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1. LI

EARELLEEE (hypertrophic cardiomyopathy, HCM) 1%, {OEHOEK LGEBEER2FHH L L, BHE
FHEOERFEDERFERTDH 243, BoLDBLGTFENMOBELERICL>T, HCM 04 %< &b 50% LA E
WEROEREELRER 2 L AREMEBETHE I EPHESPIIE > TE L, BEREERTR, TXTLH
MR B > THHEN 2 FRET 2 EBECTH IHFEMREELBR T 27 X7 BZa—-FLTBY, ZhET
W, SAYY, To2Fy, buRy, baRIFVY, SAVUEEIVNIEC, axrFU(F4F
V) CBIBEREADFREIN TS, TRTOERRERED, HEREOR/NUEEMTHZ YN a X
TERBRT S5 N7 BRCH B0, HCM ZHVa X 7KL bIFTRTWw 3,

—7%, HCM & 3B LEBEOIL K EHEREE & v S BRFRE 2R 3 RALHE (dilated
cardiomyopathy, DCM) &, FREICIZEEEOHEICC % 2 EBELMLAEDERERTH S8, 20O DCM 1K
BOLTHELTFERBARIERLTBY, HED L 25 DCM DA 7% &b 25~30% 0BT RAREE
WEoTHHINT WS, INE TS »IZR - KENE DCM O&EEER I IE, HCM & idE2 D EH
BIREEEEOIZ» I X FEREESEERES X VEREELEERY D 5. ERER TR, ¥

ANAT Y, TAIY, §7790DE D RMERS VN7 ECR D077z, HCM 0¥ )va X7
FkﬁbfIEM%H@%%F&@x’&@%ﬂéht Ldl, #20OHT7F v, 34V Y, buR=
Y, PaRIAYrEWS HCM L2 B—DHNVa X7 ¥ 7 BOBLEFICB T 5528 £ DCM
EEIEEIT I EDBHS IR o272, DCM % B HIfEERR EFER I L3 TE R ko,

HCM ZBWTH DCM BT, FREGRFIRESIN, I— NSNS U7 BB 5835 8%
BRARER (SAXVR, KRR, ATF T4V ITER) PRIDERTHZ 0 ZEBHELLIIR ST
XT3, BREENLSTARMELL TR, a—F3Nny VR BORBEDELD 2 WIdHEI &
DIEERY VNIBOBEPHEHESNE NI F VL « AT ATHR, HE2VWRI V7B E L TOEFE
BB REEI R 57 OICBEFREBERSICRE XV - TUVREENELOSNS, LaL, BEF
ZH2ERTERINCTET, ZOBMZITEHEBCESI WI R =ZRLATINS DEREDRET %
DPFEL LBV, RAMN JALERE, I—FE3NRTWEY UNITBRZDODWTERICHTHNS Z LI,
EhOTEETHS, L1rL, HCM & DCM TROD > IBEFRRERER I — T 55 V87 BORRE
BIEEAEHESTORY, EZEE—F—F VNI BEILT Y Y DRERERN, 7 OKEE (IF4RE, 1B
ERE, BERENE) CRETRECHEL TR ERMD I ENEbN TS, Ay Y EIEFICEH L »
LIREINTVEIVNNIBED1IDTHASIERFEZD L, ZOZLFIBNTHS, KEHEHER, £H
HIRHERER B ICIEL SFHE S 2 & 5 REBRAVKRILZCHILL TORWEH TRRLWhrEBbhS, 77
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FURIAVIEBFILDINARXAT I NI EHIEX, HAORGONHEEBE CH LR WCT —FT727F 27
WS TFHREGHE “BFERHE” O CTHRIEELTED, TORTORIELZIEMICHIS 2 L IZEBIZIZIZEA
ERATREIGE W (B 1), A bFRC sy o8 7 B2 L T, Z OBEER EEN D 2 WIXEYYHEERIC
FARES LT 5L, HOEDITARDKRED S »TBNIFETCHER S 228\, 204 EfC
BUBEE BB o IXICHS Z L 3HRTYH, RAEZRC L Z2BEZ VDT »EHE T, Tzl
Z5ZENTERVATRENDH 2 DITHRTHS .

Hzix, PaoR=rOEREEZRYD 2 { AHPREBIGEWERG T THRRSL 01, ERdhTER S/
FMMEORERET LR bRV DA ZHBICED A LD, BFER LD 7 20K
LTWwl, 22T, HCM ZBWT b e R=r OBELEFEARZESHE SN, BRI OMEDOHER
bW ha RS U FERBOBREFT 2175 2oLz, 22Tk, HCM BE 0D 15~30% % 3i8H L,
FEHZ DCM B WTH S BER Do LB bRy TEETFICB T 2 BRER ICES 2 T,
FH O DIEAIAT o T BERERRIT O RS SR & b g 3 5.,

2. BERELHEICE T IIMREFTRI AL T LBRIMETEICL S

ANV T ALEEY X7 E e R= i, BEREOTTOubW LM77 4 7 A" BRIRY v 87
B77F R 2EORARCEGLTTETCWRREEN1IIZay, BERI0F/ A—FDT 47 A1)
O FCHBCHEE L TB Y, MIIENA LV Y T A« 4 4 > OB Z AL CULIE O IGHE & itikE 2 i+ 2
A4y FTHS (1), 2O R=VEERT Y T2y DV LDTHE b R=rT
(Tropomyosin binding subunit) DEEFICHBWT, HCM DR & & 2 ZRER N 16 EE 1> T
WBRU(E2), EESE, E ML NER=ZY T OF v BHTFEREGESBETTEMCERL, 25
DREAREER T RTIEHN L TZOMWE 2 RUERICHTHRO, ZOFRIELI LI, TRTOERY ~
NIBHT T, ERREICHLT, EDEVILVYTA A F VEETON 25, T2bb L0 ERKE
BRAA v FEkoTWwW (M3).

ZDHNY T LRZHORENNE, FCHBEAY LY Y ABE TGN LY KRERHE2FKET2 2k
ZEWRLTBD, WEHOME L L b ICHROEESTFHIS 5, LIEOMED 5 v idHiERE X, HCM
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=¥T, I, C. Tm; baiREL33,
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B3 LIEOFARFEEST 2NV T A -
A & IREORMR, TR ELLIE
DERTHIEREAE PaR=T 0O
PE AR EREEROEAE MY, B
REB=AEIshThER 2L EEHE,
WFhy, ERHEID ELH LY A
AX RETHEHST., CUEid X 0)

BECBT2HEWLMRATHY, DHOMELEBE L VEAZObDICL2a 754 7 AEFDED
ThdEERIABEINTE, UL, HFEEOHI NV ARZHTER, DEOMED 2 v I3 ikER
HFLREEHHT25DTH S, Lfi buR=> T OBEFEAERC L 5 HCM 1, JEAOFRESER -
BRI SN WIEENZVEVIRHE b > TS, Kbphbod, AN LVEZECHY HCM O
—REEEE LOTLH B 34 YV OBETEAER LE UBREORRERELRL D >TWE, —f, &
W MBS X DGREENE U S L, 750 7-2 8 — ) v 7O X ) INEBEEIE T T 2
EMRFREN, Hvy Y ARSZHITE X 2 LI OIHE TSI, ERCB T 20 TIITE S
Na»b Ly,

DD ANY T L A4 v FOMREEZERBREICT 2EHET (DFRRBEEINVY T ALy vy 4 H)
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WEERTTIEHY, PaR=ZVEZOENZZ>THWS, WMEOBADEIE N[ E X, HLYTA -« R
AV FBREVEDAINY T A AT VBEBETHONRKRDEIICTBEIET, IVRERHEPHT I
T%3%, tOHEETH S, 17, L b R=> T OBLEFRATRIC L 2 KIERMIEARBLGHE TR, &
Wb e AA Y FBEBEIR 5 TS DWCRRIBIC T 2AEEENE W, EE, BLo®Ec L3
E, COWRBEERFE-TWEE, BRERBLL LD B, LOBFIBEHD 2 LHL., LDARIEBEED
HEREB L U 2REANCEZETLERHY ZSTH B,

3. MREAOHEICS U D IURBEDETR AL Y ABRSHRDICL S

EZATHERBOBEDKRERNSY 7 EBTH5 buR=rTix, % 0OBEETFDIRREBIAOEIIC
Lo TRIEROVFELZSIEBITHBELH LI EBROh > T3, BE, BREEOHAIE 210 FEH
D7 /B )VrDRE (ALys210) THE I L EFTRFES>TWEHDD, FLOPaR=>TELT
DBEEDE L2 HEET 5 Z L BREETH - 722 (M 2).

Tz ix, BERBELURGEDZRRE EOEEERMT 21T > 7o D L ERED Fk % v T, HRRALLEE DHEEERY
ZALOREERAT:, ZORR, HREVLHE DAL R, OBHIUEOI VY Y ARZEET T2 H0
TH5ZEDHBALY, Zhid, IERELLEMEIC DR 2 22REED 16 BET NTH, HILyy A%
M2 ET2bDTHo/Z & EHRLUIZES, REEEEN, IVy T ABRZEMETT 2 LS 2 L,
MIENOBEDI NV Y 7 ABETE, EERBAECHERTIVNSVHL2HEERWI ER2EHRLTY
%3, DUEHPMET T 2—H7T, HRIE L VAR S L3 REALLEIE DZRE RN G 2 5 BEERE 3,
JEARBLOED 7 — R L2 KNOBRKETH 5.

e R=> T UFNZ R D25 TR RELLATE O JREBE T O T T, HIEE®KRY V7B TH
5., LoL, MEEERS Y R7BOEBLETFEEDY, T2 —FLTw37 U7 EOBREIIHLTED
I BEEEZ T30 BEBRICTANS Z LW o, MgER L L TOERROBERESELEDbNS Z
T, JLEHRE & OB OM O DEEN S £ {fTbhhi kY, HRE L UUEREDETRALN
% L —RANCEBE I N T & Tz, HREVOLAED [MIIEHRR] L bFENTEDIE, 0O TH 3,

SRR O o 7zDIX, MIEERSY V7B THRIERORE Y X 7E vuR=V T ORETH
3, DFD, fERkEZONLTW, NOGEEZEOMHEICLETIZESZDDOTIIEL, HOFKEEEKOIEICH
b, TR X, LEABEOILAZEIEEITIE 2 X 4 =X LADMHESEOBETH S, FHES
NBDE, HNVy T ARZESTHE LT, L AIE#ESRKICRD, FRE L OLERERILA
T3k, H20RIENIOETCL D UDEORY 7HEAEMETL, Ih2RETEAH=XLELTDH
REDIAPEE L Z L, REDEZHTHSS.

EEODALOHRBEHERERIREPELINTHWERWS, baR=> T ORI & 3RELEEICRE - 7235
&, SEREREBEARICREINIZZ LT, FRCHEEOERNDREINIZES 5. ZOHD, Rk
TRBEPE Z I WHIEBKR Y VRV ERE LR TRELER>TW2, ruR=r TEAEDEE
&, AN ABERENTHE>TREDOTHY, IhzkiFs X nEY»ETHS I LiZHASHTH
5, BET T, DRLDBRBEREELTHELNEZLIICE>TWR [Ny Theyy I 4P —] BEFh
Ths,

AN T ARSI AT —BRER, DALORELTELDRLTWSY, b DFFHNEL 2w, HERE,
—BENCIZBEORERRFICRDZENDHD DD, WIFNEREEF| KB I TEIBONLLTH S,
#->T, QOL BHE»IZE %2 bD0D, FPRERKIHESNLLVWEEZ SNTET,

LIPLIZTHEZIZODE, HEINY T AV I A F—BLAEOERBES TVuE EfFbh TS
TPEVWIEETHS, DALOREBEZRTEREDOTICE, PaeR=r T ORI X 2IEELLEED X >
AN T AEZUMETLTWwE 7 —2bbiE, 2L EL3FRBEZ SNy —AbH 5, FEHN
BRBEFLT, BE “DHLARY ANV TAEY Y IA PV —RRAVEDHIT, DL RERE
EROTWAARMEIRSFEZ SNE 00 ThHb, BEZELBELEFRINC X > TLT2OFE % Ik



DEER B 2 UHDERREI A 2 = X L DR 5

ZL729 2T, hoR=y TEEIC L 3 BEALETHL - L2 REE D2 LD, DETHD LEL
3.

4., EERFEITE F 3 BOBRBEDEBRFT R TRIFE L IAEL ATHE(S

ANY T LY IAF RS T, FEROEOR WG, FERH, HMEHFMICEST23DTH o7z,
DF VFROEBEOEFERIIBETE T, Mo TRETZEBEDLIIBAD=ALTEI DIXES BT
FAWw3En330Ths, LrLEE, [FHUCESSERIPERCHEL TROO TS, S, &
BT DSED IR - T, RRCEET 2 BEFEROWUIFEIND ZLPEZ L THAS5, Ll
BHS, ZOEGEFEESEMKIICE DX > ZBHELEE SR IT 208 5T hiE, BENRIEERS
HIZES Z L idHFkRw, 5%, BETERP D7 Fu—F L, E0BFTITbh sy N7 B O
T ZEBMEICL D, BEARNRIBEEVSIHEIC R > T 21T THS, AKROKRERZRTEETY,
IR R IBREII R 5T 3, EO7r — AL T 202 RT ONECTFRKHTHY, oIV IE
DOHEFERBE ORIV EL Z T, &0 [FFCEDSEE] PHILINTHDDEFL S,
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