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BAEICBIEL THD, HRHEOIMENTET 2%
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Vi, ) BEETORERBEMLORE, 2 BT/
B bF/NEE~D Y TR, 3) FH/ARREN
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, BEFITOVTOH
KHBOBEEE Rl HpEEAND
C'BELXENSEHERERDL, LRoT,

Sandow D (19765F) 1%

N7 =A%

1% B R RIS NIC I T 5 Cat R E O FREIR
ERHEFOEERTHDZ L ERBRT 5. B
Ca™ B E I/ NAFIC L > THIF ST
, DASE, #inNEFR T HEE L TH/Maskss
HEEEBORZ L Lol ZL DIFENPR SN,
BIETIE, ER CH/MNAEOBREBOEIAKE
<EHELTWAZ EITELBDOLNATND

B OB T, 1) BEFRECED ETHICA
TENTIDZ LERERIINEREL, 2) TO
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ETTAZERmbNTVD
BT s L, EBOXEGINIATORE S
CHEERERN DD LIIEZONT, ERGES
DREL s TERE, REEHDOER, FBHEN
DIEEAREH DL ) a— 7 OB EnrD,
EHEEREERTORREZHATL LT TER
5/ N DS RE D LD Bh R
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CEZOND., I TAFETIE, HEFOEIE
BREPERSNZEREZ, H/hRECEREZHT
BETHZLZEME L, SH0MEIH % B
[ARBY AN

T

BaEEhdL,

iy LDk

VN, BTRO X 5

<BEELTWDZ LIE, +4




LSRR R

mEARE - | IE

ol

(LB RFRZGER S FHFEPTTER 8ER)

WEsBE - ik B (KRBR T SER P ER AT REE A R — Y 58 o & —FBHT)
WEoRE . =B BE O\FESIREHRRE $45)

(W@ h®E - e £H)
(WFgEwm iz - Ml £2RT)
(FroetmhE © TR OB

AR ERE (B (SR )
EERE EEERE & Fh
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I IUHETE BN £ 5 f/ MR OBRE DRI/ (E8R 1)

FIEIER - ZBME - vk & - UBESEE - &R B BILERT

1. #& &

WIREEE % 2T/ /IR E  (sarcoplasmic
reticulum; SR) 1%, 1) Ca®* DEFHEE, 2) Ca® D,
3) Ca¥*DEMYIALD 3ODERERE L, Zhbd
ERIC X 0 BB OEEE Ca” B E ([Ca™']) 1%
BIHICRAS SN TWS, BREFTHEREO 12
iZ, SR OBRENET T LBREINTNDHH
(Wada et al., 2001; Tupling, 2004), & D A B = A A
T UG BB T2 2 TRV, AR BHY
i, HEFSEETHEENSE(TIERE SR
WEBLTRETAZETHHN, TOLDITIX
EREYOFIT—EDRATEMZ D Z & RFRAR
Thbd. by FINalzs AWz BRER T,
WREMOEEDERD D WVILEBERTREDE
Wi PIEBR LT, MRETEHHICEEICEED
AREMADZ LIEIBHTRHRETHD. £ZTK
HRICES - T, LBEHRICESHEE 5 2 HiIX
WEBETHIETNVEEELEDY, 7, Z0F
FIAZ L DYHEF, SR OEEN ED X 5 ILE1k
TEDONEEBTAIMNERHDLLEXZ. £ZT
ARERTIE, IHEEENCHE D SR DOHsEEDOE({LE
REFRICRETT A Z 2B LTz,

2. ERFE
A BEREHBLOER 2 ha—

EBRITIE, 9 BE D Wistar RHEMET » R & 32T
Anie. Zib % 12 B ORI A 7 VORAT
TIRE% 20~24°C I[ZHEFFHER LIBREFEIZRBWW
THEBE L. 28, AKBXUSR (BA7 LT7TH
FEREERFAL CE-2) [XTBEHEERE L. 8B
WL LRBE LAY, —BHEOTHREFATDOR, £
BREIT-7-. MEFFICBWTT v b2 IMEMLICE
&, RInndsRAEH (BANELE, TB-611T) (%8
BT v MRV E I FEEBE L. $ T,

BB %9 LB E B LR e E o020
IHWEBERY T2 1%, EEEHEELE.
DEBEHNL, BERFEEE (BALELR,
SEN-7230) {Z & 0 HE7E48 1 msec, RIBARE 75 He,
kLA /i 100 msec DERAIE A 2 12 1 EDHE
ETI, 3, 5 30 5@Mmilz. BREEEARNT
L% =R (Stim) 8, RECE N RV %
2 ha—/ (Cont) flE L7z,

B. #EfHI LU & %7 DRl

PRIy, EHREOLRN LB ENTND
BEREFHZRBER (superficial portion of gastrocnemius;
GS), HAHHE & B ARMEDIRIE L T D BRI TR
JE¥K (deep portion of gastrocnemius; GD) 3B L U'FE
WCBHBHENPOEBRINTWDE T A8 (soleus;
SOL) %AWz, IMEEBK TERE D ICHRE
EREL, 3 (W20 mg) ZRFEDRIERY
VINE LTREZERCHERBEE L. BV OH
EHELHEER Q0 mM b U /4R, 300 mM
Yoa—R pH74) TEBEL, F&HET
A Z7E2RW I FRICHEPLS G T0%, T
T ARE DT AP -2 9 % (mass/vol.) D
HETHREVFA AL, BoREREVRA b
% 20 SRR OBEL (5,000Xg), EiE% SR O
BEORIEICRWE.

C. »HrEE
-l HRIABMEERBIOHS Y a—FUiRE
Lowry and Passonneau (1972) OFIEICHEV, £
FTHARBBERIOH Y a—F U BELRIE L.
BRERIR LT fICmAE Uiz 2 MBERBZ N,
—10°C THLRIFLE L7z, 0°C T 10 SR OB
L7zt (10,000Xg), 557z BiR & H I ERE
EOHHTe, by "2l a—FrBgEDS



PR, BWERIGERIE, FLRRERET
X100 mM & KZ P, 0.5 mM NAD, 100 mM
2-amino-2-methyl-propanpl (pH 10.0), 7'V =3 —4
BEQCRETIZIM b A/EEE, 100 mM Hib<
FRy oA, 500 mM YFA LA F—, 300
mM ATP, 50 mM NADP, 0.07 U/ml 7' /b 21— Z-6-
Y L ERBL K EELEE, 0.17 Uml ~F Y %7 —F (pH
8.1) Thol., RIGKTH, BEER (BER
YEFT RF-5000) ZFAV>, BHECIEE 340 nm, BOLH
£ 460 nm 2 CHEIMELRIE L.

c-2. SR Ca> B ¥ iA A3 L O E DRIE

SR O Ca" BV A% « JRHEEE Y, Ca #JtEm
G5 indo-1 Z AV, 37°CO ST T Ward et al.
(1998) DI IEIZHE-> CTHIE Lz, FEBRITERA LT
K e Biw o M ik, 20 mM N-2-
hydroxyethylpiperazine-N’-2-ethanesulfonic acid
(HEPES), 100 mM ¥{th Y 7 A, 68mM =2
Be, 0.5mM b~/ R¥ U A, 10mM 791k
FrY A (pH 7.0) Tholz. RISERITY
FNEMZ, 37CT 2 A V¥ 2~— b LI,
Mg-ATP (BRBE 4mM) ZMA DT ECL2T
RS & Eh L. RIS o[Ca™ ) DE{LDOH
i, MRS FoREER (BAS R,
CAF-110) % V>, 349 nm D T indo-1 Z hiE
L, 405 nm X 0500 nm DEKEEZE=F—TF
%7 iz X o T{T o7, [Ca®*)ehd, Grynkiewicz et al.
(1985) DOFEITHE

[Ca®*]s=Kd x(R — Rmin)/(Rmax —R)x Ff/ Fb

DHITESNTEHE LK. 22T, RiF¥r7ouv
D JeH (405 nm /500 nm), Rmin 13T indo-1
2B Cat LA LTWianWBEDEIEH, Rmax i
£T O indo-1 28 Ca¥" LA L TV BB DL,
Ff 3£ T® indo-1 28 CaZ* L A L TV RWVEED
500 nm LB, Fb i TO indo-1 2% Ca¥" LS
LTWAEAD 500 nm HAKETHD. £, Kd
BmEEH THY, 250 M EEMAL L
(Grynkiewicz et al., 1985). Ca” HitH KB DHFIE T,

SR Ca"BVAAEEDRER, KISHERPOD
[Ca) DO NRFRITIEE -T2 L 2FERL, 10
oM EREE)D 4-7 ua-m-7 VY — L EIZ,
SR b D Ca* iR EFHRE LTz

¢-3. SR Ca*-ATPase FEMEDHIE

SR Ca**-ATPase J&ME{E1Z, Simonides and van
Hardeveld (1990) D FiEICHE - THRIE Liz. AWz
BRI O#EREIE, 1 mM EGTA, 20 mM HEPES,
200mM HAbA Y 7 b, 15mM ke R U L,
10mM 7 2{tF b U v L, 0.4 mMNADH, 10 mM
ARAKRT ) —)LE/LEERE, 18 Uml E/LVE Y
BeJ—, 18 U/ml HLERMI/KFREER, 0.8 mM &
ks (pH 7.5) Thole. BIEIE3ITCT
1TV, 4 mM (BiRIBE) @ ATP 2A 5 Z &I
Yo TR %EBL L, NADH OREZR{E LI
EE (BA4Yetti, UVIDE-600) % FVCHRIE
L7 (& 340 nm). D%, WAV T LD
BEY 2mM (RRKEE) 1L, EREERICLT
NADH OEEZBIE L. BEE QmM) © Ca™
i%, SR Ca’™-ATPase DA ZRFRANICHIHTD. L
75T, FIE> NADH DB & BiRE Ca™*
B I % I 1% DIRATEEE DFEM, SR Ca’'-ATPase &
HERTIEILRD.

D. #EEtiLE

G R, T+ EERECRLE. R—A
AP D Contfill & Stimfll & DZERDOREITIL, K
D BStudent’s t-test AV V. Fiz, FIEEEH
R AECDEREFRFT D20, ZiAED
ISESHT RV, BAERFESBRESINTZHOK
SUWVTIE, Scheffe® FiEIC X W EHEDERD
HEMERNLE. 2B, BEAEIIS%REEL
L.

3. EBRFER
A, BER
EEHNEIT K B IRV IR IR L, #0E



BIZR L 1 2% T 82%, 3 5% TiX 64%, 5

% TIE51%,30 5 TIX46%ICETIET L (Fig.
1).
b 2004 @
g
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0 1 3 5 30

Stimulation time (min)
Fig. 1. A typical example of force output (a) and
time-course changes in tetanic temsion (b) in 30-min
stimulated gastrocnemius muscles. The intact gastrocnemius
muscle from the one leg of each rat was fatigued by intermittent
tetani evoked by electrical stimulation (100-msec trains at 75 Hz

every 2 sec) via the sciatic nerve. Values are means = SE (n = 8),

as expressed as percentages of the initial values. °P < 0.05, vs 0
min (initial). °P < 0.05, vs 1 min. °P < 0.05, vs 3 min.

B. HFHUBBERIOH Y a—F U BE
Table 1 {2/ 7Y = — % L BEE, Table 2 IZFFHHL

BREEDOHKEEZR L. GSOHF I a—F g
BV, W ORI BT Cont BHIS L
Stim il CHEREMEMR 4 b, Cont It 5E!
AL, WHERRSA 1 2018 TIX 40%, 3 53 Tt 27%,

HBB IV 30 5% T 17% ThH oz, PR
Y%F?&:t Cont fliZ st LUNHEBRSA 1 7088 Tid 294%,

DB T 244%, S HHE T 221%@%1 DR
ém‘:. LA L7223 &, INHERASA 30 53% T, Cont
il & Stim | & ORICHEEREZRIIBD bhvzdo
7z. GD O T Y a—7 U BER, W ORI
FIZBWTH, Cont izt L Stim I THY 75%
BREPRE SN, FHPLBRREL, [UHERLA
DRIZIBUVNT DA, Cont BIIZH LT Stim {ﬂffﬁ
REENRED BT, SOL T, H7Va—s v
BEBIOFHPLBRE - HIZ, WHEEEICES
EBILIIRENR - T,

Table 1. Muscle glycogen concentration.

Time Control Stimulated
GS 1 min 119.3£3.0 482 £5.1 %
3 min 118.5+43 31.8+3.7 %
5 min 118.2+5.3 324+£33%
30 min 119.1+£3.2 204+59*
GD 1 min 113.0+ 6.8 87.3+£9.0%
3 min 117.5+4.2 86.8+7.4%
5 min 112.8+59 83.1+7.2%
30 min 113.1+£3.3 824+51%
SOL 1 min 739+75 68.5+9.9
3 min 94.5+7.6 84.2+6.0
5 min 783+9.5 70.6 + 9.4
30 min 82.2+87 65.1+7.5

For treatment of animals, see legend of Fig. 1. Values are
means = SE (n = 8). GS, superficial portion of
gastrocnemius; GD, deep portion of gastrocnemius; SOL,
soleus. *P < (.05, vs control.

Table 2. Muscle lactate concentration.

Time Control Stimulated

GS 1min 4.6+02 13.5+1.3%

3 min 49+0.5 120£1.0%*

5 min 3.9+£0.2 11.9+£09 %

30 min 39+02 58+057

GD 1min 42+03 56+14%
3 min 43+03 4.4+02
5 min 3.9+0.2 52+1.0
30 min 39102 3.6+02
SOL 1 min 44%£07 4.7+0.8
3 min 3.7+04 3.9+0.2
5 min 3.6%£05 4.2+0.6
30 min 34x£04 32+£02

For treatment of animals, see legend of Fig. 1. Values are
means £ SE (n = 8). GS, superficial portion of
gastrocnemius; GD, deep portion of gastrocnemius; SOL,
soleus. *P < 0.05, vs control. TP <0.05, vs 1, 3 and 5 min.

C. SR Ca®"BL V) IA B R EE
Fig. 2 1Z, SR Ca®"ER 0 IABEE DL ETR Lz,
GS Tit, WINEREIZBW TS Cont IR L

Stim IR BEEREEEZ =L, £ DOEFK 70~80%
D& TH o7z, GD TiL, FINKBELE 3 HER X

I NT Cont A%t L Stim BITHE R
BMEDFRD bz, —F, SOL TikiHsiEghiofk
YBERBITIFRD b otz.
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Fig. 2. Time course of changes in sarcoplasmic reticulum
(SR) Ca™-uptake rate in control (open circle) and
stimulated (filled circle) muscles. For treatment of animals, see
legend of Fig. 1. Values are means + SE (n = 8). GS, superficial
portion of gastrocnemius; GD, deep portion of gastrocnemius;
SOL, soleus. *P < 0.05, vs control.

D. SR Ca*"-ATPase 1% £

SR Ca*-ATPase 7EMEIE, SR Ca® BV ALEE &
HLl LBk E R Lz (Fig. 3). GS TiE, Wih
DOEEREIZEB\V TS Cont IIZXT L Stim I3 EE
IMEE %R L, ConfliZxd 5 Stim AIDEIE, IX
WEBHLA 1 558 Tt 85%, 3 W& TIX 74%, 5 otk
TI% 80%, 30 5% T84% Tho7z. GDITRBWNT
i, UURERRZA 5 TRl ﬁa&ﬁt?ﬁzf B, Cont
Blzxt3 % Stim | OE X 88% TH o7-. —J7 SOL

y—
[
iy

z GS

= 1

g _ -

® B0 o0 | l

53

5 § 604 T_\T . /I

8 1 0* " * *

o

w 40_ i T i /I/I T
1 3 5 30

z 8076D

=

B~ 704

S &b 3

3 £

£ £ 60 I

T

&, S 50+ "

Y

n 40~ T T T 7/ T
1 3 5 30

g‘ 251 soL

3 5 23]

9 g ]

172 21_

S g

] 1

<8

< .

s

o

“ 15- T T T ia T
1 3 5 30

Stimulation time (min)

Fig. 3. Time course of changes in sarcoplasmic reticulum
(SR) Ca®-ATPase activity in control (open circle) - and
stimulated (filled circle) muscles. For treatment of animals, see
legend of Fig. 1. Values are means + SE (n = 8). GS, superficial
portion of gastrocnemius; GD, deep portion of gastrocnemius;
SOL, soleus. *P < 0.05, vs control.

Th, IHEE BN AR O B3 BE SR o Tz,

E. SR Ca®* s B
Fig. 412, SR Ca”"fHiEEDE/ER L. GS
TIRUHERRSA 3 1k, 5 9 RB LUV 30 Z&IZ, GD
TILURERRLE 5 %8 KO 30 o141, Cont IS
%t L Stim A THEEREEMBE I, Zhics
LT, SOL CiIIUHEIEENCHE 5 B bivi
Mmoo,
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Fig. 4. Time course of changes in sarcoplasmic reticulum
(SR) Ca**-release rate in control (open circle) and stimulated
(filled circle) muscles. For treatment of animals, see legend of
Fig. 1. Values are means + SE (n = 8). GS, superficial portion of

gastrocnemius; GD, deep portion of gastrocnemius; SOL, soleus.

*P < (.05, vs control.

4. B £

Fig. 1 \ZR &N 3 & 912, WHERRAZOWT IO
R ICRBW TS, BERRBICBIT 2RIDEE
INEL, AW L T—EOAT
BHEXBDIENTEDLETNTHDHEVZ LS.
F72, GS TR PILBSRE S EEICE TN L
Z &b (Table 2), FFIC L »TAHR & B GS
TiE, BREOEVWIHNEZTT > 1oHE L Lo
FAERBENFE I N0 L Bbhb.

AHETHEONIZROEERAMRDOOL DI,
GS TIIEESITF, SR O Ca™ BR Y iAHHEEIT M
B 20T TIERL, NHERBERIIETL,
Ll 7 DRERMERB SN2 L THB. Ca'RY
IALEESNE, SR Ca®*-ATPase 1= X % Ca®'[ElXAES
& Ca¥% SR DEORNIRICEREFT BEEHE DT
VAWZEoTHRED L EINTVWD  (Wada et al,,
2001). Fig. 2 B LU Fig. 3127 &N B X 51T, SR
Ca” BV AZEE & SR Ca®-ATPase iEE & TEL
LB RRD N T L%, KERTHWZE
= F i3, SR CaHYAHEEE, & LT SR
Ca”*-ATPase EMEIZ L > THEShTWHZ & %
RET 5.

GS @ Ca™MHEEIX, Ca "BV ALB IV
Ca™*-ATPase FEME & o, B CIR T4 5 2 & 03
2 a7 (Figs. 2,3 and 4). SR Ca**-ATPase ¥ Ca’"
HHF v 2vh, BGAMERIC X o THEENZE(L
TAHR, TORMBIIHE o IETERDZ R
WEIN TV D (Favero et al., 1998; Favero, 1999).
SR Ca’-ATPase (213, 20 EDEHEA LT KU )L
(SH) EMNFEL, TiLbDIREES SR Ca**-ATPase
D CaBERANIKRESBET D ENRENT
W3, Bl xE, Favero et al. (1998) i&, SR % T&tE
FASRFE (reactive oxygen species; ROS) ([ZIRET 5
&, Wt SH ZE DB OWA & & BT SR Ca’*-ATPase
EERNMETT5Z &, £FDETEIL ROSD
BEPETIREDIZERELSRD L E2HRE
LTW3. C T v R ich, TOMELE
3 HERE SH £ 50 BFET 5. Z#H % ROS
ERIGEED E, BBMLE LD SHEMN 106 15
BECTThhIE, C¥ T ¥ XA DB OREE
BEDN, EABIEL D SH EXRBLEInD &,
ROBEIHETETT2ZEP3BDoNTND
(Sun et al., 2001). FREOEWHINEF TIX, 9
VFUFFRVE—ERIZE ST, ROSD12TH
BHA=NN—FF T FRELESH, HIEANOEL O
BEOMEBIIEEYEX D EBHALMNCRST
5. SR Ca*-ATPase & Ca'#{HiF % RN D ROS



R B R DE DS, Cal BV GALGERE Lk
HEE & TR ORI ZE(LA R 2> TFR T
HOHAREERH D,

B REES T SMBI B SN D H#RED
A TiE, BEREIC Lo TERY, EEHEW
L XX type 1 DB, —F, EERENE
72 B I2oh, type Ila, type Ib FRAEDIETEIE S
BT LA LMo TS (Gollnick et al,
1973a; Gollnick et al., 1973b). L7223->T, BHHEH
EEEAVHESICETAIMRETRIBE, &
BT 5 EERAEE L ERRICA VDB ORMERER E
AFEICBMLENHD. ZRIIX LT, BFRET
AV ERET N T, PEEHB I SOLIZEE
NAGHBHESTENBICBRSE D Z LBHET
HY, ETDIA TOHBMEIIR—DARE 5 X
HIERTESD., L LT type I HRHED DIEAL S
% SOL Tk, JIE L-EE L TICHEICER L
= 51X B BT, SR OBEEDELITHfRHES A
Flek & AT B T E BB LMo T

5. 2 K

Wistar RS v b & BV, IHEEENICHE O 7
/NEfE (SR) DORRED LA REIFRYICARET LT
ARG T ENTET v hEALF—IZT v
FNOFEEEE L, LEHRICEIEEE 1, 3,
5 BLUN30 HEMZDZ EIT LY HIEEFE
L7z, RE&TH, EHICHEHRER (GS),
BERSFFIRIBED (GD) B X Ok 7 A% (SOL) %1
HL, #OSHICRAWE, BEREEEZMZ 5%
EE (Stim) fl, Exti& =2 b —/L (Cont) {fl
& LSR Dz HEL, UTORRER/T.

1. REEAIT 5 HBRICITPHED 51%ICFE T
TL, M, BELREMIRONRNPST.
2. SR Ca*B ¥ AAEEELE, GS THEE TR
BT, GD TIXIUHERE 3 DBRB LV S
BICBOWTERRBEESBE SN, —7,

10

SOL TCiIUHEIz 2l LB {bidsid bivieh
o7,
3. SR Ca**-ATPase #&MEIE, GS TIHAIELZLT
DEFHIZIBNT, GD TIUNMERLA 5 &I
BOWTHEBRKENBES N, —F5, SOL T
IR L7 B RiEE0 bhvado T,
4. SR Ca¥HrHREENE, GS CIZUTHERILS 3 5915, 5
A%kioqo FEIZBW T, GD TIHEINAERA
BB IO 30 DBICBWTEHEEREREEL S
%éﬂk TR LT, SOL CifEic iR
LB bIsRd b b o iz,

PLEDRER LV, GSTIEISR Ca” IRV iAHEE R
L U'SR Ca**-ATPasel& 11, IHERILAEZICIET L,
DR E B LARWE &, F7-SR Ca® i HEE
XIS LB L TCENTETTAZ EAHLN

WZipoTo, Ei, IHEICHE D SROMEBEDELITH
BHED Z A FITL o TEBRY, type Il #RH}EE e
type 1 BHETRHEMPECIIS W LBRBH LN
7=,
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IL.

FHEIEE

1. ¥ B

KRR BHID 1 O1%, SR OHEER X eI
BB RIET L ENTELERIZONT, FHIHE
HORBHELEZRIEL, Thbl SR OEERED
BihE OBEEEEZRETT 2L THD. TDOID
IZ1E, SR OHEREAS I D D VITENET 2 ET V&
ST T AMERDHB. EBR1 T, 305ETOE
SHIE% 5 %, SR Ca’*-ATPase JEMEH XL UVSR Ca**
B Y AA « BHBEEO B OWTREI L. £
DFER, GS BLVGD THEUMEIC LY Zhbo
F5A—F—HET 50, 47 LbEET 0
THRHAWTD LRBD b, BL_EETNVTIER
WZ LR LT o T, EHEBICEDERIC
L VIEF L7 SR OfRerY, EBREHEHROZ
LIlck, 30~60 S TCEETDZ EAHRESNT
Y (Mishima et al,, 2006), [EE#HZFIATHIT,
AHFEDO BN ERTEHFREBERSHD. Ll
s, EBR1THAWLERHMICL->T, EE
HIZ SR DHERENR E D X 5 BT D DDNITH
ThDH. FITAERTIY, BRABKTE 60D
S TIZ OV T, SR DISRED AL & EEF R I AR RS
THIEEBRME L.

2. EBRIGE
A HREMBIOER 2 ba—

EERITIE, 9 BB Wistar SREEMET » b & 40 [L
A, ABIOEE (BAZ L7 HRETEEE
FAE CE-2) IXEBIERE L, 12 BFEOHEY
£ 7 VOB T TIRES 20~24°C ICERHERF L
FRERICBWT, Thb2EE L. 8 Bk
NOFATE EED, 1BEOTHEEOR, ERE
1To7-.

SR X Ao ER, ER 1 EFEKT
Hole. EEREENCRHEORS-EEFEDT

12

IS O I ENC 38 1T B B/ R OBEBE DRERFRIZ L (B 2)

BT -k B IESE CRER B BILEST

— X BB, 1Hz, 40Hz, 60Hz, 80Hz ¥
FT0100 Hz TOWHMEETFE L, RAZRAE L.
0%, EXSHE (EFRIE | msec, HE 75 Hz,
kLA HE 100 msec) & 2FIC 1 [E, 54FMA
7-. RREEEEE 5 4L Lizoik, ZoREc X -
TGS BILUGD OFEFHITRVT, SR OHEEENE
THFA3ZEDRERIICBWTBEINTENILTH
%, B, #EE M Stim A, Rz
RN Z Cont ffll & L CTHW . INHER T E,
545, 10 4y, 30 B XV 60 HEORFEEZRD,
BOSRH-EEFEZRE LK, GS BXUVGD
BPRELE. BB, HREDTA XOFELER
1 EERTH T

B. S#HTHEE

E8 1 L EEOFEER AV, SRCEV AL -
HrHHBEE 3 X O SR Ca**-ATPase {EMEZ#HIE L7z,
C. HuEraLE
WEtEIY, T + EHERRE TR LE. Cont
& Stim & DERDRE, B I URFHRE LUE
EIR T HROEN-BEE/REOEZROREICIE, Xt
S ¥ 5 Student’s t-test & VMo, Fio, EIERRH
CEBEDERERET D10, ZalREDS
B EAY, AER FEIRE SN LD
VWCIE, Scheffe DAEIZ & Y FHEOEZRDOFE
WERE Lz, 2B, BEAKEIT %ML L.

3. EBRFGER

A. TRI-EERHE

Fig. 512, WiEZ AR T HRTOENZ 100% & L
TR SEESEORRE LR U, KR TERT
X, W OSEE DR b UHERT ORI 60% DIED
BE SN T2, 40 Hz TG T 60 5 RIZBWNT,
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Fig. 5. Twitch (1 Hz) and tetanic tension of gastrocnemius muscle at different frequencies
immediately ( 0 min), 5 min, 10 min, 30 min and 60 min after 5-min contraction. The intact
gastrocnemius muscle from the one leg of each rat was fatigued by 5-min intermittent tetani
evoked by electrical stimulation (100-msec trains at 75 Hz every 2 sec) via sciatic nerve. Values
are means + SE (n =8), expressed as percentages of the pre-fatigue values. *P < 0.05, vs 0 min. °p

< 0.05, vs 5 min. °P < 0.05, vs 10 min.

IHEIR T 5 BB I N0 BBICH L, F7260Hz
TIXIRER T 30 pELEICRBWT, %ﬁ“fﬁk?‘ﬁ
BIO S oicxt LERERESENRD b,
Hz & 100 Hz TIEEE LIERA A LR, mﬁ%
T 10 5% LEIZRBNC, INHEER & B L TAE
eEERR I .

B. SRCa™BViABHEE

SR Ca® B W IABZEEEIZ DWW T, GS, GD &b
IR TEZB XU E 0% OEERICBWT,
Stim (& Cont IDOFNCHEFHICHERZERIIR
b bhipnotz (Fig. 6).

C. SR Ca*-ATPase /&%

Fig. 712, SR Ca’*-ATPase iEHEDELE R L.
GS TiX, PHERET 10 5% E T Cont IR LT
Stim Al CHBERIEEIEEINT. TR, &
PIXEIET 5 2 & BNEE S, IUEET 30 o%E
FV60 0tk T, MEEEICEZRITR/BD b o
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Recovery time (min)
Fig. 6. Changes in sarcoplasmic reticulum (SR)
Ca®-uptake rate in control (open circle) and
stimulated (filled circle) muscles during recovery
after 5-min contraction. For treatment of animals, see
legend of Fig. 5. Values are means £ SE (n = 8). GS,
superficial portion of gastrocnemius; GD, deep portion
of gastrocnemius.
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Fig. 7. Changes in sarcoplasmic reticulum (SR)
Ca*-ATPase activity in control (open circle) and
,stimulated (filled circle) muscles during recovery after
5_min contraction. For treatment of animals, see legend of
Fig. 5. Values are means + SE (n = 8). GS, superficial
portion of gastrocnemius; GD, deep portion of
gastrocnemius. *P < 0.05, vs control. aP <0.05, vs 5 min.

7z. F7z, Stim IRE B U7CRER, W%ﬁﬁé‘T 5
SBICKL 30 SR THERRENR SN

T, R TEEZR X OZ0%ROEEHIZEW
T, Cont il & Stim 8l & DRI HERZRIIBES
nignoie.

D. SR Ca®' s
Fig. 8 12, SR Ca”"fgHEENE(LE R L. GS
o, IEEER T, Stim BCHE R EE SR
X, Cont fllzxF4 % Stim MDEIEIX 77% ThH
ST, ZOETIIHEKT 10 2078 F THEkt L7223,
4373 L TV60 437 Tk Stim {] & Cont {fll & DFH
?ﬁ'ﬁiﬁ%gé RO bR oT-. E£72, Stim
MZELIZE 2 A, IEKR TERICHL 30 5%

KBWCHERBENA O, —F GD T,
INHETE %%io%w%w@@@ BWTEERE

5.0
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Fig. 8. Changes in sarcoplasmic reticulum (SR)
Ca®-release rate in controel (open circle) and stimulated
(filled circle) muscles during recovery after 5-min
contraction. For treatment of animals, see legend of Fig. 5.
Values are means + SE (n = 8). GS, superficial portion of
gastrocnemius; GD, deep portion of gastrocnemius. *P <
0.05, vs control. *P < 0.05, vs 0 min.

fLidBEshholz.

4. B £

Matsunaga et al. (2001) %, 7 v MOEFHIZ 2 H
ERE L CERFSE AT LR ORERIC KT
% SR DOHEEEIC DWW TIRETL, I L - TIET
L7= SR Ca**-ATPase {EMENEIE T2 DIT, # 48
FRIZETAHZ L, 2D CICIHEER TIIficE
F4L5 SR Ca®*-ATPase D F 137 BHHKI 30%IET
THILEERELTCND. ITNOLOREILED
i, IEEREEEMNMET Lie o, I IcE
BE R DOEBPTTE LD THY, EEE
DEEIZERFMZE LD, BRY VNI PE
BRENDDIZENTEITORRBRMNETH T2
DTHHD ERRLTOD. ARFRTIE, IUEE
BEZIZIET L7z GS @ SR Ca**-ATPase iE1EIT,



INMETE BN K% 30 D CHEETDIZLABD LN
(Fig. 7), AR THWZINHE TIX, GS ® SR
Ca?*-ATPase I 237 OSRD X 5 IR EER 72
EERZT RO EPRTRRIND. EEFHIC
L o TIEF L7 SR Ca**-ATPase &1, 30~60 &
RECEET S Z L3HE SN TR Y (Mishima et
al., 2006), A THWEERETNMIZE > TH
FEn D MRNEREOEIE, AEFATEY
HLOTholetBELLND.

e L=l TiE, REFCI IEEEZ
EME BN TWD (Carroll et al., 1999; Helander et
al,, 2002). Z DEZITIE, HIRESNERDNS Ca¥tASHR
AT BT &, BN SR Ca**-ATPase EHEDMET

FTAZLDO2OBRFERLTWAEEZLNTWVWD.

BIT/INEICEETSH Ve Fu ) DUgREIR NV
T h—THY, EEEMEEAL SR D
CZ TR TF ¥ RN~F DY T F N ERET B 5E|
FHEOTND., ZEEF[CA ) 2B\ IREEA kR4
&, 1) TOWMMETOY T FIVGEEENMET T
%I & (Verburg et al., 2006), & BV Mk 2) Ca®™ ik7F
W7o 7T —ENEERLEN, Z ROSERHT
BREDA kT A FBENE T Z L (Lamb et
al., 1995) 2 ERFEIN TS, LEEnB->T, L
#EIC X o CTIETF L7= SR Ca**-ATPase JEME 2 IR I
EET5Z L, HONEEREZEETSETT
1372<, MME LTOEMEEEZERTS5 2T
HEERZIELTHD.

BB ING &, RELBRENLEFZE
BAEFEL, IVR=LVE (>C=0) BERIN
5. BAEPEDITE, SENDINVR=NVEDE
BT B2 Ehb, TOESERITEBYRED
BREBRLHNEH 22T 2008 E L LTELS AN
5 TW5 (Levine, 2002). HAR=NVEERTEZE L
LRI L » T, HHFEBICELEEHICL 5T
FEMEAME T L7z SR Ca**-ATPase 1%, B{LHYEH%
ZITTVWBZ EDREN TV S (Matsunaga et al.,
2008). SR Ca’*-ATPase ™ ATP f&AERALIZIE, BRL
R LD B W TF RBTFEE L (Viner et
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al., 1997), Z OWPLICHEEN RELPEL D LD
EEZ BN TW3 (Luckin et al., 1991) ROS 2 &
- TIET L7 SR Ca’"-ATPase IE MR TR 7/ L &
FA AKX VEITET S Z LA, Favero et al. (1998)
12 & B invitro DEBRDP LB LMNICR-TNS. L
T RoT, AEBRTHLZ SN SR Ca¥-ATPase {&
ORI, HEREHEOERANESE LTS
BENEZLND.

7Y a—5 L BOELD, SR Ca™-ATPase &
HOEEICEE LTV A REEbERH A TWS
BREN TS Y a—F R —IcEE LT
BT TERL, ZEICHFEETLIHAME £ 5 TR
TRVNERAE & 38 D (Friden et al., 1989). SR IXATHE
WU BEALTHY, SR DEIZIZZL DT Y a—
FUPFE LTS (Lees et al, 2001). T4, Z
? SR IZfTELTND Y a—F U GHIHE
WEAT DL, SR@%AmmuDMP#A%ﬁ@
BEPELL, TOEDICT OBEROEENET
Té;&mm@énfwé(maaa”mmy
D X 9 72 SR Ca®*-ATPase DHEERI R E(KIZ L - T,
SR Ca’"-ATPase {EMHEMMET Lz D THIVE, IHE
BOEEIICS ) a—FUBnalsh, TOER
IHERTOD LU RIVIE, ATPase IEMELEIET S
NP s

SATHFR D% L Tik, SR Ca**-ATPase FEE &
Ca® BV IAAMERE 1, WAT L CTELT B &8
RENTWANR, KEBRTIE, I#ECL>T SR
Ca®*-ATPase FEMEITET L7223, SR Ca®'H VA&
BERE L2V ENBEINE. £, ER
1 EEERY, 5 HEOIHEIZ L > T, GD @ SR
DEEREIIIEBA LT, ZhbDEREIZON
TREL OBV, BITHFEOFITI, HIUHE
IZE->T SR DHEEMETLRWZ EZRTHD
bHY, DTPRERFEOERNRRoTRER
EELOND LRV,

-~
~—

5. B



Wistar ZHEMEZ » &2 RV, DHEESNEOEIE
BRI HE/NEM (SR) DOHSEEDILE R
Blcks Lz, BBAFSERV T onc”7 vy b
WE—IZTy FOFMEBEEL, LBMHRIC
x5 oML, FEKTER, BT 549
%, 105518, 30 5H%B X U605, BEEMHR
B (GS) B L UEEMEBHE (GD) 2L,

Efé/—‘
— XY

B OSMIAV. BRI 2 7oA =5
(Stim) {8, BEKAEE ML 2VWEAEZ=Y be

—)L (Cont) fl& L SR DEEZREL, LT OFF
BrE.

1. SRC*BUV ABEE X, GS, GD DWW bH
BRE(LERI R T

2. SR Ca’*-ATPase {EMEIL, GS TIXIMERT 104y
®ET, AEREESAONE. —F, GDT
WREIC R LB RidBE S o Tz,

3. SR Ca®"MHHEEE IS, GS TIINUER T 10 ok %

T, BERIEERA DN, —F, GD TiIX

fEICRE LB ITBES g oTe.

DLEORERLYY, EEHEMICXD 5 SHEOGE
JEENE, GS ICBWTIKTF L7 SR Ca**-ATPase
M3 LV SR Ca®' B DEIEICIE, K 3000
BRAETAZ N LN eoTe. £, GS &
H GD T, BRI & BB OFRMENE
VEIIZH D Z ERRD b,
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III.
LDER (K8 3)

FIEIEE

1. #&
INKETEBNIC V) SR Ca*-ATPase &K T4 5
wEE LTI, ) ROSIZX B % 37 OB{LAE
ffi (Matsunaga et al., 2003; Matsunaga et al., 2008),
2) ATP #EAERNAL DOFEERIZ (Y (Luckin ef al,, 1991)
L3 SROBEIZfFEFEL TS T a—F &
DIETF  (Lees et al., 2001) 72 EAREINTWS. L
MDLRNRE, ThbDIZ EERETINTIDHR
Y, UKEBRLATE D& B —BEEIC BT 2B OE1L
PRELEbOTHDB. Lo T, SR
Ca¥*-ATPase {Eit & L300 3 BER & 28, A0S EF

il

LU TEM LT ERVERBERES LTV D.

H L, BHEETIZCIALOBERIEZREES LTV
B061E, HEFCEIERED D WVIIHET D
DEEBEBIZBNTD, EHEEZNLDER LT
WATLTETHIETTHhD. RERD BRI,
TDEIZOWTHREL, TNETRINTERE
F 2342 SR Ca*-ATPase IEMIE FORE TH 5
INEINERIFT AL ThHB.

ZD7=HICiE, SR Ca**-ATPase fEME DL EH
BT ALENDD, EBR1 TIIER, EBR2 T
IXEIE I 81T B IEME DO RRFRIEIZ OV TRE
L. FOfEER, GS T 5 oMo LV EE
UCHEMME TS5 2 &, 7z, DU 30 0%
BEREOZLICIVIET LEENEETDZ &
NEREIh, EEREEZAVIVUE, BREZERT
X B LMRBELMNI 0T, I TAERTIH,
SR Ca?"-ATPase &M DZ{L & IEHICEE L RITT
LEND 3 EREOBEY, EEOREERICE
BELTRETAZEEZAME L.

2. EBFHE
A, TREMBIOER T ha—L
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INFETE BN O [EE BT B #5/MEAE Ca®'-ATPase G DZE

c ZREE -k B - WEEE - RK B - BILERT

FEBRIZIZ, 9 BED Wistar RHEMET » - 48 L%
RAwiz., KB LUOEES (BAS L7 RGEEEEE
FEREL CE-2) IXBEBRERE L, 12 FEEOHEEY
A7 IVOBRBAT CEIREY 20°C~24°C I[ZERHER
LEFABEIIBWTING2EHE L. 8 Bk
NHETEHYD, 1EMOTHEEETOHR, EHRE
1ToTe., EKBEE, EBR 1 LREIROFEZHY
7z, AEMREML, 28I 1E, 5 HoMERRIE
M (EFHE 1 msee, $HE 75Hz, b LA Vig
100 msec), UNHEM TER, IUMEKT 10 o%BX
T30 B2IC GS ZH Lz, 7ok, FIEEARL
7% Stim {8, B EMZ AW X% Cont {8
E LTHRWE.

B. #eHh, 5% %7 O L UVSR ORFR
BHREUR— FOFERE, ER1 LEFETHo
7. SRMI 7 uY—AhlZ, Leesetal (2001) DFF
B> TERR LTz, W L7 GS %, K THWEA
L 7z HiHi#%& (20 mM HEPES, 20 mM EDTA, 0.2 mM
phenylmethanesulfonyl fluoride (PMSF), 02 %
(mass/vol.) 7 P{b U WA, pH 7.0) TE<LEE
BL, 1X3HB LA T7ERANTI VFRIZAAL.
WS, WIRAREVFTAVF—2HWT 5 &
(mass/vol.) ORIHEZIMZ THREV T A X LT,
FDY T NE 5000Xg T 15 HEERLLBEL B
BEEERLE. Z0%, 600mM EkV Y UL (&
KIBRE) 2 80HHRE B/ ONZ LE L REBMA,
5°C T 1 BB HER L7z, £ OB 60 471, 225,000
Xg TELSBELNVy MERIRLE., ZhicH
BEED 033 (mass/vol.) fEDEIR (150 mM (b
% V72, 20 mM HEPES, 20 mM EDTA, 0.2 mM
PMSF, 0.2 % (mass/vol.) 7 {tF h U v A, pH 7.0)
Mz, WIAREDFAP—THREITA XL



o, Bz u Y —AIlEENDZ TR
EEV, Bradford (1976) OFFETHRIE L. 723,
BAREVE—FBEL SR Iy —Akx, #
BCXAHEOEGEND, 2 EhbEbhH%
OEDizE e, 1HRfEE LTRELL.

C. HHEER
c-1. SR Ca**-ATPase 1&{%

SR Ca’"-ATPase JEVEMEIX, EBR 1 LRFDFIE
ZRVWRIE L.

2. FNa—FrIxRA7+ ) T—YEFE

SR Ca*-ATPase B LSV a—4 v 7+ A7 +
Y 5 —¥ (glycogen phosphorylase; GP) DyBEIZIE,
RFUVEiEET PV U LRI T 7 YT I FIv
EXkENE (sodium dodecylsulfate polyacrylamide
gel electrophoresis; SDS-PAGE) & AV 7z, &/8 LA
F 4 T NVOMALIE, 10% (mass/vol) WY T
Y)V7 2R, 0.1% (mass/vol.) EXT 7 YT IR,
200mM kY X, 100mM 7 U, 5% (vol/vol.)
7 )Enr—i, 04% (mass/vol.) SDS, 0.1%
(vol./vol.) TEMED, 0.05% (mass/vol.) BHREET
F=U A (PHS.E) Thote. F237 20ug &8
tpI 71— 2% SDS-PAGE AR L,60V T 15
BFH (5°C) BELtR, 7 —<v—7 U D7 b
TRt B {7 o0, FANDEREEAEa—H
—ZH Y iA%, NIH-image % fV>, SR Ca’*-ATPase
BILUGPOBRZRIE LK. 723, GP D&Y, SR
Ca”"-ATPase |ZxI'T HHEXHME TR LT,

c3. INVR=ILE

20 mM 24-V=rn 7=k RV ERRS
EREIzaY—L (ZU7 13 pg BER) &,
Lk SDS-PAGE IZ L ¥ B L7 (Klebl et al,,
1998), = bk —XRICERE L. 5,000 f%
WHERLEFY = ba 7= HiEK (V7<)
—IRGLR, 30,000 FICHIR LT B Y 74 R
Ty E—€ (V=) BEIZREUEE LTHRW,
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Ry LRIGSE, CSPD (N 4 —4h)
ERAVWIKRAKRERE ST, ZORIGIK, T
WV T ART7 7 FZ—EH CSPD #EE & L TRIG
BRITE, (LRI EELDIZLZRALE
LDTHD. AELTENE XBT 4 VARSI E,
Efpra s o —F—{ZHY A%, NIH-image %
FAVY, SR Ca**-ATPase \Z &£ D W/VR=VED
EXHEIELE.

c-4. SRIZMHEFET D7) a—7 U8B

SR IZftET SV a—4 &, Lees and
Williams (Lees and Williams, 2004) D FEIZHE> T
HE Lz, 174 mM BEER, 8.7U/ml /a7 X T7—
¥, 43 mM REKED Y UL (pH 4.8) DR D
VI 0.5 ml BT, I7uy—»h (F37 50 pg
B EH) % 40°C T2EEHEA v a— kL, 7Y
a—FrkINa—RINE L. FO%, Rk
B (50mM N Y R/EER, 1mM Bk Ry
2, 0.5mMDTT, 0.3 mM ATP, 0.05mM NADP,
0.07 Uml ZVva—2-6 VU EERKEEER, 0.17
Uml ~F% Y ¥ 77—, pH 7.5) I, 41 F=2—
FL7ES V20 W BN 7. BERTIC 1 BFRRE
Lok, BOERER (BERYERT RF-5000) ZH
VY, ERMEERIE L (BhEEREE 340 nm, LK
& 460 nm).

c-S.FITC & &

SR Ca*-ATPase IZ #& & 7 % fluorescein
isothiocyanate (FITC) D&, Favero et al. (1998)
DFECHE>TRE L. RIGEK (50mM Y
AHEEE, 250 mM ¥y I e—X, 0.1 mM E{L v
T A, SmM b~ 7 R A, 0.05mM FITC,
pH88) T, T 30pug B3I/ y—A
FRIET 1 BFEA v FaX—FLTE. Z0#%, &
IE¥RHR (100 mM b Y R/EER, 250 mM ¥y
— A, 5mM NaATP, pH 6.8) #MMA K% LD,
R D SDS-PAGE 5% FiVN & L3 7 B 5BE LTz,
BAREPRF LBE L VDEEY IV B a—



& —Z B Y A #&, NIH-image %* A\,
Ca®*-ATPase IZfE& L7z FITC DEZRIE LT-.

SR

D. fRFHLE

BEtEIL, ¥ + FEERETHR L. Cont il
& Stim Al L DERDOKREICIE, HFIEDH D
Student’s t-test & AV =, F7z, EERREICLAE
ILDERZRFT D20, _TRBOSESITE
AV, BEZ FEIBEE ST b DIZONTI,
Scheffe DHFIEIC & V) EBMEDER DFBM LR

L. 728, BEKEIXS%REE L.
3. EBREER

A. SR Ca**-ATPase 1& 1
Fig. 912, SR Ca’™-ATPase iEHDE(LER LTz,
IVHERE T E %12 Cont % L Stim 23 F B /2K
EERUER, INFEKT 10 2B LV 30 5% T
IEEMCERRERIRD N, T,
Stim A COLBCIE, IR TER & INHERT
BBOMEBERERIBD LI,
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Fig. 9. Changes in sarcoplasmic reticulum (SR)
Ca®-ATPase activity in control (open circle) and
stimulated (filled circle) muscles during recovery after
5-min contraction. The intact gastrocnemius muscle from
the one leg of each rat was fatigued by 5-min intermittent
tetani evoked by electrical stimulation (100-msec trains at
75 Hz every 2 sec) via sciatic nerve. Values are means + SE
(n=8). "P < 0.05, vs control. *P < 0.05, vs 0 min.

B. IVE=NVERBIOFITC &
INVHR= VRN, IWHERTEZB IO T
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Fig. 10. Changes in carbonyl group content contained in
sarcoplasmic reticulum (SR) Ca>*-ATPase (a) and FITC
binding to SR Ca?*-ATPase (b) in control (open circle)
and stimulated (filled circle) muscles during recovery
after 5-min contraction. For treatment of animals, see
legend of Fig. 9. Values are means + SE (n = 8), expressed
as percentages of 0-min control. "P < 0.05, vs control. FITC,
fluorescein isothiocyanate.

0 73#21Z, Cont izt L Stim BB W THE R
EIED (Fig. 10a), %7z FITC BIZOWTIX, UNHE
BTEHRBIW304%I1Z, Cont {AlIZxf L Stim
WCEBWTHERKESBEINT (Fig. 10).

C.7ZVa—FrERBLOSYa—FrI4rR7

+ V7 —EE

SRIZfIETA VY a—4 &k (Fig. 11a), X
MR TERB LU 10 4112, Cont HlIZK L Stim
BT, F 72 Cont U D LB TIE, IHEKET
EZICH L 10 08B L 030 ki, ARRIEE
ﬁ@%ém‘;. GP DEIL, PR TERB IV

0 ©3#1Z, Cont MIiZxf L Stim AIZBWT, &z
Cont M DB T, IMEK TERICKL 30 47
#%iz, AEREEISED bhiz (Fig 11b).
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Fig. 11. Changes in glycogen and glycogen phosphorylase
(GP; b) in control (open circle) and stimulated (filled circle)
muscles during recovery after 5-min contraction. For
treatment of animals, see legend of Fig. 9. Values are means +
SE (n=8). "P <0.05, vs control. $P <0.05, vs O-min.

4. B £

IVHER TE%1Z, SR Ca’'-ATPase {EMEDIE TR
L TN SR Ca**-ATPase D H VAR =)V & F BOHEMDS
B bh, ThizFKBEMicbhk 2 EIREE
(Klebl et al., 1998; Matsunaga et al., 2001) HDNE
W RBICE D E£1TH (Matsunaga et al., 2003;
Matsunaga et al., 2008) [Z DWW THRFT L7-HE & —
BTAREETHD. ZbORHEND Klebl et al.
(1998) 1%, YWHEICHE-> TRET D ROSIZE ST,
SR Ca**-ATPase # /37 BNELEYER 2 =T 5 Z
R, TOBROEENMETTIERTHAI L
W®ATVVB, FITC X, SR Ca’*-ATPase O ATP &
WA R T D Y VU BRECERNICESTHR
EWTHY, ZOWMMOBEEHRELOREICE
NHERAVWSNTE . ROS ~DIREEE (Favero et al.,
1998) 33 X UM LW NKETEED (Leberer et al., 1987,
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Luckin et al., 1991) {Z &> THEMEMET L7z SR
Ca¥"-ATPase CiX, FITC OfEGEMERT S &
NEHNTRY, ATP BEEHAEEKTDIT I/
BANER ST B2 e, EHETO—ETHD
LEZLNTE. LELRRLAERTIE, IX
Wi DEER T, IAVR=NVEDOEFED FITC
DHEASED SR Ca’'-ATPase &ML & I L TELT
AT TRAVWT EREESh, Thb2o20R
FIIEEE T OEZEORRE TRV LBTRIN
7-.

1967 4 @ Bergstrom (Bergstrom et al., 1967;
Bergstrom and Hultman, 1967) (Z#&¥ 5 —E D5
kv, BREEESCLAMETSHIY a7
VOREBIZ Lo TREEND ZEBRHALNICSN
7B, FOAB=XRTONWTIIEKRE UTHERA
INTWARWY., Y a—FriatkETaes, b
VR BT A 7 NA~DT B F )L CoA DEHEED
BFL, £0DICBLAY Vi X 5 ATP &
AERBEENDZEREZLLNDS. LOLRBDL,
7V a—4F U E L RN T, ATP OF
EIIRERATH 30%RELMETLTELY, Z0
R OIR TR TR CHaET 278 4 D ATPase
OFEMEIIEERZ TR, LER-T, 7=
— 7 OREBICEE L THESREZ 501, 7
Y a—4 v OO RLVE—JFELSORE 2 L
TWAbDEBbh3.

VEE, 7V a—A U, SR OBERERT LI
B EE-TNWDZ ERRENTN A, SR DRI
JY a—FURREALTEY L%, SR Y =—
FrLEEER), FD SR 7Y a—4F U2 GP B3RS
LTW5 (Leesetal, 2001). +5572 &0 GP MR L
WWHEELTWS & &1, SR OBEXEF IR
A5, WHIEENZXY SR 7V a—FURdiEES
FUGP 23 SR »> HAEEES B &, SR Ca**-ATPase &1
BETTBHLEBZONTVS., KERTIIZOR
HERIETHIHIZ, SR 7Y a—FrBXUGP.
DIEAIZ DOV T HARET LTz, Figs. 11  RENDH XD
\Z, SR Ca®*-ATPase /& PENEIE LI IEEE T 30 4



#%TIE, SR 7Y a—4F L EL GP EDOMHIZ, Stim
L Cont IICERITA DR o7, LLA
N H, T Stim DR/ N5 A —F —OfE M
L2z TiE7e<, Cont{DMERET LT
H5. Contfll TZDOLIRIETHAECT-ERITX
MBIV, SR Ca’*-ATPase iEMEDSEE LT
30 % O Stim I TIE, IHEE# & LT A —

Z—ZZRITH LT, TNOPEHICEELT
WA RREME IRV E Bbihvs.

5. 2 %

AEBRTIE, Wistar REEMET » ME2RAV, IUHE
FEE#oBHEBRICBITS, H/ABRE (SR
Ca®*-ATPase IEMEDELDERIZ OV THRET LT,
EAFPBRYMT N7y PARAMT=IZT v b
DRFHZEEL, LEMRICESRIEZ 5 S/
Z, FEETESR, BEKT 10 508BLUN304
BICHHEGEBM AR E LEOSHICEVWE. B
SR AN X T & B (Stim) U, BEEE AN
X2V Z 2 ha—/ (Cont) & LTH
WAELZERISHT 21TV, LT ORREEL.

1. SR Ca’*-ATPase #&EM1%, Cont ffll & b~ Stim 4
IZBWT, L{Y%E%&Tﬁ{’ﬁkﬁ“t&ﬁ{ DR b
nic. LovLiedb, WHERT 10 58 LT 30
S% TR, WEEICERIIBEIShRPoT

. SR Ca’*-ATPase ILEEN D I NAR=)VEDORID,
IRERS T B3 L OMNAERE T 30 49%21Z, Cont
Al & e Stim B WT, FEREED
bz,

3. SR Ca**-ATPase ~® fluorescein isothiocyanate

RAEN, INEE# R L ORIBHKT 30 5%

Cont izt L Stim B WT, HFEZREMED

grshi.

I7uY—ARZEEND Y a—F U ERBED

FVa—FrrxrA7+ ) 7—8 BI%, Uk

B Z URIEHET 10 2812, Cont T L

Stim BT, FEREENA L.

W Lx\

k—-)
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ULDOHRIY, IHEEENZRE L CTET S SR
Ca’*-ATPase {EMEDIETIZ, # v 737 OERbI L
ATP FEE AL OISR R E(LIXEREREE LT
WZ EBRRIB I Tz,
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IV. 7V a—5r oA H/MNME Ca®-ATPase DHSEER L %
DEEICRITTE (R 4)

FiEIERE

1. #&

Cuenda et al. (1991) I, SR Ca®**-ATPase | GP %
BN 5 &, ATP A OBENEL, BER
D ATP 253 DEFENRES 2 & %, in vitro DHF
FERENSHEL TS, T L 5 REIE, SR
Ca’"-ATPase EMEZIME LB L 5ERTH LB
2bid. FFT Y a—Fro—Eik SR OEIC
FEL GMESR 7Y a—F &S, GPILZ D
SR 7Y a—FUifETHI LT, SRIZHEEL
TWABZ ENRFMBNTUWSD (Lees et al., 2001).
D X5 IREEREED -, FHIETR, GP Lo T
SR 7V a—rFuigfshsd L, GPIE SR b
WSREOIZfRBES 5 Z £ 1272 5. Cuendaetal. (1991)
DFEENDIE, GP DOfREEIT SR Ca®*-ATPase D
I, TAOREBE 525 LHAISND (Lees
et al., 2001).

EBR3 TiE, SRZVa—7BXU GP 2 SR
Ca®"-ATPase IEHEIC RIETHE S insitu DERD D
WREE L7z, ZORER, s OBEIEHR T, SR
Ca’"-ATPase JEMEITLERIFD L~ UIZREIET 2,
SRICEEND GPIIHA LI2EETHDZ LKA
Bde7e, GP X SR Ca’'-ATPase IEVEIC R E Y
RIEERWEHRI SNz, LrLRYR b, EER
B, BREE L2V T GP E08MET
Lz &, BLU GP OB ORERSBTLLE
Kol L HBRETH L, ER3 OFEROR
5, GP DIERIC YW TR R EwmE T2 &
BEEITIRV E B, 72 TER 4 T,
SR 7'V @ — 4 13 L TV GP 2% SR Ca**-ATPase IZ &
ET R XLICHARICT 272D, ZAa7 s
5 —¥ (glucoamylase; GA) %AV, SR 7' = —74
V&SR L, SR Ca’'-ATPase DHEREIRS L N D
EOELERET LT

T

-
—
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C ZBMEE -k B UERE - R B BILERT

2. ERFE
A. HIREM

EERITIE, 250~260 g O Wistar ZHEMES » k6
2RV, KBIUER (BARZ VT RFAETE
FEE AR CE-2) ITEHEERE L, 12 BEEEOH
WA 7 VORHATC, BE%E 20~24°C [ZERF
MR LEFABTRICBWT, Zhba@RE L.

B. #HRA5E L VSR Dk

FREETICC, MEOBE»OEFHE/ME L.
SRDI 7 uy—Ahid, EER3 OHEEZ—TEEL
THERR L7, W L72f%, 51% (mass/vol.) DO
HiIWE (20 mM HEPES, 20 mM EDTA, 0.2 mM PMSF,
0.2 % (mass/vol.) 7t F MY 7 A, pH7.0) Z/0
ZTCHREDFA XL, 5000Xg T 15 45 RE 58
LEREZER L. £0%, 20O LEZER (Exp)
Lo hu—/ (Cont) #IZ%4y L7z, Exp BEIZ
13 600 mM HLA Y U A (BEKRE) &7 a—
FUNRBERTH D GA & 17.4 U /ml N Z 7= H
¥, Cont BIZi% 600 mM (kA Y U LDHZIMZ T2
KRS 7 L REM X, 5°C T 1@ L.
ZDORFHE 60 4, 225,000Xg TELIBEL, 2
Vy PEERLE., ZHICHEBEEHZY 033
(mass/vol.) fEMDIEHE (150 mM kb Y 7 A, 20
mM HEPES, 20 mM EDTA, 0.2 mM PMSF, 0.2 %
(mass/vol) 74k F RY v A, pH 7.0) ZMA T,
HIGAREDFAY—TCHRETFA A L. TD
YU TINEEDBICREER THE L —80C THRTF
L, Boairicft L.

C. HHrEE
¢c-1.SR 7Y a—~F &



SR 7'V a—4 v EiL, £ 3 L FEROTIETH
EL.

c-2. SR Ca’*-ATPase 33 L GP & B &

I yaY—rIEEND SR Ca*-ATPase B L O
GP DY, E£Br 3 L[E#E, SDS-PAGE # HWHIE
L.

c-3. SR Ca**-ATPase 1&14%

SR Ca®*-ATPase EIVEMEIE, FEBR 1 L EMRD G
PRV, IrznY—5h (F237 10 ug 28H)
MHPEE L. F7, SRCa’*-ATPase O ATP |Z%t
T AR LRI B 72 HIZ, 0.04 mM, 0. 1 mM,
0.5mM, 1 mM, 2 mMBEU4 mM D 6 FE&FHD
ATP JE B CIEMEE DORIE 21T/ o7z, ATP 2R
BEFIMERY, SR Ca?*-ATPase DB KIEMED 50%203
BHhb ATP BE TR LT,

c-4. FITC &6 &
SR Ca?*-ATPase [Z#E& LTV 5 FITC DEL, £
B3 L RO FIEEZRWEIE L.

350 -
300 T
=
w & 250 1
g &
SE 200 -
g 2
DD e
SE 150 A
2 e
O E
% 100 A
50 %%
0 -
Cont Exp
Fig. 12. Glycogen content associated with

sarcoplasmic reticulum for control (Cont) and
glycogen-extracted (Exp) conditions. Experimental
microsomes were exposed to glucoamylase to extract
glycogen associated with SR membrane. Values are
means + SE (n = 6). ¥*P < 0.01, vs control.

25

D. fEHaLE

WEEtEIX, W = EEERETR L. Cont &
L Exp HLOZEROBREWIE, JFLDOHD
Student’s t-test Z AV 2. 72, BEKELS%R
e Lz,

3. EBER
A.SRZ Y a—F &

Fig. 1212, GA fLEBA SR /'Y a—F U B RiE
TEEPRLE. AEICLY SR ) a—FrE
IFE LB L, Cont BT 5 Exp BEOEI
59%ThHoTz.

B. SR Ca’*-ATPase B L V'Y a—4' v 7+ A7 %
Vo—¥E
GAMERIZ L - T, I7uY—ALIZBEND SR
Ca¥-ATPase D F /37 BIZELIIFRD bhiah
7 (Fig. 13). —F, GPEFEIIGALEDE
BEBERELZ, Cont BIZH LT Exp BHOEFHE
13 23.8% THo7-.

120} [JCont M Exp

=
*§ 100 | T
8
A
O = 80
E g

[=1
o 3 60
A o
=B
<Iﬁ < 40
% ok
&
o 201
- -

0
ATPase GP

Fig. 13. Sarcoplasmic reticulum (SR) Ca**-ATPase
and glycogen phosphorylase (GP) content for control
(Cont) and glycogen-extracted (Exp) conditions.
Treatment of experimental condition, see legend of Fig.
12. Values are means + SE (n = 6), expressed as
percentages of control. **P < 0.01, vs control.

C.FITC & &
SR Ca*"-ATPase IZ#&A&3 5 FITC DEiX, GA ML



160 -

140 -

120 -

100 A

(% of control)
s N x®
o < <O

FITC binding to SR Ca?*-ATPase
S

Cont Exp

Fig. 14. FITC binding to sarcoplasmic reticalum
(SR) Ca**-ATPase for control (Cont) and glycogen-
extracted (Exp) conditions. Treatment of
experimental condition, see legend of Fig. 12. Values
are means + SE (n = 6), expressed as percentages of
control. *P < 0.05, vs control.

BIC Lo THBIZHEMT S Z & ARELN, Cont #¥
izt U Exp B4 41.5% @V MEZ R L7 (Fig. 14).

D. SR Ca’"-ATPase {E1EF & ONATP (2% 2 i fntk

GA LERIC & - T FITCREAEAEM LI Z &4
5, SR Ca’"-ATPase {EMEDENME, ATPIZXI¥ 5
BRMED LS Bh—F b B VIEEGHEMYT D &
FHREN. LhLRRD, EbbDRTA—4
HE(LITBE S o (Fig. 15).

—{Z

4. & £

1960 EERDEEN D 1970 EROFIHITITON
s —HEOERIZE o T, RRKBREERED 60~
85% A%+ B EEMRE IRV T, B Y =—
FUoOWBTHI LR, RS EBRTDERR
HThHsdZ ENHELNZESNTZ (Ahlborg et al,
1967; Bergstrom et al., 1967; Bergstrom and Hultman,
1967; Hermansen et al., 1967; Karlsson and Saltin,
1971). Z0%, ZL OWREREDA N =X L%
AL X 5 LRARN, BEOERRTHRRHE
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7 [JCont | Exp [
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Fig. 15. Sarcoplasmic reticulum (SR) Ca®*-ATPase activity
and ATP dependence of SR Ca®*-ATPase for control (Cont)
and glycogen- extracted (Exp) conditions. Treatment of
experimental condition, see legend of Fig. 12. The ATP
dependence represents the ATP concentration needed to obtain
half-maximum activity. Values are means + SE (n =6).

[Z722 0 TUWND EIRWDWEEND,

FATHEICEL T, 1) HIHEIZHED SR
Ca®*-ATPase {EMEDIETITIX, FITC BEEDET
DHRET B Z & (Leberer et al., 1987; Byrd et al,
1990), 2) SR 7'V a—F L OEMPEDTE L, K
ICAFE LTV 5 GP 23 SR 2 HFBET 5 Z & (Lees
etal., 2001), 3) SR E\ZfHE 95 GP OENHEMT
% &, FITC DFEAENHEIMNT 52 & (Cuendaetal,
1991) R ERFEEINTEY, ZNHLDHMEND,
SR 7'V a—5 LV BEd3 5 &, SR Ca**-ATPase I
PEDIET 3 5V X SR Ca®*-ATPase ® ATPIZx3 5
BiaEOEEIBREND LR TER. L
PLREROAEBROERIL, SRV a—/BX
TGP I, SR Ca**-ATPase {EVEICHEB LRV &
FHRTAHDOTHS. ¥/, SR Ca*-ATPase {&
HEREL LRV b b, BRIEETD
FITC DEIIHEMTHZ L bEH LN BLWH
NMENAR SN/ T, FITC OFEEL SR
Ca®*-ATPase {EME L BREHIL TR T T2 Z & 2b,
TEHEOET I ATP AT OBEDEICER L
THRIBDEEZX BN TE T (Leberer et al,, 1987,
Byrd et al., 1990). L22L723 5, EER3IBLUK



EROBRIL, ThESETDHE & BIT, FITCHH
A EDOBEI SR Ca®*-ATPase {EHEDOELDOER %
BEAFEE LT, BURERGFETIIRNI L
BT D,

7Y a—4 0%, SR DED KR O THEIT/INEIC
HLARBICMAEBELTRY, I O OBER R
EELRIET I ERHEINTVS (Lees et al,
2001). Chin and Allen (1997) 3 X U® Helander et al.
(2002) X, ZOEAL DT Y a—F U BRAGT D L,
) e Fav Yy OUSREEND SR O CaEHT
X RNANDY T FIVOIRERE, 2) BETF ¥ 1V
HEOBEDRTDOELLI—FHDWIEEETD
BANREL, ZDZERT Y a—FrokBintg
FEEBPEET D A D= XL TIIROD ERATN
B, LOLARRS L, BE—HREEAVIRS
ORI Ca?" BB 2 E LI BFFeE s b O
ThY, 5%, BENRBRELITTOLENRDD.
I, BEEMNOCEREERREEZHES
Na'-K'-ATPase i1, & L THEBEIZ L > TEESN
5 ATP 2 OFEESICFIAT L LBBRINTE
v (Okamoto et al., 2001), 7"V =1 —75" L DS FHaEIC
EEL RIS THOEIE LTIIFRERD T b
5.

5.2 K
AT, #5/ K (SR) IKfETR 7Y =
— %Y (SR 7Y a—~) 73, SR Ca®*-ATPase

DR LU SR Ca**-ATPase IEHEICHE L RETTT
BZLEEMELE. Ty MOBRKERD OE
ZHH L, SR 2RI 2BEBT, JYa—rry
REEZTHDH I NaT I 77— (GA) TREL,
BOSHTITHE LT, GA ONEE(T 5 #E EER
(Exp) B, 1T7b22 WL % 2 br—/L (Cont)
BLLT, SRZVa—4FUE, I70Y—AICE
FhasY)a—rro7xA27505—€ (GP) ®
B, SR Ca™*
(FITC) D#E &3 & UVSR Ca’*-ATPase 7&14%
EL, UTFTORELET.

-ATPase ~® fluorescein isothiocyanate
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1. GA ZLBIZ X - T, Cont BElZxt L Exp B TlX

SR 7'V a—4 1% 5.9%, GP 8HEIT 29.8%

R LT

GA Lz X o T, Cont BEIZX L Exp B TIX

FITC #E& BT 41.5% OB ENRBD biv7.

3. GA L3RIz X T, SR Ca’*-ATPase {&PER L
ATP IZxH§ 2R OBFEID, BITRED 6N
TRt

Bl EDRERND, SR 7Y a—F LB LGP O

WAL, SR Ca**-ATPase iEMEICHEL RIZT X720
TERRBINT.
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