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Abstract  Objective: To investigate the role of endoplasmic reticulum stress in paraquat-induced hypoxia-in-
ducible factor 1a up-regulation. Method: 60 healthy Sprague-Dawley rats were randomly divided into control group
(n=10) and paraquat poisoning group (7z =50). The control group was treated with saline.and the paraquat poi-
soning group were received intragastric infusion of 20 % paraquat solution (50 mg * kg '). Rats of paraquat poi-
soning group were subsequently divided into five subgroups (n=10) and lung tissues were collected at 2 h,6 h,12
h,24 h, 48 h after paraquat poisoning. HIF-1la and endoplasmic reticulum stress markers, including GRP78,
XBPlwere measured by Western Blot. After treating with an endoplasmic reticulum stress inhibitor 4-Phenybutyric
acid, we then measured the expression of GRP78 and HIF-1a by Western Blot and immunofluorescence. Result:
HIF-1a and endoplasmic reticulum stress markers,including GRP78,XBP1 were significantly increased at 2 h,and
increased with times. Western Blot and immunofluorescence results showed that 4-Phenybutyric acid significantly
decreased the levels of GRP78 and HIF-1a. Conclusion: Our study demonstrated that paraquat poisoning could up
regulate the HIF-1a level via endoplasmic reticulum stress.
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