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Effects of Connexin 43 on cell death

SONG Dong-li, LIU Xiao-yu, LIU Wen, ZUO Ji*
(Department of Cellular and Genetic Medicine, Shanghai Medical College, Fudan University, Shanghai 200032, China)

Abstract: Gap junctionproterin, connexins, which oligomerize to formhemichannels or gap junction channels that
dock to different membrane surfaces, plays an essential role in embryonic development, tumorigenesis, and
progression of kinds of myocardial and mental disease. Connexin 43 (Cx43) is highly expressed in cardiomyocytes

and neurocytes and involved in pathologic processes of ischemic conditions and ischemia—refusion. Recent

studies show that Cx43 is located in mitochondria and nucleus.
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