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19964 Geertman 551 )\ K B FR) I B4 41 1 9o 11 fixi
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MYk HE, (B A D REANE 2. 1998 4 Koseki
G I Sy AT ER R A A DR, R IR —JE R
15 caspase & I fiE1K (caspase recruitment domain,
CARD), it Ut & ml e I 1A 5%, dEmiisek
e s DR G i (1) 2 ST E AT X L caspase-2 Al
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a caspase recruitment domain), fijFX ARC.
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An Anti-apoptotic Protein Expressed Specifically
and Highly in The Cardiac Tissue: ARC"

LI Yu-Zhen™
(Department of Pathophysiology, Institute of Basic Medical Science, PLA General Hospital, Beijing 100853, China)

Abstract Many apoptosis-related heart diseases such as myocardial infarction, cardiomyopathies, and heart
failure severely impair human's health and life. Currently, a key focus for the medical researchers is to find out
effective ways to prevent or treat these heart diseases. ARC (apoptosis repressor with caspase recruitment domain)
is the first anti-apoptotic protein so far identified to be highly and specifically expressed in the cardiac tissue. ARC

could be structurally phosphorylated and involved in various signaling pathways during apoptosis.

Key words apoptosis repressor with caspase recruitment domain (ARC), myocardial apoptosis, anti-apoptotic
protein
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