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VT FNRKBEDOBENENIT LB AA, BREBIETIERRDT7 A4 Y 7+ — L3 EbitT
BFH7R BN HRE SN TS, LA ONMEIZED D X o RIEDT A Y 7+ — Db,
A INHEIRE D ATPase 1 S0 i A D 3 BE PUNAE ST I B (b2 KIEL, hrA=" 1T IZBWTIE
Ca¥" DIRZVEICEA AL SHDL I ENMEIN TS, AR TIE, FAEBRBRIC X 5 IHE R E
BRI BEDT A YT F—LDOEANIBIRIN S H A, = L TRIED LB VT, Ca®
D2 MR H BE, IAEIC LB R T R L X — BB L2 RITTZLICER L, AR H
MNETHITZOOHBEET NV EMEE L. BIEY & RIRTOUEEE O Lk 21772 5 720, FBE
MR R 7 4 BB (WA - %, B, BN OEELE 2 B 5 2 LN ATRER
Kuzumoto © O FER.LAGMIEE T /L (Kyoto model) (27 A VY 7 4 — ADEWZE R A[HEZ
Niederer & DOUFEET L EHA Uiz, IWHERH & L X7 BEOEWERBT 52 FICL Y, RE#H
BRICBIT2EREIC< bR, IHEHOERNFHENARE L 2o7c. £, DA —fE & 72
DO ATP HEENEHTES X ) 0k o7. AT EZE O T, WBIEH LM ToRELE
RNWAFEE DL R 2 L —a UNHREIC R D Z L, BRIRHOEERFIREE~DiHE A B = X A
DOHEPNIEN D Z &R0, RO ODIRIZEESRE DR 5 £ AT R o ERIZA L THELA
FETDHIZODOFERNY LD EEZD. £, DIEKAR EOEBIIRIBBICHEIAL W7 A
VI —LEHBEHETLIENDOENTEY, ZHLDOEBEOMBICANETHEEL-ET LV E
JCHARECTH D EEZD.
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1.1 DD L A EWED A T = X A

g, EROARZ ST D EERBI CTH L. 2FICMREEDLI R T OKREN R LT
BY, DEAHETS L TEFICMEEKLED. ZOYA 7 VITIUHE & itiEOMK Y K LT
AU S, DBMIROBIGET, X 1A O X 9 ITIREEN & 5% 1T THIBENIZ CaZ BNifAT 5 &,
FOCHN RV H—LhoTRE S, ZoWnn, EEFIZKEE TWH(X IB).
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X 1. BHIENEZ D2 ETOAI=X A
A. FIUHENR Z 5 E TORA B =R LD
B. UHXOLEGMIEOEETEN (Action Potential: AP)D A & M Ca i & I HE D B4R [3]

D OUHEIE, OFMIEOERBN CTHLII NV I A TICKRAICEINTDEIA T 4T A
FEBRRZNDRNWNT 4 T A NE, TIFUTATA NEMENLIMNT 4 T A R
ATV TVEEMRL, ATP 23 VX —JHE L TBETLIZ LIZEk-oTRZS (¥ 2). 7r2A
TV Y EMHIN A AEEREIL, A HEH{ (Myosin heavy chain: MHC) 237 7 F 7 1 T A
v MCHEAT D Z L THES. WHERC, bR => C (Troponin C: TnC) {5/ NRAED &
Shiz Ca¥' PG THZ LT, FrBR=VBEAERE PR IF Y UITRMEAEL, T FUE
HIC MHC OFATTREARZEMIMNA TN D Z & TAEL D, HilERE, Ca® Ofigh & FIFFIC b R
IATVUICHIE S, Z7r AT Yy DIFEREERVIRIEL oo TV D [17]. BIIEIZIEL,
MHC %2 3 73 L84 (Myosin light chain: MLC) 7> SHEK S5 I 4> 745 A2 b, hok
= AR (TnC, b v R =2 1(Troponin I: Tnl), h 24 =2 T (Troponin T: TnT) ) X° b 2R I 4
UMBREREND T I F T 4 T A O FITIEET DRI & o7 BERIT 5.



A. troponin complex

sarcomere . (TnC,Tnl,TnT) tropomyosin
e v Vo . e

relaxatlo contractlon actin filament

ATPase site

myosin light chain
(MLC)

myosin heavy chain
(MHC)

X 2. fHRAOIHE - ke
A, va Xy B, 7I7FT74TRA N Co IAFATVIT 4T AL

1.2 YA RE e &7 o X7 B DR BL & DI

UNHERE I & > R L, AW, DI O, BAEBMICRBWNT, BTV T r—
LEFED, DEROBEOEM CEILETDHI LN TWVAD [8, 9, 10]. AHFFETHWSE/L
vy FOLEBMROBREBRRBICE ANMERE Y v X0 EOT A Y 7+ —LDORBFAEDE %
B 312,

IR 4 > % 7 B TAY 7 & — b ERBIROED FELE MO Sk & Ak
S Nt N
Qc\° (\\.‘o‘\rb }b‘)
Actin a-cardiac Marston., 2003 : human
a-skeleta] m—
Myosin heavy chain « Velden er al.,1998 : guinea pig
(MHC) p I D M(urphy er al., 1996 : human

Myosin light chainl ventricular — ——————————————
Y (Mf(‘l) ventricular Page AW etal., 1996 : human
atrium S —
sin lig ain2 .
MY“-"(']‘V:E(IEL;""”‘- vcm%cula I \(urphy ef al., 1996 : human
C-Protein cC-P I \(uiphy o7 al., 1996 : human
o . o I S Marston., 2003 : human
Tropomyosin 5 Murphy et al., 1996 : human
Troponin C Marston., 2003 : human
(TnC) cardiac I Nadal et a/.,1989 : small mammal
. skeletal I . .
Troponin | X Kruger et al., 2006 : guinea pig
(Tnl) cardiac e \/::5t01 7 al., 2003 : human
TnTl
Troponin T
P TnT2 Marston et al., 2003 : human
(TnT) TnT3
TnT4

X 3. DEMGMAEOIMEREE Y XTI BEDOT A Y T 4 — 5 ERBEBEOREER

K 3 CTRT L DI D RRIA A~ DO AR EFE D BFE T, W < OO UUHERIE & 287 B
TAI T+ — 'L, %ﬁﬂ$—/h@w#%é.%_Aﬁofwélk&LT,:ﬂ%@
BB DOEND, Ca AN, MIGHE O, FIUEICH D ATP MR EOE V2 /)
IHEIC 25 b A =9 [10]. Ca® &2 MElCI, Tnl 8B85-L, WHEHEE & ATP %213 MHC 23
FRZBE G253, T—2 b HRNZGFEET S (8, 16]. LovL, XU X7 HEIZL-T
%, BBEOE WL DEEDOZEEN BRSO b FEET 5 [10].

F7, WHERE # o RV BN R DMEEEDZ Lo TED, BIRYNICKEHEL TV D
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INAEBEIE & R 7 B RR CRHEBLT 5 & OIR IS 72 5 & 5TV 5 [18].
1.3 SEATHISE

Sl mE R TE S, E-Cell 7mr Y=/ b TITbh CE I BITHIZE CIX, RASKZEOHIA -
ARHEY I 2L —varyaey=s Mo THE SN, EAE Yy MLEGHMROIEEE
&Y nax7EORRINEEZ 2 Ea—F ETHBTE 5AENLHMETE T /L (Kyoto
model) 23V HAT X 72 [7]. Kyoto model 1%, ATP PEA R, Ca’fsiaZ o /37'HE, #HIHE,
MBSET R, /At TR S MIBEF L CTh 5 (4 4).

No-
.....

sarcoplasmic reticulum

ct

4. Kyoto model DX

F7o, FATHIECIR AR R 7 4 BEBE (RAEWI - 2281, BRI, RRAR) olRBLE 4
HHT 2 FENAREIC 2> TV D [5] (B 1). L L Kyoto model O fjULHEE T /L Cd % Negroni-
Lascano model [12[IZHBW\TIE, FAMRIZ X HUAFEE ¥ R BOEANBEI N TE LT,
e Ve o0 L i Al AR F5 1 2 UK /) D 8 B 725l 8 ik 7wy (K 9). 27, ABFFETIE,
INHERSE & L T EDT A Y T 4 — L DOMWEDENZ BT RER T L OME LT

1. JRAERY (LE) &k (V) OfR THXIISIEERDOET 2 L2 F ¥ R/VE [5, 13]

lonic components Late Adult

A BERE B. M
Embryonic 60
— 40
L-type Ca™ channel 0.78 1.0 s zg:
T-type Ca’* channel 45 1.0 E _‘zg
€0 4
Delayed rectifier K™ channel, rapid component 20 1.0 80

Delayed rectifier K™ channel, slow component 0.01 1.0

i 15.
Transient outward current 0.27 1.0 .:5 o
Na'/Ca™ exchange current 1.74 1.0 - Z:- ~
ATP-sensitive K* current 0.88 1.0 50:
RyR channel 0.40 1.0 §,,~ :
SR Ca** pump 0.21 1.0 g‘g 204
SR-related components 03 1.0 g l:-_/—\
CICR factor -60 -150 N ‘60«"..(?60«)360 “w o |aomz.((.>c~’x'ac <

X5 F1OEEOMCTHAERY (LE) kA V) DY Ial—va v
A LIRBVEN, MEAN Ca I, WHENERT 7 r AT Y v DI h 0B ES.



1.4 WF9E H 1Y

AWFEOBINE, BEMOELE Y NOLEHMBONGEEEDOET V7 Thsd. TR
X, Kyoto model |[ZUHE I DEEMENMLETH D720 TH 5. BEICHKEIERFETORELE O 7
BNAEEIZ e > TV DD, ZOREICEDLERIE D OBFERMTbI T o 7=, U128
ETNOHNOFEEL LTHOWLNDEND, MBI & AR OUGHERE 2 > )7 B % 5 DT
M EBEHELETVERBETLIFEIC L. AUSEICE YD, MR & R R OIS O
HERLIZET VORGP RIVE, BREE IS IE IR B CTRIE TE 28T LTk
5.

F7o, AR TIEHERL TRV, RFECHELETETAVERAWDZE T, 74V 7%
— ADENZ LY AU 2 IR ORI T T2 @30 0I5 2 E R L TV A,

2 E NG L FiE
21 EDOXRER LI DHET IV

AR L72 Kyoto model 1Z/1% T, AL TEZ HOOLNTZET MICONWTIRRD. LI,
[11] ®EF /L% Negroni-Lascano model, [12] ® 7 /L% Niederer model (N model) & FESS.  [7]
® Kyoto model & N model DA E T /L% KyotoN model & 5.

2.1.1 Negroni-Lascano model [11]

FEATHFSE Tk~ 7= Kyoto model IZEEH LTV B UILHEET /L, Negroni-Lascano model %, #5
Wi 4 ERBRETER L TWAH(M6A). FrR=r L Ca¥ BiEE LTV AHIREE (TCa) L iEd
LTWRVIREE (T), BLOTZF 2745 A2 b & MHC BREGHIND & 5 10k - e FTHE
TERASE & TV HIREE (TCaY), MEMEANEE TORVIREE(T) LW ) 4 RIETH 5.

Negroni-Lascano model THEL I TWAHUMERH Z "7 BEOHIL hrR= 47 n 27y
v e, WHERE X RV B OEWEFRT L2 LA B E T OARMEICITE S vk
Bz, HT2IZX 6B O N model & b 1F7-.

2.1.2 Niederer model (N model) [12]

Negroni-Lascano model & [FlEE72 /3T A — & ZFFOHFITMZ T, MHC IZREEFIREZR T 7 F
OFEEOEIG 72 L, WHHERHE X X7 L LTOERANRFHE LT WRT A= RNEETD.
AW FECUARBSE & N DO FERT —F 2B EICHW . ETERmA SN ET L TH o T
E72 [15] OETLVOIHEET L E L THE SNTZRBENRH5ET /L ThbH. Kyoto model TH:
I &4 TV % Negroni-Lascano model & [FIERICHIMIN Ca® P L IUGHE A A S E A THOW B
TW5 728, Kyotomodel & DA HA[RETH D.

Kyoto model {Z N model Z #5392 F T, UHERIH & /7 B OE WO B AT REZRFEM L S U
TZET NOREGAE LT,



cccccc

. a
+" Kuzumoto et al,, 2008
Kyoto model

: “Lai o
T TCa .
cafﬁu
aa} ‘a‘sx‘“\ﬁz[ }az
Ca?
\B3
TCB TCaCB
et as

Negroni and Lascano., 1996

Negroni Lascano model
(contraction model)

6. ET R T2l
Kyoto model & # DOULHFEE T /L A @ Negroni-Lascano model &, #7212 Kyoto model (Z#A & 4T - 72 UHfE £
7 /L' B @ N model.

N model (new contraction model)

22 EFTINADYVI 2 lb—a ik

Va2l —Z—L LT, MY I 21— 3 B E-Cell Simulation Environment (SE)
version 3 [14] & OpenCell ZfiH L72. 600 FHMEALORE T I 2 L—3 9 V&2 To 21%IT,
-8000 pA DRFEZMZ T 600 DL I 2L — g &iTo702. LT, RO ZMNZ %
RETAT 9 1000 ms ZFldk L THIZ L TV 5. HIBABEEL X, 1.0 Hz (1000 ms (Z 1 [A]), 2.5 Hz (400
msiZ1 [A) DI alb—varafToln. BT MK DRFESHIL A A TH B ER 2R EE
WA THLDEEBOEBERE LI\, 600 PERWRERZLHIITTyrIal—vars
1TToTWA.

23 ETNVORE & RREMIET L DR
2.3.1 Kyoto model & N model Dt &

Kyoto model (E-Cell Model description Language (EML) #23X), N model (XML E=X) THER 2R
72%72%, N model Z E-Cell System L THILERD L5 XML B 5 EML B~ & 24 L,
WA E1T->72. Kyoto model W T? Ca & N model ® Ca; &) /3T A—F X, Wb HifamN
Wl Ca® 2 AR LTV A 72®, N model @ Ca;iZ Kyoto model ® Ca Z#Z M 5%H T, Kyoto
model & N model DFEA E1T72 - 7.

232 EBpT — Z IS W RIREE T L DS

KyotoN model DFEAIZ L VD pIKET VL BHEE K720, FEBRT —% [1] KSR ESE
FTIOBREEITo7-. RKEBBICBITS2ELE Y bOELEGHMROINE HOTF —4 % ANF+
LENH RN, T2 TH]O T —ZITEALEY NOLALEFHHBOKREBRRICKBIT S
AR 2 E LT 32T — 2 [1] Th D, JaEH & B O IHE DE W 2 IR 0 v — 27 (e
1) &, TNICETHETCORMTHE L., ZZTHWERTA—=21T, TnlDOT A Y 74—
LADENTHELD CEZMOERE L, BEHTT VOBIMEICE AT MHC OFEATHER T

5



7 F v OFIROENIEG DT A—H E AN,

Right ventricle

Control 100 ms

N~ _/\ISOmg

Fetus Neonate Adult
7. WRVEHA & IR O A L E A O UUHE 71 DE N [1]

Tal DT A V7 4 —ACBET 2 s r A= v ORSHEER (1) O CRIIN Ca> i e |2 155k
krppn B X, Ca® i MEAZH LT-.

Jrren = (Carrpn Max — TRPN) ko — (Cay - krrpn - TRPN Koy ) . (1)

TIFrEIAT O MHE) ICEICES TS, MHC OfE&T 5 HEERT 7 F » OfEK
DEIE (the fraction of actin sites available) % 753~ z (the fraction of actin site available) DT (2) IZFR%k
k i &, UG OEEDOEEH L.

% = (aTln ’ <1 - Zt*:l) - BTII] . Ztﬁl) . kz(2>
2.3.3 AUNHERED ATP HE B O EE

—HEH -0 OFHIHEIC LD ATP {HEEZ MBI & R Tk 2 KL 9, ATP & DG
HAE+ 5 &ER L7, Negroni-Lascano model CTix I 4 > ATPase (2 XD ATP &N 7 o &
TV UHREET HEHIFE I TWE. £D 7%, Negroni-Lasacano model & &% (2 — 8 H
720 OHEBEENFE CEN LD X5 iz L.

FEEROMIA ATP HEZ K Z 3R A > MRS L7eRNE@IRT 5720, hrAR=2 (TRPN)
DORIEER () ICEFB L, CaDfEA LTz hraR =2 (TRPN) 705 Ca™ B[ 5> 9 BEIZ,
ATP HEPERZ 5L 270 3) £ L. 2L T, —MENYSZY OmfE) Kyoto model & [FFkIC
2997 uM BEHEIND XX DEEEHE L.

Jrrenatp = X-(CarrpN Max—TRPN)-Kof...(3)



Vm(mV)

[Ca®"y gy

CrossBridgesTension
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R T S
3.1 Nmodel O FH

1.0 5 R
- P
o "¢
0.8 / A
.
g : / ,
.s 0.6 ] /] Nmodel (intact)
° ' . Nmodel (skinned)
.

2 ' ¢ ==== Niederer et al, 2006
- 04 - ] . .
© ' K (intact)
2 ,' . - = = = Niederer et al, 2006

0.2 ’ !

.2 y . (skinned)
. .
- ’ - > ’
00 - s'.'.’ -------
1 1 1 I 1 1 1 1
75 7.0 6.5 6.0 5.5 5.0 45 4.0
pCa(M)
pCa7.5 pCa7.0 pCab.5 pCa6.0 pCab5.5 pCa5.0 pCa4.5 pCa4.0
0.032uM 0.1uM 032uM  1.0uM 3.16uM 10pM  31.16uM  100uM

8. N model @ intact #lfd & skinned HiAE D FFH

8 TliX, N model THHL I N7ZUADLETGMALO intact RALER) #Hifd & skinned GHEFRIFER
) HIIRIZ DWW T, HIIEN Ca¥ REE-3R S D L 21T - 72, skinned IZAIIEIRIE 21T - 72 fl i,
intact IZRFLDOHMIITH 5. Ca¥ ZEET 4T, intact #HL & skinned HIFL DO FFELARFRETH 5
2%, X8 ™ X 91T intact M & skinned M TIE, UHE /AT 5 Ca® IS 9 uM FRJE D7
238V, skinned MO TN LV @mIRE TRV ENGE L7, FEEOMLZ OFELA T 5K
(129), MBI Ca® JEFEIE, WO X5 2RWHTEL, KIETEH 10°uM B L BB S0
b, skinned ML T, WWHE/NIFAE TRV, 2D Z &5, KyotoN model 1%, Nmodel @ intact
MlROZEE 2 LICHEG L, 220 0REMOBELEZ L.

32 IR E T L DS
3.2.1 BRIRHIE T L L KT T L

FBrT — 4 [1] & KyotoN model DUUHEIZ L HIEH O —2 L, Z ZIZ#ET 5 £ TORF & HH
SRICITVEZ R L. 20, Ca¥ &ZMARAED 2 2L MHC ([CHEATRER T 7 F 8
WOEIGE 3 &7 WHEDICX2EDOE—271%, EBRT—4% [1] TR L ko=
2N 118 fFTH BN TEY, KyotoN model TIE 1.22 F THIRTE /. R, v—2I10ETS
£ CORBRIZERT — & [1] TR R & A0 7723 52 ms, KyotoN model TiZ49ms EH 5
IVMETHBLTE 7 (X 2).

(mN/mm?)

A B B. &E b e omt . N o
%01 #2. FEBRT —# [1] & KyotoN model DIGRH, mfk7s & 2 ULHE 1z X
404
] LRAOE =T &, E—TITET D E TORMH.
-204
3: BIRBOEE LIRSV~ agata et al., 1994 %‘;E'%‘e' ;(;Iu:g);—) KyotoN model %ﬁ’ﬁwb’é‘mzﬁ
-804
5373 62.02 mg 45.69 mN/mm?2
- & BE/NDE—Y i 22 {8
0 e = B4RE 5264 mg 118 & 37.54 mN/mm? 122 &
154
1ol ~ 5773 123.3ms 50.1 ms
o Y- ET BEM BB 175.3ms 52 ms 99.0 ms 49 ms
ool >
50 4
404
o] 9. KyotoN model (& V2H & ik 7 /L OIFBY AT, MNP Ca® e,
104
0 . ) 7

T T T
0 100 200 300 400 O 100 200 300 400
time(ms) time(ms)



I 1 (mN/mm?).
322BHELT-/8T A—H|ZHOWT

T2, EBRT — X OfIHE 2 N model THIELT 27-DICEHE Lz kR =0 OGE
(Jrren) & MHC OFEARIREZR T 7 F v OFER DO EIA (dz/dt) DEFIZOWTOZGEER D,

a. Ca’ B 2.0 fi%

JRIRMIOEF VA BET 2701 (1) 2 VT Ca¥ B2 2 2 & 5 krren 132 5 L 72
ssTnl 725 ¢Tnl ICHI W D Z L THEL D & ENTWD CaZMEDEWE M r R =2 OIS
HHEORO P OMAIAN Ca>l2iF 5 Z & T, Z£E L7, I KyotoN model DH1iZiE, Ca*'ic
B 5 F ¥ FLEROTEERESS Ca RIE R T A= IZ L > TOEENAETHSH2S, Tnl D
TAY T —LDENILD CIEZMEOHEHRICIE, MR ORIGEEDOHF TEFE L H
DAL O ZY R FIETHDL EE 2.

b. MHC OFEAAIRER T 7 F 2 ORI O E A 3.0 fi%

K (2) D k;=3.01%, MHC #EBFIREZR T 7 F o OEIS OE DO ZEFIZ L - T, ULHEDHE D
3EDENRAEENT. 2/zma = To/Tomax 2N ET /LN T Y LD X 91T k2T S A EIXEE
FINCFHIHE DR T) To\Z B AT 5. WHEORFTZIT O BRICH WA N A =2 L LT LTW5S
EEZEZOLND. z ORTEIGE, 77 FUoREIHE WREREIS &M O BIE O 2 K8
THINS R L CHEEREERS. £72, 20E, EBRT—Z [1] OFHICBNT, Ca® &z Mo
BEETTIIHEPHELLS, z283HH 2 TLVHB LA olz. EEOWMEREE Y 7 H
bz DNTGA—ERET LD REBERFHSZRIEN T OT A V7 4+ — LOMIZIFEET S
AREMER D D, DL ITIMEICHEEBE 5250 TE LT, TI7F o034 D7 AV 7+
— ANERT A AREMN H S . ERISOLHMEIZIEV T, oMHC & BMHC OiEWNRT 7 F 0%
PEE DM AAERIZ Lo TUHEDIREED 2,3 52 b3 2 Z LB TV D [4]. 2 DERIT,
oMHC % 100%, PMHC % 100%%BH I E TN L EDREL LB L TN D728, zDfEE LT
EEF DTN SWATRMER S D, LavL, ISR E Y & 35825 2 LiX, EMFmic
BV HHETHD.

3.3 T NOZUMHOREE

10- o ; 10
- ~ ¢ I’
0.8 - 0.8
x
§ o6 ; 06 @
N 7T I KyotoN model Y% &
o Ak (intact) 3
£ 04 Ba#intact) | og &
® Kruger et al., 2006 ]
e e O R#k(skinned) 8
024 ----- Bl #(skinned) [~ 02
0.0 - 0.0

6.0 5.5
pCa(M)
pCa75  pCa7.0  pCa65 pCabO  pCa55  pCa50  pCad5  pCad.0
0032yM  0.1yM  032uM  1.0uM  3.16uM  10pM  31.16uM  100pM

X 10. KyotoN (intact i) & FEBRT — & (skinned FHfE) [8] D Lk

10 TiE, SEHR TR L7z KyotoN model (intact fiflid) D I = L— 3 UFER E SR TR LT
8



FBrT — & (skinned Mifid) [8] ZIt#k L7z, FEBRT — X IZ- DT intact AL D b D IXALMA Lo
B oo 772, skinned DA VEH & RAKDORER & el Uiz, T2 0N Ca™
WRE-RNBERE S I 2 b—a V LERR, RIKOET VAR TEIL TR E ko7, &
nix, Lty NORBIRHEERIKD skinned MldDOEBRT — 2T v FO R IR & A D
skinned MIfE D EERT — X [8], 2O bIEEOMEPN R ST,

JEVEHA & AR DZDY KyotoN model & EBRT — % [8] TEDRERLDMELE LT-. T Ok
B, EBRT —# [8] £V KyotoN model 5 23 E R & AR D FHARIZIB N T 2.76 fERE W &
I ENH T EMRBEOMEANET VN THREE TVD 2 ERDD o720, 41%I1L intact #H
Fa D e R DO ERT — 2 BN E LML, FEOREOMELRL LADELIHENTE, LV E
FIDFEPEN ERD EEZTVD

34 =T AL TS L

pCa6.5 pCab.72
0.32uM 1.9uM

s 084
¥ 06
ﬁ 7 — RRAK(V)
2 044 ——— BAEBRIB(LAT)
s
€ o024
0.0

T T 1
50 45 40

60 55
pCa(M)
pCa7.5 pCa7.0 pCa65 pCa6.0 pCaS55 pCaS50 pCad5 pCad0
0.032u4M 0.1yM 0.32uM 1.04M 3.16pM  10uM  31.16uM 100pM

11. KyotoN model DHINIPT Ca i B2 -1 /1 BIR & AU Ca® 2 2

FEATHFFEIZ LV, KyotoN model TIEfk K THIFPY Ca™ J2EEANIA VEHA TI% 0.32 uM, &L 1.9
uM BELND L HI2-> TS, DR CIERIICA TS Ca™iE, 10°M £ TEFT5
ZENMBILTEY [19], FRBEORENET LVHNTHHIEINA TN

B 11 DR iRz kmf,ﬁwmcfﬁﬁl9pm_$¢éf4/bf T 100%IZ3T <
@W%ﬁ%%ﬁ¢5$#féé.L#L,mmmﬁﬁ@iit&%ﬁﬁwoqu@&FT
10%DULHE ) b RIEH KN Z L2/ D, TR EITHF RO IERE % o X7 B0 EFE I T
WRWKEDFER E R CIREETH D (K 4). [1] OUUHE I OWICITHIZ DT DIT/NT A —H R
L, BAEBBOMRE BV, BEBOMIEAN Ca BETH S 032 pM BRETH 80%D /)
EHED LD R EASLEANCT T,

EEOMITY, BTG MEAN CaBED LV 5 2&HEO T TIHIFIE 100%IZ 0T\ ILHE )
FHEFFLIAEIL, OO EZ SR W EAEGFTER2WITTHY, ZOFHEHBE TV
DHET AN buR=rOEEX, MHC OFEA R T 7 F RO EI G 0 % 3 IUHEE
WY NI EOENOFBRICEET 5T A =L LTHEHL TWedlEeBEZbNS.

3.5 IUNHERE D ATP HE & DEE
JTRPN ATP — 0~0655'(CaTRPN I\'IaX_TR'PN).kOH"’(ZL)

400 ms 24720 O EFEZ 5 72BFIS, T 1ren positive aTp 2 29.97 uM IZITVMEE £ DA (3) DFR%L
9



X 1% 0.0655 ThH - 7-.

F72, X @) ZHNT1HE) (400 ms) H72 0D O ATP HEEZRKDI-FEER, HBAEZI OO
folCUx ATP W% 5728 35.813 upM TH D DITHF L, FRAAO LI TIL 29.916 uM & U 9 # B23
TRIHFK., I ab—va UERTIE, BEMOGRE XX —2HEL TV DHHRE
ol ZORBEKRL, CaBENEMT S E I A2 ATPase IHtEb KX <725 [19] &9
EFAY Ca T2 M 0D Jr 2 ST T NN S B 72 RIS LR TN D 720, ATP W Ol 5
NTEDHEAH. O, AEO K 9 IZ KyotoN model DFSARD ATP #HE % L T ORI T
FERTEIZF M A2 T 2 FILFRETH 52, B GIEMEENEDLLRVWEE THLIRFIZRES. b
L, INHEREHEE % o X7 DEWIZ LD, ATP {HEDOEOZENH LNRE T 5K, K 3) @
X OEZREHERARTER T 2F THELAREIZRS.

T Be i D N L 2 PR B AT RE 70 B 7 VISR AR R ) & BRIR DG ) b B B ELATRE 72 £ T
NERET D LMK, HEREE Y X7 BEOEBEN SN LT, T AVNTRIEM L
FRAK TR DHIMEAN CREDOFTHLIIFEANEOND Lo IThoT. £, ERT—X & H
W, [FAREDBEAZE2FENTE, TTFLDOZYUEOMRBITY Z L NHKZ

G VR H & BRAR O DAL, AN Ca® RN D20, ZOREOHTIFIE 100%20T
VWMIHE D 2 K D K O ICUERTE X v X7 B Eb o> TnH 2 ENRT I ab—ra VR
ZWMLT, Bxbivd. £70, K 3 TRLULEHED HIHERE # X7 B ORI L 5 &1
ZFAOFT TEMICRBEEL TWAHDIE, Tal DT A Y 7 4+ —L5L° MHC TORIEEMENSH D Z &
oRE LT,

5B ZOETAPNMEREE Y R BN Lt ncEng, ERT—FLBELLE
HOET, 0SSV THEOEENAREIC/ S, F9THUE, IEREY v X7 E0EH
THILHE D X5 LSRN OO HIE T oM O £ FE O R % & o 72 TS0,
Jie V2R O USAE BRI & o X 7 B O B BLN RN & 72 D IRE T VO BN AIREIC 72 5 E ]IFF L T
W5,

W

BEEFHLOBEICBNT, BMEEICR-722 OF 2L LRLA L BT £,

RKIFFEZED TITIZHTZ0 T KA P —% 2 G EZITTLEINVWELE, EHOEA
BULFEANICIE, E-Cell R —7 4 »ZIZAT, MBEOI—7 17, FEFICBNTHREE
HEEIC22 0 £ LT,

Flo, WBERZMHBIEZIZIIANFRIN O REBIEEIZ/R D £ L7, SFC OV F 2T L5058
R EZEAEDOREND ZHR ST CHEHE £ L. ECell 2 —7 4 7122 TSI E A
BIZH I —T 4 7 OB ZTHE, WIEICONTOT RS AEZTHE E L.

FAEFICBNTS, 14 HEEDOA L N—, E-Cell 0¥ =7 FOWEE, FAERT — L DEE,
M2 ORI, TAB OEERICRKERBHERICRD £ L. AZRYUENL L2 VWHFEERLZFEZ T
JHX, SFC TOAFICRS R LLHENTEREEHFZ2 L TWVET. BLWFEAEIREEZIED TN
T&ELL.

BBRIZARD F LD, RIS AEME AT ERE T 2 E PR TARYICEETLE
BHBHEBZOZBNEZXCENRE >NT ERDEMAEMBIENETEZM ELE. YD Tar—y
ZNTEAOFEEZS THRPICEZTEY £9. BROSHDOANAEICBWT, I OHEECHITAY
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ZHL BT ET.
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