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Abstract: The SDF-1/CXCR4 axis system constituted by stromal cell-derived factor -1 (SDF-1) and its receptor
CXCR4 has many important biological characteristics and functions. With deepening research in the field in
recent years, the growing number of findings suggest that the SDF-1/CXCR4 axis system plays an important role
in regeneration and repair of tissue injury, what’s more, the role of SDF-1/CXCR4 axis system in the regeneration
of bone tissue are also increasingly concerned. Thisarticle reviews the biological characteristics of the SDF-1/
CXCR4 axis system and its role in bone regeneration and repair.
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1 SDF-1/CXCR4 ¥ Z F 1B iA

Hur, NN FRGEE DR 40 stk
A7 R 18 Bl b N 122 ik . #afb I 12— P 2
540 M B ) L AT RS B NAER Ay R R A
MR 531 4504 N g P> 1 Db 28 IR Bk 2 (CC) TR) 2
TR 7 — NI IR IE QO BN, 20 WKL 5 ik
——CXC f CC LA 7. Btb R 728+ 7 X
WS G AR AR R 1 A0 M SR T 2 R iR, R L
R R Ik A SR A DR ) T Ay S R e A A
CXCR175. CCRI1711. XCR1 ALK CX3CRI1.
SDF-1/CXCR4 #H )& & ¥ RE .

1.1 SDF-1

IR AMMATA R 71 (stromal cell-derived fac—
tor—1, SDF-1), J&T CXC#aLINFWKKE, RE
fir 44 R CXCL12(CXC chemokine ligand 12) 1), &—
P AR SFAR 20 7 s i R 1, NS/ R B E
)45 99% [ [FIJETE o Cxel 12FEIR B Bk 6k ik
HH W F 5 F 44 SDF-1a #1 SDF-1B1), "EATTH A AHA
A= il AR A A kAR A T
FEIE I KB MG Rl EEAE . EK
A, BRI AN AL 3 Wb SDF -1 1) 2 Bk,
T A 3 LT 40 . (HSCs) FH AT A 4H g ¥ 39 58 5 73 6]
T H AR, HSCs T332 CXCL12 fyi
BT, AN 41 PR B T i oA B DL &
A B 0L (982 0~ 400 1 A e 2 O AR
T ELOT T 0L 408 0 7 B A A5 v ) A3 AR
IRCHELS), FEVFZ WAL, Wo . BF. B
KBS NEh A SDF-1 fy4ik.

1.2 CXCR4

CXCR4 J& 7 IRFSIE G £ ARl Ml =2 4, |~
ZARIE T HAZ AN . W ELGH M DL R T CD34" 4l il
JEZRT . B kT CXCR4 HIMFTSE e B0 A
G BRI HE (HIV) BB B B, B T2 4k
M (X4) HIV R EEE N CDA* T 4 i — AN L5324k 17,
Cxe ] 1285 Cxer PEDR ISR /N AR AR LU B0k
Y, AUHE B AR A M AR R I I R, R
AL R B .

1.3 SDF-1/CXCR4 %

PUAE 228 #B I SDF-1 55 HL 5244 CXCR4 A1 I AE
R H R R — X — K &R, R CXCR4 J& SDF-1
(PIME— R S 2 Ak, Rk B SDF-1 thag &
CXCRT7 AHE AR SIE T gl A5 5 7 S o),
SDF—-1/CXCR4 fliAH T A FH )i 7 5 4t M 4 o o 15 5 9T

SN YR, MAERFRIE R T . T4
MRS RIS . T e Rl 9EE [ W LA J 2 520 20
B EEAEEEN, W25 HIV GRS
IR 3= e e
1.4 SDF-1/CXCR4 #M SHE S S@K

SDF-1 55 CXCR4 45 & ¥ulif CXCR4 SZARABIBL 1)
G, MBS MiFE S e, HFELEEY
s aEE (B D (1) FAEHME (focal adhesion
kinase, FAK) HE%E [ (paxillin) & I BRILHAT-2
(proline-rich kinase—2, Pyk—2).p130CasZZ 5%k
1EH (adhesion); (2) RT3 (phosphoinositide
3-kinase, PI3K) /& %EB (protein kinase B, PKB,
B #AKT) /4% IR KB (nuclear factor—kappaB, NF—«B)
BA% (3) pd2/444% 22 2 g A B 0N (mitogen-—
associated protein kinase, MAPK)/ELk-1i&4% (4)
Janusil (Janus kinase, JAK) /#kf5 5515
15T (signal transducer and activator of transcription,
STATs) i&1%; (5) BEZ IRWEMRNE 1 (tyrosine phos—
phatase 1, SHP1). SHP2 Fll CD45.,

SDF-1/CXCR4 il LA_EA5 5 ¥ ik, 5
B A7 300N F B TR M B 0 R Y &
B L A 30T 40 i A 55 e <6 g £ 11 il (MMP's) L A
PR KR (VEGF) 2. B 1 171 40 i 1) U1 3. 4%
TSI 0 I ) 3G 5 RN A A7 A A B AR 2 AR S
AEAEL
2 SDF-1/CXCR45EHEEE

S B W E GG . B IR BELL A T R
P U B S AR TG S R ACRIE R, AREEE S
HAREKM ARG, AR
AR AT R, T RBUE A @S
B AL IR G R IRT, FEERMS
RIGI7, OFFARERE. R RAEEBEel LA
LT R ABEDEN, AR e BT
P ARAET o SRTT,  H ATA X YR 748 i H A A
ANFIRRRE Bk b, SR BTG BB AR Y7 7k
BAEJERE . BRI Z 5T kI, SDF-1/CXCR4
AR RGAAZ T L E P EEREREMEM, &
AN FHAE B A S AU S R Y S &
XL A UE B P AR A e 2N T R S
2.1 BRGEPLSDF-18IFRIE

GG, BT SDF-1 )4 b L 58 i,
53Wh SDF-1 B 2R FE 2 B N o i H R0
VFZ AR5 SDF-1 BRIE, H P55 R AEN
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BIOLOGICAL EFFECTS

E1 SDF-1/CXCR43HT SHIE S FiREM

Ty 4 AN T A A TN ) i ik s . Bt
AL SR 4L 2 Bl . B4, R 0 B AL
M) — N T S N F—— 848 5 S R -1 (hypoxia—
inducible factor—1, HIF-1) ZEZH 2L I BRACIRS T
sz B, HIF-1 fEmdidh X i ad S8, HIF-1
PEREIL T 60 22 PhHESE R Rk, T b B0 48 L Py 2
A KR (VEGF) M1 SDF—1. 2H 20052 45 fofe 1y f5i 42 [X 3
(1) SDF-1 &R FRIA T 22 HIF-1 (W4 . HIF-1 %5
5 SDF-1 3%k,  4kifn H4 InAEEA . i) CXCR4™ + / 4H
S 1) Sl 0L X IOE RS RGP FIE ELO . EVE AR,
HIF-1175 5 SDF—17E S 1M 2 27 rp f 3 ik i 15 32 43 [X 3k
K T BEROE L AL AEBEL T, b
FHHNLRHAIK IS, SDF-1 [RIEHZEH T
Fefa T IE W RIS &=, HIF-1 B T3 SDF-1 Kk
BEInAL, I e b 5 B AL 40 i A0 MR 41 B i) SDF-1
AR CXCR4 FKIXFITNRENS
2.2 BRGERLCXCRY TN EE S 5EERAE
B JE A R R A T B R SR SR
P B EA L A B, RS D AR A
CXCRA™ AL ZLE M T4 i (TCST) , "EAMER 2
SDF-1 it 7 07 Bl 230, 4 SDF-
1-CXCR4 i /E H T 4123 1n) 4 B adk N4 ifi
FEALITR BB, S5 a A M. W70
40 il (mnesenymal stem cells,MSCs) &—Fl'Z ¥ hs

T4, HAT )RR R A0 B AN
Z MM R g e, LM S 28 B 1 45 1)
REUS), XAFAFE OB AN R AR A, 768
FMAEBEERED, SFAEBE A MSCs 5
B2 LUm T B BERYE I MSCs I FA I
I MSCs o MEFRIAL I MSC s %32 1) 41 21 52 $1|45%
P, SEEEBNKIAL, EBV IR HEAEE T ) 4 Uk
FEAA T R 2 SR B R SDF -1/
CXCR4 Hlx} MSCs A4 27 Fl A= BE 27 ) R dEd A 7L 42
PERP . Kitaori &M N /N U B R ALIESE T
SDF-1 mRNA RIATEFEA B MR N, SDF-1
F AT AR W E I s RIA, i SDF-1 fiufk
B¢ CXCR4 5417 TF10416 Retg I8 & KB, 14
Ak SDF-1 X MSCs B/ H 2/ SEH R, &
PWITH S 7R MSCs [ SDF-1 324 )5 2 5l K
TR Kk, MAT1AK, SDF-1 fEd 345
il b SR IERE N, Haik MSCs i afr 558, 4k
MR B N RCEIE S T8, BT MSCs SH4E
Ah, B HE B b B A R G BRI R AH 40 g
(osteoblast progeni tor cells, OPCs) 44 A] LAl SDF-1-
CXCR4 hZEE BB K BGHAL S 5 T B R,
2.3 SDF-1/CXCR4 (BN EHEARNSEEBRE
Bt AN AL 2, RN 2 JA]
AR SR I R DAL R HE ) et . AT
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t: (angiogenesis) EH B K B FIE PG S i a0
A - CXCRAFE L N 40 41 Y (endothelial stem
cells, EPCs) IJBEERHIFRIA, [ SDF-1 5 i BEAA &
AT SR H 7 X 8. SDF-1 W) by B #s v
EPCs MM AE M VEIRIX ,  7E A 210 A Y R 4
%5 M kA SDF-1 AMUE L 524 EPCs Bt
I XA BE I A A, T LIS S BRI cKit
T4 1) EPCs FIP H2 40 43461237, SDE-1/CXCR4
B T 5 5 IR A R LA BT A (1 2 TR e
SDF-1/CXCR4 il 2= /1> m] LLIE i 1 4% 34 170 A1 3 e . ok
AU A AR s OS5 REUR MR / A4 i
Ba N7 s A IR SN A P RPN 1 Bl (I T
@55 42 107 P Rz 41 1 K G #H 40 M 2 i 8 2
Grunewald %5260 W FH K B2 37 VEGE i I 5 % 1 Fr A5
IR E, R RO AN I A R A A i,
A il A ) A R B R U T4 i, ot A L 1)
AT A 21 B AN ULAH B34 1¥) SDF -1 7K-P-Al i 2%
T 457 CXCR4 F5H05) w] BH kI8 & 88 1) 148
WO SE S BN AE,  FE B AR U TR ik, DALk
MATTIN AL 21K 1 VEGE o B 40 i 1] 1% 41 21
PNTH . SEAE L), H LR A A /e 2
Wit SDF-1 43 LAYEdE. VEGF Refeadt A P Bz 41 o
SDF—1 [y 43 Wb FTPN 2 40 i R 52 17 CXC R4 [M3RIA,
SDF-1 WWAEHIFE VEGE 76N 2 40 e b R ik, M
SDF-1/CXCR4 #li5 VEGF Z MR il T — 45 55 70 Wb P4
P, P AR T g, TR R VE o i BE B
SDF-1 / CXCR4 nJ LA| VEGF MR IR 1L 45 T2 B o

3  Ff SDF-1/CXCR4 iRt B B £ EHIPT BEREE

SDF-1 / CXCR4 58 HAEBELREY], K
AWFFESDF-1 / CXCR4 Fh ] LA FRAl ] 5 e 34 e B
AAE S0 s B AR B AL, IR IS R A AT H
SDF-1 / CXCR4 Hfiske - 4R AR P AAE 1R T Sk ms

7 SDF-1 J7 i, A2 X 4545 > SDF-1 2 [ Bl
I3 75 I DR 4 i 30 00 21 A L i 308 403k SDF-1 %5
TBORAE = A SDF-1 & &, JEimnig 4G
52, HENXRBSAE OSSP CLuF s 7 HAE
T, ARJRES SDF-1 Hx R MMP-2 548 (7K fif g
TRBBURK, T BRILAE SRR AL 2 (A I K e G
HJT- SDF-1 H ff th A 4 L T fig . Segers S8R H
— R a1k R T S-SDF-1 (S4V) , & Retiging 52 % A
BRI MR, JF BRe IR R Tt A 220 1k
TECEFYR T, B8 RIFI CXCR4™ 41 i 55
A

76 CXCR4 J7if, RHFELLT AT 2 gk
BERT M MSCs « 40 I K55 5 275
NI, ARMER BIBAG X o L 40 B AR VR R
(G-CSF) « B4 ML v 3 A+ (M-CSF) 2141 iy
A2 i ZE (EPO) S5 R 1R % 2)) 01 1 CXCR4™ T4l A\
PEFRIMLLT o Bl 53 BNPEFR L ) CXCR4" 40 Jifd ] LA
I RAEMARAIRE Ty LR EE MR, F
FHARAF (13X B840 s A7 22 T Kt — Tk i 56 11
S0 B ) B AR TR o R A TR T 40 A L SR T
CXCR4 ik Fif, R cxerd FEPRME T 40 i Al
JLERIH CXCR4 b Rk, 73k CXCR4 1141 i fig
FE LT Hb [ 21 2R 5T L A7 B X SR

L TR AR 2 I R AT S IR K
BEH S S T AR R R R 50 11 AT AT
SDF—1/CXCR4 H#li5 FH F 1 4123 TRERT RE 277 2k R AT
RO o I R B Bk R T 4L TR S e
ORI Pt s 4, U SDF-1 78 3 h BB
AR RHT, AR 40 MS Cs « H #L4H
Ml EPCs FIPY 7 40 M S5 A5 S50 P B A A7 3G 5 AN
I3, TR ThEE ) 4L UL 45K . IXSeFf 1
211 o A, W] LATE 3 SDF—1/CXCR4 ki A5 &A1)
e, DUA BIERAENE B R,

4 BESRE

SDF-1/CXCR4 #iAW #4F A o .
FIE - PifdRE . HIV g DL o 4 2 2511 22 s riE o
OB HEN, SDF-1/CXCR4 #htr B AL HAEBE
HH 1 FH ok i 32 380 5, (EAZE AT R 7 v Ak
FHROPBY B, ATV 2 ) R Ry I A,
(1) HEFEHMGX S 55 FENT4MH, W
MSCs, FEAH WML ——1 8880 51 J5 NG
M MSCs R il i IAEAE I MSCs, IX A
AN SR5 ) MSCs % SDF—1/CXCR4 il 2 v 45 I 25 5+
PE; (2) AHEMSCs A Doy 3RiA CXCR4 2,
I K 4> AN 3k CXCR4 [K) MSCs %F SDF-1/CXCR4
IRV, (3) SDF—1/CXCR4 FlN 1 T8 4141
TREFR SCERARIE IR AR £ . B# SDF-1 / CXCR4
BAES P AR R IR S AR N, 108 i
HEE P AR ST R JE R 3 30 T s
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