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Abstract

In recent years, various studies have shown that CXCL12/CXCR7 chemotactic axis plays an impor-
tant role in the occurrence, development and evolution of tumors. CXCL12/CXCR7 chemotactic
axis can promote the growth and proliferation of tumor cells, enhance the adhesion ability of tu-
mor cells and promote the generation of tumor neovascularization, and participate in the metas-
tasis of tumor cells. CXCR7, as the second receptor of CXCL12, plays an important role in the pro-
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gression of tumors. The CXCL12/CXCR7 chemotactic axis is expected to become a new way for tu-
mor molecular targeted therapy.
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T

1k K7 (Chemokines) & 5HE 1 G & BB -CIRES 2R 45 & /N TR AR, 456 s
K F %2 f4 (Chemokine Receptor, CKR)ZK &, EAIESFAEMAEEE Bt REEELZ/EH . d2I0h
CXCR4 s bR 1 CXCL12 HyME—3244, Ik %k K S Z R0 5T A iR AN, CXCR7 &
BEUESEAE R CXCLA2 28 524k, [FIFELE IR B R A R e i v k¥ 56 B EE/EH, CXCL12/CXCRY7 #afk,
3 I AR TR A L A R AT B L 8 e R 0 I P 285 B 1 0 R (i 2 e i A I ) TR S T 4 i ik e
(IR 2. At CXCL12/CXCRY Fafb A e s o i M — 273k

2. #LETF CXCL12 BRHZ{k CXCR7
2.1. CXCL12

AR T2 BAT ORSE P ARG MR IE /N B, 8 70~80 MNMREERRTRILA K,  H A ORI
TRIR 7 2Ag 50 280, R4 R 7R B K I SR . R IR AR U R <3 1) 2 38 A i e ok U R i 225 (1) 5 H A
A7 B A R 4 AN ZEE ZK B (CC A CXC) T ANIREE 5K (CX3C I XC) [1]. CXCL12 J& T CXC
WK A R 7R, SRR3R R 4 742 K7 1 (stromal-derived factor-1, SDF-1), KIJL7ERT B £t
B34 v o ¥ B AR T T A AR B B2 i ) 4 R 1 (pre-B-cell growth stimulating factor, PBSF). CXCL12
H R RILT P6 F /N B BEHE 0T 40 M 7 v AR 7, A8 CXCL12 J2 H 68 NSRRI R, 47 T 10
SRR 1)/ T AR R T [2] o 5 AR R 5 R A KA R AN TR, TR SR ONAR ISR P gt A
CXCL12 [WREEMIRIE, B ZHREELMHMBS AL L, Wr. . O, B, BEE. hEssss,
IXUEZH g8 B A IE N SR AR, TR BT 2 A0 AT AR A B 3 AT RS MR 43 CXCL12. A IFARER
B, CXCL12 25 7 Z Mk HA e . @ ahseit kI CXCL12 R RbR/N AN BEAETE, ERRIRIE
ML FHER I AR O 25 B R B 7 THIAT- (6 7™ B SR [3], dX 13 B CXCLA2 v 14 T LS M ML Fe S 4 FRe i 72
CXCL12 5ILAZpRIL VTR IR 4t a5 N B ARG B %48, e fl . i A sorn 3G Bt F b %
HEEBAEH[4]

2.2. CXCRY7
L 132 5 G & A MR- GRS AR, 732 i — MR A A 5 IR =21k G & A
BEE, I SRR S 2L &, ARSI — RIINRAGE S SFE. SIRADNE, O 20 28

IR T2 A IR [5] . K 5 H A5 & IBCR AR, W@ R 13248 5) )y CC 2K3Z24K(CC chemokine
receptors, CCR). CXC 25244 (CXC chemokine receptors, CXCR). C 25 {4&(XC chemokine receptor, CR)Fl
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CX3C F5244&(CX3C chemokine receptors, CX3CR). it K\ Nk AT 52 /& CXCR4 & {LIA 7 CXCL12
[RIME— 5244, SRTTAHOCHT 7R B CXCR4 BB 1/ BRI 28 i 5 CXCL12 254 LA AE— 26 N 2K
R4 Z o CXCR4 [1J3RIAF] CXCL12 G565 1 ) 2 MAFAE 2 e i, IXERER B CXCL12 i A7 784 HoAth
4K, Harriague J [6]& R 7TUESE CXCR7 5 CXCL12 HA R E ISR 11, FF#EH CXCR7 J& CXCL12
f) 55 — 22 /& .CXCR7 IHFK RDC1 (Receptor Dog cDNA 1), £t 2 M FER iR cDNA SCJZE H e R
DR 24 B LA v AN B B, SO g R A AR R 9 L 32 4 (chemokine orphan receptor 1, CMKOR1). BEfE)
S AR, LR T FIEP RS S TR, B— /MR T2k 0] 5 2 /ML 7454 Benredjem
B [7]15 WA 5K W] CXCRY ELARRR T CXCL12 4, &R PLS CXCL1L1 45 &Mk EEH . KRG 5%
kAL R, AW CXCRY7 P E MY bfk 2937 b, H 12,617 MFEXT 4. CXCR7 2 #ik T
TR AN T A0MAN B 4UAEAE . A SORAN MR N R A, 5 CXCR4 —#%, CXCR7 7EAT AL
o M ARG, T4 B SR e (10 2% B e S MR B8 46 O T R BEAE T [5]

CXCRT7 £ CXCL12 (58 =524k, J& TR A& R T2 R (ACKRS) K%, [RIA 5 A 1 o Ath 52 44
—Ff, IABRZ 5 G |AMBLMIIIRELE /IR, FTLL CXCRT A5 G & AMEL. (H2A B E, EREEK
4, CXCR7 #iERARER S5 Gilo B AR SAMRIE 54 3. 558 CXCRT W - SFABRHAES
M IE B VIS IRAEAES, FEIE N, WYFR HETY CXCRT B FL AL THIMEM B, 75 AH G
SEIGHT TR — DR, — SRR, CXCR7 j&—FiFE ReiFHZA, A5 G EAMBL. HARIE
PRI, CXCR7 AL IFAFEH| CXCLI2 Z 51 45 B, HAffeiEId % CXCRA/CXCRT &KL
45 CXCR4 HIfs 55 SR8 )1, RPN CXCRT T4 CXCR4 /31 G AW L. I, HAtAIHF 7L,
CXCR7 A LUIL p-30] 2 (4 7E - Lo 2 rp S Sr 5 SN N (5 S5 S . SR, IXSBF FUERAS R shoE 1
f1), A2 CXCR7 F1 CXCR4 1@ H E [F]— ANl h 3L RIE, EARSMEAAR AN RE LRIE 78 2 M BRAE AT — A2
o DRL, XT CXCR7 25 1) HARAE 518 %A 40 B Th ReA Fr itk — B A 75 [8] [9].

3. CXCL12/CXCR7 #&{k 3 5 MyE 4 E RN X R
3.1. CXCL12/CXCR7 #a{t3h e it BB 40 Bl B 4 A< Fn e sl

BEAEXT T CXCL12/CXCR4 v 1) AL 2 Thiie S LA g e Ak Rl AR R i E R it f i 2,
TEAR R AR AR Ay SETE, SR 40 M (0 R PR L IR A% 8 70 B AR 3k g A 10036 A S5 T PR 4
CURMHT RS, HIBT CXCR4 M5, CXCR7 {EN CXCL12 & HLHIAZAK, &5 MR gn i A= 2 b 1)
KA, CXCL12/CXCRT b e s & A Jz e ik 72 o 14 FH 52 B8R 22 R DG RO 7L o 3R SR
SE[1013 I 0T 96 il Ji s 2H bR AR S 42 45 Jivgd 5% 1 AH SRR AR JEAT S s ARSI i B 2 b A
CXCR7 WIRIAPHIMERMAEZE S, HERAASG R, 8 CXCL12/CXCRY7 #fbflinT fg i i ok
MAP & [ (e 3 R 4 AR A 39 18 . Tarnowski Z5[1110FF0 A T, 78 6 g 40 i (4an e 4 R A0 9
MRAAE)H, CXCR7 232 3FI4n NF-«B &4 sk K1 R 92 5 40 M S0 75 8 B B0 (ERK) A 2L I
i B (AKT)HIREBR AL, M2 2 Bk 88 i A K L 14 0 . Waing 52 [1.2] 388 1 %o 17 471 e 4 D 2% (9 9F 72 % B, CXCR7
BE A% E 13 80 41 P 88 e A #0 ot R 4 AR KR 12, X — I PR AT RE 2 CXCR7 A5 5 i iG22I/ 75 = R B
R (AKT)I& 2 R L3 CXCL12 SKRSEMAT. [ Py REIim 42 [13]4 M CXCL12/CXCRY kAt T
Y M G FE RE ) B — R IEHE A, R CXCRY7 #5477 CCXT771 AT LIk E 1 CXCL12 X 4
MR FP R IGTERE T Long S5 [14]5050 25 AR IESE, FHW T2 AR 40l CXCR7 1A R 2 &40
A1) b3 20 B ) 18 AR 28 o 3R BB H R ] CXCL12/CXCRY Fa b il 70 A1 25 ik 88 20 ) A KR8 5 v 4% o A
i P
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3.2. CXCL12/CXCRY7 #{t Rt MR MR FEMT . BREIERES

CXCL12/CXCRY7 b Sl 7E e 4H A i Bl B AT B i AR b R AR . R R BRI R 2 R T
Z 5 Zad R, o A A — A0 A IR A 2 B 20 41 g 40 JE 5 (extra cellular matrix, ECM), & A
FLA W] CXCL12/CXCR7 il vl 33 5 Jiyed 40 M (1) B I RE 77 o S BHAE[15] /W 58 R, 7E CXCL12 M55 F s
Fik CXCRT 1) B e 40 &5 P40 M A5 BT e 0 W] 2.1 5, W] CXCR7 Al CXCL12 )5 S 4E HI 1 5t
BRI RE /IR BIEIRZE . #6F5 . Stacer Z5[16]1F 5 F B CXCRY Rl i@ 454140 FN1. CDH
11 J MMPs &40 o %6 i 53 7 12 IE KPR B o iR 4l L R 2B A RE e ) . HEIC T CXCL12/CXCR7
5 B OSBRI R R AR, BRI S NEAR CXCRT MRk @E s T B
H & ik, H CXCR7 MRIAL Bk 4 AT 2 1EAHOE, U CXCR7 25 17 B
RS2 | AR R RS I FR[17] 0 bt 7RSS i b AT A 78 KB, CXCL12/CXCRY 4hiff1i#E B2 CXCR7
FR) PR I eI i MR P A R A e 40 i [ bk T2 45 2% % [ 18] [19] .

3.3. CXCL12/CXCRY7 #a{t3h R 2t Bhe8 i &4 R,

FHORWEFLR I, CXCR7 AI7E RS (anfites . FLARE M B AR NN R4 LRk, HS5H
2 IR 1 A A . E SR IR SN, CXCRT AXAE S5 PR AR S IR IS P4 7 40 i 30k, MUTBR I
FeaniE i CXCRY J&, M8 i A i il S8/ [20]. —Ti5% T CXCL12/CXCRY 45 B i L8 A= B
S FHLEF 7 [21]38 B CXCR7 5 CXCLI2 ¥tk gs & a, nliEd i Fifn MAPK {5 5 18 % 3 in B
MM % B fEH54 SGCT7901 e 4H MU R B AR N TER CXCRY7 JE DA RS FEAR MM N e A K IR 1
(VEGF) )2 /K- A1 15 e 40 B O AL 6 T, A U FEIE 5 CXCRY Al 4ig iy VEGF 170k, it et
Az I A

3.4. CXCL12/CXCR7 #{t3h 5P RIETT

UWIRTHTAR, CXCL12/CXCRY &b Fli 7 2k iRg 40 i (1 25 4 . B A SR i A I PR A e, 38550 R
YIM B . 1228 KRS BE 0 5 T R A B4, CXCL12/CXCRY 4 AR BN 16 )7 IRH E 55 . (H
72 T CXCL12/CXCRY7 fili 5 [Ms A = DhRE R B FU L A2 50, #1060 T- CXCL12/CXCRY Al iygs 2470 1)
WG AL TR DB B, 5 Bk — B FURIER T« 7] BLA CXCL12/CXCRY $li 1015 5 4% Sl g L LS
530 % -5 R R AR R R R A AL g TN TFF AT 3 — 20 IR R il S B0 I S AN IR PR S BR BE F, AHZ TT DL 58
A2, BEE B AN WIR N, R 5P RS 50 B B A R BRI RO e aF et H
ARG AR RT S286 b, — S8/ T35 . siRNA FIl CXCR7 i RIHL AR5 2 B L B B R 7% 1 . CCX451
JE— PR R CXCL12 5 CXCR7 45-&{HA M CXCL12 5 CXCR4 456 /Ny TWEY), & kIt
ERIATA AN CCXT771.CCXT754 F CCX266 24 j& CXCRT HI4E S 301771 - Liu 5 [22] 8 9T & XL, CCXT771
RE 2 EHH) A FUR 4 U251M G A1 U373M G (I BE AN 2%, [AIF, Liu [23]i6 & F1, CCX771 figilid
BE T 3805 1 MAPK I8 BSR4 CXCR7 ik 2 1A FI e 40 i HepG2 (135 - Balabanian %5 2 I H CXCR7
SIRNA VTR /N R FLIRIE A A 4TL 1) CXCR7, R UTER 1) 4T1 4 i o P4 2 3% P . Kollmar 45 it
NP I, /N BRI TS CXCRT ORI A4 Bl 225 PRGN BRI P Jiebge 11 I 380 3 R, il e eg )
5[ 24].

4. CXCL12/CXCR7 #{k L EiFE P r{ER

R FAb AL R anps e« 1 8 S LR 5%, KT CXCL12/CXCRY b i £E 45 B im e ) AE K i
TR AR R E AR B b o TR A5 (25181 78 R AR 45 B e SR A L 4R 55 IE A Zirh, CXCRY7
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HAMNRIEFAEZERE, HE58EWET TNM 25 BIRKE 455408, #2278 CXCRT 545 B kK
AR R RV 5K K [26]/F CXCRT 1E45 B e 443 b (3R IE Je 5 18 378 0 A A7 2 1A e
ST REFERE T CXCR7 mRETHEMEAL T, HE4EMRNIRE. RIE. BEX. 5F
FIESZIG R RNA TS5 200 SW620. SW116 ] CXCR7 H:PH|, 45 5ok BAMH 45 e 4 o rp
CXCR7 ik G, HIGFHMAITHA 1A MR R, 3275 CXCRT R REE (& 12t it g7 4 ffa fr 38 5 AL
el 2555 L KR [27] [28]. Guillemot [29]46 %] 29 441 45 i Jes H ¥ () J5 A Ak 414000 14 451 1E
WIS A B RRA AT e AL S, KRB CXCRY 32 BERIALE BRI AH ¢ 1L e 4 A4 M o o, Tf
L AN N, TEH B S5 A P9 & W CXCR7 ERIA A ., X HIGHE T 2221 CXCRT e it
iR A S L A BT R BE 1R 2B AN RS . 43 B TR, CXCL12/CXCRY 4tk ¥ ol 45 B i £ 3 1 PR 15
JEVHE AR S, RIS A 4 B e o TR e T R A TR R

5. &5i%

H 81X+ CXCL12/CXCRY j&atb e s & A= e B i FE A e AR JE R B IR , FLAE s & Ak
o FE R EAR AL T IE S ORI L R e e, AT PR, EERSESEEULT
CXCL12/CXCR7 #afbilife 4 H e T 52 F 78, CXCL12/ICXCRT i B8 5 N e 73 1 #E ) VAT B8
Bz,

&E 3k
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