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Abstract

Dilated Cardiomyopathy (DCM) is a myocardial disorder characterized by structural (ventricular
enlargement) and functional (decreased myocardial contractility) abnormalities, excluding hyper-
tension, valvular heart disease, congenital heart disease, or ischemic heart disease. Dilated car-
diomyopathy has a high mortality rate and poor prognosis, with a 5-year case fatality rate of 15%
to 50%. At present, the cause of dilated cardiomyopathy is not clear, some studies have shown that
dilated cardiomyopathy is genetically heterogeneous, and dilated cardiomyopathy can be diag-
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nosed and treated early by screening susceptibility genes. This is a brief review of the research on
DCM pathogenic genes in recent years.
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1. 51§

P 5k 2.0 JILF (Dilated Cardiomyopathy, DCM) A& 51 20 155 O 25 RSB & Wl 2 —, &
PG LR, PAZE R (O Z 4 R)FI T BECL WIS ARG 77 FRAK) 5 5 N RFIE,  ROpT I BR A i L o O JUE S FBE 05
S RN O SR I OO R [ 1] IRIRRIUE A ODIEE LY K DB THREFAR, O 13, =ik
ORERE E RHEOERE AT RE ST MR WIEE . PSR G, TR ZE, 5 FRILEN 15%~50%
[2][3] [4]. DCM IR IRIR 2, FREFERAE. Y. B S R EREp . SRS TR KA Y
i DCM 75 K1) 40%, L4 H 50 AL R3S DCM A%, FZEAAHE BAG3, DES, FLNC, LMNA,
MYH7, PLN, RBM20, SCN5A, TNNCI1, TNNT2, TTN %% WIEKZAE[5] [6]. fE&MBTF T, H 50
AL IR Z A0, RARIEN gt BA T Z AR DIREM B 0, midgufosr 28, Zekifd. WU, #f
Fi. BRI A HA DCM A%, FATLL, DCM [fpp B A BN HI 2 Fh 2 6. LA T I LA 7 it
DCM 35007 2 R R AT — AN AT ZELRIR [ 7] [8] [9]

2. S8 DCM X ERFERZE

PIRALOLALR(DCM) & — Rl g AL v O IR, R IBAL R Bk . WA Ah AR ANRIL (101, H AT
EA KT 50 MEA N AL AUES 1R K RAHAEM A DCM KA EA 5, o, 5 5e4mhd O ULAH L
T DL AR AR G R E T 5 DCM IR AE A B IR E VIR, #A 2 DCM 5 UL
BAEEURAER[11]. [, SEDCM BRI RAEGE AR RT3, ilE R ok Brmeftk. &
RetnfRERPEIRAE . X-EBUB L. 2R AR (LR 1), i GOk B RS L 5O .

Table 1. Common pathogenic genes and inheritance of dilated cardiomyopathy

F 1. RE OB E R BREERIEE AR

Z [ (Gene) F&ic.(Symbol) A5 R (Mode of inheritance)
JUUEE A TTN (RN TR S v
B )=EA LMNA Cif SN TS U
WzhE B ACTC [/ SERUN AL S v
DYUNERE A E5&-C MYBPC3 Cif SN TS U
WiERE R p EHE MYH-7 (i SuRUNT RS Ui
4N DES (RN TR S v
WASEE T TNNT2 Cif SN TS U
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JUURBE % B 2 SGCD WYt s B P
A EE VCL YLt AR B PR
o-JEREREE TPM1 Cif SN TS U
o2 HNLEE A ACTN2 WYt s R
ZHEEA PLN Cif e NS U
LA LM & 4 MLP/SCRP3 YR R A
SUR2A ABCC9 Cif e N TS U
YRS T imiE SCN5A WY A S
o- LR R FHE MYH-6 [/ SERUN AL S v

TS E A DMD X &L

tafazzins 2 [ TAZ/G4.5 X S
WESEE 1 TNNI3 i SERIN RS v
Sy AL =RENIN Multiple LB DNA Jiife

2.1. BREFEMEE DCM HXEHREE
I Gt A AR AL U5 SR DCM EUR SR BON W, R R .

2.1.1. TTN £E @RBNKER)

BUEHAT AL, DCM B EEFE Y TTN 58438, TTN AW R4S (TTNt) 5 K et DCM 2%, 4] 20%
ot WU B A2 — R R B AILEZ , MJULITIR) Z FE(N 3im) ZE 16 2 M7 (C ) X8, | TTN JE [R5 [ 12]
[13]o JUBRER R R0 T 82078 4200 kDa, B A HI G BRE F1(1G)F I BY2F 7 8 11 (FnllL) 45 F 4R ph
R B AL R AR A 25 R AR ZEL R 14] 0 ILEBR B 1 P AR 0015 5 T i B LR g a3 17 8 745 0 K K Wi 4 6
[15]. Hrh, S5 DCM I TTN A, S A MBI (TTN) BN H L, AFEA R, TR
L EE R BIAT SR AR[16], TTNtv #-F3 ) DCM KB FIR L) 40 %[17], H TTNtv &M 3 HAT M
P, BRI AL 28 &, ik 56 %, 53 TTNtv HZotE B TiUfs b 59 1 J 3 s A7 18]
HAl, TTNtv 55 DCM FIAHRHLEIEA V2 A, H A OB 752 H AR a5 A O EAR A
SSHT. AR R LS.

2.1.2. LMNA EFE(@RBBZAEER)

LMNA Rz 4P 28 A A/C, 1 DCM BN WL, Hiic % E  LMNA JERRAE, fE4ERF IR
YA DNA &, FERRIL . H LRGSR E A EREZREH. 723 Emery-Dreifuss JI&
FRAR . Slovenian BC-TFLEE . TGRS 4 BE 778 72 F%45 . Charcot-Marie-Tooth J  EAt 4 PR il P 57 fik
REZPBIRERLL. o, LMNA BEFRAR SE Y kB OIUR RS & KA E . B
F[19] [20] [21], REEEFEKR, G2, BNHBTIGRESEMES . B CERST T LMNA K 5848 fr 8
1] DCM, HARCIER 2 8l e o o s S Ly SR B, AR A R R I AT Bt 2 5L O R
HUES B ARG R, F R 0 ) g AR O AR T A A R4S Ri[22] [23].

LMNA J& R 978 = B SR A SRR A AR, o5 L P 5k AL UK 1 10%~15% [7]. LMNA
HAB, B, CR=F, UGH RAKIERGFETZABED, LMNA §802 252401 N LIRE 5
e, 2 5IRTRAER. EK . SR FE[24] [25] [26]. LMNA 3[R 5835 7] f 2 fe i H 1E 5 1)
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P&, FEERARNSTREEMILIIEEPRIR, i TE DCM KA A[27].

2.1.3. ACTC EE @RBMNHNER)

ACTC H[FJE 5 — M R IR Yo R B AR 8% DCM MR, 4 T8 Y ik 15q14, ACTC %A
AN T L R BN, SR LN 0 B ZH G 43, e e ek R L ] P R ERELFE S A
B LA S . 4iiiEsh. b FEBh&E. ACTC NGB 70 Fioeds, Hrpit 90% i L5
AR(28]. AHICHIT TR I B B p = AR (R A ORAR, OB AH SR R LR T A, HEm s B LN S
WL/N T 40 0 B S AL 4 7 A% 38, Kaski 2507 78 KRB ACTC 25 5 AP 74 X948 p.D313H, i%RAALT
LB & A B e v i 2 Tm 4560705, 25 711015 F(29] [30].

2.1.4. MYBPC3 EE @RI OALARERLEA-C)

MYBPC3 Z: RGN NI E A, HA MYBPC3 F ] LoF 242 5k BL.0 U (DCM) FEAH ¢
& SR 0 H IR R [31]. MYBPC BEZ LT N AR &5 8, R ZENLY ) A A ER, 30 R A B 7L 4L
PEX B MYBPC EEF TR AU 4 b R 3EAE FI[32] [33]. MYBPC3 JEK 5748 % WL T B EALL AR T, (B4 &6
S TR IAE DCM 3 57 MYBPC3 45 X R4 .

2.1.5. MYH7 EE (RBAKERD p Ef)

OV B-WIERE A ESE(B-MYH 7)/2 AT 14 S YR KB (q12) ) BB R 2 —(22, 883
bp), M1 40 MM TFUAD[34]. H A-IERE A EHEB-MYH 7)FINIERE [ 4555 C (MYBPC3)Z A i
W L2 BT, R4y 50% 5 HEERLOAIUEA K, £ 10%5 DCM A K. Fifd L a8 B r) 5 R 5
AT e S ERE R, ORISR . BHFRERLE B-MYH 7 (R, S8 7 WIERE [ k56
SERIRNBN (B 25 & X PR AR M R, X — o8 vT g 2 s M LBl B 1 45 6 A0 O IR 48 T RE[35]

2.1.6. DES EF #RIZEEH)

DES B K1 Sl &5 B, R AL KGN — P 288 E, W1E Z LS5 WA RTE B RE b A
PEAMEFYE, TSTERNURSSE. Z 2, (IS T4 B, FHELAWSE . /£ DCM F R BLK DES
LR 28 W45 R AR, HARR AL LB DES 3 K 2840l 45 5 (e 2k Thfig, M ST 4k
LSRR ThEgE s, WIAIMEEAS, #5553 DCM 1R A4 [36].

2.1.7. TNNT2 EE RBMBER T)

TNNT2 B T e tafgk 1932, Hi 17 MR, KEZSN 17,000 bp. A AHXH TS ittt
TNNT2 K 55 WO CRAR, 388 RAELE 8~16 AMEF 1. TNNT2 JE[H £ E4mL LN T AL E A
OUIVEEA T, mONNESESD T EVSEASE SN EZEH Y, LRI EA S5SNI rE
WIERE %R, TNNT2 BRI RAR T80 15% 00 F AR RSO, RN FR I TNNT2 2 F 5848 G
L) 3% ENE DCM W81 & A2 [37] [38] [39].

2.1.8. SGCD EE (RiBALEEEREER)

SGCD R T Y il 5q33-34, H4milr=4 6 NUEWE, S 5A MRS &Y, nIiae Vg0,
JaH RNUETEA RE A E AE (DGO E AWK/ 2 —. DGC J 7O ik 2 B4 i 4135 7 5 240 i
O, TE YRR 5 B T T R AL OAE L, AN AR B LAF 4 S S2 W 40 5 S AR A FI IR BE 401 LR B
WEEY R DGC WAL 5y, HAARNFEHLRA R RRE k. E0NH, DGC &) F 2 hIUFhH
GF o By AUS WUERKEL L, 3BT 5 /05 20 Bk PR 22 48 i 40 58 0T (1 B E 2R A ELVE 2 S U 56
. X REUIERE VS S5ESHS, av fa oy 10 NIEBEIE R 548 S 80— 4 53 5 Mk Je ok
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Revl: Ji AR IR UVE 2 A8 B (LGMD 2C-F), IS IREFE BT NI /1. 55— J51H, H SGCD FE K 4Z 5]
#J LGMD 2F & & S5 AES A  DCM A % . 5% 4t ikfaM: LGMD 2C-F M, B SGCD FRF A 5]
FIPSL A FEAE DCM B $7n o G AR B PR BB AR [ 41]-[46]

2.1.9. HbEERA

UL BB R AN, ARG A B A VCL ], gifd o FVIERE E R TPMI R, 99 o2
VLB E 1 ACTN2 2K, mhSZWis 110 PLN &£, ZwtSLA LM & 11 MLP/SCRP3 %X, Zwid
SUR2A ] ABCCY %:[H, ZRID4NE T BB K] SCNSA KK, Zitd a-WIEREE F EEE AT MYH6 FE P 4454 5
LR B0 UE B A G A B PRI

2.2. BREFRMER DCM EEF

TNNI3 FER AL T8 Qe tafk 19913, J& T H G OA RIS IER, 08 8 MMET, Y 210 MR
B EE R, HAmARNESEE 1 RSO 400122 th LSS 8 B A2 S P R 1 s b, E LU A
FPORAEG 15 rh ke s HEAE A {H TNNI3 SE BRI 2 i3 LA 8 1 1 R AR O I h 2k o AR AR AT 7T AL
DCM S0 3 B 35— A R LD G € PR B s A SO RE PR /2 TNINI3 SR . 40N Ca® /KT 3%
RRG RN EAEEY), 1515 5 0RRIWEAET TR, A RS20 WU LA RS2 A0 &7 5K I R 20
e PRI IAE N . ERNESE S T A LU LS E H -5 WUERER AR TR AT 400 61 Co VL2 L P i
5. TNNI3 P AR LA B 1 2 18] AOAR ELAE POk gs AT oL 4R 3980555 [47] [48] [49]

2.3. Zhi{E DNA EEH DCM EH

LRI DNA (mt DNA)ZwID 2 FiAZHER RNA F1 22 Fliia RNA, B2 580K MEIE. 24
Ktk DNA RAZGFELRL A IE RNA S50 7 B R A4 RO RNA A4, A3 808 B D Rg
WA E B, (AT TR 2 Rl (S 1 A, ATP A b, SECONRAET: . LT Er O
WU, RO LEE R . THREB B S S8, R 00 e R R R IR B (¥ 8 AL kP, B Pk B iR 30
FkZEI ~ rR L P B R O I o R 0 (1) RO T R LA A VR B B T R B0 UL
OHERE . A OB AT S8 [50]

2.4. X EHLHRMEE DCM £ H
1987 4F Berko Al Swift B4k 7 DCM F M ESIBRAL I 4 .

2.4.1. DMD EF AN EHER)

DMD %Ky X SR, HgmfddillZ4amr, Wl iElERAREH. DMD K2 —
AT AR Xp21.1 B [192.5 Mb &[], 2 O K IZE D, B & 79 NME T, 4ih 14 kb F5 A [51] [52].
FLAE TR LT 5 LT RS RN 41 it A/ 356 J5 Hh ke 32 B4R FH - DMID 255 (R 5848 ] 5 35000 I UACAE 22 G 465 44 e BB MR 1
B, E A O LA B 28 5 A R A0 P R S B O, o, BRATARGE A IR AR L RUTRAR
N RAL DA S A3 B RAR[53]

2.4.2. TAZ/G4.5 EFH(Tafazzins FER)

TAZ/G4.5 B[R E BT 2 tafazzins 25 IEKE, TR EMA Xq28, HIgEM ARk, HELY
Barth ZRSfEA B IR K RER. TAZ/BER P> A5 URAZ LA R R TR, #ox 73 X-GEBUEE M) DCM
KA. X EBIONA4EPEH LN E DCM [ E 2R U2 2 LIZE T wE i a4t s derifg

[ SN
S,
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3. ING

LR LA, DCM &t 2 R A R AR SRS A8 AR VRO, 2L 7 Ao Ge ik B vk st A%, (EH Al

FATH DCM [5E R R AR M S AR LI BT SN T RIS IR, BEE IR A BRI AR R 58, ok
HLZ (1) DCM U B R4 K I, DCM RS0 B 10K 15 21 i3k — 2D 1 B
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