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c-myc TE1EH# #0CH 4% Hh ek BRI T i R
A% H SRR IR, X IEE A5 OA STy
BLLE A e B, OA ST 3R A L I T I R 5 20y EWE’PT‘I
FERIEMSE, He-myc S5 T HE AN T 09 23 725,
1.3.4 ICE B[N . RN E IR A2 B2 85 1 i (cysteine con-
taining aspartate specific protease, caspase). caspase X Jik
4 =25 P18 s F (apoptotic initiators) \ J8 T-FHAT
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&R A1 wh 3 (extracorporeal shock wave, ESW) J&—Fili
TR REMLBIN, o X 45 ) T S OA MR, (RS 373K
B A MIIESE T ESW AE A AU, 77 7 — 28 BE e 5 B FCE
/100 AT I R A B 4 ] B R B ESW T S 2ot 417
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