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Effects and mechanisms of 2 ,3 .5 .4-tetrahydroxystibene-2-O-3-D-glucoside (TSG)
against oxygen-glucose deprivation induced apoptosis in rat astrocytes

ZHANG Yan
(College of Medical Imageology , Jining Medical University , Jining 272067 , China)

Abstract :Objective To investigate the effects of TSG on the apoptosis of rat cerebral cortical astrocytes in -
duced by oxygen-glucose deprivation . To observe the endoplasmic reticulum stress related factors caspase-12 and
caspase-3 expression in AS and explore the possible mechanism of brain protection by TSG .Methods Primary cul-
tured cerebral cortical astrocytes were prepared from Sprague -Dawley rats, and a cell damage model was induced
by oxygen-glucose deprivation (OGD) . The change of cell morphology was observed by transmission electron mi -
croscope , and the detection of apoptotic cells was determined by the flow cytometry . Intracellular calcium concen-
tration was monitored using the fluorescent Ca’" indicator fura-2 /AM by fluorescence duel wavelength spectropho-
tometer . The expression of apoptosis-related proteins, caspase-12 and caspase-3 , was observed by immunocyto-
chemistry and caspase-12 and caspase-3 mRNA were evaluated by semi-quantitative reverse transcription polymer -
ase chain reaction (RT-PCR). Results The concentration of intracellular Ca”’
plication of TSG could decrease it . RT-PCR and immunocytochemistry analysis demonstrated that the levels of
caspase-12, caspase-3 mRNA and protein increased by OGD , and the application of TSG could inhibit these expres -

was increased by OGD , and the ap-

sion .Conclusion The expression of caspase-12 and caspase-3 increases dramatically after OGD , which indicates
that the endoplasmic reticulum stress could contribute to the occurrence and development of cell apoptosis induced
by OGD in AS . TSG could inhibit the cell apoptosis induced by OGD in AS , and its mechanisms might be associated
with the inhibition of the endoplasmic reticulum stress .
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