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R RRRHE DINHE - TR id, HIPRPNEREC2EE IC L » THIM SN THR Y, WABEEKE TIX. 2o
Ca B L /Mafk (Sarcoplasmic reticulum : SR) IZ X - THEI SN TWD, FHIUHEI Y RS
D& FEHE S D RS ORI D R AR R OIR TN 2D, T OBEIT—MRIC THHEST )
EMEEAIL, ZORAD 1 OBSROMEEMETT2ZLI2HD L INTNDEN, ZDAH =R AITDON
TIEBIREICIE R > TR,

SROMEER EITiZCa ik FEATPase (SR Ca*-ATPase) MFfEL. ATPZ{EH L TCaZ & E
5 SRAE~ L HiET 5, in vitroDFERICEBWT, 1) BMULEREZE T2 RKICSREBETETD &,
SR Ca*-ATPaselfitE mME L <K F T2 2 &, £722) WML WHIGEEZITS &, MIENOIEEESR

(Reactive oxygen species:ROS) DIBEHENT 2 Z ENRHALNIZRSTRY, ZNHDOZ L5,
G ICEE R L THRAE T DROSPSROCa> IV IALRESI DR T Z2FHE L TW D RIS EZE A b D,
INAEICEE R L TSR Ca?-ATPase ¥ ¥ /37 LS5 Z LiE. i &2 BRI L 0 455 & 585
UG X D28 TR SN T E 2, EEEO X 9 @ FETON L EE TH EEOHRLENAEL 50

BPCONTIEHL2ICIT > TWARY., 5T, Bbick Y 7V BMEMiZ=ZITH L, # Xy
DRENFDFER ST R BN L, 202 LSRR Ca?-ATPasel&E DI T 27k L TnWb =
ELHERIND,

—P{bzEsR (Nitric oxide : NO) 1%, EEROATIEHPER ICHKEET 2 9 X TRAIRBRYETH D
D FHIC Lo T~ A FRAIAERT 22 L b N TV, FlEEhEH KITHEWAERNTNOD
RN 2 FEDHIE, NOBSROCa> MY iaA « KIHHEEBICE ZRKIZL TWD T EMPRE S
NnNH0, FEEOHEE/EICRIT ENODIERIZ OV TIEH LTI > TR,

FIZ TR T, 1) BHIEHEHEKOET NV TH D IEMEMIKAEEESHE (Chronic low-
frequency stimulation : CLFS) (T & 5 SREEREIX T DK IZ-DOWT, Ca? -ATPase//"'7 R DR
RICEB LRFAT2 2L, 2) iRk @EREEERASROCa B YV A B HE EREICON
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T. Ca?-ATPase¥ v/ 7 Ofgft, % v /37 OEMZEE XL OCATPH A R OELICE S % & TRt
THILEEHMEL, UTO3 DOWFEMELHTE LT,

EE 1 CLSFIC X 5 fi/MafkCa?-ATPase DIEMER L O v 37 md %Ak

EER 2 EREEE/MEARCa?-ATPaselZ K 4528 — FRLIREEICE B L T —

KB 3 EIREEE)C X 2 ADP-PCrRIFMER /MafkCa> i ¥ iAZHES DZEAL

I. CLFSIZ & 35/MaikCa”-ATPaseDFEEH LUR VNI EDETL (EE1)

CB®] CLFSZ&f L7t kBT, SR Ca?-ATPase# /37 D ZLHSR Ca?-ATPaself i DK
TIZEHS L TWAHRIBEME 2 ML L 72,

[HE] 70 27 —%MEET v b ORISR, CLFS (10 Hz) Z&fiL 7z, 128#., 245, 5
UMTASHERTERE L TR L 27%. 25 DO DOSR Ca?-ATPasei® I #HIE L 7z. CLFSIZZEM D 12
AR, HHOF ZxEREE Ui, iy I o285, 2 b 22 HSR Ca?-ATPasel& 2L
SOBEEITO ZE X TERDP ST, £ZT, JOT v N ORIEEHIC24RRCLFSZ &/ L, Zh
B & W THIE(LRIIIE 21T - 72,

(HERLLUER] 120 LI ECLFSZ# AT T 5 Z £ 12X > T, SR Ca?-ATPasel& I 03F BITE T T
5 DRI, 24K OCLFSIZ X - T, Ca*-ATPase® > /37 O A1)V R = )VIEDEIT 2 514
FRizsgint, SERCAID ¥ v X7 XA RIS Lic, —FH, =hueFri ORI R ALN
hrolz, THHDFEFENS, CLFSIZ X % Ca*-ATPasel&E DK TFiX, #Z v N7 ofgfbicinz, # v
NI EOWPIZE-THLbEND Z LRI,

. S%EEHHSR Ca”-ATPaselcRIFTHE —BILKREICEBLT— (KB 2)

[Br] HEHRIEICE 5 &S EEE#IC X > TiE Z 2SR Ca?-ATPaselif DK T2, Ca?-ATPase
VT O L Z 8T B OIELH G 5 FTREME A RREE L T2,

[HE] ERICIIY 4 A4 —REET » b2, 2D 2t BEE LEBRHCO T, SEBRHC I
50m. bV AE10% THESIRFICE 2 288 AT o, EEEZIC, SMUER R X OVPERE %5 2 i
L. WfoEBHEZREICHWZ, 25, SR Ca?-ATPase” /37 DI VR = )VEDOEH &,
ANh T N EODEHFE, SR Ca*-ATPase# v 737 O, SERCA1# /X7 ®#, SR Ca?-ATPasel®
PEFRS K OCa? B V) IAHEE 2 JIE L 72,

[(ERBLUEE] EHICT L > T, SR Ca2-ATPaselF1H1216%. CaZHl Y 3A Z FE1234% D IF/D 15
B AT, SR Ca?-ATPase. SERCAIB XU ANV T NEOEICFIEBIBRALNR T, —
F7. SR Ca?-ATPase” L X7 ICEENDL DR = NVEORIT, 2 HBULEICHATS Z EBBEEN
oo THUDHOFERD D, SR Ca*-ATPaseDEE(L A EERIGE DMK T ICEH- L TV 2 "lBEME S RIR &
72, Ca’-ATPase® & DERALEAL SNz DT HONTIE, AEROFERNLSLE/RTEH I LILTER
WS, ATPasellZBEND AN T N EOHITEBC L > TEL L Riro e 2 e h, Dal by
AT A VIREDRGETII W I LR Sz,

V. S%EERIC& 5ADP-PCrk7FHH/MakCa” R Y AHEENDEIL (RER3)

CBM] SRPFIHT2ATPIE, SROEIZHEL TWbH 7 L7 F %+ —+F (Creatine kinase : CK)
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o ThHa S TWD Z 255, {KIZSR Ca2-ATPaselHME I 22372 < Th . CKIEMIMET
% &L Ca¥ DE Y IAARITEIRT D L E X b D, REBRTIE, EEENCT L DSROCa> DELY IAKRFET] D
B A CROZAIZE B L TRREt L 72,

[HE] U AZ—RMEMT v N 2T, EERE & REEIC T, EEBICIIER 2 L RFEICE
D NIRRT EE 2 AT L 7o, PR ICIZSMAE i R IBE 2 vy, JIEHE B 1XCa2-ATPaselh
P, Ca?BU VAL, Ca i L Lz, Ca’ BV AAERE L, KINRIE T OLEIZATPD %
GRS (D%, ATP-Ca?MR VAR LIES) &, ADPLPCri & ARREE (L%, ADP+PCr-
CaZ BV SAZHEE L IT5) o 2 FEMED HETRIE 24T - 72,

(#ERE L UER] ADP+PCr-CaZ it D iAEE DL TS, ATP-CaZ Bl VW A ZREFE L il L TR &
MDoloZ & B, EHREICE DEBIC X - T, ATPase’Z 1 TidZe < CKIZ D BLENR Z 5 Z & 2VR
M2 X7z, in vitro TOEATHIZE T, SRICNOZ M5 % & ADP+PCr-Ca® B ) 3A 3 13K T 3
D5, ATP-CaZ B W AZEEIIZL L7222 LR ENT NS, 5 OFEFITAREROR R L LU
TRY. CKIFHEDOKTIZNOMAEE L TW A AIREES R Shie,

AWFZETIE, SROMBEIR FICA IR AT 2ROSHKITTHEICE B L TERETo 2. ER1
TIXCLFSZAT 2 72128\ T, SR Ca-ATPaselfitE ME T L7z D%, ATPase¥ > /37 B3R 7o
TDTHDZEIIRRINTC, XN TEODREPEE > THBICOWTIE, FEER 1206 EHENHE
FAEEED Z LI TERD SN, ETMRICRNTT 2V BIBIE SN ¥ v/ TIREALS T
DBIEMBEDODLENTNDEZ L, BEORERIZBWTELOIRIE L 725 VR = VEDOEHEDSR
Ca?-ATPase THEIML 722 0D, X U0 OEEREEL TWD Z LRI INT,

FEBR 2 TiX, FEBR 1 THIZEINWFEROE, BEMICITONUD EEEFICBS N THLAEL D1 E D
DEREEL T, ZOREECLFSET & [, SR Ca¥-ATPase# L /X7 ITEALEL 5 Z L @O HIL
7223, SR Ca?-ATPaseD % /X7 BDZEACITH BT, B &2 521 72 2 L 3% L 30 OB FRICE Tl
BRORPpolc ZEWIRE NI, X X7 BORD RNEFROBEEOK T 2 232 LI 50T
BHOHM, ER1 T BLE Y T BOBDOWFBEZ ofcicd, BALZIVE B NEHEICKIET
TERIZOWTIIHMETII 2o 7c, LOLRRG, EER 2 0RO, BEME2NERESR Ca*-ATPase
FHEOKRTFTE2SERILTVWD ZERBEN, ROSO 1 DICHHE SN BENO S 5 IGHE H 12 ARk &
. ZOWEOERIC L > TCKIEMMET T2 2 LM mb TS, FEBR 3 Tk, CKABIH 5ATP
AR PBSROCa> N v TR KIETHE LRI L, EEBIC L HSROCa> IV IAALBEES DIKT
2, ZOFROEEDIKTLEEL TWD L DR ZET,

AIFZED HE SN FERIT, SROCa? Ry THEEDIK F 28T 25 5 2 T, ROSICX 5 &L &/
FRICHNZ D Z EDBIRATH D Z L 2R+ 5, ROSOFELZET I 5 ®ITiE, ROSOFA: &40
250, FAELZROSOEHAZHT 5 Z L BANTL 7255, ROSIZATPREAEICREE T 580 HFAE
T 57D, WHFEZMGET 2R ZOEEARLINET 2 Z EIEARFRETH D, Lo T, HEHOM
#HlciZ, ROSOIERICHIT D HEEEZE O D Z BT D 1 DOFRERDIENEZBND,



