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Mechanism of pterostilbene protecting HT22 cells from hydrogen peroxide-induced apoptosis

FAN Chong-xi', ZHANG Yun-shui*, SUN Bing-bing’, WANG Xiao-ying',ZHAO Dong-lin', YANG Quan-long', SHI Xue-
hui', LIU Lei* (1. Department of Gastroenterology , Air Force Medical Center, Beijing 100142, China; 2. Department of Critical Care
Medicine, Air Force Medical Center, Beijing 100142, China)

Abstract: Objective To investigate the protective effect and regulatory mechanism of pterostilbene (PTE) on hydrogen peroxide
(H,0,)-induced oxidative stress injury in HT22 cells. Methods HT22 cells were treated with different concentrations of PTE for 12 hours,
and the H,0, oxidative stress injury model was established. The cell viability was detected by CCK-8 assay. The release of lactate dehydroge-
nase (LDH) was evaluated by colorimetry. The apoptosis was detected by TUNEL staining method. The reactive oxygen species (ROS)
level was detected by DCFH-DA , and the mitochondrial membrane potential (MMP) was marked by JC-1. Western blot was used to detect
the expression of endoplasmic reticulum stress and apoptosis-related proteins. Results The results of CCK-8 showed that the activity of
HT22 cells was not significantly changed when the concentration of PTE was less than 10. 0 pmol/L. H,0, could significantly inhibit the
activity of HT22 cells, 5. 0 pmol/LL and 10. O pmol/L PTE could effectively increase the activity of injured cells, reduce the release of LDH,
inhibit the expression of apoptosis and related proteins, and reduce intracellular ROS, stabilize MMP and the distribution of cytochrome C.
Western blot showed that PTE decreased the phosphorylations level of PERK and elF2a, and down-regulated the expression of Bip and
CHOP after H,0, injury. Conclusion PTE protects HT22 cells against H,0, injury through stabilizing mitochondrial homeostasis , inhibiting
endoplasmic reticulum stress, and then reducing oxidative stress-induced apoptosis.
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