IR 15T 53R T 255 & 2 DA TR R



FURHE R FIERS R
Wge#4, < A BRET

(WFF7E D)

AERFRL DI T O SR DOIEE 2 5 & 4 B EEHAMED DR T 5, O Tic kv, D7
< EBLZO—ERIBRIEFERNFRNTH D Z ENH LN 2> TE N, IERBLUFHEDK 4 BT <
BEOFRIIAADE E TH Y e IR BB s R I L OV DIRAE DRI 23 b CEEL) v DR T A2
T5, EOBIGFIZED LI BREREZFT 5T, b DRREORFRE S & 2\ TERR T2 OHEE DS rIHE
L7 ooh D, Fin, FHEMIERALLAE B W CRIE SN Z RO, S 4 o OFSREIZ # > /37 (in
vitro motility assay) OEE (R T AV 2= Z78W)) (W84 IR L~ULTHRET SN TE T,
7212 L& OEAEIE T LV OFTRLE R - § LSRR E W o7~ 7 B O L)L TO R ORI
IRSIVTCWDIZHEEY , Z o T OBREPBEEOIKR T2 L7 0T A=A AIONTUIH LN TR,
WREBD A=A NIEBITHRREINZ 5 Z ENRE L ST D, AIFFETIE, IERALIHIED R B
(o1 RBBEHIES T OMERIs LOERE A, O 2 TR RERRT I L OWSRERRNT DR 21T N,
RERILCFIEDRRR, 165, Ti~D—8hed 522 HRYE LT,

NERBLUE DBERAR S, PRGBS FOBSROMER, Fr A= T B FEROMEICEY |
FEEAR, FAZEM: « JERAZEMEIEIC, HRIEFE HOM 72 & OATHE & 2 OFREERS, JBRIEDBE DN R 5 —T5, [
—FRNIZEBWNTH R D RGEZ R ITEFNRD bz, £/, 2 by R 7B 2R R
(T16189C) & DMEK & DRI BREM G Hiv-,

V540A 285 SERCA2a 1%, in vitro DEEROFER, AIAHGIHRE B THE L, 7R b—I A0S 2
AIREMEDVR STz, —J7, VH40A ZEHL SERCA2a KT VAV x = 7 < U ADFEEROFEE, V5408 45
SERCA2a DILEERG~DFHEIZ L T, BEOLEREIK T2 X/ Z RSNz ik, HBREN
TOFEBRTYH, AEROIHEREIZIBO T, 285 SERCA2a DMERERL S 2/ U 5 lREMEAVR STz,

PEAERLOE OB ET L T 2 UDE/ N A 2 — (T0-2 strain) (2O TULHERER L OMEIEREA %%
HIRNCIRET L7, SRR, SN e EAMTD T CORREA R E KT LT e, BlERF DR
71— S B O TILRMI DML A1 V> 0 NREED 5L OBURAVRE S Te, Fio, uINVERTLE
FEDIENNDTED O AR RS M OSIEHIED FH-2 6726 LT e, T X 9 2RI 2V E Ot
SN2 LR AW TH LN e o7z, £, IEFRLUHIE Bio-T02) NAZXZ—IZHITHER
PEIGHERE )38 J OV ATPase IEPED Ca® Bz EDIERIZ Tnl ORLY EREEIS LT\ D Z L A2TR< R L,
Tnl OBLY SRk, JERELOEIC R SN2 OHEREIE N ICHT 2 &H A U T\ D LB 2 bitle, —
7 RN~ & 2R 7 D FMETER & TR 2 72 o 7= GFP F8EL CIIE R/ DIK FA%R8 B4 GFP
DT LB EEAYZR LR — 2 — IR\ O ATRENED R ST,

AT U1 D Optical trap EBRIZE > T, IA T VD SHI ~Y v 7 R TERE O L Z 06
LR T 5 Z Lo T, Eiz, AL N—F— RAA NIEROH S I AT TR EMEDMK
L. ZBRACIIE LV EEEEEBIZE SV,

AMFFEZ LD ERBLUDAFEIIRER, Hva A TR E ST, 4 F T E DN R ERS R R
DN TIFE S C X TR RBLODAE DR RN 3T D7 7228 NI 7e 5 B2 bivd, 5% b
(2, DREIZ IS T B OERE L ORAEMF A 2 Z LI K 0 . DAREOEIEE RN, TH&FHN, &
HIRORBIZ AR RIE AT 5 2 N TE DB AR & . RIEIIED /) FHF I 69 2 B —
JERE Y . BT 7eiBEOBRFIC D73 b Z B HIR S LD,
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W B S OV b

K4 PB4 GSE T —~
TAREESE T B ERR A D PRIEB R DT K ORI & O,

BRaR/ MR SR
SRR BB R R NERIL DFBAE 331 % AP RE DA

Bh#d=
il BT R RERE REARTLMEIZ BV CRIE S - 28 5
HRE A B A TR B Ol 2 AT v OSBRI EFR O TRt
ZE K BARFSFEEE D XA U T DRI — A
I RS [ZOWT DGt
RN B BRI RERESES 75 5 SERCA2a 3&{n 112 XK B Ofbfh
ek Eay et AL L ] /IR TI V2 7 I uptake ~D DR
geHss
I WFEEM

AERAL D RIE I T O OIS 2 R & D EHAMED DR CH D, Bl OB s iz kv, 7
 EHZO—ERLEGETERENFERNTH D Z ENRHLNT > TE M, IERBELLIEDK) 4 ERE< O
BEDFRIIRHADE E ThH Y T 2R S RIS J OV OFRRE DR A eh CHE) » R A2
T5, EOBBIZED LD BREREAT HTC, O HFEEOHRPGE B 5\ IERR 7% OHEE D AThE
L7V o2h 5, o, FHEMIERELUAEIZ I CRIE SRR L A > OBREIL S > 737 (in
vitro motility assay) 2B (FT7 AV ==y Z8MW)) (2L R LV THETI SN TE T,
7212 L DA, Bl L-VLORTREMER - & LT W oTev 7 B O L TOREE OFER
PRSIVTVDITHEED  F o OREDHEREDIR T2 15T A=A LIZHOWTIH BT L
PHRD AT = A NMIE IR EINZ D Z &, BEL SN TN,

AWFFETIL,

O  WERFLOAEORBIBIA 7, FEBERRE T ORR
@ ZEREA, O Z O TRRERTR L ORSRER-T DRt
[ZOWTHFFEEE 2TV, IERELOAREDRKRREA, 16, PHh~0—Bhé3+2Z &2 HME LT,

1T WFFEaHEds L ORELE ik
AWFFETIE, BERILUFE DTS - OMFREOMEN I LOMER, ZAREA., Okl z HO 7-hRe
filftr s K OBEREMFHT ORG24 T - 7,
OIEFALLHAE DRBBIS T, BEREMES T OMmR
FERFLOAEBFE (ZIBNT, AR Y > <ER I 0 MRk A B2 U, Ak ifds I OSHIRaAk & 0 EEzhh
L7z DNA Z W TODERED haR= T #fsf. I ha> NI 7#EE1. SERCA2a BEis1-.
phospholamban &1+, 35 L U7 2 MR BRI - Ch 2 E RIS 2 I3 5 72 /WX B TH D P01
B LT, BT A TV, KB & ORREME AR LTz, AFZECIE. & MR E W TED
BRI 2AT O 72D, 1R ZOFIE - Mifxd % OMBIRE O ANHER OFZEORGEIC+H0EE T 5
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72, BHEE LA T = Rarty FEERICRLAEITO, U BRI OB L OV
L DNA Zfifit LT 24T o 72,
© ZEREA, DA TR IERNTRS L OWERERRHT Ot
1) 784 SERCA2a SR T2 K 2 Ll IMafds 7 2 7 2 uptake ~OEBORH
(1) 255 SERCA2a Y& {5 ZAHIA A TERHRA Y 2 —DIERL

b I SERCA2a cDNA 22&% cloning L, & HITHEARFHAHLZ HIl 2 T, v s BRI AR R,
JEREIZROT-D L [Al—0 1 hE#ADH 5 b - SERCA2a cDNA Z1E L7z, cloning L7-E | SERCA2a
& #Hfa % SERCA2a mutant cDNA DEHGHFIH %, o —27 U ARHTIZ L - T, B cDNA (2 e
Z L EfER Ui, ERLOZE B SERCA2a 381~ & BPAERY SERCA2a 51~ cDNA 2 7/ 7 A VAT X —F
FOVHALEMW B Z— (pCDNA3. 1+) ([THAANNTT X —ZAE LT, £/, vV AT v het

"I SERCA2a cDNA D—EICHIED B H 72D, T v NI Ol B b SERCA2a 238l L 9 &
L7556, AT SERCA2a IBAF-23FEL L7V ATREMEDVBE S, £ ZC, RI-PCRIEZHWT, =¥
A SERCA2a cDNA 42 #% cloning L7z, [RERIC, AERELOAERE RO T=OD L [H—D 1 I EBRO H 5
~ 17 A SERCA2a cDNA ®1ERk L 7=,

(2) 785 SERCA2a IBAZ 11T K A AMIHEE, 7R h— A%

Rt (1) TYER LRI 2 —& W, COST Bl @ i 78 A 21TV, thymidine XY iA
HFBRIZ X~ T, HIRHFHAEIC M E TR AT ~7=, X512, ELISA JAIZ X % Roche Cell DetectionKit
ZEH LT, 5 SERCA2a (VB40M 12 L B 7 7R b —3 ADFFE LT~

(3) 228 SERCA2a s LR RAVREL L 7 U AV = = v 7 = T ZADAERL

~ 7 AZRHL SERCA2a AR T2 DR BIICRBLSE D NI VAV 2=y I~ T RAEVERT D201,
VAT N 7RO I AV ESER O T — 4 — FRICEE R ARE L2 A RN T S b E
R LTz, ZHERR LU THEII~DIEAL, 4 FHD T AV 2=y VU ABMERTE 2, 2D
2 HO 1 Skl & BRI LT,

(4) 755 SERCA2a Bfn O RAVREL N 7 U AV = = v 7 <= U ADLHSRERRT
DT a— DIES T =T VR L - T, 28 SERCA2a s ORI NI o AV 2=y I~
7 ADILHERERHT 24T > 72,
2) RERBLLAHEIZ I CRIE SRR X A v OFSRER B DO PR

(1) H—DAmiaoheie
Tk A TBRC D — R 7 7 A 3% AT B DR O iR - K SPIER E PR L QOB 2RI
TN ZE S HICKET D Z LI &> CUARIIE RN T 9 1 DRk 72 BRSO b & CO2Eh 28]
BAHlTE D X I Uiz, EsEREOBIRHE W CIpEk O BT 0 iE R S BRI 2.
Felilids OV O ST, & O OFHAR SIZOWTHHIETE H L HIC L,

A B C

B 1 HRROBREEORIE A: MEETA B RENETHT T
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BB - SEEALLMGIE DT VEM) T B OE N LA X — (T0-2 strain) ([ZOWTHEFE ANLAZ —(F
IB strain) ZX%fHE LTHER L7, E700AME, DIERZR EOREBIZIBWTIINT 2 L #fE S Tnbd
CAHHAR N ORI INE DRI G- 2 2588 T 5720 7 v M E— O Hiidl S 3w CHRBRHY
(U NEDOESREEZZL ST, MINEEZEST S72DicareFr (Col), BELRET D720
(237 ) 2%t )b (Pac) Z HBE DA DA TSI A A o F 23— R LTz,

(2) AIGEIE N BB OREEEIC 52 5 522 BT DIt

FER JORPE} © BRI A~D % X7 OB FEATIROIRET—2 L LTTT ) U A JLAN
7 5 —% V7= Green Fluorescent Protein (GFP) FEELANUAGAIREDIGHEIEREIC 5 2 DB A Mt LT,
7 N HEELAHIE 2 HORAUE OIS LN GFP BB T A B £ 72\ T T ) UA N ADHZEEG S E
M & b U7z, L% 24 REH CRIDE O B— Uil Rel & 5 4 IV MUHERE 23 L 72, 735wtk
RE (HEHE) 1S3\ o B 528 Ol I b2 2 & D3 BV T2 7o ORI IR A 5- 2 JE IR I
i SHRDOEEE LT,

3) NERALOAEIZ 31T D A BREERE O]

OIFEIZ 31T 5 DBEREI N OFBIHIT 2RI 2700, B IlZBYE L7z, 3849k & ATPase 1&M: % [F]
BRZRHAITE D E A AV T, 10~16 BlROIER (BioFIB) 36 LUYREALLAGAE (Bio-T02) NAAH
— L0 fE67z (1) 0= trabeculae DRGNS & ATPase EMED Ca™ JREEIKAFIEA T~ D &2t
12, (2) 0N D myosin isoform O#HA%%E PPi-PAGE (2L V. F 7~ myosin light chain @V kL
L% 2D-PAGE IZ L W f#MT U7-, F7-. % trabeculae D% RPEINHEIE 77—ATPase JEME—Ca? Y2 i 2-fE
M L7, FDOEAR% Pro-QDiamond & SYPRO Ruby T _EEY4fA L. myosin light chain (MLC), Troponin
I1(Tnl), Troponin T(TnT), myosin-binding protein C(MBP-C) DV L {k L~V % EBANIMHT LT,
4) O AT F DT R F ROV T ORES

R689H 25 BLATE R 1% BPAANE{R 112 PR KIS X o CEREZEA L, ZOMAMZ EI= T2 LT
¥ MY Z—Z B SPELEIC KO RSB L, 77 F o m e — 2 — Ol AR
H LRI ISR D, F L TED ATPase I&EME, In vitro motility assay (ZAUTHOEEEREED A T
A RTTRIIAT WG ST, ZOLITEIMERSNIZT 7 F o7 4 T A MEATP 2L, 34
o bET O TF RO A OIS TR T 57 v e A D & TH D, ) , Optical trap FEER (Z
TUII AT NG TFORET DS, AT A THRA, TIF T 4T A N OfER, fRBEOBREE DT~
LD IR . BEMFER AT T,

11T WF5eEE

O JERALOAHEOERBBIE T, EEGEHREE T OMR

AEARALOARERRA 2N T, AAHEIM Y > SBR K 0 MR 2807 L, A s L OSIRadE K 0 EsEh
L72 DNA Z W CLRERE DL haR= T @57, X b=y KU 7#Efs 1. SERCA2a {5 T,
phospholamban JB{5 1, 36 X U7 22 BEMERIBIG - CTh 2B A Il T 2 - VLB TH D PD-1
B FIZOWT, BB FITZITV, KRB L OBFEMEA MR LRGSR, Of) b AR=EmHicon
TUE, KGOFNEME HM 53 JEFID 5 5 4 4511(7. 8%) T, Lffi h v A= T BB DISRERZTRD T,
TN ZGRDT= A B0 H B 3 BIFBEICHE SNIZERTH Y, 1 Bl ER ThoT-, £, L
AR ODFREE & DEREANHE KA TS, A > hr 3 O 5 R/ RESR A 53 JEf]F 24 e
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(45. 3%) TEROT-, D b aR=> T BB T DT 723K RARDT- 1L, 2O har 3058
Tt R/ RRZF B, AR 22 DB R & B COZREARBD T, £7o, I har R THER
FZRZEE (T16189C) AR, DMEK & ORIZIEVBIEMENGR® Hivlz, —J7. SERCA2a AT,
phospholamban &5 F-. PD-1 BRI L T, ZBEBIEO LR o7 L 1L, BFEEOSZRIZE TR
Tz, Vo OZMIEEBSAERBLUAE R & NCBIT DEEEN IR 58 9 D hlghist %
1ToTeM, BERAETRO LN -oT2,
@ EREA., DN E AT SEEMTR L ORERER-T O
1) Z25% SERCA2a EAm 112 K 2 Dl MedA 71 L 27 2y uptake ~ODFZBOGT
228 SERCA2a (V540A) A F8HI L 7= COST H5a8iiaix, BpAM SERCA2a (ZH, HEIZT AR h—T A% 4
LTz (1X2), SERCA2a (V540A) 23881 L 7= COST Bk, BpA7Y SERCA2a (ZHE, BRETH D73,
BATANHATERE DS TUIE LU= (1 3), VB40A 255 SERCA2a R T 2 AV == v 7~ 7 A TIE, mRNA, &
YRT LoYLTTRY 1T [T SERCA2a H3IERIPRERL T2 2 & 2R L7z, V540A Z55% SERCA2a N7 AV x
=y =R (16) T, ERTL AV o=y 7~ (NIG) & T, BEDOLLERELOMINE
7= (16 3.867+0. 10 mg/g vs NIG 3.57+0.09 mg/g, p<0.05, n=9), V540A 254 SERCA2a kT A
=y <A (I6) T, FEFTF ATV 2=y I <wT A (NIG) & AT, LDIEIHEREOIEIE TH 5

X
2o

3 Thymidine uptake assay

ELISA Apoptosis assay
L ¢ [}
SH SE— = — P<005— — P<0.05 —
g ns 2
o] = !
£ ’[ —P<0.05— —P<0.05— @
s g o
3015 =
= g o
s £
=) 04
:. E
3 o— 02
.% E N=17
&  Wild Mutant pcDNA3.1(+) Wild Mutant pcDNA3.1(+) & wild Mutant Control
(Val540Ala) (Val540Ala) (Val540Ala) (pcDNA3.1(+))
Thapsigargin Thapsigargin
©) o )

dP/dTmaximum 2AEEIAE T LT (6 75514333 mg/g vs NTG 9012544, p<0. 05, n=9).

2) MEFRALOAREICISUNTIRIE SV ZE R < A v OBRBIIE R O
(1) DFIRE LA X —DCHABRE OFSRE
AR I —R T 7 A = T DR )R SHERIC K0 OARIIE O
REZ IR DO ARTEIF CRIES 5 2 L3 CT&E 1o, K4 ITRT L 91 ::uﬂtﬁE/\Ax & —(CMP) &V HApfE L
PRI IS RIEIE ), AEEIEEE, AN E O TOMER /LA 2 — (CTRL) K B S ME F LT
7



Isometric force P
Force [mN/mn] Force [mi/mnt] 4 Bl OHEE -& S B%
60
50
40
30
20
10

0

6 -4

A ce;l length -Uzlm] g ’ A ceI; length -Ulm]
%shortening(FS)
CTRL CMP

S BITHERBIOE R SBIRR B AN L TR Y fla L~ TR ER 22 mER L (K5),

Force [mN/mm’] CMpP X5 JEESE - E SRR
20 4 Jy CTRL
/J / /
10 A ,/H 4
> / _—
0 L iaet? . ,_ ! .

1.7 1.8 19 20 21

sarcomere length [z m]

Z OZELIE BDM A X o TIER AL L7 7 DR OAIAN L o 0 MRE ERIC LD 7 v 2T ) v VT
FRIZE D bDEBZ BT, FEBE Indo—1 (T K HHE TIE CUP FETHRRMIO 112 LR R & HED]
DOE—Z7KTFRRLI, ZBEERED— 2D L& 2 b, JEEHORIEC SN TIE 518
ARG L7c, DARE L AL —IZBW T X 6 12378 0 U INE DI L T2 05l O T4
{EDFED L= DIFEIWIAIWED T o7, £ ZORIED EAITa/ b F AL DM INE DBLEAIZ
Lo TIEF b LTz, PRI INE OBEGIREBZZLEE72 T v MU IV T b [RIEROFE R %

=y, ¥
i e N
L;/", —> V

10

long-axis rigidity [ kPa]
o

4} | I

2 —
10um

0 1 L ) CMP-COL

CTRL CMP CMP-COL
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6 = ha—/L(CYRL), {LMHIE (CMP) , DMfHRED 2L & T2 ALER (CMP+COL) (2331 A/ INE DD
2 ) &I L 5w Z21L,

(2) A KEAnFAS BRI OREEIC 5 2 5 BB B Dt

MOI 1000 FE COJAV #liFH CIRYSHIADAAFRIZEIIA DIV -T2, FfEEE, RORKIEMEEE L 24 R
MRRIIIAREG, 77 2 UANA TF ) GFP T XTI L CW e BRI I A b e o Tz, &
ZADERNEEI IR, 77 ) U A VARG Tl 24 R D I D e B 63588 DAL n o
TeDITXxE L GFP BEO A THEIIKR T LT e (K7),

10 H Tawl -|- +
o 100 b E
= z
E £
g, i 82
§ g 50 8
3 o
T
; ; fjuuE
uninfected Adv-Mull Adv-GFP uninfected Adv-Null Adv-GFP uninfected Adv-Null Adv-GFP

7 WUEMEOZME A JEREER, BRI, CERMEES & SR U WTED G HEFE .
KGRt 7T ) UANARE, 77/ GF PHEZTRT,
3) BERELLARIEIZ IS 1T 2 A FRESRE DR

(1) myosin isoform | TZEALEE E HIZ, BioFIB TIXZEA LY, (o ) XA 7 THoT-M, Bio-T02
TEVZA TNV, (B B) ZA 14T (V= 50%, V,=30% V.=20%) 952 &, (2) MLC DU L1k
LULE MLCL, MLC2 32 Bio-F1BIZHA~T Bio-T02 DT AMENZ & | (3) 2 RIEIHEIE /)36 L UNATPase
TEPED Ca” PSR 1T, BioF1B IZHAT Bio-T02 2@\ Z & (4) “ELEEIETY, TnT 2RV T,
MLC, Tnl, MBP-C ® U L {bL~UL73 Bio-T02 CTlE, BioFIBIZHARTE LR L2V LT,
4) O AT G ORI F B HERERI OV T ORRE

AL B ATPase {EMEIIZERAITO0. 11 ST, BARIIZD 1.8 £500 0.20 ST THh-o7o, £z,
T 7 F G ATPase fEMED Vimax (JZ8 587 1,02 S, B4R 1,12 ST LA ST, —FHKactin (3485
A3 30 « M, BPATNLB5 « M EZERHDIZ D BT 7 F AT D BFMEREWZ & 2R LT,

BRI AT EOT 7 F ARV HEL 0.4 -n/s, —FH, BARI ATV EOT 7 F U0 3T
L9 +m/s &7 0 ZEEA I 42 3K 20%I2F DO D R A ) S8,

Optical trap EERNOIXI AT U 131 NT I F LU EH|DAT v T A APPETE DM, TOKRKE
SIEHEA BAR LG LK 3nm TED LRI -7, EIAN, FRHIIA Y, T2 F L LOFEE
DS, AT 4 TRANHETE D0, EOMEITAEICERDIZ D DVNShoTe, £, AR L
RO I A BT in vitro motility assay SEEBRNG H AT 4 TR ADFENRIETE 53, %
DFRN D BT D I A3 ATZ ORI NN T & 2R LTz,
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BIVEFER D IXEFAEANT 0.02 min, ZBEANT 0,12 mint, DX HITERRIOIF S HEEENE LT
WZ Lot
vV &%
O JERALOAEDOER BB T, REBGEMIRE T OMR

FER= T B FERORIAIC LY . AR, PAZEME - FEPAZEMEAER, $E5RFE HOM 72 EOFHE L 2
DR, ZHRFEOBE N2 5 —T7, RI—FRHICEBN T 722 D KRG A RGO Hivd,
FaR=U T FERE AT 5 4 FZRETTUNEHNCIIT D IERBLUAIE DFIE & SR Z RO T,
F7o, X har U TEBEFZAZER (T16189C) &.OMEKR & ORI BIEM:GED H 47z, SERCA2a
{5, phospholamban {51, FD-1 BfaIZBAL TiE, BEMNGRD o7 LI, FdEED
SIS AZROT=, D ORI RTLOFHERE & NI DBHENRRR 5028 5 Dt
WA AT o723, AERAETRO bRhoT,
@ EREA., ORI ZE ORISR K OWERERENT DRt

1) 285 SERCA2a 35112 K DO/ a2 v o I uptake ~DZZEO kR

AMFFEZIUNT, V540A Z8 5 SERCA2a [F, in vitro DFEBRIZIBNT, FMIEHEFEEESEE THE L, 7R
h—= ZADTUET D ATREMED VRS NI, ZOT AR b— ATUEL, thapsigargin Z#¢5-L, SERCA2a ##
BB UK T I/ L EIT, ZRRO LR 78D 2 &b, V540A 285 SERCA2a |2 - T, SERCA2a
BEREICRE N O LT OIET T D b D LR S, —J57, V540A 2558 SERCA2a T VAV == 7
~ 7 ADFERDNGIE, V5404 A FL SERCA2a DILEF~BHEIZ L > T, BEOMSER T2 X742 &
DRSSz, 28 SERCA2a N T VAV == 7<= U ADLEF T, WEERRT T ROAE N
WRHHIDZ L&, LEEROHMRH D Z L0 6, DIAMMICED, DIEREZETZ LTSI LIRS
Nice ZORRIZOWTIE, & OISFEICHRETT 208D B 503, 255 SERCA2a (2 X - T, fivafk~
DIV T AR ABDMET L, EOREFIHEREME N LTS 2 EAMEE ST, in vitro TR
ToABREHESERE D TUEES T AR b — 3 2 DIENNC L 258D\ T, A RIOFFEHIRITIZI 6NN T 2 2
EWHERR Do T=D T, SHBRFTTREEERELE B 2 72, 4 F TOWETIX, SERCA2a HEREFRIC
HEpEZ4H 5 TV 5 Phospholamban OB T-5H 12 Ko TLHIEAVE L 2 Z L13HE SN TH D05,
SERCA2a ERDIEFINZ K> TOFHENAE L D &V O HEITAR, AR L - T, BEBENTOIHRT
b AEEROLHERBIZEIBN TS, 285 SERCA2a DWERE L A/ U 2 AIREMAVR ST, At dpkRERE %
ST HRRD, S BITHERD FREF 2 L ThL< RETH D,

2) MERBLLAREIZ W TRIE SRR X A OFSRER B D TR

PERERLUARE BT T LT D DE L A X — (T0-2 strain) (O TIUHRERER L OWIIRREA £
AR L7ee IDGHEREIR I I 3ER L~V 38 CREICHRGE ST D 3 B— Uil COREMZREH 34D T
Th b, FATHERMERET), SN EER EARO T CTOBRRNIRE KT L TWeZ LIFARET VDR
BTN ER (S HvaZ ) hy) THHZ EICHELTWDS LB 2 bD, gD - S
FRDOZEACITHERIAOREN S V> 7 DIRE D FR- & OBURIS R ST, F I OMIE N LA X — T
/INESBREEHE DIENNASTED O AV RIS M OSIRHIED FHZ2 6726 LT e, T X 9 2R3z
NWETHRET S22 E 037 < SERID TH LN 5726 O T 2 D3 UEHIa S RO EED Hh Tl I HE
IR % S T R CRED R 2 L & T BRI T 2521 T D Z & &8 Z AU ONBOIHE - sthigaEi
ICHEBEREEIZ R L TD EBXOND, 2O X D ITOFHE LA X —ORIIIN Tliikkx 7efpk 2 o
XY DI LTI LI BTSRRI CHIRLOBEBRI SR O DN TN D Z E B BN e o2, —FF
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RN~ & 77 A DIEMEFER & LT 272> 7= GFP FEHLTIFEER MRS DI T 235388 B4 GFP 73
P LS EERY R AR — 2 — Tl W ATEEMEDS RIZ ST, & IS O FEEROFEFD B IOk o
FERERVH 1T AT O FCREELT 5 Z L0V RSN D X 9 REBCROF FERH LN o722 B 2 D,
S %I OB)ET N TORER LUK 237 BT L AGDOERERE X /X7 OBE & LR o
BERESLH & DBIRZ T L CWS FETH 2,

3) AERALUHIEICIS T B A BEERE O iR

Bio-T02 23317 % 5 RN /146 KUY ATPase T D Ca S MEDHIRIZ Tnl Ol Y (LA EE5- L
TWHZ L EMRET S, £ LT, ZOBio-T02 IZR 5% myosin isoform D V1 735 V3 ~DFEAT,
MLC°MBP-C DR Y R s T b G RMEIGHERR /1D Ca” M AR T S5 L5 9 2 E ColE %
EzHE, Tnl OB AL, JERELOHEIC WL O 25 ORI FIChi T 2 &H2H T b LB %
Lo,

4) O AT DRIV AR Z OV C O
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