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Preconditioning with CoCl, protects against hypoxia injury in differentiated human
neuroblastoma SH-SYSY cells

SUN Sheng, GAO Wen-xiang, JIANG Chun-hua, GAO Yu-qi ( Depariment of Pathophysiology and High Altitude Physiology, Col-
lege of High Altitude Military Medicine, Third Military Medical University, Chongqing 400038, China )

Abstract; Objective To investigate the effects of chemical hypoxia preconditioning on hypoxia-induced
cell injury, and the roles of HIF-1a, HIF-2e and their target gene product VEGF in chemical hypoxia precon-
ditioning in differentiated SH-SYSY cells. Methods Differentiated SH-SYSY cells were randomly divided into
control group, chemical hypoxic preconditioning group (50 pwmol/L CoCl, for 3 h, then normal culture for 1 h,
and 2% 0O, culture for 28 h) and hypoxia group (the same procedures but without CoCl, preconditioning ).
Western blotting was used to examine the expression of HIF-1a, HIF-2a and VEGE proteins. Cell viability was
evaluated by measuring lactate dehydrogenase ( LDH) release and MTT assay to determine the protective effects
of chemical hypoxia preconditioning. Results The expression of HIF-2a and VEGF proteins increased in the
preconditioning group as compared with those in the hypoxia group ( P <0.01) ; whereas the expression of HIF-
la protein had no difference between the two gropes. The preconditioned cells had a higher survival rate and a
lower lactate dehydrogenase leakage. Conclusion CoCl, preconditioning can protect differentiated SH-SYSY
cells from hypoxia injury. The enhanced VEGF protein level that is mediated, at least in part, by HIF-2a,
might be involved in the observed preconditioning effects.
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