20

J Jining Med Univ, February 2012, Vol. 35,No. 1

doi:10. 3969/5. issn. 1000-9760. 2012. 01. 006

il & S IR )R L0 R i SeU sk i K Bl AR TS R I 4 N )

% B JETR BB . LGS Ik A

5 i B 1 LA 0 25 4

K B LiEL F A&
(FFTBEEBEERGR LK FT 272067

W OE HM B 2354 WEE-_KZF20PDHEHEH(TSG) M AR ANEEEHNRK 4
(AS) 8 F BB AT 89 % 0, F 3t T e 0y AL 24T A0 P K3, Jii R R 3 5k Sprague-Dawley & B & il & B
AS, B A B R A, DL 2B Ak 3 (MTT) 3 8 5236 4 0 20 8 0% 77 5 DL SL AR Bt A B (LDHD g %
& o 4 Jig 3505 48 A 5 DL SR 4l B R R T 4l BB - LR R AR A (OGD) 3t A Bl 41 AS 8y %o, s ah B, A
HA AL A EE (SOD) g Z 8 (MDA) Al &l Z ey a M Z ., 850 LS EFNEAMk. B8
OGD % R4 5, i 7k XK. s L A4 MDA 4 &8 n, 1 B K& th TSG B4 32 )5 8 % OGD
Frecey a4 . 85 TSG T4 OGD % S8y ASHAF, KALH T 5# % SOD F M . B KELHEE K
& fg it B R A %,

k@R EXRFRAM; —KLEHHF AR F

FESES . R-33 CERFRIEED . A XEHE.1000-9760(2012)02-020-04

Effects and mechanisms of 2,3,5,4-tetrahydroxystibene-2-O-p-D-glucoside (TSG)

on oxygen-glucose deprived injury of rat astrocytes

ZHANG Yan, MA Kui-yuan, DONG Rui

(College of Medical Imageology,Jining Medical University,]Jining 272067, China)
Abstract: Objective To investigate the effects of 2, 3,5, 4-tetrahydroxystibene-2-0-3-D-glucoside (TSG) on
cerebral cortical astrocytes subjected to oxygen-glucose deprived injury and explore the mechanisms. Methods
Primary cultured cerebral cortical astrocytes were prepared from Sprague-Dawley rats, and a cell damage model
was induced by oxygen-glucose deprivation (OGD). The cell damage and viability were evaluated by 3-[ 4,5-dime-
hyl-2-thiazolyl]-2, 5-diphenyl-2H-tetrazolium bromide (MTT) reduction assay and lactate dehydrogenase (LDH)
released rate. The detection of apoptotic cells was determined by the flow cytometry to study the oxygen-glucose
deprived injury on different astrocytes groups. The SOD activity and content of MDA were detected by the Kkits. Re-
sults Compared with the normal control, the cell viability and the activities of antioxidase were decreased,and the
MDA contents were increased in OGD-induced group. OGD-induced cell injury was relieved in TSG pretreatment
group. Conclusion TSG could inhibit the cell injury induced by OGD in AS,which might correlate with the increas-
ing of SOD activity and inhibiting of lipid peroxidation.
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