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Sprague-Dawely(250-300 gram)A & o148 9. 4VEe A2ZH HSPHOFE #%A4 =& /R vs.
HSP+I/R &, I/R+CsA vs. HSP+I/R+CsAZ, 23t 6vle]) 5222 % 9d. HSPI0S] §X% sodium arsenite(
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A A7 BUN, €4 adeed) 2 Y442 R(PASYM)I2E $dvh. Apoplotic cell deatho] W
HSP70¢] X% ¥ob27] Hgo] DNA fragmentation analysis, Tdt-mediated dUTP-biotin nick end labeling
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#] mitochondria®] &3AEE AU J L A% o o2}
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