PHRAAE S HE 20196 5344 5ot
- KrdH A

AN Z A Rgl Wik GERAL LR . Ze b A4 S RA0E
ﬁrﬂkﬂﬁ HE s AR DR S

tak' BHE RMSE A X R A & R RV

HE
B Y WSS 81 Rl FAC R XA SO B ol i P00 Y 5040 I ) T TR ISR I3 b (A543 % S S 1o
%ﬁﬁfﬁkf&%ﬁRngﬂm“ e T VR 4403 04 T RE AL

Tk H R RUA @%Eﬂﬁ{%&h%*ﬁ’*‘” BEAL AT AR T ARG Gl 28 e i P M 2 4 4. TR 6.
12.24 . 48h 43 A 1. SOD MDA & it ; A BELL 2R SOD MDA .COX \IL-6 NF-«xB 7K ; 17 HE {1,
LR NS Rl BYTF AT LA A UL TR G BE41 4L SOD G PETH i \ MDA &/, B BE4H 44 COX T P T
IL-6 J NF-kB 7K FAR o 22 4 M 22 45 TR0

510 : AS 1T Rel o] LUE R i SR Aifs , LA B sl K BROE B I PR 03 Ja 00 b R AR B By, ik R
oA H i,
KR A REBR R ; NS BT Rl AL
FESES:R651.2, R493  XERFRIAED:A  XEHS:1001-1242(2019)-09-1021-07

Research of the ginsenoside Rgl protective effect on rat spinal cord ischemia-reperfusion injury by im-
proving oxidative stress, mitochondrial damage and inflammatory response/YE Jintao, LI Fengtao, SONG
Huanjin, et al.//Chinese Journal of Rehabilitation Medicine, 2019, 34(9): 1021—1027

Abstract

Objective: To evaluate the effect of ginsenoside Rgl preconditioning on spinal cord ischemia- reperfusion inju-
ry model in rats, and investigate the possible mechanisms of ginsenoside Rgl against SCI focusing on the oxi-
dative stress, mitochondrial injury and inflammation.

Method: The rat SCI model was established, SD rats were randomly divided into 4 groups: sham group, isch-
emia group, ischemia-reperfusion group and drug group. At different time points after reperfusion, the serum
was gathered for SOD and MDA; Rats were sacrificed and the injured spinal cords were immediately removed
at every reperfusion time points (6/12/24/48 hours), some samples were isolated for HE staining, the rest were
frozen in liquid nitrogen for the evaluation of SOD, MDA, COX, IL-6, NF-xB.

Result: Ginsenoside Rgl intervention can make the SOD activity of rat serum and spinal cord tissue in-
creased, MDA level decreased; the COX activity of spinal cord tissue increased, the IL-6 and NF-«B activity
decreased; the atrophy and distortion of nerve cells decreased.

Conclusion: Ginsenoside Rgl can inhibit neuron injury after rat SCI through suppressing the mitochondrial inju-
ry, oxidative stress and inflammatory response after spinal cord ischemia- reperfusion injury.
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B AE«B AL, BT e RS 81 I RRIR 25 A 48, A
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C i ANMH , J5 2l b3 8 T g0 S S04 i o 77
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