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Protective Effect of Endoplasmic Reticulum Stress Preconditioning
on the HL-7702 Cell Injuried by Hypoxia-Reoxygenation*
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ABSTRACT Objective: To study the protective effects on the endoplasmic reticulum stress preconditioning on human hepatic cell
hypoxia-reoxygenation injury. Methods: Cultured human liver cells into four groups, namely normal control (C) group, hypoxia-reoxyge-
nation (H / R) group, endoplasmic reticulum stress (ER) group, endoplasmic reticulum stress preconditioning(ERP + H / R) group. The
cells were collected to detect apoptosis by flow cytometry, Western-bloting and RT-PCR detection of endoplasmic reticulum stress
protein GRP78-specific expression, and ultrastructural changes of cells were observed by transmission electron microscopy. Results: ERP
+ H / R cell apoptosis was significantly lower than H / R group (P <0.05), ER and ERP + H / R group GRP78 protein expression was
significantly higher than the H / R group (P <0.05). Conclusion: Endoplasmic reticulum stress preconditioning on hypoxia-reoxygenation
injury of liver cells has a significant protective effect. Endoplasmic reticulum stress-specific protein GRP78 is a key protective protein in
liver cells injured by hypoxia-reoxygenation.
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Fig.1 The electron micoscope photos of HL-7702 cells (3000% )
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Fig.2 The results of apoptosis detected by FCM

Note A Control group, B H/R group, C ER group, D ERP +H/R group, E The statistics histogram of apoptosis rates
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Fig.3 The level of GRP78 mRNA detected by RT-PCR
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Fig.4 The concentration of GRP78 protein detected by Western blot

Note A Control group, B H/R group, C ER group, D ERP +H/R group
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