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2 A B X & Inactivation of glutathione peroxidase by NO leads to the accumula-
tion of H:0. and the induction of HB-EGF via c-Jun NH 2 -terminal
kinase in rat aortic smooth muscle cells

(5 v FINEFEBEHMIBICE T—E{LZE KL glutathione peroxidase
DARFEMILIC L 2BBEKFEDOER L c—Jun NH 2 —terminal kinase
#*/HUTHB—EGF ZEW%E#Z7,)
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—BLER (NO) RMELR. WREEL EBEUAEBEROS 2—H. N4+ VHEWER (peroxynitrite) %
ALUTHREEHELA L, MERCHLBILR P V225X 3, —H. ~NYY V4% EGF BRMKE T+ (HB—
EGF) RMEFEHEBTRAL, BHRE(LCEETI LMo hTED, B2 BIINE TS v MIEFEHH
BT3—FAFLINAY URAFATINVAF =N EDAA45— FRIGFHRBEDIC LBV RIZE
THRMBIWHEE L HB—EGF BFBIhB EEPASHAIILTERL, 2 THERY RMEFEHERICE T3
NORXBBMILRA ML ADAH=_XLEHB-EGFFHD A # = X LDV THRFEEMA 120
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MEFRBHEIRIES v P REIIRE D B, AREERLERICAV, 7 v MIEFEHMEEIZNO Fr—%25M
L. J—#> 70y MEBSERY 225 ¥ 70y Mkic & ) HB—EGF ORBFABORF L, €OHEN-=
FPavTEFAR=UIVT IV (SNAP), peroxynitrite % £i2 & ) HB—-EGF OEHLRBERFAH LD/,

NOILBMILR P LU XD A A =X L%ERFT 5729 SNAP 25 v MIEFRGREIICAN L. SRNO &R
LAERE S CICBRILIBEREDOHLHBBETH B /M FA o RVAF V5 —F (GPx) OFEHEFANS &
GPx OFEHIZNO ITX D EEIZET LT, —H. superoxide dismutase (SOD) OiE#:IZ NO Bz &k » TE
ILEZEDIImoT, E-MBNORMILYE % H,DCF % probe & L THWT FACS TH#H7 5 &, NO&RMIc X
bl O BRI OERBBD o, TOHRELD NOIKLZBMILR b L R GPx REHALEN L TRRYIC
BRCYHER UHBEEEZ 0T L0 ) AN XLHBREIhT,

NO iz &2 HB—EGF 0 RBHBERIZOVLWTREIHT 2729, ¢ —Jun N—terminal ¥+ —¥ 1 (JNK1) ©
dominant — negative mutant # HifIZ I & ¥ 5 & HB-EGF o RBEFHIIMAE I hic, X S5ITNO T L3 IJNK
DO EM(LE HB—EGF ORBHEN, MW TH 2t F VY 274~ (NAC) PaABIARORBERTH S A
y5—ETHESNhE, ChoDHERLD NO I & 288t OERY INK £EH/L L HB—EGF ORZR = FHT
3T MR EANT,

ISIENOILEL->THHESh S HB—EGF OB AR T2 7201c, SNAP £ & b7 v F+ X HB—-EGF #
VIXIVAFF%25y NS FRBHEBICAEMLIEZ A, DNA O7 H o— XBXKkE) T DNA O laddering %,
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DAPI O #5efic THem ki (chromosome condensation) #5. & 5{t7 o ¥ Y7 4 (propidium iodide) %* H
Wic cell cycle DM T subG | oMM ZhZh@EH oh, HB—EGF 242 Lick D 7R b— v 2 nF#H
Sha EMRREShi, ‘
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5 v MEFEGMETIE SNAP, peroxynitrite L ED NO F+ =itk > T GPx DEHUMETTH I &ick b,
MEMNISERIEKROERSRD SN, i, BRRIKKEOEMN INK £75H/LL HB—EGF ORBLAFEHT S
EMELZ SN, NO KL » TERLKESER LRS- b7-569 2 L&, 20 MlaEEM HB—EGF itk »
THHINBZZEMLSNOILEL->THFEE IS HB—EGF 3MBREHENICEH 2 LRI his,

RXBEOHROEFE

—B{LEHE (NO) # peroxynitrite iIIHIBREEH H L, MERCHLBILX NV X252 35, L 0MTI
NORE->TTRI=VABFEBEINE D5, £ENTNO OENHRTS 2 MEFEHHEBRINOICL->TTR M-
YRABEBSNE, FRL TR, NOA, 7R b=y 2EWHT 2 8E% &>~/ LAY EGF BHEEE T
(HB—EGF) %2%# L. Z® mechanism i NO Itk > T8I 3 H,0.0EHH JNK % &ML LU HB—EGF OR%H
YFETLILEEHASHITILTVS, o, MEFHEHEITNO L& > THH Eh 5 HB—EGF MEE1L stress IZ
LBTRI—TREMFIL, MISREIH C EHTRRE N7, ARSI ME TR BT TBRL stress IZ & 24
fakis &z o MRS IS T AR DL TH LVER2ESHT OO TH D, FNOBREITET I EELZ SN 5,
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