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Research Progress of Ventricular Arrhythmia induced by Acute Myocardial Infarction
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Abstract: Acute myocardial infarction ( AMI )is a kind of myocardial necrosis caused by acute and
persistent ischemia and hypoxia of coronary artery, which is a common cause of death and morbidity in
the world. Arrhythmias and conduction disorders are common and are directly associated with increased
morbidity and mortality. Currently, most clinical studies have focused on reducing arrhythmias induced by
acute myocardial ischemia. To reduce morbidity and mortality. This article summarizes the experimental and
clinical studies in recent years to illustrate that the prevention of arrhythmia after acute myocardial ischemia

is a good way to treat acute myocardial ischemia.
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2 1 .0 WL BE ZE( Acute myocardial infarction,
AMLI ) J2 56 R 2 ik e A5 22 P ke itk 460 T 5 | R 1)
L WLIRFE, — BBt Al WLREZE 5, AT 5 300 L4
Jif F, A2 BEEEEL L i Bl ) e ZE AL AR EREL O L
MM IRSEF P T2, IR Z R B s A B S22
( B—AR )" 5 S i 2 85 1 U sk b 4 L R 3R GA
SRS G AN & S i SR s i R B el NSO B 3
SE , 2 A A AN SN Y SR O
42 # ( Ventricular arrhythmia, VA ) 4l i .0 = £F B
( Ventricular Fibrillation, VF ) DL M 5224 2058 4 0
Z I 2 M0 By 3 04 3R R 5T 100 UK /min, E£E
/30 % BRSO sl d# AN, O B B8 ( Atrial
fibrillation, AF ) J&ilfi R _bfe s W demw ', |
HIT, X T 2 O WURE S 55 O A 2% 1 B PIL R DT 35
SEA RS AE , TEIRYT b AUl AN ] 7 i e 9%
ORI B R A AR S b X VT A SR % O A R R
MR A IR FE OB SEA T 2R R, LA it PRI W Fiid
N/ e Sl
1 AMIE L VA BIT5NI2 B

AMI Z R B K A AL AL T 5 L, AMTS S
AR R LA R AP E S O Ty 3 v, X O I
S S T B0 BT P9 9 B RN 22 05 17 | DL PR P, AMIT

AR R T R IO L P (- ST BE A 4, i B
PR QU1 &2, TR MBI ) 1w sh 772 skl
SFER O NUERE R AR BRIk, AT AR S
FRYN Y AE AL S AT BE A E LA TN AMIS A VA B K
A R H T R R SE R
1.1 JL 45 & @& (Troponin, Tn) FC R M & @ (C
reactive protein, CRP)

T 2 LA ZH 24 19 1759 25 1, 78 L PR e & A
W gk aek B S 25 RS 0 R T AE L I P T S
ST O JULAR 32 401, LR S 5 SRR R 24 v T DA
AR H RO UG, 12 WO WL 5 1 | 28 fe g
bro CRPAE Sy —Fh U S A 28R 11, 2 AU E
ERRTS @fifﬂﬁﬁi@hu#’JZQ CIPS@IvA: )i AES <)
AR AR, SR A A TE A R RO R 2 —
Hodzic EZ5"1 & 3. Tn 5 CRPZK - FIIC SE Y VA 5
IEARSE, Tn Al CRP RTAE S0 JUUREFE R T BE O JULASE
SEVA BIFEHR, X TBT ARI7 VA RIS RO R
HIF T RE R BURSE A EEIBWIE Lo Pei 255
KL MIEDENZE C ( Cystatin—-C, CysC ) B C- 2
)W 2 1 ( Hypersensitive C—reactive protein, hs—CRP ).,
= F 22 ( Norepinephrine, NE ) F142 3 i BT Ik
I ( amino—terminal pro—brain sodium peptides, NT—

ELIE: FR AR ELL T H (81574083 ; 81473783 ); 2 K RHIFAIHTT: & #1535 H ( 2015TD033 )
TEE B : Z2/NET(1989-), 5 I REHM A, B L-BFGE AR, IFSE 7 1) Wi RO $ A B A ALY
BIWEE : R (1980-), B, 2R, BI20P2 , A0 5 A= SO, - BF58 05 180 « M7 RO I B AR FHMLERBF T

(il A

FEAZ A Inzyydxxb (42 £ =
FASF G : http://lzxb.cbpt.cnki.net

Yt i) L



21 %

proBNP ) B 7K -5 JLZ5 ZE ( Catestatin, CST ) ¥ FEAK
HGAE T O ER R 1Y AR Bl CST /K- T i
AH S I8, CST o AE Sy F50i 2O LA 28 £ 35
IR B B — R B A ) EFE b o
1.2 oA

SO L B Sy AMITSS O R O I — 3000 o 22 4R
b, PR B T3 AR, Rk, AMI Hocs HL ]
SR AG L2 AN AT 2D ) — 3B 53 . Arisha MM 251
I AMIS & O PR 4 5% FE( sudden cardiac death,
SCD ) ¥ & K A= iy B9 VA 32 0 K 5E i ( heart rate
turbulence, HRT ) FITI¢ 38 #( T—wave alternans,
TWA ) G m m T ae o, vl 78 Sy RO A X
SO JIRE 1645 B3 o Implantable cardiac defibrillators, ICD )
A B fE BB 252 Wi, Ch a vez—Gonz d lez
45 T ) 92 P T RE AMILCs 25 4 B 358 37 QRS Ik
FIAE TE QT [8) HH 114 B B 1B H0ORE A 7 W 5 2% v e,
QRS P AR A (] I 2 HORR BE 19 35 I d& /s AMI 0 &
A VA AT RE M ST A T QT 18] HA 1 357 252 sk )
WopE . 2R e e g . AMI R ( Early repolarization,
ER) MIAFFEREIS N = M Peadi PR O A IS8 ( ventricular
tachyarrhythmias, VTA ) 4 XU . I, ER 7] B J&
T AMIEC 208 B9 IS4, 1 7T BE 2 AMLISS &
VA s B FE RS (1 — ARk o Al-Khatib SM A&
B . JE ST Bedh e 2R ek 20 Ik 25 5 iE ( ST—segment
elevation acute coronary syndromes, STE—ACS ) N fF
Sk VA BEIE R W 5 T STE-ACS DR H 1
B PR, VS AT BEIE I B AL AT 56 ok 4% H I
HE BAC S 3K B8 8 35 TS WNRYT 7 ik . IR, X T AMI
J5 FRATIN 25 3 FH HRT AT TW A IS QRS 5 56 4 il
B S ER R TIIN VA B KA .
1.3 HAfbFatr

AMIE U A 2 1 10 Ji DR R 5 2= 1), IR1 b o
T AMIZE & VA [ T m] LA AR ) 7 . 2%
0 S L B ZE HR AN S I AMI S & 0 B R
HOIFRIE M E T bR, N RE S5 BE AMITE A 0]
BB & A b 2= 45 4% 5 S i, 1T B BE S0 BE AMI BE A
AT RE A& AR VE . A HifBE B EE AMI B AT 56 4200 I
BEL 7 11 8 2 7 L e /T 9 2B 1 AT BE P4 BE K. Gang
UJ AR I AMIZS & 5 B2 B =5 4% 5 B il ( High
atrioventricular block, HAVB ) 1 & HH & 4= R WF 9%
R ZAEHPTEHAVB 2R B, H HAVB HiUR &
— AN B AN W U, AT DAAE SR w2tk
2O 713235 ( Acute heart failure, AHF ) FlI VA 1 —>
FEhR. 25 2 R B AR I SE P 5 O UL A i
JEL I LR AN RN B A HLASE 18 Z2 4 Y B, IR0 LA
Ay H ARV S HPE R S AT PR A FE IS, DTG
IR E R AR GRS . LA B i 2K S RT AR S
W RN — 5 R B | g O UL BB %5 #4: ( Thrombolysis
in Myocardial Infarction, TIMI ) 1K 1PES) « Hofmann
F AP B2 o0 UL A0 AT R o R AR Ak 380 BH S T
( hyperpolarization—activated cation, HCN ) i i 715
I SR BB A O = LS F A2 i S A%, DT B T EL
ORI H LA o 23 12720 5 ik ER R DHRA B
(Ivabradine, HCI ) BEIWr HCN 38 I8 sl /> BOFEME VA 1)
KA B, HCN 38 A 1Y BH T T TR 0 ) o v 4
BEI B I — AR O I
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2 AMIFEE VARIETT

H ATl IR 3R 97 AMIE 5 VA Z2 5% FH 3 i) 25
F BELVHE 30 3 A1 i) S S 22 1A% S 2 B ARSI T 0
(E S
2.1 & &R B Bk A~ N 36 97 (percutaneous
coronary intervention, PCI)

PCI4E 2803 8 B R B 30 2k 7= 5 28 P ZE 19 e
AR B KAS T, DT 8o O LAY I i e . {H:  7F
Tk K 3 52 B A ARk B b, S i A Tl P AR AR, X
Al RE S RO R AR B A5 T A 0E , DT 3 s SE %
Bl , X7 T AR S 00 3L R R 0 BT IE SR DR Y —
2. Robbers LF %57 28 1 322 PCIVA J7 AL T 19 AMI
A7 B L G 50 I A % PR iR (late gadolinium
enhanced cardiovascular magnetic resonance imaging,
LGE-CMR ) 460 JULEE 55 S i, AMINE 2 PRI Y
2 i X (e KA 5 58 B2 19 25%~50% ) LE 9] 8 R
RAEVT Y RS BRI, = I Ay K/ 8 &2 4k AT 52
A IR RS 43 )2 ) LB, JF R 28 1IE VA,
Takahashi M %% 22 .0s fili B8 {52( cardiopulmonary
arrest, CPA ) & 751547 PCLIGYT 1 AMI 35 11 R RL
KR4 HE K VARG PER S . EIL, X T
2 B, I IR 125 A2 B 22N B2 SR AL 25 W iR 9T
ICDFEAAR
2.2 A W

AMI A] G i it 845 ok 5 S R R R I K
Ao I, X AMIS 30 R 2 & 5 AT LAsE o U)
W i 28 3G 9T o Chen J 252 & BHL . 1] Wt 76 HR 5 ik
5% (coronary sinus, CS) Fl.0E K K ( great cardiac
vein, GCV ) Ji [ #t £ B . 35 B AR VA K A FIRR 22
A 18], 3 < A5 50 AS W 1 effective refractory period,
ERP), B AR &5 80O, i 35 AR CS 1L NE i 7K ~F-
{EJR: , O A2 S A 28 SRy BB T Bl , 0% P-4 3l Dk
B Ak 1fit T AR A4 JE B A8 fE . Huang B 2500 % 3
o BE % 8 1 5 22 8% 25 ( Renal sympathetic nerve,
RSN ) FER LM VA 19 &9 ALl Fh AL B 22/, B 32
JEMH U] ( Renal sympathetic denervation, RSD ) GE
Wb 2 ARE TE RO O 3 10 L AR PR B2 AMIT S
KVA, B I, RSD 5 H2 .00 IEAS AP 255K ) 3l 55 nT
RE S AIARYT VAIIHN 7 ik, Wang SZEPVR B 4
43 ( Spinal cord stimulation, SCS) 5| #zZ.[>» % ERP
A A, G0 AL 55 (Cheart rate variability, HRV )
WG, LSG Yy MG 4 W e ysis% , SCS AT BEif ik
] LSG 1 PR T B7 AMTIE S VA, He BEE1 %
L 45 TE & O IEARR I B2 0 B 4 22715 A ( Ganglionated
plexi, GP) il 5] #2002 ERP FIE 35 2E K Sh
LB RRE(C Action potential duration, APD ), PEHE APD 38
B AHANUE O 5 APD PR IZ 2R 1 AR5 FT SMAX 11
2 [A) B R, IG5 B GP I vT e 2 Bb R AIC AMITISS
KVA, X VAEBR G E . Ling DAL M. F
FEHH45 ( renal denervation, RDN ) A&/ VA/VF 1 %
A IR S O BMCIRAS T 75K K R (left ventricular
end—diastolic pressure, LVEDP ) BT &1 , (EL I AR R
FEZETI AR O ZE AR T 0 AN P O AR IR 1 AR
(e
23 BT
B IEAE AMIIS & VA i B P 5 i 25 R 5
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M, S TFEEILFSS T A VAR RA, J i,
3 i B T R vk D VA I R A, R s T IR N
WSS A, Yin YA B 24 AMI & 2B B, KR
S IR R Fe Ak R i A e 3. AL
Wy 7 AL it ( superoxide dismutase, SOD ) FlNa"—K*—
ATP Jifg 3% M B K, 1l ¥ PN — % ( malondialdehyde,
MDA ) & T+, SOD . MDA Fll Na*~K*—ATP {5 4
W 52 25 A sh 250 B ELS AMI P TS FG 7 A5 528
B X . Zhao Y ZEPURAZ IR0 B4 ( Shensong Yangxin
capsules, SSYX ) B8 R HLTI By ke i P00 2R, 4
K APD , 31045l B Bsh & 1] 41 B3, 372 ( Transient outward K*
current, ITO ) F1PN A 2 81 B i ( Inward rectifier K*
current, 1K1 ), M REAR.CAIL B BRI, D54
UL Ca™ AR 2K, U R 53O JILRE B 238 A 03 3 o
i, SSYXH T BB A 16 7 Gk i 40 132 9% 1 19 A 2K
259, Gui LAY ] /N HL 5 Ca BIG K* (small—
conductance Ca’*—activated K*, SK ) il 15 45 45 2 AH
ShAE B AV Bsf 5 ( monophasic action potential duration,
MAPD ), ¥ /b [ % VA Koo 3 2R 5, 3 AT BE J2& B
A AMLG VA 1Y 8 28R 42, X — #E I $% Hundahl LA
A8 i N— (e mE —2— S ) —4— (Nl g —2- ) WE
M —2— 12 ( N— ( pyridin—2—yl ) —4— ( pyridin—2—yl )
thiazol—2—amine, ICA ) BH Wr SK il iE J& 4% 6k 1
2= M0 O R 1Y SE 56 JUT UE B2, Zhang JAE PR R
miR—1231 J2 i1 & 1R 285 5 | A9 25000 1 O 1 TR 1,
38 A — AU 1 UL A IS AR S B N 4 3 T B
cacna2d2 [ 2R T IR ORI B . BRI, 1 3P R
P miR—1231 7K - 1] G 2 4170 3] SR 1L 2R 8 ) —
BRI AE . Vrana MAEYV LB PLOAERH 2
) ( antiarrhythmic drugs, AADs ) %} T T 7 O J<
P SCD 77 7E XU B , {6 AADs A5 FE I ] A5 O R 2R B
BT 1CD AR5 SCD J5 T A 4% 4 A ] B ACHIAE - o
TEAS IR £2 1803075 ( sympathetic neural activation, SNA )
. AADs AR R AR B XU AT LUGE R S B -
SZAARBH 7RG T RAEARG . ) N VA Y S
Tr ik 2 VI E S B 2455
2.4 =M Fhabak /= 8 ( Ventricular tachycardia,
VT; Ventricular tachycardia, VF )

VT 48 K AAE Ay IGA 43 LA R SR 3Z 0 AL
G e Y O L PR AL H . VE & —F
PR 4 DR VRTIN E NG R SRV S DR LN E = -
WA FR O LRI AS PR IR A e s e G, S I 2 miy i)
—FhEr P O R o R, AR VI/VE
XS R — AR YT J7 5. Endo TSR A& B .
MLV ik H s 1R Eicosapentaenoic acid, EPA ) 7K
TRRASE AMIWI VI/VE & fE R R 2R, T2
5 T VI/VE I A Ll ARZK S B9 13 EPA 5 )
P4 Y B 2 (W) AT R 2 i O KATP 38 8 09 306 7 4
LI & L 3X AT BE S& SR ML 155 VI/VE B — PP 3T Y
KARHLE , L, %M 78 EPA 7] BT AMT 75 & VT/VFE,
Hashimoto T 5™ % F) . IL7E A 5 EPA/ AL A4 DU TR
( arachidonic acid, AA ) FGL{E X T AMI & 4 6l 1fin 311
HAP R Liao KAE™ L H . /L fil 3%
20 Bl ik s 7 18% 52 #5% ( Electrical carotid baroreceptor
stimulation, CBS ) fig ff AMIFT -.0» 2 ERPHY &g %E
£ YR BNAE F AL I AR U2 AMIT S 2 L4 R

VT/VFE % AE U, AR CBS X e il i FR G 1 i 5 i
Chou CC 25" %31 . i #K ( Dantrolene ) $11 ] 2= P4
FLFEAN (Bl ) 2ER S A, i 3 & PE VE, BRI VE 55
S Lin YBAE™IIE B . 1 B 55 H 2 MIT 2 P 3
VT/VE W20 37 #5000 R 7, HAE A PT BEJZ i JE 4 il ig
FH I = Ea 2 MLACHER O AR R w A AP 2 T i
EWIER . Ae ok T RENG 25 W AEREAIR O
AR HE RS T 1 1A 25 AR o
25 #h5EA

AMI AE — 7€ BF 0] (1 ke i 2544 OB O ER 2R 6,
il 2 s AR RO AR S W I R 2R . R,
A TR YR T TR BNEY T AR R E Y. Li
X A5 I Let—7e 38 52k A RO UE B 1EF I IR R fE
B N¢ B 1—-adrenoceptor, B 1-AR) IRk el QO
O IHAE T, A — 28 BE 5T M R0 JULZH 21
mRNA1-AR Fl miRNAlet—7e [¥) 1 52 3K 0] G641 1l
AMIFE R ORI E HLHRIPR 0L TRt B s . Xk
] 1] miRNAlet—7e 0] fEJZ 4 77 B 1-AR 1) —Fh A1
Y& IR YT KM, Chang HY 297V & B, #1278 1
( Connexin—43, Cx43 ) ¥ 1E % O JULLH 285 H 52 5 BH
23K H AT L T 7E AMI #9504 B 2500, Hike
IKREAR. PRI, Cx43 Y AL 2 MLJE O R
.o RS I ER 0% e i o S T = A BN = e (U D=
ARG 1 R A A A g & i i i IL-17
SKHEIN Cx43 A FK T EME VAL Zhang J 45
72 B . H #A( Nardostachys chinensis, NC ) $T /0 £ 2%
H AR FIAILS T BE 5 082> Cx43 Bafire , B3 O AR SE
X Cx43 FL4r 7 A 0%, NCAT ] G Bl A oK Sk T B AMI
BEHTEACPE VA 1 —Fh A BT i 25 %), Javidanpour
S &1 5 J . 2K 155 75 iR ( Rosmarinic acid, RA ) i &b
PRERH W7 UIR IR R B 460tk O LS4 J3 Fn
EPIRPENLES . SIAs FLOHILHZINCX L Ayt BE 3Rk, %
gk 7RO LR I A — e P A E o
2.6 HEE

AMI 55 K AR PLHR D2 =0, BT,
Xf T AR R E L, IFANGE ST A BRI A
K, AR — R 2 AT e s e v i R A
Fan PZEPV% 3. B 88 T 40 if2( Bone marrow stem
cells, BMSCs ) FlI JJL 2% ™ 45 ATP Jifg Sarcoplasmic
reticulum Ca>*—~ATPase, SERCA2a ) 1& ¥ 1
BMSCs #% A8 ] i 35 24 3% AMIL.L> B BE 2 BMSCs+
rAd.SERCA2a i A7 R4 24 35 K B ZE .0 L ZH 2L 1
&5, > MIS A2 AR O B 19 42 2 . Huikuri HV
2 51 9o 30 . MI 1.0 22572 7% ( heart rate turbulence s
HRT) Gkt = R 2 38 7™ d O AR 2R 1 1R S A
P Mirzaiepour F%[Sﬂﬁ . B A A R % ML
MR B A R AR SRR ) TN AE L, 8 e BRE A
SEPEC B At L SE PR B 2 AL D BBl I R A
SR TR ol . R S R g R M
5 R ORI I — R AR 5 1 P AE 1 XU . Athar
MK 25 3 %2 B . RS o 42 i) 21 40 it () AR F 58 4
HERR 25 Pl AL B A 156 XS, [R] 26 471, Fin 3%k 7o 28 21 2 it
( Packed red blood cell, PRBC) {KIHBEHS il AMI i
Fe U T AL 5 1 1 AU o Yeh CF 45 P4 A& B .
PRAMEAE G ( Extracorporeal Membrane Oxygenation,
ECMO) JZ3R77 AMUBE & P40 7 2% 5 59 — Fh al 17
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FFE RO A L iz E e A S

3 AMIFEE VARIHLE
AMIF5 & VA BIAILTH & 2 A 1, Fh 2808 B B8 1

30 TS5 AR AT DAAS [W) A BE 19 52 VA 19 & A0 Yu X

LE S Bl G 3 Marshall 3] H7 ( ligament of Marshall,

LOMLSPV ) W il il AMIRS (9 VAS , H AL ] fig 5 b

W Ze A B AR A 22717 (left stellate ganglion, 1LSG ) Il

B MBS AT G, A PR B sk Ty R

# ( Stretch— induced arrhythmias, SIAs ) 1 & A 5 4n

ML PN Ca® A ZS VR Y LR 101 54328 25 11 (NCX1) 1

b BE IR ANGE S A O, AEET sk O L S0, i 7

Na' . Ca®™ Fl K" 55— F2 41 B 7 14 TFHOFN RS (19 P9 1] H,

PR I SN SR VAP A W=/ Ca™ fazs A RERFFIE IR IE

o FEX —id R, NCX1 ARy —Fh 85 A2 25 1 7 A

TR , BES WIS PR , X RSB R R

HRAEW EEN B . Tao YKEEP LB . A TS 1ML

JINA W AR R ( platelet activating factor, PAF ) IK -

I3 AE AMIFUSEIULSR I I T 5, >4 2 A= Sea PR i

IHEWT, PAF K- B o FEARBRIMLASE T, PAF

fdi APDOO 4 J , 11 A1 F IR FUL Bk 1l 2% 4, APD9O

ARSI S . AP PAF XSO ILAAE A AT RS2 im ik

ZAEIES T .

AR WU LS 55 %2 VA S AMI Y75 [ [R5 i

Y5 N ) B4 v iR AE R R 2 — , HRIT, X3 AMITS

K VA BITRP; Z i 30 F T CST Ber s , i B RY

QU A, TR S 45 ) 8 ¥ B IBE 25 1 BTy

ARk O LSS 1 A8 Ak M LVEF 858k 3647, 1697 J7 1

Zim o iMis B CGEAEAEC JILHL I S F P A AR

A O IR B | A0 2 S P 3 3 A Ty R

5 % VA BB YT VAR IO U ZE S8 35 1 A

AL, AHE, X T AMIS 5 & VA I ALH H

A A B , T 2 2. &

&% 3Lk
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