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FhAHEAE . CXC b T3k 4(CXCRA) 745 R G M40
HIE R, S SR B FE R . R SRR
CXCR4 5 SDF-1 456 130G T IR 53 B, 76 10098 A2 il fois
FLR B B A R A LR . ARSCHl Ak H
SDF-1/CXCRA $bAE B fsE R G E R S, RILAEE R
PERECHERG T IR HE IR IR AR AR K R i 55t

(EgEiE] ERANMATA R F1; 24K, CXCR4; %
FESCN ;BRI HRIE

E£TH : HZ A RFHEHL 4 (82001005 ,82201095) 57
IR Rl 5 R R ST 3 4 (2021A1515110303) 57 M Tl
R 111 (202102021198)

SIAEFRBR DI Wlhas, TR, &, JL T anfuni
A B F 1/CXC ¥k PR 52 44 4 5l 7 B S 38 AR S350 HR G A
FEHEEJ/OL]. vhAE i PR 20T 58 2 s R TR , 2023, 17
(3):218-227.

DOI:10.3877/cma.j.issn.1674-1366.2023.03.010

Research progress of stromal cell derived factor - 1/CXC -
chemokine receptor 4 axis in bone-immune related diseases
Luo Haotian, Chen Danying , Wang Weicai, Zhou Chen
Hospital of Stomatology, Guanghua School of Stomatology, Sun
Yat - sen University, Guangdong Provincial Key Laboratory of
Stomatology , Guangzhou 510055, China
Corresponding author : Zhouw Chen , Email : zhouch46@mail.sysu.
edu.cn

[ Abstract]

which combines the fields of bone biology and immunology, and

Osteoimmunology is an interdisciplinarity

has been paid close attention to and deeply explored by scholars
in recent years. Stromal cell derived factor-1 (SDF-1) is a
chemokine that affects various physiological pathways. CXC -
chemokine receptor 4 (CXCR4) is widely expressed in cells of
various systems and participates in physiological and
pathological processes. In bone-immune diseases, CXCR4 binds
to SDF - 1 and subsequently activates downstream signaling

pathways, which plays an important role in angiogenesis,

510055

immune response, bone resorption and bone formation. In this
review, the functions and mechanisms of SDF-1/CXCR4 axis in
bone - immune system, its research progress in bone - immune
related diseases as well as its prospect in the future were
discussed.
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AR, B 5095 2 (Osteoimmunology ) 4538k 14 & SR 6 17
HH RS RIE R G ) 5 A R A, B IR
BHHETR. BH RGN R G E 2R T A A0 A
T L T 2R R S R E S S A S e
P2 A ML A A PR BARE F A EAE . CXC-Ba T 324k
4(CXC-chemokine receptor 4, CXCR4) FEHLIA h 4~ 241 5
2RI IEPICIRE T CXCR4 ik 1T T 99 X
N o JEFRANMEATTAE AT 1 (stromal cell derived factor-1,SDF-1)
J& CXCR4 LI, Z 5L K 3 I 4E45 1E 5 9 2R G 2
U S AT AE I, SDF-1 5 CXCRA Z5 45 AT 0% N e 58
PR IR UL 2R 28 2580, 5 1R DR SR S o TE S &R
Gt , SDF-1/CXCRA il i A [ 1755 308 e 40 e e 240 i 2
USRI K7, 520 AT 14 4 e 55 2 U ) IR £ 48 Al 4 g A
0B 200 %) 1 5 A, TR 0 B 2R 5 M S
SDF-1/CXCR4 Rl 5 5 S 9 L 2 S B0 S e PO ) A2 PR 5
Mk o AR SCHULRE 3R SDF - 1/CXCR4 Bl 5 15 ff 32 2 22 i 114 56
B, VAR AT A 8h 61 51T | MU AR B JEE RO B AR
5 W AR AT, 9 4 A 48 SDF-1/CXCR4 Bl 76 5922
AH IR AN E ST R (osteoarthritis, OA) 2 KU &5 42
(theumatoid arthritis, RA) B BTELAAE 2 J&] 28 FUE A% B Jib
MBI R

— JEFRANAEAT A R 1/CXC AR 32 4 4 Jl A A

AL T2 A ik L 4 2% 7 0 e A 1 i #) /N
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WAE Y R T A 8 000 ~ 14 000, 8 i 5L K T
AR AR AR AT A AN, e TR AN
PR B R R, AR L N A it > Joe 2 7 B ) 5 e A7
My 425 CC-#aMLIN T CXC-#1k IR T . C3XC-# AL A 1
K C-Fa bR T2, SDF-1, X 444 CXCL12(CXC chemokine
ligand 12) , J&—FfRFEE A4 1 CXC-#a TR IR -, B 45 Fh AE 2
WA, ARG A T R T AR, SDF-1 0] i S RE4N At st i
AR 3 5 20 A AN R A A A 2 R AN AL Ay W R 2R
HRA R F IR IR L R R S SR A b
Jed P L B G P 5 1A I ) s AU AR I 4 A LA S v v
Feik , HAE LT 40 A\ BB R R B SZ 3 1 U A Y is i
Fgh G R B OCH R, RS sz il
UK SDF-1 %ﬂ’f&ﬁ%@%-la(hypoxia-inducible factor la,
HIF-1o) F9EEAH I B LT 4E 41 i (cancer-associated fibroblasts ,
CAF) sz, Hgeaksim',

CXCR4 2 —F G 2 FUBIEZ I, th 1 A2 AN N K
3AUIEANAR AL BR B AN C R AL 7 R
WS, VR R —Fh R SF 8 1, NSRRI 89% 11 24 L 1R
A, CXCR4AE Z PRI b2 ik , AL 4E v 1l T
Yl1Jifd (hematopoietic stem cell , HSC) T bk EL 41 B Ik EL 40 |
AR AR | R AR R L R R L P R R A 2 A
I AR B P o0, A AR A R F & kA
HLANE T | S 28 B A B AR, LA L P T I A T 1
g Bt AR 2 R HE OGS E R . CXCRA A 46, L R 1 AN
PO T LU FR AT RAE RS, BT A
e,

SDF-1 /&ME—fE L CXCR4 25 & I itk H 7, ik
AN SDF-155 12 ~ 17 /4% 35 RFFESH J8)7 , & CXCR4 45
G B A D BRI, 2 R S R AR ) B (5 AR
G JET RN SDF-1 25 1731 N A i 1) R LA BLG SDF-1,
IS 31T CXCR4 5 SDF-1 AR BEAE . CXCR4 #7
Gilo 25 1 2R , 1107 5 ZU W B 1 C (phospholipase C,PLC) 5
)R BE LS 3-34 B (phosphatidylinositide 3-kinases, PI3K) 3
PTG AL, FESE PR 5 51 | 20 AR B AR AT AR 285 1 9 o A
fEA™ ", SDF-1/CXCR4 i 55 ik L 40 M3z i, LA K B
T AAR A PR A S, SHUA LT R BB 4
R T IS A R RS R A A A
I ] 2485 2R VAL ) ) 70 T A L 5 B A i SR 2 8L 22 [l A
HAEHLFRWES T,

B REAA

1972 4F , Horton 557" B RARIE T F A R 15 5 T S 4t i
5B A Z R A B R A0 R R G A0 A T
B AN IEEE T . 2000 4E, Arron F1 Choi 8113 T “ B sy
— ), BRI T T AU S0 H B R S TR P
BTS2 I, B R E A — B R S R
2R AIRES A R 1) 5 2 BRI, A5 B T A O E AR A

B RGN R G ST AR E T

EF 2R ME ST RIE S, B A A AR R
LR AE N S e AR AR Y fEiFLEh R B it
P, HSC A 32 3 ik~ i — v DXl T2 7% 2 116 LT
JUE , B 10 % 221 0 N i A P A b S
YAREE  JF S S AT, R, WS BE R RS
G S5 FE- i 2R G0 (] 20 i T R S B0 AR B % 4 L =2 1)
thBRE R A= 2 AL S S OD A AR AR R — D, i T
oI5 20 B R R TR B I A B 4 LR 4 L s
RGP B LA AR IRE . BUE 402 5k 40
MR 53, PRI EL 35 2R 0 T PPk 2 DGR E T BFTE R,
A SDF-1 BIAESE J8/0 1 B i T B A A 40 i ) £
25 B 40 M 2 3K Noteh B2 7K S £ 4 (delta-like ligand 4,
DLLA)A BT SCHF TANMAHANAE > o B AR T e i
TR G H 2, H I RE AT 2 BB B B W Y 28 1] 52
R I 0 A 53 A DTG ¢ A= BE A I, 573 A TR 400 75 f i
g2 0N w1 BJ e A 1 v R = 21 R & e Bt K I ERES
HSC T 4t At R B 2400 ¥ B B Al T 328>, i 2 2 S5 01
IR0 8 2, © AT W 50 2 I 200 6 00 /) B i
IR 1 BT BE B , B0 4 A ™ F >l i)
UL, B ZR G R A0 M A 5 G5 20 ML 4 1 R S S RN AL L TE
WPE RS R I RE S AR . 59—, FEAE A
SRBLARE R B R AR A2 3 2% Fh G5 SO (4 VR, S5 4
FEVR 1B B g R 7 T AR AR 3 T 75 i UESE ™, Az
PEE R — DA R A A OB R, 7E B 7R
ORI G E I B3 Z R A B AR AT, AR DL Y
HRaA . PRGN SR SOV AT 8 BT R B RS
Z R AN, B0 Rl S REVE B , AN BB AAAE B OGS
0~ A RTA SR B B2 M  s S |V = S SO { SEEE TN
EO =/ RSk Lol i ol (I SR 3 v 11 Y N o SR A S |
YL ST T 3 0 % T AR B PR 7, e e — RGN B S SV, 5]
RGN R S, I, Th17 26 i o B
TR ALY 3R (L) -17  IL-22 F1 IL-26 2540 I R, A2 i
ML A B, 38 W s ML R AT R A R R A A
404 2 (n TL- 18 IL-6) A i 988 R 48 I 7 o (tumor
necrosis factor-ac, TNF-o) , DUITTARE 12E-98 i 1B W W i) o e 7
VEFTPE T 40 (regulatory cells , Tregs ) S 5 Jil i nl 8 20 it 43
A AR HE R A S FERLAIR S 10, M2 28 20 i 53-8 T4
IL-10 540 48 PR, 400 i A 5 At L 2 O T A e i il 5
PRRE 270 KE Sl B AL, BB X S RGE A
IP RIS A B T AR B e B R O RAETE R
S BRTT LTI

= IETANMAT A R F 1/CXC AR T2 0k 4 Bl S
JERGI KR

RIS BB AR R G, 5200 A T 20 /A A A
B RE AR A A SR N RS S
SRl FE. SDF-15 CXCR4 455300 K HA5 H G A 5
T W R 22 RS AL HE MBS (mitogen activated
protein kinase pathway, MAPK) {55 B A% 5 S IH T -«B
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(nuclear factor-kB, NF-kB) {5 5 % . PI3K/2% (75 ) 24 R Ui il
(AR 538 [ TR (Janus kinase, JAK)ME 557 S
o SO F (signal transducer and activator of transcription ,
STAT) {55 5 8 8% 17", 52 WA 45 240 B 1) 26 el A 435 44 i
FETG SGTH S0k itk SERE S JHTORIBET .

1. SDF-1/CXCR4 B 7E T4 sh UAERS Ve i fs
240, A5 VbR L 20 R R B A, A e D B HSC i &2
REAR TS 27742 . SDF-1/CXCRAF SESFAEAMA L T it
b HSC i tH 41 fitg (hematopoietic stem and progenitor cell,
HSPC) 754 1) AL SCERVE Y, SDF- 17781, CXCR4™/]\
B HSC 72 R JIE MUTF R 2586 1T R B 5o Ik L 2H 20 B i
LA B H S BT, ik CXCR4 B CD34" HSC 41
Jf1 55 SDF-1AHEAR , AR BE N AR BRI 8. CXCR4 11
VAT REA BT R 4 X 4K SDF-1 15 5 A Sk , (R B
Wt CXCRA K 3 B0/ BRI IS T 200 B R AHL 448 e 2l B Gk 2 0
s SDF-1 PR A s> T 8h b1, WERA T HoAE T4 i sh B2
PEBRRAE . A, SDF-1/CX CR4 BT 7T LA ST 40
AT R LB S 2 4140+ CXCRAE 10T R8 th 2 Fh s
53 PRI, ALRE MAPK F1 PISK/AKt i 424 f ] L3 1id
1% S PLC/E 11387 C (protein kinase C,PKC)-Ca® {5 550
HA-FERE . CXCR4 ] Py R s AR T AN i 5%
F AR KA LI UE ST, i #E 3k CXCR4 1Y 18] 78 15
T4 il (marrow stem/stromal cell, MSC) A DA% 58 L [f] SDF-1
Fe R B AR LA

2. SDF-1/CXCR4 FlI7E i & A= e A4 T - SDF-1 B Il
A AR Y S Ao O LA PR R 20 TR S el i 4 A T
A F M AE A, SDF-1 3 53 0% PN B A0 I ) CXCR4 32
R — 25 B L P B2 A L F- (vascular endothelial growth
factor, VEGF) K3 fIN P Je AT RS A A K, D TTBE 2 a5 A4 Bt
BYRE ST o VEGF RIS AE B EF 2 20 s 2 K F (basic fibroblast
growth factor, bFGF) il ¥4 P4 J 4 il v CXCR4 F1 SDF-1 1) 3%
5B RE AR, R, SDF-1/CXCR4 415 VEGF 1755 Bl
[FfEF . BEAh, SDF-1/CXCRA 4l T LA s HoAl 1l 35 A s 5
B3R RTFIIA S, fE4ifh , SDF-1 F1 CXCR4 133k
PE7 W2 (1A A P AT REAE PO R £ 1) R A7 o e ke DG e
YEF, 3 1T Rl 20 2 4 B 1] (9 Bt SDF-1 3 CXCR4 7] fE 23 B
T UL/ A o, LR AL I A0 1 i) BBt PR e 4
SDF-1/CXCR4 fli iy T 22355 B, 0F 98 R B e B A5 T,
SDF-1F1 CXCR4 Wy F2 ik 345 , A5 B T A8 26 i, iX T g2 HR
T AT BUR B Y pH (B FRAR , HLAAR AL T IR 25 DA I 8
T SDF-1/CXCR4 fl1 , 3 11 50 984 1M 457 Py Bz &40 6L 114 184 9 % i
AR, WA ST L, BT Toll BE3Z 44 2(Toll like receptor
2, TLR2) W] LA HUVEC 9 145 A 1 8 0 45, Dt R T g
TLR2 /v 1G58 T CXCRAME 5T . RIEN By TR
(interferon - gamma, IFN -y) F1 TNF - o R AIG 1L 45 P B2 20 At o
CXCR4 FISDF-1 {33k , iR A IL M 45 A= sl Re S 25 1
JITi& , SDF-1/CXCR4 il il 48 A6 i BA M A e A5 5 0 1
[ LLAE i il SDF - 1/CXCR4 (1) 26 34 M i fi E ML 1fn. 48 A=

J, S5 22 DU ) L5 P B 00 P o o A D B

3. SDF-1/CXCR4A RAE S AE S Th VR - A 1) EZE D)
RS2 TH BRI SR A I A TG BR AL UIRBE , A Rr 2L AR S .
SDF-1 754552 Bk kAR bk U R S gl iR 63Kk , B 45 R 0E
RN, CXCR4FESREAN N 23k , Ik L e I 21 28 1)
HERAES NS 52 EHMALUER . CXCR4TEDIRE
R FIT I  Goi JS E J TH RAE A B A T 40
MANHA LGB A, S 5 g2, 5 e it e
RE 5 il (04 TE WL RN RRE R R T AN ML S 3h' . FaR R,
CXCR4X%F B 24H AN IS L B MIIGE 2 OCE 2, B 4 iU /e 48
AR R R SRk CXCR4, Bt = CXCR4 5 SDF-1 /)
FELHH 0 B 90 2 200 A p A 7 e SR B ], AR
AR TR Y 55— 38 Bl 28 CXCR4 2 15 1 v PRz 41 i 0.
e, HGH T A B S A7, CXCR4 58 5% CD11b—2
AT B LA 3 v P 0 T A 7, DA SRE AV 2k L4
S AR, DS 8 R S R . AR
AR LA 1 CXCR4 A L3R I FR3A , AT &4 13 ]
BB, B 2Pl T AN IR A T T B DRI B TR 4
FTRAES

I — TS & R, T AL 473 i 1) A A /N B AR o
SDF-17EAn M pz b FiR, 344 35k CXCR4 (1 H 4l A 554 5
PR, A0 B REIR AR I T I BRI o AL,
SDF-1/CXCR4 BN AT i A , LT AEAL AR TE .
CXCR4 4177 AMD3100 ] DA 3 5/ 554 4638 CXCR4 1 H
A, IS B JTRAT 0 FORAE TEA 1) O IRAB 42 o7

4. SDF-1/CXCRA fi e B Az i 5 B Wb iV < B )
e T 40 (bone marrow mesenchymal stem cell , BMSC ) & —
INA 2 1M AL RE R BT A0, HA B 3R R )
SRR S R P A R R ST BT
W, BMSC ] {12 3k o i % 4 B (0 B A6 2 F 2k, b 4T i s
FAFT OA 859295 HAT EEAIRYTIFBE™ . BMSC (1 )5 L &
BMSCIGYT I SCHE , IFFTUE B & kdi A BMSC Ji5 W] 7 JLE L1
A BN R R AE 228 B A ) BMSC, AN & T ]I
FEHET . SR, BMSC HIRPIAIT SR A BR , 3543 it B 2
BMSC X ZZ A A 0% MG, SDF-1/CXCRAE BMSCiTR
BN P AR AR, SDF- 1 AR G52R8 a2 b i
Ml T CXCR4FHFEMSC™ . P75 BMSC Y IF A8 1A BT
FEREHIAIFIE 1 o WF9E I, B8k BMSC I I CXCR4 21 &
FIK TR (B335 CXCR4 1 BMSC AR 9E 1) H bR EB LAY
VSR B0 2 B A S ROR B O R B R R s i E
SDF-1 15 545 5 X5 ¥ B & 4 2 M 2 (bone morphogenetic
protein type 2, BMP2) 5| A& B9 i o3 46 A 98 55 VR T, BT
SDF 1/CXCR4 {5518 I FHL A% T BMP2 J13#% 5 () BMSC 43-1bh
AT, HAh,SDF-1/CXCR4 ST B ANMIAEAE 45 A B A
FH 0B A RS WS B R I T T A T 9, R BB T A 55
b B A0 AT 2B I B K A R A SDF- 1, S CHSC 3h
Bo SFEWIIE R, BB A0 (LR F RANKL 0] LI3# 58 %
B ARG, SDF-1 23k & TR R HSC s i1 ™7, 55
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A, CXCRA T LA A1 240 1 Ak, 0 2 ol 2 40 6 3 3, ok
A WA B FE A

DY L BT A LA A R T 1/CXC fa b R 52 4k 4 T fE 5 o
PERE GBI 1E

SDF-1/CXCR4 5B i R G0 K R BV, A6 AR PRI 2
FEEDUARIE W A4 PG o, i 7E R BDIRZS T, SDF-1/CXCR4 25
B IS U T, SR AR DCBR I OA (RA
JREAAE TR 98 A e S R AR R . BT 25T
W1 T SDF-1/CXCRA il 76 B S e AH S s v i A AR O &2
ZRMUH , BAIE T i B M SDF-1/CXCR4 263k M 5 546 %,
A BT T BN S e A 5 A, AR R B e T I A
BETBITR YT R

1. SDF-1/CXCRAFNS B AT : OA J—FHBATHE 5G9
W5 R PR R B ROC T . OA SRR g
PESR , 2 T B M BRI R, OA B EE ZERRAE 2 3E
FrvERCE R AL, B0CE T B AL, B PO ORI IR AE ™, IF
BN BLN R A0 I RE 4 W R W B 44 A A S
(extracellular matrix, ECM) , ¥4 i 40 it 2N £F- 4 (X 25 143, R 4
FfL PR AL SRR LA R SR SR 2 B, B
PRI ) 3 i 4 J8 K 1 B (matrix metalloproteinases , MMP)
I, 52 ECM s/ R R ZH 20 AN I A T 4
W £ B IR R AU i — 25 I, B 0A I &A™
SDF-1/CXCR4 7 OA g S PE B A8 P 3 A2 ol SR L A
Wi Lia SRR, SDF-1 B4 175 S H0H 40 I K )
fE 1, 7 OA FE T W SDF-1 M B 38 1 TR A, HLR %
IRV (1 7™ B R B AE FE ™, SDF-1 [y 55 B ik 7 ] .
S ER B A AE T, 3 R R BT A sz S
ECM 43 A I, A oA , 42 ot 8 41 2L D e
i WO SDF-1 5 8CE 40 1 1) CXCRAZ5 & s T
PI3K/Akt {5 538 #% LA 3 Ak BB 1k , (8 4k 4 K N T8
(transforming growth factor-B, TGF-B)/Smad3 & 12 1 TR L
AR Z BN RN |, 4 L 2H 40 ) 57 -3 (tissue inhibitor of
metalloproteinase-3, TIMP-3) 235 T 1, FEUR 4 (1 RN
e ARAE OA NS, SDF-1/CXCR4A MR AT LU 0% NF-kB
MAPK , Wnt/B-catenin il 4 , 1 TLECE ANIE T 1 SR TR I R A
it , (AR IR S AR, OA P B AR I

VF 22 # R T T M SDF-1/CXCR4 #li % OA 4 18 fiy
SN, fii 1 TN14003 . T140 FIl AMD3100 25 3 Fh 4 3 571 7T LA
#1110 BH 18T SDF - 1/CXCRA {5538 B, /i 1 21 MMP-3
MMP-9 . MMP-13 {33533 , v /0 T AU Jie J5 RN 3R 46 28 1
FBEMRRAR T B2 G BB IR AL ™ . F5BURIA 7T LA
R B AN E ) HORLI AT, D D A B SR A
WL, B0 ST B AR TE S, YA IR IT R X S T
vk s, AT ARSI OA /N RS RL Th SDF-1 (363K, SDF-1 1
FAREEB R 35 CXCRA (41 107 1) 785 T 41 il (adipose-
derived mesenchymal stem cell , ASC ) 54 | SZ 513507, 3958 T
ASC T, TR 25 T ASC X OA FUAFAPVE IS . Ik Ab, fi
FH Ik 2235 CXCR4 1) BMSC JIE 45 14 2H e 1% 94 2K Ut AT Lk

SDF-1 185 2235 B 345 400 B A0 e R i oA 2 o 1) 1
FII JH SDF- 1/CXCRA $lr i 1124 Wy i 126 4K , W] LAAE 58 JE T A
BE TR IR0 i AL R, UG 2 3 e

2. SDF-1/CXCR4 1 5 2 RPBAE T R  RA J&—Fp 55

GBI L W IR LH SR 98 B AR AR ST I AT P
W HE PSS OA KRIF], K K SDF-1/CXCR4 75 RA Y
RS OA AR K AIX B . SDF-1 1518 5 b 22 48 IE i
W RERE R AP E ek CXCR4 912 46 4t 5542 30 s ep 4
F5 T 40 B 20 MG | 5 2 R Al S 38 2 0, T i 4 i B
5. Th17 UM i TL-17, 2 5 RAEM4ERE . TL-17 W15 S:
FRCET A AT AV RS A 535 BE 22 1) SDF-1, 9% Th17 40 i 5%
SR F FORGUT I TP A AE B3R SDF-1 {2 iff B 2T 4t 240 ffa o v
FECAT ARG 58 10 A1 At A= | T3 1o A 0 1 B BRI R
AP TR 2 5 R, AR MMP-9 1 B RO LA
RANKL £ T £ A0 5 2 24k 200 o 1 AT i v ) 2R3, AR a1
W, Ak, SDF-1 3806 PISK/Ak i £2 DL b R30S 4 1 1
(activator protein-1, AP-1)FlIL-6 f &3k , A] L34 55 MMP {4
W ISR TR . A6 RA R M IS g b, SDF-1
F1CXCRA K 118 43945 W1 8 L+, SDF-1/CXCR4 i T 1
PR ST R P A P B AE K R T 336, CXCR4 BH 771
AT G fiff W TR 45 AE L BRI SDF-1/CX CR4 il 2 5 iZ 3t #R1
P

SDF-1/CXCR4 7£ RA (9 &Ll i/ R & 2 —Fh
VETE ) BRARR T A o AR TE R AT DABHWT I R IL- 17A B
p38MAPK {554 TR , N1 CXCR4 Y335 , - Tz 4
MUTERS W B L B, 7 —FEYY RA /N T2 HAT
BRI N Ao 0, SR fOAsE S ks R )
PISZ 0 SDF-1/CXCR4 il K R Ui 45 538 B 093800 , AT ek
A5 RA BB RPN RIEA A IERS , 1258 RA ZAETF L, H
HIL IR _FIRYT RA I —ZR 254 )2 FF 2 M08 FIE K BT 2298
7o BRI, A SN0 FRVRE 2 T 8 38 0 Nl F B S R S 25 2
. # SDF-1/CXCRA IS PRI I & M 5 51R)7 RA 2y
VI 2 e PE AT LA B A W W A 3. SR, Ak AT)
B Z IR R

3. SDF-1/CXCRA fili 5B RBRANE « ‘B BTN A& —F i
DL BRI B3 , E s o B RO T e, - s R P, A
TSI 20 e o B AN 1 B 4 7™ 5 i) 2 3 1 2
TR B TRE TR R R GRAR
AL Y FE I PR 2 i A A R B A, B AR 5 1Y
B B BT N RS SCIIER R AR TR A E AR
b IR AR P A A AN T R R o WA ot
B A R R S B0R] 7 TR AN A R e, AT FHL
534kt F2 . SDF-1/CXCR4 X5 J5 57 A E B 52 i 458 &5
2=, —J7T, ETRTA , SDF-1/CXCR4 X MSC BT B MR &
BT I B S SRR R E R B, TR MSC 1%
ROTRES A TAME" . BT 3, 3£ 1) BMSC H SDF-1
A IREL , CXCR4 LN A mRNA Fl4E 2 35 FAR , B 1k
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B T I, CXCR4 /NI BMSC Wi H 7tz 5t ,
g B A PR Tl P B R U RR R o, e a4 1 4 i
N R-Smads FAH i 18 35 25 110 (Erk 1/2) B¢ Erk 1/2 1 p38
HEMBERICEN M. 75 E4 /N BMSC it 323k
CXCR4 W] MRS FLARS BB Ak R . o3 — i, F 5
R SDF-1 5 AR 34 K AR 13K P A 7K TR, DT S5 45
B A, S OGN RMOT BT B R R BB
BFAE B XU 1 o 8 %% Rk BMSC S 5 4 4 A0 5 Y
A LR AL T B 00 I, 3258 CXCRAAE iR #0 A
JE RS A P RENCE B B AR T BB E 58 HA
2 AR Y 2 T8 AR BMSC HE i JRR BB A K KR
P ILHENE BN S R I E b, R IR A R
SEAR 1 BMSC R 3A CXCR4 Z K 5 B 20 41 1) SDF-1 4557
PTG AR T R AR BEANE A BRI R, CXCR4 AT LU
FE T CXCRA/SDF- 1 Bk g4 R AU 0] BB AA T (98 G
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