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CXCR7 5B A%

I &4 s F0 % 9% /2 [z

BNE EKBY*
(ERAEEY) TP, EIK 400044)

HE

CXCR7 [chemokine (C-X-C motif) receptor 7]& —/~#7 £ &9 SR m et A B F -1

(stroma-cell drived factor 1, SDF-1)% 4k, f&£ SDF-1 M)A aidsEd, ©LE AL CXCR4 R
FEM2 XA L EBAE R . CXCRT S@ftey A&, . LR T AR AE ) LA F
XA, FTEMBLE., OEERPRBRELFREEZOER. EERTAH N CXCRT ARG
b, RIARIT T CXCRT EMNBE L. & & A f BB F 7T 48 6946 LB, vABRAE A48 % &

6 IT FATH BT .
Kigin

B R F R Z AR R E U RERRTFE
HEAGIEPREEEEMMER. A4t
A K F -1 (stroma-cell drived factor 1, SDF-1)/2&—F#
BEMBLET, BAETEZEERNAIRERRE,
B DEMMEZKNAT. FAREZES . FHEE
M MERA. RFET-MMEE P EEEE
MiAE1ER . fEXEEHEfEH, CXCR4 [chemokine (C-
X-C motif) receptor 71— H# I\ 4 & SDF-1 [ ifE—52
A, HEIE AR T — A% SDF-1 Z 46—
CXCR7 123,

CXCR7, X# A RDC1 8t CCX-CKR2, £H
RDC1 HFZmfiG K] 7 R¥EMBEEH . CXCRT £ FL3)
VIR EERT, & F PR —SREAMALN S
Pefafk |, 5 CXCR4. CXCR2 il CXCR1 ¥ FH4bF
B — R mias &, 35 CXCR2 AR
B R ZIAHBIEES . BoEE 45 & SERHESE T CXCRT H5#
fLHF SDF-1 (CXCL12) 2311 I-TAC (CXCL11) P1E}
HIRSRAISEMYE, B CXCR7 & SDF-1 {15244, FH
Wr CXCR7 fE8% 1 CXCR7+ 4 fitd [7) SDF-1 fiEa{k, T
PHIT CXCR4 A miSLiah®, iXRHH CXCRT &—4
JSLF CXCR4 ) SDF-1 %4k,

ER—A B R E 124k, CXCR7 5—
rBkEFRZAEE—LER, —H@E, RER
BRELL R T2 A K % 2 GER B REE 2 44, i A Bk
H G EAXREFESY, BAE A MAIFFH N mE
& T —/MESFH DRYLAIV £ 7, XEFFI#OA N2
BB G EAFTAHR . 18 Thelen 2568 it 3 K b %}
R CXCR7 E%BA WA E BT UK E SR, B
PLH BB ABEIER] CXCR7 M1 G EABE. B—F

CXCR7/RDC-1; 3R M E R F -1; s, MU AR, %%

11, — M MR F 2 A R TR S, 5 R 40
ERATIFHIERBESE®E. M SDF-1 Ek
CXCR7 J&, A4 5| & 41 M5 5 22 40 A 4 T 4%,
WAL BRE 40 B Y Y MAP S 515 P13 %5 /PKB %%
ZELE SO,

1 CXCR789Ih§E

74 SDF-1 #1521k, CXCR7 5 CXCR4 H [
EENH K B, REBR CXCR4 ZEE /MR E B
R EL G A i D, G R R EAE RS . B
BERGBEME R W R DR B B S M R A
R E R ELE T RGSE T B =0, R H CXCR4 7£
B 4RI E RE KB PEEZEEH.
MRk CXCR7 3 F/ R BB T = (Rl R s Al
AW e, 1B ke ARSI, HHES
i CXCR7 /MRS & PR bR 3 B2 4121 CXCR7
F R/ BRI H A R R B, R BICXCRTLE L
WAL MR AR A KA
SR . BAR CXCRT ZE4 K BT ThRE WA
#, HER MR CEKI CXCRT 54 FES
REGH . 0 kG P DA B2 SDF-1 Wk B KG BE TE iR 1)
KEED).
1.1 MpEnfFiE 518

CXCR7 GEWE SR M fOfF G RE ). TEAASh, H
I ML 5 37 3 (1% FBS)RE 3% 187 A4 B 5L IR 40 JH 2k

Wk H #8: 2009-07-16 #2532 H #5: 2009-11-20

H K [ AR E 4 VBT H (No.10872224)

*FRAEE . Tel: 023-65112097, Fax: 023-65102507, E-mail:
sxcai@cqu.edu.cn
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Upstream

in normal cells 1
HICI CXCR7

in tumor cells

Gpt
\ Fyerl } : .
l Asns
Cars } Ligase activity

Downstream

AKT pathway Cell survival

Cell cycle control

Amino acid metabolism

Cd44

T Pl } Cell adhesion

Fig.1 Some upstream regulation gene and downstream target genes of CXCR7

CAFFYE, T m3Rik CXCRT FIFLIRE 40 B 21 GE 52 [F]
BE M3 IR 44, IR I EE AT BUE KA, HEBRE
HAESH®, Fk CXCR7 AW EGE AKT (5538
BF, XA REAE S 40 LA B SR M AR,

CXCR7 L Re3 R 40 M i) 3458 BE /). SDF-1 fe
E {2 340 o 34 58, 17 PEBT CXCR7 REaEHHEDIX FR 2
HEER . BAR CXCR4 SHX A gt /E AR K51
BRE-131, {B7E CXCR7 =315 1) 40 i (4 KEP1 5% 41 ffd)
W1, SDF-1 {4 40 e 38 58 i 46 LT =22 o 1t b el
CXCR7 /34, AJfe5 CXCR7 fef% L i Bubl .
Cdc29. Ccnbl 540 A RIEM R ER ) FIL
IKFH K051,
1.2 ZHAEHE Mt

CXCR7 fEfEAI M. 41 fa-55 1 & P 52 40 P ROk
MR EEEH. BFAERK MDA MB 435s JLARE
A RES b F RBUFRE . AFRiE CXCRT HIER
N JBF 88 Rk P RZ 4 B kG B o T ) FLRR R 40 A i
CXCR7, B¢ TNF-ou 1 IL-1B #5 HUVEC {3 %1k
CXCR?7, #RREAEPIE K B B 1G58, 14 e R BEL
CXCR7 ReSSAMEI N B 4040 Mo 5 P B2 40 i (o ot

0 RS B o B L 385 K (intergrin) R S5 I
#. 5 SDF-1 441 CXCR4 Btk Gi EAE S
W, BOE A E. B CXCRT EA— /B FIUH
G B A BB, HARRE RIS SDF-1 BFHES
FIE, 852 ¥ CXCR7 12 SDF-1 & VLA-4 ft
WA . ARFFREUHAGIXR] R CXCR4 5 CXCR7
HIFRIEN B K. CXCR4 EEAEMMERmMEKIE, M
CXCR7 = Z7E 41 M i 3 Sl R R B3Rk, 7E40
MR RIEBIRD . FEMRRERIEM CXCRS 4

4 SDF-1 J5 KA EHE, @i BB G B A BuE Ttk
FEE S HBBEERESE. £X—IEH, CXCR4
HER N RBMP B, CXCR7 5 CXCR4 ik
fr & AHIE, CXCR7 FH# 7] 5 CXCR7 456 vl e =ilid
FL B M BRAS CXCR4 I EHE, M FiF Bk S S8
B EOE, HIRES FRRIE, 3R w0 40 R B
1.3 ;&% SDF-1, %835 SDF-1 iR [EH#E

CXCR7 RefgiEiL 45 & I WA SDF-1, ¥ Hiz
EREEAREMR, KA MSMG SDF-1 IE. MM
¥ii% SDF-1 IR FERERE, 3040 M fr1iEqt.

B f J A2 5 40 L (PGC) R i SDF-1a 55 9 &
o) XE 45 21 AR 8 R e B AR U0, R I S O B R I
/b CXCR7 #%, PGC WA 7ERANEAG o, FREAM
Wr CXCR7 #3ERe8 4% 40 Mtk At, IFF 3 PGCs iE
BIREL. 2R CXCR7 HARAE PGCs HF 7t Hb
ik, MREBANEHRPHARE. EEKBEH, T
B R AT M. CXCR7 R EAE, R A5
TR E AT 40 M A A R ) CXCR7 Kk,

A 40 i () CXCR7 4 r] 5% Wi itk 405 4 A4 5 40 i At
BUE? AHAERMER TR —ME
CXCR7v] fgidiid— & M5 58 B R A L #, He
Qi — e b A0 g - SRR AE B AE R R AR M
F—HE CXCR7 HEEKZL SDF-1ou (#1351 3K 5w 40
MR, i MBESPX 5K SDF-10 B k. HEIE
AR e 9% E B CXCR7 fe 0% Tk 5 538
M. EHDAEAHM KBRS, MR KINE
fi] CXCR7 W& T 5 SE . MAMRSUEEE
7~ CXCR7 e84 & WNAIFIER SDF-1. X4HE
WAFE: (DS EWOEEBFFCH SDF-1 5 CXCR7 3t
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SEAL, 3F HIEIE Rk CXCR7 KA P AAL; )%
& CXCR7 i 1 AE 5 19 3% SDF-1 % S /) CXCR4 P 1k;
Q)7EBE D fa iR, FlE CXCR7 i AR & SDF-1
HI7KF- AR REAE HHI A FE AN BRI IE R RE 7, (4 e SR
it CXCR7+ 4Hfif) SDF-1 &35S AR 'S4
Jfi(HEKC) CXCR4 P {LIIBE J155 75 S)iTE# f4EE
S HLEEFF T CXCR7 RIS M Fr7E X IR®) . X LEiF
#EF B, CXCR7 fEgi R SDF-1, X528 & BFR g
SDF-1 fIKk, ¥E1% SDF-1 ¥k EAEFE, Srmifis D
AT EER .

2 CXCR7#&EHE. mEIEPHER
2.1 CXCR7 5MBEZ4EAE

CXCR7 TEM AL FE R BERIE. EEALRF
FEED, FEC2U, BTSRRI RO 2 R N K,
PAK PR R T AE R LS RE P EE RER. RS
PRI AH S 290 B (KSHV) RERR A5 P iz 40 P A8 7 i 7=
ABOENE, FKSHV BEYS (1) 557 8 1 7 40 2 A
H CXCR7 MERIEHET . FAIFKIE CXCRT fef
{3k 3T3 4 ML A, T PE BT CXCR7 HIRILREH
I 3T3 4 AR 22, JX 48 fk b s 56 #R 3K 85
CXCR7 22— MEUBHER . 4R RN 255 B4
RIIFLIRE A0 M S5 5 T 25 OhL i L s 40 B A i
RIECXCRT MALIEAMERIR, EAGREX
CXCRY7 LI 40 B (2R B4 P9 T A e 8 LU AN 3L
B P4 N R R B EE K, FE, A
XFh 2 7 25 CXCR4 LXK M2, T LW CXCR7 Rk
AT DA% 40 B B A 22, T /N4 B Y it e
(nonsmall cell lung cancer, NCLC)AK J5 & % % A K
CXCR7 KiEWEA B KW A E R, T CXCRT &
I AR FLE TR A A7 B CXCRTRR L )95
A B ZKP4, HIC1 (hypermethylated in cancer 1)
AN EBE PRI R, 70 155 90 M (e 48 40 i),
HIC1 L3 CXCR7 KRk, T 7E 8T 4 ML\ & PR
A, HICI T CXCR7 HIRIXES, {ESE
CXCR7 7EM R R Bt R P EEMEA .

CXCRT77EME KA K IV AT R 5 i 3R
T K Hoe, CXCR7 7R/ 41 L A S I P g ¢
SVER . CXCR7 T LAY 58 g 40 i xod 2R 458 ) i 52
H, TEBRZ M5 (1% ML7E) AR Fr i rh, BPA RS,
JRdEE A K B T oA 4 T CXCR7 LR 40
T 8 5 1R 4F Hb i SZ X FPERBE, HE AT B A KB,
CXCR7 & LAA5 SDF-1 X1 40 i 38 5 1 R 3k 1

. 7EFERFILX CXCR4 Fl CXCR7 FIE 40 g (4
Panc02 5% 41 ff2), SDE-1 fEfSiE i CXCR4 A
CXCR7 @22t 4n puass . st B A& FAERE
CXCR4, R ik CXCR7 % 41 Bt : CT26 ¥ 41 ),
SDF-1 5841 iF CXCR7 @12k EHEH M5, ik
CXCR?7 e 58 4= BHWTX Fp 2 1 1 F 1S,

K, CXCRT fet {2t M s R 2. 7
B BRFE 40 BLN CXCR7 Rk /K Tk, Fs s e
W, BEEREMNR, mEEFAERES RS
CXCR7-RNAI [1)3 4H B ot B #f ke 5 43 i N/
B P R I YA S T A 7R 40 L P /0 B i i S B0 )
R R B FE £ 20, CXCR7 {3t s B3 AR 22 1 fE
JIVTRE 5 e R (R 1t e 8T 40 A 5 P B2 A RO P o,
h5 ML A B R R S 4 LR R dh s P R . BT
ARFIRBARA RS LT REBERS, AERE
CXCR7 WIIE & A JBra% bk pa 5z 40 Bk B, T e L AR
4 B P YL CXCR7, BL A TNF-o. F1IL-1B ¥ EFHUVEC
fFHRIE CXCRT, HBHEAEPIH AL B F IR,
CD44 FIER R E 11 ] RERIERS M it EEAE A
MTFHEA.

IR, CXCR7 &5 M98 M A Ak . IEH M
BN AR F L CXCRT, TIGEHASR & R ILRE 4
S B BT A L % £ P B2 4l MRS CXCR7 BIFRIAR,
S0 bR B L thAIE S RE IfL B Y BRI CXCRY7, 3F
L H A 5 RN B 19 CXCRT K K FF1521R8 50
YIRS FE e I TE RN, X gk B IR CXCRT Al RES
JifJR8 B I B A R AP EEE B E B R (ST ).

2.2 CXCR7 5m&4%

I B A R ARENU IR A K R & 2 e h 4515
2. BmBEMRESHERT, RAEMLE B ZF
R HBMOENERE. EMRAFRS, A2
2RI CXCR7 7E 8 57 AL B i Rk, IX—F 5L
1B ANTFFEE X1 CXCR7 78 M4 A A9V F

CXCR7 £&—MEiE SR F, sREREE KiE L
A AR AN A% 40 A 26 RN ok of B P B A e
CXCR7 R FRIE. MAEME LSS, BRER—
HEMIFEY,

AR, BATTIE K& BRCXCRTAE P F7 4 41 ffd(endothelial
progenitor cells, EPCs)t /& & FRIE(K A K). EPCs
FETE ML A A 2 T A B R AR R A BRI
eI, BRYERHPLT—MEREREN
EPCs # — 45 R i (5 Sl B s, NEHEH 3
RS, #EAAME R, RS, EPCs #8545
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FHAF B ARG ML EAL P12, 8 N\ B LS A BB AL I IR
R0 RGP B2 40 B, AT B B I AR . X —
2, CXCR7 &E EEZRWIEIEM.

5%, CXCR7 fE {21t EPCs 154, SDF-13K
FE B RE R L I 354K EPCs 2 ML A BGHAL, 11 CXCR7
5 SDF-1 IR E R BIEXR R % Y]. Schonemeier
A 3SVIE o of R = S A 1M 9 K REAT JR AL A% A A AT
KI: TERSZH IR RX, A4+ CXCRT &
EFFAEE — NI 4 RIGF & 07 G i X 35K,
CXCR7 RDFKIL, I HEXELPAME L. T//EH
B 5 B9 2 REIS 10 KW, LRI & EGX
WEET KBIIRIL CXCR4 K4, B8 RIA
CXCR7 HJ4i il . HATAAERX—LE+, CXCRT *
e G SDF-1 IREERREIPER . BT K= B ok
I 77 5 B0 R ER R, {E AR AR ML X S SDF-1 5 &KX,
AT A B L DX 35 B L R 321 X 387 i — AN B SDEF-1
EREX . (BREE ML CXCRS AMHA RS
SDFE-1 #FZ, i & & SDF-1 KL . il X ik
X 33 = R IE ) CXCR7 BEW 455 371 B SDF-1, A3
PR %X 15 SDF-1 R B, sk ML X T CXCR7 &Ri&
BIRD, IRARRKREFE—1 =1 SDF-1 3k E. #EidiX
Fi 77, CXCR7 #JER T — A~ AR IfIL J] 321 X 458 3 5k .
X 455 Fr) E G 3] /& 1) SDF-1 MR BERR T, 33X/ U 6 P i
i R K CXCR4* 41 B, B3 EPCs, S54RIk M1 X
B, B LK.

HR, CXCR7 & RefR 3t EPCs 7E N )2 EHIE
B, FHEAESBANMEERIAL. 41 KR E
ERIET AR RLIN . VLA4 RN F CD34*
4l ffiifE VCAM-1 R K5, T CXCR7 /2 SDF-1 ¥
VLA-4 fribf. ZEBREUIGFENELT, &
F 1 FEL T CXCR7 i i AE 5 41 CD34+ AU E N K2 =
42 BR U7, A L E DURE B 3598 N\ L4 37 A2 3B AL, AT
0460 . A A o

FHIR, CXCR7 Al GE7EfRAMEE R E A i &
EVER] . Miao 25205 I CXCRT RiA/KFES5HFE 4
WE AKX, 55048 & A 8-3 (MMP-
3) IR R FY), XEMWE CXCRT 1] figid 5 Mgk
RFREMAE R, TSN E T E R M
S ERER R —, XBETF CXCR7 5B A/
o R A SE ik A B A
2.3 CXCR7 5®& RN & % & &xH

CXCR7 S %55 [ B B S e e 0k ok RV
CXCR7 F 2 7E T Wbk 40 () a1 S 560 P A S
SDF-1 HI# %A, FHW CXCR7 KR & e 305

SDF-1 %39 T k48 itk 3F HiXAp3pHifE 2
AKHF CXCR4 ). [FIEFHiI%] CXCR4 Al CXCR7
AU EIVEH, JEH0 40 U R R T B )
CXCR4 S #ZM4%| CXCR7. B& T k=40 faiL #4h,
CXCR7 B 5% Z ARG BHREARKEE . N B
A E SThRERIE. Mk B & %% 2 &k
M % B B R B R A AR B I R T A O

M B 40 fatH 40, B 40 B AT 540 i, IgM*B 40 g
F| 1gG*B 4/, FEE B 40 it e, CXCR7 7TE4H iR
M FIEZEH T E, CXCR7 5 BHEAMRKEE Al
BEA ZYIMELR . CXCR7+124Z B 4t . CXCR7-3C
17.B 40 i SRR AE IS RIS B R ), tEEA B Lk
PR RN i 543 b e B BR R 516, 3R B CXCR7 1
C1Z B 40 (A7 B 1 S A MR R A AL P R AR A

R 3P, 50400 1) S 98 I IS A B S e w23 LA LR EE AL
1A H) B R 32 A R B SR K RE D AT, T
CXCR7 MRIEX A BRI ZH A EEE Y. Bl
BB Xt S E A 9 40 PV SR B R 140 R B Y, {H
FEFRIE R T X0 15 3 A 3 A0 (A E 407 R Y
K EFERE), Bk 5iEkkict &l EF, X
AMES T 2 HBEZ AR . BRI HEZ
At GPCRs D6. DARC. CCX-CKR %%, #iREfE &5
EHANELEF AT R4 A R, R,
BT 7 B AT HE R &G 7, DARC 20K &40
FTIEWMBVEEAEREBEAEHRRE .
CXCR7 5 SDF-1 45 & Ja a5 72 41 ffu st 284 mig 3. (4
VA4 M TARBGE — L R (R Sl ), AR
MR RIE S A B EZERAAM. FEE
B fa R AR T 41 M ia ik sk Ee T, S4HIESE CXCR7T B
¥ SDF-1 WAL IFIZ I BB (R PR 15,

CXCR7 &5 GE kAR BRI ERE X REY.
CXCR7 £ — A N S b 8 (HIV)BURILF, 725
H & iR R 4 B AR EERRIA, AT LME
h HIV-1. HIV-2 R S5 B be s 88 (SIV) B gL i 3%
[0, HEl, O8fF 10 240 G B A BB A
#iAk HIV-1. HIV-2 f1 SIV 3L [E 5244k, Shimizu
20THE i K HE X R B HIV 5 STV 3L 5244 i &
B v 4 BRI FE Y @ LR F, T CXCR7 X —B
2 i AR SF Y. CXCR7 7E 5 5% HIV Hil SIV 5% 8/
e fF) R A7 A= 4 B R0 &1 F&) vk 4t P AR E Rk, T 7E
X IX B FR A PUE I E A R BRI NP-
2/CD4 40 il HIV-1. HIV-2 f1 SIV ¥4 a5t FIPut .
8% 3T CXCR7 £H 5, 41 I3RS T X HIV-1 855
M5 Bt . IFSET CXCR7 R— AN RkbaRER
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5K, NIt —22 8 B T CXCR7 55585 &N %
VIBR .

3 RE

Ve —AN B KB SDF-1 524k, CXCR7 #E4H4R
hIERE. ER. O FL B BREEM
AL R Mk B R AR T HRE. HAET
&K CXCRT 7640 M I A735 R85 . 40 Bks it
DA K SDF-1 W R R B i EEAEA, JF B 5 M
RMERESEE., TARIE. LEFER. ikt
R IR KM RER, A BRI 4 CXCR7 F R
RKERBIRIREA R FratEBHE CXCR7 R
eIk I T A IR R 7, BELAS T 40 ML IE H i, T
S FRIE CXCRT 2= PR A0 BT S i il B B 0BT
f£. CXCR7 AI & AT AE 4 e . R I AH SSHR T
IR TR IR TT FObR, XL R ¥Ry PR ft—
ANEri B . HAh, CXCR7 & BEE 3 & VAT T4
i 50 ) RS A I R R 060,

BAREMMHARCELE T CXCRT FE4 T
iEL WEMBAPREENER, HERRKRE, A
fiT%F CXCR7 BIANIRIE+ 7+ B BR. CXCR7 7E#PI#
VIR ThRE MAE R, M HMRERENE.
FHAYBNKE 518 B LR BT iR R ik
sz B, BLCXCRT REEFRVAIT HEATAH BRIRIRTT
FIWF R M 24 Z . XF CXCR7 #ATERA KB,
WHBT ANTE A M AR 40 M5 SR
BRI, 240 IR IR YT SRR 1 il e $R it B
B 5%
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Effect of CXCR7 on Tumor Development,
Angiogenesis and Immune Reaction

Xiao-Qing Yan, Shao-Xi Cai *
(Bioenginegring College of Chongging University, Chongqing 400044, China)

Abstract

CXCR7 [chemokine (C-X-C motif) receptor 7] is a newly defined stroma-cell drived factor 1

(SDF-1) receptor. In these biological processes mediated by SDF-1, CXCR?7 plays a different but synergistic role as

compared with that of CXCR4. CXCR?7 has close correlation with cell survival, proliferation, differentiation or

functional maturation as well as cell adhesion and migration, and plays a critical role in tumor development,

angiogenesis, and immunological responses. In this review, we provided an overview of the major findings on
CXCR?7 and then, a description of the potential action mechanism of CXCR?7 in tumor development, angiogenesis,

and immunological responses. We also displayed its potential as a therapy target for relative diseases.
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