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Abstract

Chemokines can activate immune checkpoint regulators in cervical cancer and are associated with
prognostic factors, such as tumor cell proliferation, invasion, angiogenesis, chemotherapy resis-
tance and immunosuppression. In order to better treat cervical cancer and find new effective the-
rapeutic targets, it is of great practical significance to have a clear understanding of chemokines.
This article reviews the origin and classification of CC and CXC chemokines, as well as the mechan-
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ism and potential role of CC and CXC chemokines as biomarkers in the occurrence and develop-
ment of cervical cancer.
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1. 5|15

R A L b A DU R LR, AR TR . S5 B A . 7E 20 = 39 S Hyid L, E
S AR T RE BRI 8 KR I, FEIX — S 2 P A I AR 10 A0 BB T[] o L 32 B B S AN IR 20 e
2117 70%, HUGRARE, 2975 10%~25% [2]. =30 KR A S e N FL<E 7 8 (human papilloma virus,
HPV) SR G 25 A O

LR FRAEH T — WA, Aes S ER 7Y G EAMMEZ A S, B 5ZAH
HAERAENRMBIERKKE . AR, LSRR A K AN, Ik C 200 1) 288 0 6 [ SR 4R
LV 2 AT R R OREE B A AR A IR R I RTAS  EE RR R AL,
P B 5 LHERF: CC. CXC. CX3C. C. CC LR TR A A M HAR LA R, CXC &
AR 30 SRR 1R 3 DA LE T A1 JDE 2R TR — > H ) S R o CC B TR -7 X B R 4 R — /N 40 U 12
dffatl, CXC BB TR R A a6 [3]. A CC. CXC WisRBaLR T Iw Fu ik xR i T

2. BETREYIFERN CCBUEFREZHF
2.1.CCL2

Rtk IR 7 CCL2 SUFRN ¥AZ 41 i #41k 25 11-1 (monocyte chemoattractant protein-1, MCP-1), A2 i 15 ¥ A%
21 B 40 S A IR i i B B AL I 22— CCL2 /2 B4l 5 HPV JBR i & 201_E i 40 i AH
HAERMEZERKZE. CCL2 £ 5T HPV Rk E6/E7 Al CCL2 JEK A2 18] 1 f S bR [4]. WF 5t RN
BrE s sh, A TEERIR E R A CCL2 FRIAHEE, R BV E IS 2 . — DR sMt iR B,
15 FH9 EE B 1Y) 5 250 MEL80 4l it 1A CCL2 AR HLIG5 . 4R1f, MRSy TR, CCL2
G ST BE R IR T A R b . A A R KR E RN IRIE CCL2 % SR s A, 4
BHURZAIN R T2 50K A s3], —IHZURHE A 7 B8, CCL2 1 CCL19 [k is AR Atk
KT 2R R RIE 2 HAE, 3 CCX-CKR. DARC fil D6, X¥a7{k% 5 1 & SR 41 i e £ 10 e
ZEBMFER[S]. HAVFRIN, B IBRRYN M 40 M SE A A=A 3 O CCL2, LAEE—DHsisn
ARfL, FEAE LA R SR 41 M (dendritic cell, DC)Id A% ) HTh e HHAT B Wi . WF A EUIRIE %
BH, S 40 M d ) T R AL DCs LRl T2k CCRT 5%, FHFHIEEN TR R 4 h ittt
R, 32 8 BN S G2 I S i 0 75 (1 [6] . ARSI 78— Rl TPCA-1, XFRH NF-xB il J &
FINH] T Hela 40 (F #iRHRE) CCL2 HIRE. 1L-1p 8t 4 [ NF-«B/CCL2 JE ¥ 1 il HeLa 41t
FEFIZ 28 . TPCA-1 BRI % 1L-18 % HeLa A% /I 2 E/EH o IL-18. NF-xB 1 CCL2 fAH BAEFHTE
B 30 R T AT Hh B B FAMEL ]
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2.2.CCL3, CCL4, CCL5#1CCL8

AR T CCL5, &l T kANl 5 i, 4 TNF-a IL-18 A1 IFN-y BI305 i Rer4egni . -
B2 A AN A R M 3. CCLS A& Bz ACAZVE T Z0AE. WEBR A 4T i A R MR 40 i 1) 5 K 1k
251N (EE SRS, CCL5 78 R & s AN R 4t (b 02 45 sl e Jok) o 4 i 35 14 8]

CCR5 J& T G HE BB Z /4, 1E CC LI FRIEH Irsab R 72k 1) /i f. CCRS 454 JLFNELL
[AF: CCL3, CCL4, CCL5 1 CCL8. #aft[FT /& CCR5 Delta32 J:[F £ A&V E 7E 1B H1 5 2 X
Fr ¥ 2 T = [9]

7E CCL8 i, C&BMAEY, BEiA SN ZEBL iBiE CCL8 1M irksd A 5% G £ i 55 S i3k
BRI . i, BLEE S0 ZEBL U 1 CCL8 9%k, CCLS it CCR2-NF-kB 15 Sl 5] B
WEEM A, b4k, 5T Cancer Genome Atlas (TCGA) I 73 #r &L, ZEBL Al CCL8 /& & #ii H 3 (kST
T R 2 [10] .

2.3. CCL17

CCL17 /& —Flsgi a1k IR 1. XAk Hela AT SiHa (808 41 i) 240 i (O RIF 72 26 B, 4184 hn 7 CcCLa7
ZAR(CCRA) R IL . B CCL17 fEIX L4 ok % vh 8L 1 A E MO 1 40 B 5 s . miHt A\ CCL17
U4k (a-CCLL7)X) CCLL7 [BHME AR &« fRHMRE 53 Hela F1 SiHa 40 a4 58 ; o-CCL17 NI %
T IXFRN . c-Jun n S A 7 (INK) BE 5 4 R 5% 5 15 5 18 BR0E X1 (STATS) JIl AT P Hela
A1 SiHa ZHJf A E . IXLesE L], BT INK 1 STATS @47 S 5 SR 40 o Fr i S5, X —7iae
HFER EEIF R & CCLL7 MRk n[11].

2.4.CCL20 1 CCL22

CCL20 ik L 4m B Fl b MR 4 S e Ak A T, (B A AN /B F . CCL20 25 7 IL17 Pt T
BN (ThL7) FR A T T 4 (Treg) 78 A E A _F I CHE. 765 i & B f2 4, HPV16 EG/ET '
CCL20 Fif. % RG] HPV YL e ) PR T LSS i CCL20 SRf#RE[12]. tAk, CCL20 72 H:
MicroRNA21 (MiR-21) 48 IE R 7 — . FI4LE R, miR-21 78 A B 30 2 240 i 2 b B %94 . miR-21
0 B 55 R A AL AR L S5 RS A 2 . miR-21 4% HPVA6(+) E stk 40 M (1 3 5 . 8 T ALE R [13].

Th17 20 7E s 2 R SR S B 3 JR 3 I R AE DG . B — TR AMT BSR40 K B, CCL20 X fEH
fK) Thi7 dHffiE A2 /EH, Thi7 400iEik CCR6-CCL20 15 5% S A il Se e S 2 s 44 .
X — ¥ R IR RE A B U VR YT R R [14]. 53— D SR B, FE B BRI R B, (A5 R AT 4R A R
It IL6/C/EBP B 155 CCL20, LA HE Thi7 4HRRRIAS: . AR SR 1 5 3500 40 M Wi mr T2 e i oA 15
FRIE R 2 B, it s T 4 4 i DA 5% 734 IL-6/C/EBP S #5723 45 Thi7 4 friiR e [15].
— TG FU AR 5 CCL20 ] /& HPV AUkt E6 Fl E7, DAKBEGE iy, HwF7t£m HPV16 e s
Fop AR E6 Al E7 /KT 5 CCL20 AT 4 i 77 42 A0 e 1 [12]

CCL22 n L% Treg FZEEIMRALp, JHHAEVFZ AR RIE. SR, CCL22 £ 5 #is (1)
UG B 25O A . B 2800 F B 230 915 30 (6 5 CCL22 Al FOXP3 HEAT fu e 44k
Gutt A3 HT. 1 CCL22M 4 i (B0 55 FOXP3+4M A& L IEAH K. 5 CcCL22 4AAH Lk, ccoL22
Y1 A 17 W (overall survival, OS)#Hif%. Ak, CCL22" Z4i% OS HIMA LG &E. it FIGO 203,
PORAL, A4 CCL22"FOXP3™ A 77 R 44 i F K T HE & 41 CCL22°FOXP3P A 773 . Cox [A] )4y
Mrigzs, X+ CCL22"FOXP3", XFh4lA 2 —MEE OS KIS G bR, 7E CCL22"FOXP3" 4, /L&
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3 Mo TGt A AE I E] B A T- CCL22"°FOXP3° 21, {H CCL22"FOXP3" A 7 [l 48475 . 45 SR 41,
CCL22(+)iEH 40 f Tt /= i) S e 2 3 7 B o AR YR T [16] .

3. EFEEYHE P CXC BUETFRES &
3.1.CXCL1, CXCL2, CXCL3

CXCL1 J& T CXC bR T Fik, XM apidif, L& rhgiaatbs FIEH, eieEii
R JORE S N R P AR A . M@ Hela 4 Hb i 5 A plfatb IR 1 I A R IEME T, AT
it CXCLL {5 5% SR e i 7 M DhRe. ARHhscie R, Hela 4fifflifiid HUVECs L[] CXCR2 3214
TGN AR BB IR EE I I N 4, SRR T ISR AE IL-8 AR I AR kL IR 7 CXCLL 7 Bh Ry
HeLa 4 i 11 D RE ) 4 FHLHI[17] -

AKIPL 7 5 2500 4 i rh 3 CXCL1. CXCL2 Al CXCL8 [{FEik. Xubialh 1l 5 W i 24k
CXCR2 44, 25 THNEEMILA. B3R E L AKIPL & RIAE SR EER . AKIPL
SRR T RIEHAL R T «B WG p WEM 75 SAH . B, AKIPL 3@ 38 NF-xB i1t
[A-F- CXCL1. CXCL2 F1 CXCLS8 f/K T, 7 S it i A RN A K 58 5 55 [ 18] o

FEAR N ANBE ST 5 TR 40 CXCL3 Bk, 5 Hela 400 () CXCL5 £iEZIMSE. ks, %
ik CXCL3 ) HelLa 4H Mo FE AT R i R 5, 76 HelLa 21 o fifa S A RS AL AR L b th A I %1 7 CXCL3 1
It RIE W FEFR ] CXCL3 I FRIE T T 540 /ME 5 U 15 I (ERK) @ B AH 5 I JE R R 1K, B35 ERKL/2
Bcl-2 Fl Bax, AMEM: ERKL/2 BB AT Uk 55 CXCL3 753 (134 5 AL #2082 [19] -

3.2. CXCL5, CXCL6, CXCL8, CXCL10

CXCL5 KAz 4k CXCR2 7£ Hela 4l sh 3Rk, CXCLS5 7E & #ipm 4 4h Rik L. CXCL5 IEE 5
SRR B IEAR S, T 511 PR 2 S AN iR 92 1 FE P 2 9% - CXCLS [ R IAFT CXCLS HIAMNE LA 25 et T Hela
Y (RSN SE T AT RS TG . CXCLS I FRIAIETE I R /K - 28 i g AH O  [R ff) #2ik [20] . BE4k, CXCL5
HETEIEAIEUENE, 23] miR-577 Mk 5% . 1E Hela £ SiHa 4 i - id i 7 7 PE I SiRNA #%
YL CXCL5, BT LA 2 #6140 B 5 AL 2, 5 SN 12, R B CXCL5 /& miR-577 [ H 4 A5 [21].

MicroRNA-101-5p il i 1] CXCL6, il = 2t 40 i 1) AE K A5 F2 . CXCL6 52 miR-101-5p 7 H i
Jer D HE AR 1, miR-101-5p (13 B 1A 1 AT PG = 2500 40 M Ak N iR A2 4 . CXCL6 mRNA ZK-F- 5 B i 4H.
Zrh miR-101-5p /K-F £ 51 AHE[22].

TERREZ £ 15 92 (GSEQ750 F1 GSE7803)H, — Fiu#i AL4M M [K T CXCL8 7E Hela FH Caski (& 3 i)
YR MRk b Rk . AR U A ARG b, CXCL8 mRNA AR [ 23 B 1E W B S ZH 2- R0 B % e 44
AME . CXCL8 BEAXRKRGIGKRI. mibifs. HLERA | P H B EMI. L, CXCLS
T IA S B FU B — N S A BT TS 280 23] . Ak, miR-302¢-3p Al miR-520a-3p @it # i CXCL8
1) ‘= #5988 M B 1A 5, $0) CXCL8 BE A miR-302¢-3p Al1/E, miR-520a-3p it 2232 % 5 2518 4 M L A5 41| 184
FEFRIBA T ER . MEEZ R, E CXCL8 MIJk5 miR-302¢-3p F1 mir-520a-3p 1755 4t 14 58 A 17
T-AEAI[24].

CXCL10, AT E--i5FEE 10 (1P-10), FEA BRI ERED . Bk, 530+ CXCL10
RRIABE TG ZE . tAh, CXCL10 7K-F45 & 3 o I P J 42 KKl (vascular endothelial growth
factor, VEGF)/KF 2 i3 A%, CXCL10 fEA K AT #lfi] VEGF AH S I AR, FF AT 1E Sy B 20k e Al
N UG FEAR[25]. 5 SESREE fEn CXCL10 l i ik i -1 il 3 I TR BRI HPV J 85 11 E6. E7 1R

DOI: 10.12677/acm.2022.1281070 7414 I IR = =23t e


https://doi.org/10.12677/acm.2022.1281070

ZE

BN E SR AR, ARt CXCL10 MIPTR 1 IR 1Rt — D ik, X Re St — P IRE %
T FAE B SRR ST P VAR N A 5R[26]

3.3.CXCL11 1 CXCL12

L FEA CXCL1L (EHEE CXCR3)A CXCL12 (B tHiiE CXCR4)4: & R bk 1214
CXCR7. CXCR7 Nih G MG Tid %, (HIEE p-fil 3. CXCR7 M3RiA 5 5 2t 38 Jom AL A7 3 M
P A AR R I PR 6. SO — TR AU tHER B CXCR7 MR B2 A K F 72 AR Rk 58
I 4 17 W (disease free survival, DFS)F1 OS #55%[3]. CXCR7 J Pl ) T 1 4 35 BAAR 1 = 20 k0 4 o F4) 42k o 184
FAAMZ 28R T). Ak, CXCL12 #£ Hela 4l & Him#ik. CXCR7 MyiBA#IHI 7 CXCL12 Hlr) HelLa
M IESE . TR AR . E SRR, CXCRY YTERIME 1 S bR HLJR i AR B RN 2 &3]

FEFEMET CXCL12 (142 CXCR4 524k, X A& —Fixt ik L4 e B A s E ) o B0 7321k,
CXCL12 fHE 24 Mo 1) E L 5 PR - Wt 70 0E S8 B s A1 s 8 % h CXCR4A RIA N, ix e
BABRBIIE RN RIAIFRE . RIEM PR EOK 4555 . BIRCOHIFSE CXCR4 18 2 HUsiE
Fik, (HEH] CXCRA A2 4l H & 557k L4 1) 2OREAL A 3E RS [27] 0 @I PR A1 S 36 33— 2594y CXCL12
XoF B 900 A I B ) R, R I CXCRA FEFT A S 3 2 21 FE Rtk L 45 R0 Hela 41 FY SCC 4l -3k,
AR IEH B L P ARIE, CXCL12 IR G dif Rk, CXCL12 LUK 77 % T
Hela 40fsE FiEFe; XAERE S AT CXCR4A BT [28]. 7 = 2w 40 i 2 A R b3 i
CXCL12 H 4 T, HJash 79w 34k [29]. B4 CXCL12 #MEM G 7 ] 1 = 2 40 i ¥k (HeLa, SiHa
A1 C-33A) R HEE AL AT RS . A0 AR B AN R4 i i A K

3.4.CXCL13 #1 CXCL16

RIT A BRI CXCL13 K 3 F b Ay CpG XUAZ T I iy Y JE Ak 2 il ¥k = 208 40 R S E % o
CXCL13 [ 5 B 250 20 Hf 55 0 J5 e v o v ik e 5 PR ) v AR A A 96 o #E CXCLA3 i ik Al S110
BIT I SRR, R AR K AR 2 20300, i AR ZFA 3G N 7 S R A0 T XU [30].

—FETIE AT A0 B R 7 (CXCLL6) ik Rl 752 AR 2H & CXCL12/CXCR4 Fil CXCL16/CXCR6 £ 5 30l I
i P9 98 A (cervical intraepithelial neoplasias, CIN)FIE #iE 1 I/EH . HWF5ERH, CXCL12/CXCR4 Al
CXCL16/CXCR6 f£ CIN F'E 350 v (1 LR TE 7K T ar, R BAAE B 200 1) K i R A AE — MR it 2
4k, CXCL16/CXCR6 & & 1A T] e e — A FH = S A b E A (8 00 7S 51+ [28]

4. BE

B 10 B R B R SRR RN R E T AR, (HIZ L 5] T feIE 0T AU 4T iR
SR AT SR R AT TR 24 o 4 B 5 AN A e W TR (1 T B R, AT 1A V) 5 2T S ¥R 7 g vk
K e IR 2 P R D e 7 . AL T T CCL CXC PSSR IR 7 IR IA /KT 5 B 808 158K, #RFE 1 H
TR B A RIS R RN, s S0 AT T R SRR AT IR SR O 1R A
JiTe)s DO TR 5 J e 3 A O F i 1 S 8 Jf 88 2 F 7E AT RE2 A RS
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