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TR R OBEEL (e 30) - The aim of this study was to confirm a molecular basis for utilization of
serum DNase | as a diagnostic marker of death due to acute myocardial infarction; (1) Since DNase
I activity in serum was significantly elevated by a transient myocardial ischemia, serum DNase |
could be used as a novel marker of a myocardial ischemia. (2) Hypoxia-response of DNase | gene
was partially responsible for a transient elevation of the serum DNase | activity induced by a
myocardial ischemia. (3) Useful detection system of DNase | protein in serum using an ELISA
method was developed. (4) In non-synonymous SNPs of DNase I-like 3 and DNase 1l, a DNase |
family, genes, specific alleles producing an inactive enzyme were distributed. These alleles might
be one of several factors involved in genetic predisposition to autoimmune diseases.
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