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Abstract

The DCM (dilated cardiomyopathy, DCM) is a cause of heart failure (HF), cardiac arrhythmia, and
sudden death of one of the common diseases. Studies have confirmed that gene defects, immune
factors and virus infection are the three main causes of DCM. Autoantibodies produced by abnor-
mally activated immune responses play a crucial role in the occurrence and development of DCM,
and can be used as immune markers of DCM, which is helpful for the diagnosis of immune DCM
and the target of subsequent treatment. However, the immune response mechanism and thera-
peutic measures of DCM-related autoantibodies still need to be further studied. In this paper, sev-
eral anti-myocardial antibodies related to DCM were reviewed.
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1. 5|15

ik Ao LR (dilated cardiomyopathy, DCM)JE 4F 58 N Co IS5 1 2R K 2 —[1],  A] | T 25 /86 4
BRI MNP S FECOEY KA I RE AR B O E B [2] . G R T 6 5 R A [3] 2
7N, DCM [ B %0 0.13%, A Aows s THs, — B RO, WEHRZE, WstsaE, Mintt
2 R FREGAE . Rk, DCM Wi AR HLE AR DS IT it IR R A B T DCM B3 R B Faz i,
FRYT, BEMSCE TS . R SRS A2 H AT DCM R BN BRI R TR R . B DCM 95 [
WHAIRN, RN F0 DCM R CE#ie T R E AT Bt B &0 LE B 7Pt LT
(anti-heart autoantibody, AHA), @M= R B & ONLE F 2 F PR SR, Sl AN DCM 4
PEbRicy), IR EAGEURIEM4], o8 E S RN F1 DCM 2 bife gt E ZEE[5]. B AT R I %
2% AHA, HOIES DCM B4R B RA MM, HEIL B ENLH PG SR A+ . i
I DCM 5 B SPURRISC R, A BT H B BT 5T A5 S0 97 I g 5l . A0 W/
Tt DCM AHZR IO IE H St JRI7 5507 T —253E

2. RENFH DCM HXBOIEE Sk
2.1 MRIEREERE MR E

LR E AN ATP FNE TR AR B B, IR % 1 1R i A i (adenine nucleotide translocase,
ANT)RERifE b —RFHaEE, 8RR AR F R KL) 10%, XF&RA N R Bz ThRe e &
TAEHI[6]. ANT S2HP/NMEHA RN EARE A4, AJ ANT BGUHAFEA(ANT-), HEAH
RALRRE R o, ANT EZ 00 T OISR R R s 2R, i A A B R AL 7= A8 14 I H 37 OX
FNERRLIR N A1) ADPIATP 228 Sl it LI ThRE[7]. (HAE ANT i B8k, " LAECA DCM K E &t
JR[8]. MR, ANT REAF{EE S B R PR GEE, T ANT Fifks ANT 454 i B4k ADP/ATP
A, HAURTE S 5 sl /12 SRS UM 5 [9]. 1T ANT HURFH L) DCM 3, BRIk 1 i
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FbEW AR, L EY KER, RAER BT R m[10]. Mt ANT Sk Sy 2 A
DCM F 5t PEbn B4, X+ IR BAT S WA B, (B R GTAS I 7 ik 16 PR A 1o R 2 s P 1
M.

2.2. MERREIE(AMA)

LRI AP A4 (mitochondrial antibody, AMA) B & BLT R & AL B4 4% (primary biliary cirrhosis,
PBC)E#H MiE . JHA bR LRAPT R 3% %55 PBC H B B RIRHLHIZ PIAN O [11], #hbtgerifk
ufaxt PBC HAR RIEZHIINE. AMA 1 9 FIAFENEA(M~Mg), Miv Moy My 73 T ZRIAR P IR,
M3~Mg S Mgs Mg 255041 T-ERALARIME Ry Forb, My fA/E TR, M fA7E TIRIEIRIE S A 1E, Ms 17
ETAYPEH IR, M £A7E T 2915 TR 28, My AT RAZEC BRSO HAT I E], T My Mgy Ms.
Mo Z5 37 B4 A A LT PBC [12]. Klein R Z5[13]7 W 5t K AMA-M;, FHEBLES 7K 2 R0 AR 5 A0 L
995 LA K Sk oL 28 B I3 H BH I SR . AMA-M; TR 531 0o LR LA BT JER R B BT 1R bt S ) 3 R il
WEE, AMA-M; il 5ZPtR RIS, SLiedld, 36%1) DCM E#H AMA-M, Rl 2 B, g Rk
T DL B oAt B B G2 PRI FR 3 R C RSP, 5 AMA-M, X 5K BLO L 8 BA R e Wi in 8
[14]. AMA-M, [PJEEST S A P e 2 It S0 &2 & 4 -E, IE 52437 (pyruvate dehydrogenase complex-E2 subunit,
PDC-E2). XA bR LA AT PDC-E2 S ML F e ttint, ] DL LT Lo JULAH i 1) Ao o
A RRCRY . KU = E 2, PRS0k PDC-E2 BB 40 i b, R ET Xt IX L 52 45 40 i 1)
RAEWOE , IXFh % S SAE O LA A AE F] RE 22 S ECO LI R IE[15], 1X 7] B2 AMA-M, 5|42 DCM
KIRFERLE . Tetsuro Yokokawa Z5[16]7E 270 44 DCM B E KM H AMA [IBHE R A 1.1%. T AMA FHPE
A4 DCM g i s el il AMA-M,, AMA [H1ER) DCM B35 K% 5 M, L2 5T aethiek,
{HILAFFE R AMA-M, FHIER) DCM BFHE /D, ¥ KFEAREAR T3 — PR . AMA-M,
PRE B = B MOV B RN 14%, BE T AMA-M, BATE B, 22 KR 0HER AMA-M, (177
e T B ORI ML ER R R, XeTRes 00l BAK[17]. (HHT BHT AMA 5 DCM %
PERFF T Z AR T S PET T, H AMA FHVE G B ARX E0b, Rt = 2 88 78 7 MKEEIE ] AMA 5
DCM IR K & .

2.3. i1 p1 B ERREER FHE(S-AADS)

B '8 IR B2 (Bi-adrenergic receptor, SiAR) & —Fh AL LA FRIAR G AR, L
ZWy v LA OV B BAR, B RBEEEIE G- A, BUSIRIETRRIALES, MmsginfE s
AR R -3 5 - - BER (CAMP) I AR i, Ao pn e, WL AEPEg iR, ORISR IG AN[18].
RYETALET, Bi-AADs (B1-AR autoantibodies)ii 5 5, FEAER T S1IAR dHfi/h — 38, BHWT BLAR 5 R EC
WG, TR IER T, 2ROl i E & S5 AT RE[19]. JLH4ERT, Bt OH EH TR W
DCM B & & A AEE fi-Aabs [20] [21]. HHT, Wesson 25[22]%F 118 3¢ At 5% K 4% 845 T DCM HEAT 4
HWEIT, kRN Bi-AAbs FHECEL, 7o WA AR I K e B #F kR IR B e R bR LS, 72
EWAEAR IR > 55 mlim?, £ S4F KR WIAE > 95 ml/m? N2 Wy DCM . S 41k T2 R A4 4 () B1-AAbs
AT AV BIAR B 52 4R E R4 8 R AL (BAR-ECI), 7R URIE R FEH Bi-AADs K-F38 I, I H B9 #dksr 5
PEM 2 ETds P, HE— D UE BZ P TT DUE O U B L A B BOR KB N 7o IR FE R, Bl
.0 U195 (pathogenesis of peripartum cardiomyopathy, PPCM) 53 IfiLi#5 A a] ARG 51-AAbs,  H AR
AREE S E = HAEMS, 504 thae 2 0M55[23], K DCM LG EY KONRFIE, #nT LAt
TN pi-AAbs 5 DCM (A S MESR AL T FR MK 35 . Manuela 5 [24]7E 17 4 DCM LI iE Sl g1-AAbs
FHPEZR A 47%, 1 B A 56 B R 359 2 B0 IR 1K) DCM LI LI pi-AADbs 2 2 EAYE, Hikil /s p1-AAbs
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-SRI B 5 %2 S e DCM R A I B Z5R A . K DCM 3 1L o Tk S ml DRt s %
IRz E B, BA NT-proBNP. LVEF 25 4 B T2 50 F T, Abie)7 skimg[25].

2.4. fiRBREEE M, ZEHF(M2R-AABS)

B IIAESZAR(M S2AR)— FRAFAE T B A IBA 22719 5 21 4 SCC (R 8 B A A b, 2 TSRS m] s Y A
O B M 24, BEHIMY G-Ea, MBI TR, 358 S MBI IR (CAMP) 1 AE
Wb, g O BCONIRAE 71, A OHEI R, SPERARRIOE EAREREE p SRR Tl AP, 4
FrE O ME ) IE ThRE[26]. Fu Z5[2719F 50 &KL DCM 3 L35 4775 = i B I PLARBR BE M, 2B ik
(My-muscarinic receptor autoantibodies, M2R-AAbs), XL AT DLRE S IR ) My 5240 B A — 3R RE B,
il L ALESEIE 28], M E RO S . O %8 B KR MoR-AAbs E 3 Hu i, i M, 24k
S 7 IR BAE PR e g% fi R Wistar KB, WEEHAIR], Sl biRiE TG, H4ERER SR,
TEE 11 A A RIS RIIE(E, 18 A B RFFEA X R AT o TEREAS S, 5 R B A4 v 255 2 9 1
G MoR-AADs (17K FIARAL e 34 551l R R 3 AR 45 SRARWI &, R W% B & Jo )2 SR e 0% 1T
G AR EIE R . e 5e ik 12 MG, B K BRI s R &7k Dhae T, BB N B e 4R R R iA
s Tz AR AR, 18 N H G, IR M, IHBRE 2 iR i K &5 & A & W E BRSO ds T
TRINAERERG, =EEARH, KL ZRLL DCM RFIE, ZHF 74t BIZR, MoR-AAbs A LS 300 ILZRLA S
155, XA REREY KLU L DA T AR O = 5 5K T A IR IR 2 —[29]. LWL 45 6T 7k Th g ks
A 82 H T 2R AR5 BT 2 e i AR 5 51 O LA V5 30 57 8 BTE,  (H MR-AADs 175 5 (1 2R 445
P DI A FF R 7E . 7E—41 PPCM F82 v ] AR 2 MoR-AAbs. M,R-AAbs 1] BH ¥4 270 IfiL
HRESEOEHAERIEMAK, 5 PPCM BE ORI ThRe 2 A0S, FUILAT LA RO B St
A& PPCM KA fa R R 2 [30]. B B IR R B2 AR PR B PE I AR JE AL L 38, A 43% M) &
AT LARI A 2] M, ZBEAERRRE SZ AT, RIS Ju ) B 2 B PE[31], DRI Sy IR 3R 5 80 O IR
FAESE—Fh iR s FH BT 8L

2.5. mALKERME

JLER R A& O UL S S5 M B 1, /W9 4% 5% (cardiac myosin heavy chain, CMHC) A1 Y 4% 42 % (cardiac
myosin light chain, CMLC)4L 5. 5 0o ER 73 1) 60%, HSk#f B ATP BEE I, @it 513 & [ 2 8 A
HAEH, BH#EZSSONRGERERE. /£ DCM R4y T DURHI 21 LUYIER B 08 B S PR PuiiEkE E
PUR[31]e ZHTAAEEEANAR O ARS 51 A0 B0 0, TR AR 540 [ 42 52 200 M TR 31 B2 453 1 o JULA
HR I O ALER R 1, SO I B SR NES[32], R WLERER (AT LRGN E 3 HUR S ULER B APk g &
Mk — 2 FECONRELE, B S PRI 300 G R S Ak 8 s ST R A T A 2 3 it W82 4y
Sl CAVLER B R0 B8 e 2 (M 2/ B, R I 2H /N BRUR AR 0o UL 96 B A UL BRSO, % PR 4T IR )
BIAM Ay 3, B O NUNIER SR S 0/ BT DU AR m i P O Uk E B ik, sl arkna
St ollR, HARMEITE IR R RIER, RN . X UL B o 8 L 1
BUR, B E B gL, s E PO NUTLER B A PTAARTR il 5 3502 O L2 FE PR O LR [33]
WA W FE R E Wistar KBRS S ONIIRSEREAY, B RCH PEAR G IR AL PR E AR R Y, s
BN ES AR AR TR KA, RS 21 brid FIFUILER R A Uik T 4~48 /NIE, oL AR R T
SRR TR R, g5 8 /NI SR o AR, S ZH RN BE ZH 7R U S I AN B TR B2 S R34
IR R, RTBUR P TC F AR LI CMHC HUR S SRFE O LRI RR 37 485 G T 2R 30 HH Sk FRT IO 2 5t ]
T OR824 2 . A0 DCM 415 %6 B4R N FIPT O WUNLEREE APk ELEe, W LR B DCM &
HE P PR E AU H R R S T R4, F KB DCM HrCIUIERE AT ARRHE M4 b
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Th2 40 pr o5 LU BB 2 v T DUAR BIEZE, $om Th2 4SBT0 IUILER B B TR 7= A4 2K [35], (HE Z
(PR ELAACHER 2 DA R AR ELAE LA ik — 2B 0t 7

2.6. MiGEEHE(CC-AADS)

L RUE5 I TE A2 H AT AR 253 S S — 2RI . S A 10 mV, O R ERGR BRI, 8
EWBECE G, TER TG, G2, SR Er i AR v /M &7 IR 2 B AR . BEIRR ALY L AL i,
A RSO P A2 IE RS SVE R . Bt Ca i3l [ S FidA (calcium channel autoantibodies, CC-AAbs) ] LLHEHEL
Ca JHIEM 1R, S OIEIRYE J1%2 10, ATRE/Z DCM KA R —Fh e Ll [36]. HA B O = LA
CC-AAbs BAT 5453818 WAL RS S M 45 6 1) S e PR IE[37]o bR L AU oA A 2URE e, DRt
Il CC-AAbs A ATRER A ML £e 1. B A A 223 AT CC-AAbs 5 DCM Z[AJH)K 5, BLAT AR
1 L2005 e 5 R A B A IS, R S T KRR P TR G2, i — IR R 45 0 1 8 JE b K R,
SR -85 EE Pk, $RAipTHl &Pt L-AASEE 2 ke bk, 28 kRO, R
DCM & Mg T L-BUE5diE prik - Eeal, FaRalift bk pafh bk 2 7 e i & A K R0 U i
MR A R R MBS, RIS O LA b (A8 B (45, Tk HR A I 0 R 8 AR
NPLRSE S, ZE A FAESE DCM K RRUMYE 1 A77E CC-AAbs, A7 F-Co LA A A 1145 38 1 7] LAVE 4
928 S PR B R [38], ML A H 2340145 3 BT 5 1Y) % 5 DA K S Bt R AL 2l 1) 3R R B ) S piAd e A
AT RENLA . AHFFR, B MIET K hs-CRP 5 CC-AAbs ¥ & o 55 7% 8 = Ot R 8 R AR AR %,
hs-CRP 5 CC-AAbs 145, TJLAMEN DCM & FF 0 R 8 R A AL TN R 25, HAF DCM A 280 B A 7
PRI S [39], A FEAE R —DUESE T DCM IR AR AL 5 2 S B BA K RER O, & A7 TEBR
hs-CRP Z #Mit 5 CC-AAbs FL[FI Tl DCM & 0o 2K 14 9 hE R FAE AR NI 5T o

27. MAKEEARE

PR 78 25 [ (Hot Shock Protein, HSP) 3= 22 5 4 fd . S i 405,  AHLIAR AL T RIBCIRAS I #UR T B 13
KB EEIN[40]. TR/ 6 2%, 44508 HSP100. HSP90. HSP70. HSP60. HSP40 LA
J Small HSP [41]. Hrr, HSP60 3= 4047 T AN A 40 () ki fd o, (oL AR M 1) HSP60 HLAT ORI,
R ST R SR ThRe[42]. HodRIE S RARAFTUMA BB BIUR, 52 E 5%
PEPEPIR B AR [43], RIR R FOEE LI A, B T I REMAAE, PRSI EAM B S k]
BE M SZ A 40 M SR LR U R TR 1, R Fo 320K R Te 28 1 I A SR AN R 1T B0 [44] . %
Tl NS B £ G PR () T R BB R e I B S Pk, BRI STT R RAM
WIE RAEVERR MBI AL S5 [45] [46] [47] [48], DCM 1E04 H & e WLl ERcm, Eohsa
7E DCM &35 7k N AT I 2] Tt HSP60 Hifdk, HEMIZPIAR T AET DCM KA K A R[49]. A& 0N
PR T B B A S T B B B R AR BT, TR R B LK, BEJE R k@SN DCM
[50], WHTAARTEE I HTARFHYE) DCM A AT B2 40 BRI e 2 J5 5 K, JFIRSRAli T HSP [t Jiks
PEFTEL. $1 HSP60 HiiAfr B iy DCM [ febmicdy, DA BURAHCHLR, PRl B 5 R T 2 1 W
PR BPURTFIRIT[49]. T HSP60 7E DCM H FIBURTE F B = EEIEYE, RIRHLHIS BURIE ¢
BB .

3. DCM ATt R
3.1. RIEHEXEATT
UTAESR, SREUN AR DCM ¥aI7 HEUE T 8K IR, FET5IN DCM 29715 EE[4]. 5%t & B 4
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£ DCM, W bt 2 H T 5 20 IR Sy, FOA BRAIG LT HoAE OC B S ki B2 st b vk B2 4 i i i)
PErm S Mo BOSEAE o WUAS B T VE 5k B0 LG S W B 7 I e 7 00 2 Dy BB 58 (R FR AR [51] s ]
F5 (5214 ¥ YR IE 1 P9 82 S 25 W B (immune adsorption, 1A)IGT B1-AABs FHPER DCM 95 1, 1% 4: T
REEZ VA VEITIG, BEVT 18 NI, 234 NTpro-BNP FF%, LVEF JHia A& LVEDD 46/, []H st [ &k
IA J77 DCM FHRIIG AR I ZEAT Meta 2341, KL IA WEGE L OIRe . WO EEMR, 297 1A BT
HRIPRE A VAT GE LVEF BUE R0 B3 25 5, ERKIRIN B S k. BREFIKEH 196 HITR, A
B AT LAKNTE VA RTINS B AE Y 19G, 368 mT LARE T B 4 i 4k 477 A= riiA 1 S 3w 15 53],  H LVEF 33
FIHR. B IA BTN DCM BFEMBIR S 4Ya T ML, ZCERTHEZER, MEEE M T 5
DCM &3 . 2 BAriR, B DCM B8 rlfE KRR B S HUARETIE T, 2 7R 1A BEG ik
S 19G 1697

G IHNE T B R C N T DCM GYT, S5 DCM [ B i [ S8 4k & T 0% 3 e, 4k % 4
i SN AC LS A AR DA R THRE AR5 [54] - IR b, WA ROV EAEAELE H B RIS A R O %
i, AIE IR IIHIEYT[55]. T DCM ) S M 7R A4 R PR I i . BRI . PRf R PR
fieste . G I FRIE A 4n MR R Rk ) DCM B3 v nl OB i B & S mg b O R G, 5wEt
FUFAEL, A8 G2 R ) 2 A BRSO I RE . e i if o Hi L RT B R sk e
O FE AR PR R1E[56].

IfiL 3 & 4 (Plasma Exchange, PE)JTVATE S H 2 51 &2 DCM At HAT S B Ay . Jl I R E 4, W]
DI & 2:Fr DCM BE RN 3k A, RS EIREASEFHE R, MEFHDRIIKE MREAA &
e R ASGEEH, FETCUEE S DCM B A O S MBhE B E S, s MUEE B H LIE
FEARLANT A1), L 4% 38 G HEAT O IEREAEL[S7] - f 128 TR B £ 075 ok £ 3 1L P 119G, B2 T ¥R Y7 Ja SR G U [58]
HiG6 B Pk AR R, N HRPUAZ SN B SRR, Huilk B E A1, SR
Takeshi Moriguchi Z%} 7 4% JL# DCM B FHHEAT T 10 M7 RN B HIGIT, PLPAEIT 30 24 MR
R, #Z PE VYT — A BB L A OB E LVEF B P3R5 20t 5Kk 1) 24.3% + 7.8%, JEIN%) 30.5% +
12.5%, I E )5 OIREFI H IS it 2 rT R — A A, S e K B e mT URYT DCM 8L
{1420 I T 6 R IE 85 35 B0 [59] o B FE X T4 ik AL O U 1 S e ¥R 7 2 5 2 T 38 Tl fE B i 7 B4k SR R .

AR, — Rl R R A G R FRIBZ AR BT (U Bi-AADbs) 25 )& - Bt ik BCOO7 #IT K, HiA
Ji A —F 15 N HUEE DNA SER TR, AR, A ABTi /e A s 2 4R IR Dhe, A5l RO
JESZ PR HI1EF[60] . Sabine Werner £ [61]#-Z 21 Ti67T DCM AEFER, /e 5 e S B SRS
ARA, £ 1 mo/Kg AEFIE T, HZ 2 MiEfE, FRRAENE Bi-AAbs I 545k, HICH &
AR, 2 3~6 AN HFRITHOIIRER R T W B ost, A7 A7 O A B K . el
Bby 2R BB T A LG, BCOO7 AR LI RIS IE L AE A 2E DCM HIIThAL, (HIEshsLst bk
P LR BT RO R AR, BETIE S B S, AN A DCM IR BB AL IR 245 .

3.2. HiiaTr

NEHAIT P LAGE DCM B Mah 1%, IR, Eohi. W ANBFiTah, s th4ibiH
A BRI L AT DCM BT S0 ) 3800 B TS, 7E20E DCM 0 J) 320 S35 O D) Be . 0= 8
F 5 T AR B 4F[62] ;MR ARM FIBR & 4TI /R VAT DCM, T A R0 g O alfe 50 Fs bR, ek
RE TS, FGRST R 2 At O IESE[63]s 534k, BRI P i FAR AT e il I W A% 41 )2 B 2
DRIER PR R T ANIEE R o WAL RIS LRI IR R K, SEBXNT DCM [1iaYTERI[64]. Francesca
Briganti Z¢[65]11 JLAEA 78 K BAT T RBM20 R 24 &5 %4211 DCM i3, 4 W4k R ] E i RBM20 [
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FiE, Wik RBM20 JE[K 245 IPSC-CMS BT 32 F5AbBRFIRAA S, HOZZ590i6 7 W R DCM ¥R
VIRINE (aRr

OHERAE VAT DCM 1A 200 771, BAEE PRS2 AR PR 5% FH B Bt G i 550 i) w1
FH SRR e el CBEAH B LE & — P S I FAR T, RHFARGG R, (UENCIREHEEERE
MEBRITE: AMEEILEEMRBHEAKE NS — AR DCM IR 71 BRI &, H Iz
JTRMARUESS, ARt — Bt oT.

B A R OET B AR ) DCM B3 S Rm A R IR, BRI AIEIT, A sia T &
MM, S OThER, AR OB T TRAR T R AR OB, B R AN IR e T, R e 1
IR RAE[66]; BER AT IIE FHTEAE R I Tk AL O U B 3 X — B b th U 38R [67]; W LR I g
EECAVRIT I KR RO U I AT R T Hofhy vk, SR B A= q g, ootk &, o
B ARKPMETRATEEITE, MAKREEL . 22 = & AR AR TR AR O R R 3R B AT Tk
5, AIEEELLIIEE, KA, WWPRMAH B2 atERm, NIRRT T iSRS YT 812 [68]

4. RFKRE

BE B 2= R SR LA R AL 0 . NI R AR BN T o, AT TS0 O I 5 095 e 36 PRI U 32 8
W BRI FizWr. BT CEONERTIRT . SRS 3L ER . B8 DCM MR 2t Fi LA R i2
B TRORREE R, HER B B S R BNAH AL AN e ATE RE, BRI N T B . R 5 R
BIT A s DCM AHK B B PR S s VA R AT ER AR SRR i R R, b

LB PR
S5 3wk
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