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MR oS (Fns0) « SH JESUSHE DR L A b L AWM 15d-PGJ,, ONE, 8-nitro—cGMP (%,
DNA IEISE A5 & 232 L 7e <, AIMIKAFRIZ2 pb3 DV Rk & &EHE, 7R h—Y A &3
T5. WEBRLKEOLAG LRV, 156d-PCJ, 12 L 2D ATM OIEMALTIZAM B TOYALT ¢ K
FA®ﬂm%M£&L@m 15d-PGJ, 1% ATM |2 A7 L 7o AR R O Fil B 1 5 84 K E 5. B
Oz L BRI TIEH ST L, ATM O DNA HIEISE L1382 Db A b L RSB & 2
NBHRORIENCE 532 & ) AN ERE R LTz,

WFZER R DOEZE (230) : The sulfhydryl-reactive oxidative stress agents 15d-PGJ,, ONE and
8-nitro—cGMP induce phosphorylation and accumulation of p53 and apoptosis but DNA damage
response. The ATM activation by 15d-PGJ, does not require a disulfide—cross—linked dimer
formation of ATM, unlike the case by hydrogen peroxide. 15d-PGJ, affects the ATM-dependent
metabolic regulation. These results obtained in this study characterize the mechanism
of the ATM-dependent oxidative stress response that is different from DNA damage response
and indicate involvement of the oxidative stress response in regulation of the metabolic
system.
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