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Mechanisms underlying the modulation of L-type Ca®* channel by hydrogen

peroxide in guinea pig ventricular myocytes
(ENEy MMFHIEIZIT D LB Ca®'F % L OBE LK TEIC X A IEMTIE )

OFROLE! Ca? F % R, RO AT B LU I T OB 7R B X & LT D03 TEMEREFETE (ROS) 12
L0Z OB O AMERISNBZENREBI TS, ZOZ LT, MIOBLE TR IBIC LS F ¥ RO L
FBLEDOEBZHICEE THDN, RS, DR ML S OBRIZEASNDBEIZ: ROS NUFHEES
FREIRICEEL TWDO T, JRBAEFZMICLEE THD, L L, ROSIZEBLAE Ca?F ¥ FNEEDE
HIHERBIC OV TIE, RO RNEV, 2T, ABFFETIL, ROS OD—E ThH1afE bk FE (H,0,) DE/L
Fy b Ca¥ F v R THIEREEDBFFIZ DWW Ty F 770 T ke O TRETLT,

FOFER ., AW CLLT O BRAAL IS,

1. Ca¥?*F ¥ R/VEFIL, cell-attached /Ny F AT T, Mifast L& 5 L7 1 mM H,0, IZXVEEIZHE
KUz, ZOREERIZL, Ca®/INVEY 2 AKTFHER B 7 — 8 1 (CaMKI) ORFRAFAEZE KN-93 |2
I —Im =0T, REMAIZIE CaMKI KTEEL IR D MR B3 D LRSI NI,

2. Ca¥F ¥ r/VEFIL. inside-out (cell-free) Xy F (WVEY 2) (CaM) & ATP FETESMET)IZB W T,
H,0, (X DEER U723, KN-93 DI ZhFRITZBD O eh o7z, ZikD, HIfaE DL inside—out /3

- T RET TR H0, D CaMKIHETFEREERITIE R L . FREIFAEER DA TZDLE DI,

3. H,0, CAMLEL/- CaM (213, FEALE CaM LL_EDF ¥ RNTEMHALIERITERD bivieh oTz, ZOREE
>, H,0,0 CaMKIl FEARTFE(RAENERIL, T /LR F OB R LI L5 AR RIR ST,

4. ROS DIEHILIR BT I BBERELL TURT AV EAF A=V B EBABN TS, £2T, VATAVE
HEOFEABLIETHS DTNB (5,5 —dithiobis—(2-nitrobenzoic acid) ) DIERAZFA~7-&ZA, H,0, &
B D Ca¥F v RWARERN R AR LT, IHIT, DTNB {EA %13 H,0, D Ca¥* F ¥ RV BERN R NN
72720t HyO, DVEFRITFIZ VAT AV B EDOB(IC LA ZEAVRIBENT-,

PL EDFERIL, Hy0,D Ca¥ F ¥ R /AREEAIZIE, ZHZE 6Tz CaMKILIZE D T v RV B E
BREIZMA T, FArRNVEEHDVATAVEERBRC T OEERRBHDEERBL TS, VAT AV
HBEOBLITIFT Y THLD T, ZORKIIERNLERLR OTREMELHY ., Fo, LFHE MAFD R
IREED—EELLRVIDHDO T, JRBEBRFHICHLEREZEZ DILD, Lo T, AFRITFERILEL TR
EEH THbOLHEL,




