<0.01.
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Fig. 3 Western blot pictures of caspase-3 and P38 protein
expression in rat brain tissues of each group
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