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apoptosis. In the present study, we isolated such
a molecule by the Death Trap method. We trans-
fected 2 human heart cell expression ¢cDNA li-
brary into COS7 cells and isolated the colonies
that survived after treatment with lethal dose of
H.0.. We isolated ¢cDNAs from the colonies and
found that one cDNA was the human Heat Shock
Factor 1 (HSF1). Cell death induced by H:0: was
prevented by overexpression of HSF1 in COS7
cells. Thermal preconditioning of cultured car-
diomyocytes by incubation at 42°C for 30 min
induced increases in synthesis of HSF1 and sig-
nificantly suppressed H.0:-induced apoptotic cell
death. Furthermore, we tested the antiapoptotic
role of HSF1 in the transgenic mice overexpress-
ing an active form of HF1 in the myocardium.
Although ischemia-induced elevation of ST-
segment was similar in both transgenic and wild
type mice, the recovery of ST-segment after re-
perfusion was faster in transgenic mice than in
wild type mice. Ischemia followed by reperfusion
induced a large number of apoptotic death of
cardiomyocytes and significant activation of
Caspased in non-transgenic mice, however all of
these changes were significantly less in trans-
genic mice. Thus, HSF1 is protective against
cardiomyocyte apoptosis and the functional se-
lection strategy is effective for identifying cardio-
protective genes.
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BhH b, £127 Y 2EFIVT stem cell factor (SCF)
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CSF) THCEOEHMZH# L bone marrow cell % 1%
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