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Fig. 1 The effect of hypoxia on &0l gene expression in ZF4 cells
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Fig. 2 Effects of hypoxia on 7ol mRNA level in zebrafish embryos (a) and various tissues of zebrafish adult (b)
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STUDIES ON THE PROTECTIVE ROLE OF ZEBRAFISH HO1
IN RESPONSE TO HYPOXIA

LI Yan-Li', XU Gong-Yu', XIAO Jin-Wen', LI Zhi’, ZHAO Hao-Bin', ZHOU Qin-Chun', GUI Jian-Fang” and
ZHONG Xue-Ping'

(1. Hubei Key Laboratory of Genetic Regulation and Integrative Biology, School of Life Sciences, Huazhong Normal University,

Wuhan 430079, China; 2. State Key Laboratory of Freshwater Ecology and Biotechnology, Institute of Hydrobiology, Chinese

Academy of Sciences, Wuhan 430072, China)

Abstract: Heme oxygenase 1 (Hol) is the rate-limiting enzyme in the degradation of heme into biliverdin, carbon

monoxide and free divalent iron. Abnormal expression of #0o1 gene is associated with the development and progression
of various human diseases, while functions of zebrafish Hol under hypoxia stress remain largely unknown. This study
explored the protection role of zebrafish Hol during hypoxia exposure. The results showed that hypoxia significantly

induced zebrafish zo1 mRNA in ZF4 cells, embryos, brain, gill, and liver but significantly decreased it in heart and kid-

ney after 24h hypoxic exposure. Hol inhibition by ZnPPIX decreased ZF4 cell viability under hypoxia stress, enhanced
Hol activity protected ZF4 cell from hypoxia stress-induced cell death. These results showed that Hol may protect
zebrafish from hypoxia-induced cell apoptosis.
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