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[ Abstract |

Breast cancer is a malignant tumor with the highest morbidity and mortality among middle-aged and

elderly women, and the patients who get this cancer become younger and younger. The occurrence and development of
breast cancer are regulated by many factors, and its etiology and pathogenesis are not completely clear. This paper aims
to investigate the structure and function of the Chemokine ( C-X-C motif) ligand 16( CXCL16)/C-X-C chemokine recep-

tor type 6( CXCR6) axis and its regulatory role in the occurrence, development and invasion of breast cancer, and to

provide a review of new ideas for molecular biological research and targeted anti-tumor therapy of breast cancer.

[ Key words| Chemokines(CK) ;
ceptor type 6( CXCR6) ;

FALE R T — 28 IR /N M R B B
HE I, AR A A 1 8, o3 F i — IR AE T ~
15 kDa Z[8], H1 70 ~ 125 > 2d FEPR A A, #5 JE N o
1 o R i 1) 7 A B DB AL R 43k 4 A
AP Ji% : CC .CXC .C il CX3C, RZHutabH 78+ CXC
W, 3E 17 AR . B EES S5 &R
SR MIITERS RAESE , rhder 20 H 52 L 45 4 FH B
B B TR T G B ms R, BA T4
B UK AR o BREES I 54, BB RIAT
E AR R A 25 1 40 MR 7] Bt 2 3 b B2 4
A5 PR R A P 2 A B 5 Ak R 32 AR AR A
SEA AR R4y 4 AT J% : CCR ,.CXCR , XCR
1 CX3CR, #afbH+ 5 HZMAH AR, & 46
G 1255 R0 B RE o B A

Breast cancer

Chemokine ( C-X-C motif) ligand 16 ( CXCL16) ;

C-X-C chemokine re-

1 #E{EF CXCL16 K HZF CXCR6 HIKIR .4
¥R IheE

CXC A#a1L R B 16[ chemokine ( C-X-C motif)
ligand 16, CXCL16 ] j& Matloubian 2" £ 2000 4 %
I A R . BJE T CXC BB LA
TR, AR A W i ok 22 2 R S SR AR i
N B R Z A . AJE CXCLI6 P E T
Yufa i 17pl3 I, 4t 254 NEIER , A 2 FIfEAEIE
=X, B 5 % Y ( transmembrane CXCL16, TM-CXCL16)
Fia] 7 (soluble CXCL16,sCXCL16) , FiEA -S4
JHLZR T, 8 3 2 T 5 25 0 B £ , 12 4 ik g 400 M O
T, A A8 A B S s S e e A Ak, B0 A
PERAE R B AR bR 4 i . TM-CXCLI6
i 4 SRR, B Fafb 4 F s WAL B AR A



- 632 - Chinese Journal of New Clinical Medicine, June 2020, Volume 13, Number 6

AR P MR8 1) i MRt P Sl % L 3 45 R S, T 2 25
BRI RSN X I BSR40 ADAMIO
HADAMIT ) 2% , e % T BB b 45 14 UM 40 i 25
T i 7% Jo B B sCXCL16 , 263K T EL R4 A4 28R 20
JH BRI B bk L A0 RN T 9k 2 A e T, IR AT
e F2hfe "o 18 CXCLI6 $& B2 AT, 41
TR T3Z1& 6 (C-X-C chemokine receptor type 6,
CXCRO) AR N IRIL3Z {4 5 BONZO, 2 2R IR LETE
PRy T A 2 T, 2 A2 G it f 5 B (human im-
munodeficiency virus, HIV ) FlIAf 6o 58 i FE 5 2% ( simian
immunodeficiency virus, SIV ) JEYL 1 3= 21 o i) — Fh 3
[F)SZ 0K A 0 i 1] A X SR IT 7%, 75 I 4
J& 85 i ( matrix metalloproteinases, MMPs ) & fi' "
B R, L P F CXCL16/CXCRO il i 175 &
HEAN ML A TS S A0 B ZR E A, B R FE AN S
PN B AN R RE T, R EZ R AR ) DO RE , i n] ik
PEVERBAL LA A0 o 00 & Fh R AEANIE, 2 5 41
R ARG TE R R K E AP RIE S, [F]
AR A2 I S 490 ) 200 B O 1 S SO R e A
¥, T3 AMEPURGE BB S 7 Ak i E—E R .
2 EEF CXCL16/CXCR6 3 5 Z| R E MM R
FIESER

1979 45, Lord 45" Hi t T JHd SR 5% (tumor
microenvironment , TME) ” HE 2 Sk Ipsd i 38 b 245
PRI A e A v o L/ P B 4T ( vascular
endothelial cell, VEC) i85 0 56 Ji% 21 4 40 it ( cancer-
associated fibroblasts, CAFs) . Jifty&d #H 56 [6] 78 i T 41
Jif? ( mesenchymal stem cells, MSCs) . fiy&d AH & B 4 41
Jif1 ( tumor-associated macrophages, TAMs ) | it J8 I3 1
WREL 40 fifd ( tumor-infiltrating lymphocytes, TILs ) Az 2
oA 3E 5T (extracellular matrix , ECM ) Z87F 1 34 J51 38
WO, BT R TR R R (B A
AN i B B AR A A P e A A K SR AN T 3
B ARV R 5 MR iR A2 K 2011 48, Langley il
Fidler' "™ B 5T U6AIE 7 Bl 70 - 4587 15U, AR I 13k
PRSERE 25 T LN A G AR e R T LN
NN 5 T b, LR A D L e 4 i A
K Bl BRI TR AF " . CXCLI6/CXCR6
2 B SRR A N R TR, A AR 2B v R i A
F, ERR TR ISR i 45
78RN = E AN 71, 2 R R 1P
M F T L Y g R, R L
JidEE h CXCLI6 25 Y238 5 T I L M R A2
ML, P&/ T CXCLI6 TEFL R RO s s ik, JF

HHEFERREE S TNM 5304 56
3 #{LEF CXCL16/CXCR6 45 Z| jR ¥z #T &£ M

FifeRg I A T 2 T R A R T IR A e R
PR T S FLERY . 1971 4F, Folkman ™ $2 T
“ PR A R RS AR T A i A A R A BRI, i
FEAE KA R R R R 2T LR A I A,
B A R IR A R AR LI TR B 7R . FLIREE A
— b A R AR RS ) ST AR PR 98 20 AR G A | 1Sz Ak
PRI AN RO BB B kL 24 T B K g A
IR AL B 2 1 L2 A 3 8 g A B SR
CXCL16 F1 CXCR6 Z [a] ) 4H B.AF FH 5% ) 1fn 48 AE B,
CXCLI16 A] LA 5 Jif 964 1 488 A= , & A ELR 1) CXC
TR (ELR +) 5HAZIREE 5 5 ] LME S kL
ANAIRAE , A2 TR P9 R 4N A, SRS s A = A
1148 N B2 A K AT (vascular endothelial growth factor,
VEGF) , fif il 1M 4578 48 5 11 AR % A ELR [ CXC
WAL PR T (ELR- ) ol il i A% P4 Rz 20 g s>
Pt IR K ™ WF9T & BRI CXCR6 ik, %541
FUBRIEAIAE VEGF (136345 7K -1 S FAIK , $27 CXCR6
TE LRI 0L A5 387 2 P BRI RS
/NEUMAS P Matrigel 37 A4 1 45 45550 36 4IE T CXCL16
AT DU A #88 kN e 4 s g S R A S T IR,
IF i HAETS CXCLI6 J&—Fh i i 45 3 A= i b A -+
Wang 25 SR 51 I8 41 PC3 F1 C4-2B 3 Fik
CXCR6 , 47 B . i 38 £ I 45 Bl 5 24 Ik CXCR6
ORI, bR it 45 A 2 240, 5T & B CXCL16
AR E—Fh ELR-EAL R, (B e RSN n] DU it 1 4%
R
4 #EF CXCL16/CXCR6 5 5 3 f5 5 4 i 15
HSAT BEEBHNXE

Fm A KR BRI HZ AR
PEAR o FLIRIE O B I o e 4 AR A 5 A 28,
LA K AL FS , CXCL16 Hl CXCR6 £ FL IR i
SR ER B R R KA A . LI AN W
HFGATEANI R T L 5 2 A4 B A A P {2k
ifvge A KR , 75 S0 0 DA A e R AU
P BB S R RS . Xiao 257 BIFSTIE 52, FLARIE
HLVRIL RS PRk L 254141 f CXCR6 R IX B E /T
IEFFURAIZURIE Rk A5 414, LAk, 168 & 38 CXCR6
REAS AL LI 20 I 1 ST B MR 8, Chung 2557
W5s & B0, LIRS R s 41 8Lk L IR 7 CXCLI6 )
F kK B I 8 T A b Rg e I LR
R AR &K BF S % B, CXCR6 75 LR 41 R



RSB 2020 4F 6 1 #513% 6

H IR 5 I R R ZERE TAH DG 1R 28 01 M R LR
FEANIfLZR CXCRO Ik &, 1A 1E 7 7L b Bz 40 i ik
H1 CXCR6 ik i fiko B L i 2 i b 9 CXCR6
FIR e, FUNGIER A0 LAY HG GE 22 AN R I A B
FIW RIS , $E7R CXCR6 ()7 26 1k -5 7L Mg Ja 40 it 1)
WPERRBEMSE . Lin 5% DU LTI R
TEFL I R IR EL 45 7 CXCR6 Y3k B3 THA,
IR ELLE T CXCR6 3£ ik, B4k, Wang 25 fif
FR I 2 72 E 7L 20 il (MDA-MB-231) CXCR6
Fl CXCL16 mRNA ik 7K -1 i TARMZ 28 P 2L M ds
Y ( MCF-7) , 3 H. MDA-MB-231 [ MCF-7 p=A: i
Z I CXCLI6 FE . XMA45 AR, 7L
ZUR4N i & H CXCL16 F1 CXCR6 117 %35 5 0 40
MUZZEPER DG [RlI, A WF5E 487~ CXCL16 78
TR B B Y E R . Meijer 257 76/ NRFLIRE
APt ik CXCRO TMAZFRik CXCLI6 Hr & BE,
735 TM-CXCLI6 B4 Mg FE pd 55 , ik sCXCLI6 11y
20 0 S P, 30 U P 2 L DD 1 1 F
TM-CXCLI16 /-5, Deng 25 5542 TM-CXCLI6
R HR T 4 A e ) L SR AE S R I, R R A
TM-CXCLI6 5 g i 1 J5 A5G . ol i 4 F
SE R, AEAF WA CXCL16 2236 AT LA i L Bt 9 4
MR RINT RS (R 58, Fang %5 58 & BE, B ik
CXCL16 A AE 8 {2 i L M g 40 A 1) 9 1, W) 1)
BERRAILIR 280 . A HRiETE R CXCLI6 5 Al %
PR 4 JB 3 7 A 6, Kun 2619 (R 5T & B, i 63k
CXCLI16 & [t M 355 5 MGG A% o J) S g
FERI, NRFI L ZER5 CXCR6 A1k CXCLI6,
i1 B 4] 4155 35 CXCL16, # 7% CXCL16/CXCR6
R B E 12 5 ETS R ) B U R AT REAIL
iz —
5 #E{EF CXCL16/CXCR6 5 REEES
WEZEMNXER

FEFLIE Y CXCL16 5 HAZAREE 4, IV 4t i
JEN— RN T 558 %, HATC MA PIBK/AKT,
ERK1/2 NF-kB %5{5 530 % 5 ARG, KI5 Y 3K
Mo Xiao 257 5T 1 Uk & PR, CXCL16/CXCR6 138
s ERKL/2/ RhoA/ Cofilin/F-actin 8 JATE BE7L I8
MM fRZB LTS, 1A W5 & B CXCL16/CXCR6
e ARG 5 485 Sl B A e, Wang 25
W55 28], sCXCL16 38 7] 3 CXCR6/AKT/mTOR f&
M T I TE I DR () AL RN A S5, A S At A AR
TR , IR E RS i E R . PSS B ST,
CXCLI16 j@ 3 J#i% Raf/ MEK/ERK {55538 % 1 fh ik £

- 633 -

2RI B, TR R R 2R KRBT R A S

6 #E{LEF CXCL16/CXCR6 7 FL IR IE T /g

HE R EX RiZiaR =

CXCL16/CXCR6 fili 75 4% Folt 3 1 i e A0 A7 F1 F

JERWF I £ B AR i, CXCL16/CXCR6 A 7]

LIVE R i RS MR A , 38 W] A g A= 136 97 J T

BT S . — J7 It A) DL A ] CXCL16/CXCR6

S BTR) A7) B 2R AR T BELWT 53 45 5 5%

SE B, 73— J7 1 CXCL16/CXCR6 Al 11 5 —Fh 24

Pyl HE IR AR S PR R BT e F L

AR WHRABIFE , AR S g 6 3 MBS i bR 590 , vl

LR T RO e

7 45iE

£ b prig ,CXCL16 325 i 5 HAZ /K CXCR6 45

B RN A28 . CXCL16 FEFL IR oA P

PRI B 2 H A R AN R B4, sCXCLL6

A S g ) E %, T TM-CXCL16 f5 4t o FLIE

M 24 SR GIALRE RS B BN e T =R AL

GEIRST T BOW IR 18 Ak 5% 7% 42 1 OF A AR

1, S AR S R IR A O AR R R ST

WFFE I — i, CXCL16/CXCR6 Hili 75 il &

A R R R RS A HIBILA A 155 e — 2B A5, 3

IEZ SR SEIN Yl e st 2 U i T Y i

A R FURR S I PR 1005 E 0 1 L — 8 b, X L

AR IR YA R

S 3k

1 Stone MJ,Hayward JA ,Huang C,et al. Mechanisms of regulation of the
chemokine-receptor network[ J]. Int J Mol Sci,2017,18(2) :E342.

2 Mélik-Parsadaniantz S, Rostene W. Chemokines and neuromodulation
[J]. J Neuroimmunol, 2008 ,198(1 -2) :62 - 68.

3 KM, EaBEE. CXCR3 Fl P120ctn 15 71 B8 3¢ & 19 0F 52 2
[J]. W E s ARBr R 27,2017 ,10(8) :820 - 824.

4 Matloubian M, David A,Engel S,et al. A transmembrane CXC che-
mokine is a ligand for HIV-coreceptor Bonzo[ J ]. Nat Immunol 2000,
1(4) :298 -304.

5 Shimaoka T,Kume N, Minami M, et al. Molecular cloning of a novel
scavenger receptor for oxidized low density lipoprotein, SR-PSOX, on
macrophages[ J]. J Biol Chem,2000,275(52) :40663 —40666.

6 Wilbank A, Zondlo SC, Murphy K, et al. Expression cloning of the
STRL33/BONZO/TYMSTR ligand reveals elements of CC, CXC, and
CX3C chemokines[ J].J Biol Chem,2001,166(8) :5145 —5154.

7  Gough PJ,Garton KJ, Wille PT et al. A disintegrin and metalloprotei-
nase 10-mediated cleavage and shedding regulates the cell surface ex-
pression of CXC chemokine ligand 16 [ J]. J Immunol, 2004, 172
(6):3678 —3685.

8 Ludwig A, Hundhausen C, Lambert MH, et al. Metalloproteinase in-
hibitors for the disintegrin-like metalloproteinases ADAM10 and AD-



10

11

12

13

15

16

17

18

19

20

21

22

23

24

25

. 634 -

Chinese Journal of New Clinical Medicine, June 2020, Volume 13, Number 6

AM17 that differentially block constitutive and phorbol ester-inducible
shedding of cell surface molecules[ J]. Comb Chem High Throughput
Screen ,2005,8(2) :161 —171.
van der Voort R,van Lieshout AW, Toonen LW, et al. Elevated CX-
CL16 expression by synovial macrophages recruits memory T cells into
rheumatoid joints[ J]. Arthritis Rheum,2010,52(5) :1381 - 1391.
Abel S, Hundhausen C, Mentlein R, et al. The transmembrane CXC-
chemokine ligand 16 is induced by IFN-gamma and TNF-alpha and
shed by the activity of the disintegrin-like metalloproteinase AD-
AM10[J].J Immunol ,2004,172(10) :6362 - 6372.
Sheikine Y, Sirsjo A. CXCL16/SR-PSO—a friend or a foe in athero-
sclerosis? [ J]. Atherosclerosis, 2008 ,197(2) :487 —495.
Ludwig A, Weber C. Transmembrane chemokines: versatile 'special
agents’ in vascular inflammation [ J]. Thromb Haemost, 2007, 97
(5):694 -703.
i, AR, ZSE. SDF-1/CXCR4 Rlfie w48 PEal fhdn &
VLRI DR RE LT ] P G OB R~ ,2017,10(6) :596 ~599.
e BT R AR AR T ]. S Ak, 2004, 20
(1):1-5.
Lord EM, Penney DP,Sutherland RM, et al. Morphological and func-
tional characteristics of cells infiltrating and destroying tumor multi-
cellular spheroids in vivo[ J]. Virchows Arch B Cell Pathol Incl Mol
Pathol ,1979,31(2) :103 - 116.
Paget S. The distribution of secondary growths in cancer of the breast
[J]. Lancet,1989,8(2):98 -101.
Mao Y,Keller ET, Garfield DH et al. Stromal cells in tumor micro-
environment and breast cancer[ J]. Cancer Metastasis Rev,2013,32
(1-2):303 -315.
Langley RR, Fidler 1J. The seed and soil hypothesis revisited—the
role of tumor-stroma interactions in metastasis to different organs
[J].Int J Cancer,2011,128(11) ;2527 —2535.
Cook J, Hagemann T. Tumour-associated macrophages and cancer
[J]. Curr Opin Pharmacol ,2013,13(4) ;595 - 601.
Singh R, Kapur N, Mir H, et al. CXCR6-CXCL16 axis promotes
prostate cancer by mediating cytoskeleton rearrangement via Ezrin
activation and avB; integrin clustering[ J]. Oncotarget ,2016,7(6) :
7343 -7353.
Mir H, Kaur G, Kapur N,et al. Higher CXCL16 exodomain is asso-
ciated with aggressive ovarian cancer and promotes the disease by CX-
CR6 activation and MMP modulation[ J]. Sci Rep,2019,9(1) :2527.
Mir H, Singh R, Kloecker H,et al. CXCR6 expression in non-small
cell lung carcinoma supports metastatic process via modulating met-
alloproteinases[ J]. Oncotarget ,2015,6(12) :9985 —9998.
Hojo S, Koizumi K, Tsuneyama K, et al. High-level expression of
chemokine CXCL16 by tumor cells correlates with a good prognosis
and increased tumor-infiltrating lymphocytes in colorectal cancer
[J]. Cancer Res,2007,67(10) :4725 —4731.
Chang Y, Zhou L, Xu L,et al. High expression of CXC chemokine
receptor 6 associates with poor prognosis in patients with clear cell
renal cellcarcinoma[ J]. Urol Oncol ,2017,35(12) :675.
Wente MN, Gaida MM, Mayer C, et al. Expression and potential

function of the CXC chemokine CXCLI16 in pancreatic ductal adeno-

26

27

28

29

30

31

32

33

34

35

36

37

38

39

40

41

42

carcinomal[ J . Int J Oncol, 2008 ,33(2) :297 —-308.

Ou DL, Chen CL,Lin SB,et al. Chemokine receptor expression pro-
files in nasopharyngeal carcinoma and their association with metasta-
sis and radiotherapy[ J]. J Pathol ,2006,210(3) :363 —373.
Taghizadeh R, Noh M, Huh YH,et al. CXCR6, A Newly Defined
Biomarker of Tissue-specific Stem Cell Asymmetric Self-renewal, I-
dentifies More Aggressive Human Melanoma Cancer Stem Cells[ J].
PloS One,2010,5(12) :el5183.

WAL X JF BREE, 55 AL T CXCL16 e M h i 2
KBRS ] AR A A (TR ,2014,8(6) 2391 -
395.

Folkman J. Tumor angiogenesis : therapeutic implications[ J]. N Engl
J Med, 1971, 285(21) :1182 - 1186.

Hanahan D, Weinberg RA. Hallmarks of cancer: the next generation
[J]. Cell,2011,144(5) :646 —674.

Lohmann N, Schirmer L, Atallah P, et al. Glycosaminoglycan-based
hydrogels capture inflammatory chemokines and rescue defective
wound healing in mice[ J]. Sci Transl Med, 2017,9 (386) : pii:
eaaif044.

Lim K, Hyun YM, Lambert-Emo K, et al. Neutrophil trails guide
influenza-specific CD8 ( + ) T cells in the airways[J]. Science,
2015,349(6252) :aaad352.

W, MRSk IR T2 ik CXCR6 7EFL MR 41 i 5 i 2
BRIEI]. N (BEAERR) , 2014, 45(3) :405 -
409.

EER, B, 9 T, 45, CXCL16 X /)l Matrigel A {4 A
M EHAERERLT]. 5 5 7 e 2 44, 2010,26 (1)
1095 - 1096.

Wang J, Lu Y, Wang J, et al. CXCR6 induces prostate cancer pro-
gression by the AKT/Mammalian target of rapamycin signaling path-
way[ J]. Cancer Res, 2008, 68(24) ;10367 —10376.

Xiao G, Wang X, Wang J,et al. CXCL16/CXCR6 chemokine sig-
naling mediates breast cancer progression by pERK1/2-dependent
mechanisms[ J]. Oncotarget,2015,6(16) ;14165 - 14178.

Chung B, Esmaeili A, Gopalakrishna-Pillai S, et al. Human brain
metastatic stroma attracts breast cancer cells via chemokines CX-
CL16 and CXCL12[J]. NPJ Breast Cancer,2017,3 6.

Lin S, Sun L, Hu J,et al. Chemokine C-X-C motif receptor 6 con-
tributes to cell migration during hypoxia[ J]. Cancer Lett, 2009 ,279
(1):108 - 117.

Meijer J,Ogink J,Kreike B, et al. The Chemokine Receptor CXCR6
and Its Ligand CXCL16 Are Expressed in Carcinomas and Inhibit
Proliferation[ J]. Cancer Res,2008 ,68(12) :4701 —4708.

Deng L.,Chen N,Li Y,et al. CXCR6/CXCLI16 functions as a regu-
lator in metastasis and progression of cancer[ J]. Biochim Biophys
Acta,2010,1806 (1) ;42 —49.

Tilb s, A, A M AE. ARSrI AL CXCL16 167 R 41 i
F B RO A 2R R S [T ], DU 1 R A2 4 (R 2
fi2) ,2013,44(4) .522 - 525,530.

Fang Y, Henderson FC Jr, Yi Q,et al. Chemokine CXCL16 expres-
sion suppresses migration and invasiveness and induces apoptosis in

breast cancer cells[ J]. Mediators Inflamm,2014 ,2014 ; 1 -9.



hEIGRBEES: 20204 6 #13 % 456 £ 635 -

bt = 4l

W
I3

VES00 CIA Wk 40 MR s A S [ ). ZE R k1B 2
2010,31(11) ;1113 —1115,1128.
[KAERH 2019 -10-12][ AL %

43  Kun L,Yanru L,Dun E, et al. High CXC chemokine ligand 16 ( CX-
CL16) expression promotes proliferation and metastasis of lung canc-

ik

S

er via regulating the NF-kB pathway[ J]. Med Sci Monit,2018 ,24 . ]
405 -411.

44 JASER IR, SN, 45 AL IE 4l CXCL16/CXCR6 1E A5
IR IVERILY ] PR AE2%35,2010,90(14) :947 -951.

45 P 3k, KNI, B 42 7, 4. Raf/ MEK/ERK {5 %53l X CXCLI6

A5 AER
JilTeE, % AE B B T CXCL16/CXCR6 45 FLIRFE ARG
RAKIDIFEIERELT]. T E IR ABT L2 ,2020,13(6) :631 - 635.

SEPE R H 43 5.0 JUBR MR TE
DR T B 5T 2

MRILEk, RAUK(ZER), HRT(FR)
SEGTUH : [ER AARFEIESIH (45 :81860797)

YEE AT : 533000 PG, A VL RO B 2 e 0 A 2 e (BRI 8% , R0 5 533000 1Y, A5V R 2 5 B s s e O AL A5 P B (5 BT )

EHEEIN: BRITER (1994 - ) 53  FERRAi A 9 2k AR BE U , BIF 5% 7 1 < 5006 1) Stk S5 16 R B9 o E-mail :452257435@ qq. com

WISEE . SRR (1974 - ) 5 FEpREe A4, AT BEIW A5 A S0, B 52 05 0 < 5600 19 2 ik 55 I R 9T  E-mail : bshuangzhao-
he@ 163. com

E] Ak, OB T HE 355 ( myocardial ischemic-reperfusion injury, MIRT) #9337 R 00 L
TR LT — . BEBERE (gap junction, GJ ) S 0o FiL 2 TR BEAR 25 M, 5B % B2 25 11 ( conmesin,
Cx) GRS R HEA BT, BRI B2 36 11 43 (connexin 43, Cxd3) JELIE Cx SO P F B AOMLE , Cxd3 HOTE
BRI T ONER 7 HURBIEA O LA I e PO U RE I M 6 T8 O3 5 MIRT 2 [l 956 R A
SURTTFIEAO T A %30 Cxd3 50 LI TRV O HER B 1 C R AE— S50k

(@] SEMUEREN 43; OB IR G PO

[RHESES] RS54 [XEERIEAE] A [XEHS] 1674 -3806(2020)06 — 0635 — 04

doi:10.3969/]. issn. 1674 —3806.2020. 06. 25

Progress in research on connexin 43 and myocardial ischemic-reperfusion arrhythmia CHEN Hong-yi, LIANG
Yi-lin, HUANG Zhao-he. Graduate School of Youjiang Medical University For Nationalities, Guangxi 533000, China
[ 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-

[ Key words | Myocardial ischemic-reperfusion injury ( MIRT) ;

mia( RA)
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