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A Large-scale Gene-based SNP Association Study Identifies
Genes as Susceptibility to Myocardial Infarction

Yozo Ohnishi and Toshihiro Tanaka

Laboratory for Cardiovascular Diseases, SNP Research Center, Institute of Physical
and Chemical Research (RIKEN), Tokyo, Japan
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Myocardial infarction (MI) has become one of the leading causes of death in the world. It is characterized by abrupt
occlusion of coronary artery, resulting in necrosis of myocardium. Using a large-scale, case control association study
with gene-based SNP catalog and a high-throughput genotyping system, we have identified LTA locus that were associ-
ated with susceptibility to MI. Furthermore, we have reported that SNP in LGALS2 encoding galectin-2, that bindsto LTA
protein, is significantly associated with susceptibility to MI. We believe that the results of these studies provide an an-
choring point for better understanding of the pathogenesis of MI. (J. Jpn. Coall. Angiol., 2004, 44: 175-178)
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