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[ Abstract |

one of the emerging research topics in the cardiovascular field. Gap junction( GJ) is the basic structure of cardiac e-

In recent years, the treatment and prevention of myocardial ischemic-reperfusion injury ( MIRI) is

lectrophysiology. Connexin( Cx) is the basic unit of GJ. Connexin 43 (Cx43) is the most abundant member of the Cx
family in the heart. The normal expression of Cx43 is essential for cardiac development, the coordination of electrically
coupled cardiomyocyte activity and myocardial function. The relationship between Cx43 and MIRI has become the focus
of current research. This paper reviews the relationship between Cx43 and myocardial ischemic-reperfusion arrhythmia.
Connexin 43 (Cx43) ; Reperfusion arrhyth-
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IR o it 3t BELZE , AT 300 JILBR i 452 £-£L IR FE
PRI, JRUPRAK 52 e it DX 3 AR 0 Ik ) P T 2 4 3
LB R BE AT A 3R T Ok o SR, P
AR By a2 e O JLAE 4 A0 LR RO ST T, 1 B
Me O B RE B IS, 3X — dob A3 0 Bk 2 A o0 LR I
T E 157 ( myocardial ischemic-reperfusion injury,
MIRD) ", A T 1960 4F % S 1 Jennings H2 41
O LR i FHRE 18 OB SR H (reperfusion arrhythmia, RA)
J& MIRL Hh S5 BB T E 2 L el 33 By S 3R 97 RA
X CHD S Pls R SR S, ik, iF—20
WFFEI ] RA /Y A AL, S4BT Y27 70 T8
HABEZE G SIS E . ITER KRS
RIB T 4ERREREE [ 43 (connexin 43, Cx43) A] 3@ 1
O KT i AN =l S WEE S AR et b e = s
RA Keh: R RE . A0 Cx43 5 MIRT H RA fY5C &
E—%5ik .
1 4£B#%$E ( gap junction,GJ) 5 Cx43

GI JEAFAET W 2L s Py A M B 1) — R 3K 1)
T TE S5, AT (R S 20 A 1) 40 B B A L, SR A
FiINE SRR 3 Can e AR ) R — A5 (i 5g 5
15, T PR 245 440 2 H 4 Bl % 45 28 1 ((conmexcin,
Cx) Frtt it Cx J2—REs I 1, al fER AR GJ e iE
JEAEAME 2 1) 32 4 B o A Ui Bl 57 A
1 e B 2 b 3R RE R 1) 25 1 o 45 A T 4B Ay, T
GI whE FHhz— Cx W AR AL b
IR IIRE o TR Tk, BEEAE
PRI v S 21 FioRH DG g S AT 3 S PR i i
R 5§50 26 ~60 kDa (1) Cx, /LI H 385k
B0 Cx WAl Cx40 ,Cx43 Fil Cx45, H Cx43 EH
TRREFENERT . Cx43 iy 382 MEIERAK,
T4 o MR BERS BREIX 2 SIS IR 1A J 5 B
DL e —AN )5 N AT C AR 2, H C-Jif Jo oA g 2 8
A B S R IR A AL, AR 2 RS LR B
14 ( mitogen-activated protein kinase , MAPK) &5 1%
fiff C(protein kinase C,PKC) & [ 1% & BRI if ( protein
tyrosine kinase ,PTK) F185 (i % B ( protein kinase B,
PKB)"*', 4IMIIE E 1 6 A Cx43 A id AR LA ig
(RS TE S 1) 2 T8, AH <18 20 B 1] 1) ~f i 1
DA KX R A GI'™ o Cxd3 VMRS AR AT 1Y
RN 0, 5 HAl Cx 22 18] Y 32 22 X 978 T i
J C A K BERF AT . Cx43 LA G Al i 1
T AT, TR0 30 0% Bie A B B (R4 AR ok
R H0 KA B BRI o 20 A O LA
H, Cxd3 BRSSO R 2 A,

PRZ A FE B XA A5 G S v/F O JUL ) 25 05046 Pl 5 14 3
PEHLE R 7% ) S AR 3o Cxd3 Sl S A0
Wl GI A B IRAT O BRI, Bl i I
PEWFFEPRAR 13X —15 45, 4 Cx43 5 H A A= Wi R Al
ORI, Wndez i AR . B I RIS R 4 e R) B TR
B, R C43 iE kiR 5 EN
RS GRE T DA S Cx43 8 SR AR & B, 3515
T X Fh B 0 T R AR s ) R AR R R
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TR P, Cxd3 Yol N2 F LRI R —E
PEATHR I T rp s 2 PR Cx FE A 1
SR B R R AR A e R R A AR
LT N TR RS0 S, LRG3 [l
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2.1 Cx43 S5 Ca’ VRN EEAYEE
fH5, B2 5.0 4851, 02 5 TR R
P S o LR Cxd3 i 1 TP A2
SR B RS i A AR R 2, T B
W o e U LR LR Ay H
RS pH FEAK, FHAE I 401 S H i R i
T BEIE LA P A1 pH 5 RS B2, DT ik & H ™ 38
o Na* /H* 28485 (Na® /H™ exchanger, NHE) M\
AR TS AR A0 AL Na ™ YR EE RS I, I, 40
JLPY Na ™ #e B TH i , 0% Na*/Ca®* S4B (Na ™/
Ca’ " exchanger, NCX) 1 [i] &% fdi Ca” " (NI N, 5
B, 51 A RA (RS 05 28 R 4801k iz K
AT fioh S LA J 18 375 1 e 46 L ( mitochondlrial perme-
ability transition pore, mPTP) J 5, #E 1M B A 1T
TAEHEC LA T o A4 R R AR
18t 1T ( calcium/ calmodulin-kinase Il , CaMK 1 ) /E &
B A 5 1) T O, A MIRI f 5 BEIR 25 R AT DAk
% FELFE 956 30 0, 39 0 LA Ca® ™ P 93T, 30 T
SR, A FEOL LR, B K,
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R B T T B, S A T T R 2 1
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&%, B I DA DhRERERS 5 % RA. E4AERFSE
KIL Cx43 FE1E 1 b% 18 44K 45 (tunnelling nanotubes,
TNTs ) Z: 54 AR 40 0 40 i =z (8] 38 1, [R] i TNTs
I SR AR R] AR 7 2 Cx43 2 5, P, 4ifiE
FACAE S AT Ll & Cx43 1 TNTs §7H, K2
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T Ca PN T, 406 b B, 30 0T 5
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2.2 C43 HEAMAE AA b
FEPIE OT B A SR S, 7EIER
AFRAS T O LA S A AE R D iR B SRS it
FALYI BTG B TR AL - SéA A Z 1Rl ) 3
AP M LR L PR A A e HERR
S AR T B BN R AR TR , 7 A= R B
AR, IR T A0 R 25 A AR RE , 1 10 LA
IRFE B DI RERERT o i it 48 Ak SO0 3 B A M AEEAS
Fese PRI GH A TN R B BRI, U Ca* Py
TR, TS A O R R . SRR R AR B
AL B =#E R IE T (adenosine triphosphate , ATP)
A D Bt LA R £ 435 D BB ZE LN 8, AT
XA ATP MM B F 2R ) RERE AT LA 2L RAPY . 7E
MIRI H Toll ¥:5Z 44 2 ( Toll-like receptor 2, TLR2 ) {§
S PR Cx43 B AL E AL AT RE O R
WK . Raimann 25 Y §F 57 % B, K1 T
TLR2 {5 54551 Cxd43 16 260 {2 ez FRak ALY ] %
AR T — iR LA R] Cx43 BEERILAN GJ i
TATHTAIL ] s SR AT AR AR ™ AR 4R A AR AT
A/ MIRLJJIA] Cxd3 SEARBEIMIE . Denue 45
PRI Cx43 5T /5K T (apoptosis-inducing
factor, AIF ) FllH, F- ¥4 75 ¥ 2= 25 B (electron transfer
flavoprotein subunit beta, ETFB ) A1 B 4E F & 1% 5 i
LRI A AEE SR EZEAL S
[FIEE, %5 Cx43 ZEFUAL L0 LR i B 2EAE
A B 3 S8 5 45 ) 1) AL BRI T RE P R LA TR YT R
{HER 5 BB R 75 7T DU B LR 1A Cx43 Xf 4k
LTI AN A p e A 1 B SR AR T, v o
— 5T . MRS, Cx43 X A B L TR oY
Xf RA BAT B E L,

2.3 Cx43 HHABMLA 24 MIRT B i 48 P K2 20
HRERERS , — AL A (nitric oxide, NO) & il /L, &
SO MU PSS T, 51 % RA™ . Kirea %1
IR SRR Cxd3 & RERRAT S Zobifk NO & i
Tit Sev A A 100 P 45 AR I 2 1R NO- 1 A= 38 56
BRI C 298 1O WA T 5 RA /Y& AEHL
HA S, BRI, Bl Xue %50 BFSE & BH, Cx43 7
223K 282 v i (S282) iy LB AL v filh & RA, Jf:
HZEER i 0 p38 222 )5UE AL B i A
AAHIC -/ Fas FHIIET- L5418 1 (p38 mitogen-
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activated protein kinase/factor-associated suicide/Fas-
associated death domain protein, p38/Fas/FADD ) il
FEFECONIANME I T, IXWTFEUEW] 1 S282 {3 ki B
RALAIBEE 5 RA FLOILANIEI A 5K, g HB7 RA
St TR LR AR AERE A T RA KO HL
il 5 2% , HAS LI AR F 5200, Cx43 5 HoA & pL
il (5% 2 A TR IRADTE o
3 A Cx43 Aigfrit mp) T e

ZAHLEIIE [F AV T3 30 RA 1y & A, ™ 5
BAETUG . T, FHNMAAFRMABERR T LA Cx43
DTS KA T TR I, f51) G 24 A R R 00 )
Qb3 (ischemic postconditioning ,IPOC) , 244 1l 4k 3¢
RIViE 5 245y A5 0L BB LIS 1B 1) 9 P £ 4 )
Jot, BRI A A5 5 8 e, AT S 3100 LAR 37 4
AP, Zhang 45 BESE S B, TR 2 AL B A
FL A58 Na ™ -K " -ATP [ Ca” " -Mg™*-ATP [ 1,
A Cx43 P ) # G B E 2. 1 8 YRk AT
W RA. TPOC HIFEAIR RA f KA SR A ™
Bian %) [y 5286 % W, 78 IPOC i 4 H, miRNA-1
35T I, 45 Cx43 AR5 R H7- 40 1 b
A RA, RILDIURIE T, $27R Cxd3 225 TPOC
A EE A 7 A 1 miRNA-1 il 5 98 4% Cxd3 By Rk
F534i% 5 1POC, [H i, miRNA-1/Cx43 7] fig/F
NI RA B TERE R Cx43 PR D93R )T #E R R A
KWFFOR T RESN RA VAT IR AR 1R .
4 HiE

TRF— T B V) 2 4 00 5 Bk IR RA B
BIEA OIS L, JUHE AT R R R R 4 Cx43
IR , IR EPRGHERY 7 1Y F Y BF7E RA B 559R
¥7 P A E IR R E SR R R AR, O3 A
L IE Cx 205 b i ~F 5 WA O, 76 MIRT i i v H
FikH RA AR DI ZR . I, Cx43 3 T RE N
ARAKIZW SIRTT RA BHHE L, HoRE S SE Al F 58 A
I ARG T FRBERT BOWT T 0] o FEE DTSRI HE— TR
A TF TR B D B SOKAF-IFSE Cx43 5 RA |
KER A RERIRRIGT R BB LA .
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