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The changes of the heart structure of M. amblycephala after hypoxia treatment
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group, hypoxia treated for 2 h,hypoxia treated for 4 h.and the severe hypoxia group,respectively.20 000X,
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Fig.2 The ultramicroscopic structure of M. amblycephala heart after hypoxia treatment
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represent the normoxia group,hypoxia treated for 2 h,hypoxia treated for 4 h,and the severe hypoxia group,respectively. Arrows repre-
sent apoptotic cells, 400X,

B3 ETF TUNEL TEMCEARERBATHER
Fig.3 Apoptosis of heart based on TUNEL
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The relative expression
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treated for 2 h,hypoxia treated for 4 h,and the severe hypoxia group,respectively. The same as below.
B4 RELEFOEF Bel-2 BRIELHL

Fig.4 Expression changes of Bcl-2 in heart after hypoxia treatment
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Fig.5 The changes of MDA and SOD in mitochondria of M. amblycephala heart
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Abstract

In the present study,effects of hypoxia on cardiomyocyte apoptosis and activity of antiox-

idant enzymes in the Megalobrama amblycephala heart were studied. The results showed that hypoxia

caused changes of heart structure and mitochondrial damage by using HE staining and electron micro-

scope observation.Moreover,hypoxia induced cardiomyocyte apoptosis and the Bc/-2 mRNA expression

changes by using TUNEL and quantitative real-time PCR methods.In addition, the results revealed that

moderate hypoxia could result in the decrease of the MDA content and SOD activity of the heart mito-

chondria extracted by sucrose gradient centrifugation.

Keywords

activity

Megalobrama amblycephala ; hypoxia; Bcl-2; heart; apoptosis; antioxidant enzyme

(WHERH AP F)





