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Abstract: Stroke is the leading cause of death in Chinese currently, characterized by high incidence, high
morbidity and high mortality, of which ischemic stroke accounted for 87%. However, it still lacks the ideal
treatment. Stem cells are a class of cells with self-renewal ability and high differentiation potential. Stem cell
transplantation breaks the irreversibility of nerve injury to post-stroke infarct area. However, stem cells also
reguiring specific chemokines to promote their directional migration to the injured tissue site after transplanted.
Stromal cell-derived factor-1a (SDF-1a) is one of the typical chemokines. SDF-1a and its specific receptor
CXCR4 can induce its migration, increase its proliferation and promote angiogenesis.  In this paper, the role of
SDF-1a/CXCR4 axis in the treatment of ischemic stroke in stem cellsis reviewed in order to provide a theoretical
basis for enhancing the efficacy of stem cell transplantation in the treatment of ischemic stroke.
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WA E R L X a2 o aeE.

Taf e —RKEA AT, BG2 04
RN . AR ORI KB B b iR
R S5 A e R Y e o RE X IR G RS
HE, AR PE AT 2 A0 BB, B RE P i
T4 i S5 2 R AR T SR L SUE R LR, R AR
BB AE RS R A, S 5ZmXIEIEE. Bl
TR IAC H ) 4 R R VG T AL B A i 4
i HBE T 40P (bone marrow stem cells, BMSCs) Al
NI AU FE SRS . KEWF AR, A HRIE
P9 T4 s At f e L 51 9 45 40 S 3 kL
T4 BB A 4k A% LT v IS (0 — o B A5 AR iR T
J7EM GO EATRE T i A R S B A e R R
L g

0 A T i R L 2H 2R R 8 5 2 T AH B B D L i A
Bl B A Ak, T X 6 Ty B AR T B I v 2H 2R O B e
AR5, 540 B AT A2 A F-1a (stromal cell-derived
factor-1a, SDF-1a) J FAHR 324k CXC #afh K752 44
4 [chemokine (C-X-C motif) receptor 4, CXCR4] £ N
KRR R GE SRR, £ETHREEMED)
Aef e R 5 R, SDF-1a AU AT BLSE
Ie) A T At i B0 B 1 0 AL Rk FEAE B D Re, BT DA
12 3 240 e EA] - AR AR K DR PR R T80k 184 n T 4 i F £
HhE /. A Uw SDF-1a/CXCR4 1ET-4H & 5 S ifiL
PR 25 AR B HEAT 538, M AR T T4l i va T
BRI A Y R T RUCHE B A3 B A
1 SDF-1a/CXCR4 B4 #5435 14

1993 4, Tashiro 25 A Bl B Bl 2 5 240 i 7 s ol 7
FE T SDF-1, JF7ER f5 B0 s A I SDF-1 % Tk E2
AN A K AR R, SO HFRERT B
IR ECL A0 A K N T

SDF-1 (X 44 CXCL12) J& T CXC&hH T XK
e, R—FEA 6 NI (av B oy Iy & O KB
DTEA, DT HREL 8~12 kDa¥., SDF-1 il %
KEE S A, SDF-1 [ FT AT S A # 5L AT [
— ALK N sl 3~8 MRS AR . — 4
10~20 MEAEEIR M N SR EE . S —A a 12
A 3ANRIFAT I g 78— C Kumigie.
b T AR, SDF-1a Rk 2, fE&NHHF
FEARMEMM, HarMwr s+, SDF-1a EE32 1k
79 CXCR4 1 CXCR7, i+ CXCR4 —H A FLH 1
H

CXCR4 2 —H5 Gl S 7 RIBEZ
M, I8 R IEAE SN, H IS IR R A s g

Fi . RGP T TR R A0 RN IR R 4
SDF-1 fll CXCR4 53 PE 25 A & SDF-1 KA 5%
NI, SDF-1 1 CXCR4 HHTHF RIS &G, f#
CXCR4 JE L AR, 2 [ Fg ki e 8, A id i
HHEMEBN G EASHRUNZHENES, K
We £ B R RS a4k 3B DA M 8 R AR S AR AT
K, SDF-10 fil CXCR4 454 J5 1 LAMOE £ 46 il
5T, WBEERVLEE 3 ¥ (phosphoinositide-3-kinase,
PI3K)-Akt 15 5B M. JAK-STAT {553 1% LA A B0
Ga™ B T 1 4% e, T Tl I TR P 25 SR 3T 40 S 75
I AR I A B A

TEFNY R AEZE TG, SDF-1a 1 56 0 I 2 %
2 I 44 e R IIL A PN R 0 0 o ) AT AR ) A B
Res RS S X -1 (hypoxia-inducible factor-1,
HIF-1) [%63%, b5 s ) 4l SDF-1a %
K 2235, MM 53 SDF-1a 78 Gt I 20 23 o iy & & T
=, R IR S, TR CXCR4 21k
FIEWEIN, T SDF-Lo 75 G I 2 43 rb i 3R K T i I
BEEE, (615 T4 =ik E SDF-1a 20%3)), B2hi
B WA R A T LA AT 3G, iS5 i
BB A, FE St EDRE R4 B R A AR K R A A A
EACSESIR/ =18
2 SDF-1a/CXCR4 v & 400G 7 5k I 1 ZE
21 BT BB T 4002 2 R g i 4,
Hopid i T 40 2 (hematopoiettic stem cells, HSCs)
I B2 A4 S (endothelial-progentiorcell, EPCs) 7£
T4 f SE 5 T AR S B %, BRI AN R A T
A (mesenchymal stem cells, MSCs) #%) vz M H T
Tty .

SDF-1a %} T BMSCs ik 1) CXCR4 Z Ak & —
Rt LN T fET IR T, SDF-1a/
CXCR4 Hlife 5 L ATDHEH . 4 SDF-1a # 73 W
J&, TAiM N E R B Ok B e gl i, 25
IR BB L 40 R R i B VR R R T A4
T, H R st B TR O, AN S R BE
E RN ) SDF-1a WS AP HR, 5
PEREEBE T4 ) CXCR4 KERIE. IM¥EF
SDF-1a ¥ 5 1 T 51 RE 88 T 1 BB Al oA 35 o 1) 4 i
& -9 (matrix metalloproteinase-9, MMP-9), ¢
HET VPR Kit BOAR PR, 1T AT kit S A SORT BLE
— Lt SDF-1a 9 b 1 Sk 84 i 4 fr 3 53 147
22 EMFYMAE  HSCs =& Frf ik i 40 i 5 5 % 4
PR AR YR, T RAEFENAMIE Y Re. A,
HSCs /& £ T RE I 141 i, HSCs MY AT LI 4L &
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W&, EARAR. MREQRS b, B0
YA FFANH KRS AN . 7R BE AN TR I
AT DA B HSCS ™8, HSCs L #% B T va 97,
w1 R SR R T -

SDF-1a £ H i %f F HSCs #ff 7t # % (a1 K -7,

FLAE B AN A1 JE) ALV 1) PR3 55 A6 2 1T DL 5 5 HSCs 1
TR, BRACEEET SDF-1a (9 FE UL 38 i & J& if ik
oh (U B S AT BAS| & HSCs (5 5%, Chen 2520
F AMD3100 (CXCR4 5 #i5) Tt/ HSCs 3l i,
EAAN R BB 2 h T4 T AMD3100 K3, %4
M PR AN RS H B AR S 2, 2 JE kA
NSRS LA SE, SHRIIREEINE 2, iRy
CXCR4 #i#5bi)5, T T SDF-1a/CXCR4 Hiff1 44
VR, M2 T X HSCs ik Th g, 75 HSCs
BN, SDF-1a 5 HSCs WM& B HEI &0 & i
W, SDF-la TEAHFEAZ O X 1) 2 B 5 o 2k 388 i,
Shyu 252U J5U 7 2 40 1) Ho0, 1 28 25 11k 45 5 455 7
1, KI SDF-la REWE A HP 4 E IR N 7 I RIB KK
FERRA AR ER, 75K BN PN vEST SDF-1a 1] LA /b
S MR T B IR D RSB RS L 2R 12 ThRg, 1E
G ke AL P 2 €78 D B R A /N B, SDF-1ac (75T
BT BMSCs ¥R IAIA5 5], F HLAEBR I Ak 25 o )
KRR VES SDF-1a EM% 3 Nk ifn 14 i J2 1f
R T HG 9T RN S A A, DRI, B N EYS SDF-
lo BEfE X #h &2 B MR 4R 00 AR AR, I w7 BASS i
BMSCs (14 i) 32 iy M 117 98¢ /0 A5 B AR 5 - e 3 41 28 7]
Mk,
2.3 MEHEYM EPCs/Eig 1997 4 Asahara % i IK
MR g b 4 5 i CD34 g P, 7R BE IS T
FEARORDL, s, Ml (i RE A R e AR
EPCs. £ Asahara P [fRF 7t ey, e i A5 4T [X 35K 11 3
A I R BT N LA i R i) EPCs, $7 AJt I
¥ EPCs 2 5 i J5 8 A2 1L 1 T . Griese
2t 2420 ) F Sh A8 0 1 65 BE A A EPC 4H R BE IR B
o, 348 T EPCs A F) T 45145 1 L4 BE 15
2. fER NGRS, EPCs Ml b 5 51, B2 415
IRE R B 44, 25 14 AP 7 ik 2 A
Rk, F2 18 EPCs AT LA BA S5 o503 A I 26 R, 348 Jon i
i35 A 28 1h g R 29

SDF-1a £ EPCs ZEEHI iR O &/B(E T 2
(IR 9T . 7F EPCs R [HIFK 1A ) CXCR4 # /4§15 EPCs
e i) B A K SDF-1a FI 4% X 3% 5 . Tu 2527
TE R B =i 1 21 B 2 B ¥ EPCs (high activity
of aldehyde dehydrogenase, Alde-High EPCs) #H HL1i

T S I SR EPCs X T 5k IfiL 4 236 58 47 (196 97 1F
R at b, @i %t Alde-High EPCs [A] i it fi7 4= 1
Alde-Low EPCs L5577, W%¢%| CXCR4 Al SDF-1la
#52% Th R, M7E Alde-Low EPCs H, CXCR4 /2 i it
HH shRNA /31 HIF-20 K40, TIAZ HIF-1a T
VTS BN, AR ERUTE PSS HIF-20 f25
5 CXCR4 MG T 454, 1EH shRNA bEEH)
Alde-Low EPCs % A3 2% ] ik Ifil 4H ZUT AL B REJT, A
1M B SDF-1a/CXCR4 775 S EPC [A)#k i 41 2 7
FE R, HIF-20 B RBEMEAE o i A p i3 b &
LAz N T B0, Hu 50280 B0 2 Ol 46 B 5
AEEEAER, FORE AT DU 3 0 b A 3
EPCs, MIMMEMLIEEME . Yu 2050 F AR [F ik
JE ) S AR Ak P DA B B B AZ A P 4 B9 ) EPCs, K
I EPCs [ P [ B 44 R 52 p 1 b G &, i X 4
FRLAC AT Western blot (1446 I < 2 35 4 40 B2 1) EPCs
H1, CXCR4 [ 31k I AR A W ARk, 1 SDF-1AHEE T
T HEA AR, PE N S AR S 8 I 52 SDF-1,
M EZNE EPCs & 1. 753 RN A 22 () EPCs H1, 4
B BN CXCR4 #i FA1 PI3K #iil57 f5, EPCs
B ¥ T S L 2 R TS, B B A I O {2 F SDF-1/
CXCRA4/PI3K/pAkt il i, ki EPCs G 1. #EiAR
J7 R ML A TR, B — R FR R T AR AR R 4, Hu
2t 30T B Fp 2 ST K R B B SE (middle cerebral
artery occlusion, MCAQ) 24 h J&, £l 2 2 9% 5 25
A M AKX 7 (vascular endothelial growth factor,
VEGF) #ll SDF-1 &K Fi & 8 4k, K VEGF 65 Fl
SDF-1 T BRIATEMEFEAZ O X, PiE ML RIEREE A
SRR, BRIEZ 4, VEGF 65 f1 SDF-1 (1)L
FIKIL RS 5O I LI P EE, (R M T A2 . Shao
i TR R UG 9T 2% 26 49 7T LU 33 R4 40 0 1) 3 £ DA B
SDF-1 e 175 5 il (4 41 M 1) F% 2 1) i 2, R FH 79 2 Bk
HEA, fEARNSLIG R EPCs SN, 40/
A HLfE A R, LR AR 2 fE ARSI,
UEE T SDF-1 A 54 0 wir 44 20 i 5 ) 3T A 2
/> EPCs I T:, iid¥uE Ak/NOS 4 i d %t if
MMP-2 fl MMP-9 &% kA& & S ifn 21 21 .

24 [BRETFYHA  Friedenstein 25545 i % 48 il 43 25
WOHAT B0, T IR BB — o B A T B R (1 2 4 4
ffl, Bl MSCs. MSCs 7 IfiL P4 ik 4% H A2 A rh 5 % 04
AN T e KB BE T 40 AP (1) M SCs AR T 7
4L 55 7%, MSCs 1T D[R] B % 53 40 i 43 Ak R [l —
i R, ELERKSE A B R an s S oL, Mkt
2% [ 2HAT B I b SR 1R 22 R e e e A B
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£ MSCs ¥8 77 O ML 97 (10 WA 75 v, A4
MSCs AMH AT A2 5 52 45 X 3 1) 41 il 7346, MSCs it
AL LI R S v A K R R B R, o R R
BT A KT VEGF &, wHfh 4t 1&
. Nakajima 25 it ok Bt Al s i A ke i 7 39
R, RAF Bk MSCs, KIS MSCs
REAS AR B 403 [X 5t 638 1L-10, AT 0] 8 A 52 i Xof
M 2H SR ORI AR

7520 2 AR i LR RIS, 453493 2 43 T 4 ik 9%
KF, M5 BMSCs PIiB ) CXCR4 %42 F 41 i
i, SDF-1a %t BMSCs #|fi[f] CXCR4 A 5 {11k
WS EH, F1 CXCR4 #s & A Em NS
BMSCs 5& [T R #5%. Sheng 256575 37 246 /1N B
il 1 R ML BRI JE, SRBUE R 2 S T2 iE
W5 R AN E 75 1) BMSCs 7E Transwell (#3055 $5
ek A3k E R IR, K &I BMSCs 574 20 fix 41
ZUEERAE WA RER, HoRA ELISA KA
IZH L EiE ) SDF-1 A &M T, SikFE
i} BMSCs #1 CXCR4 KA fm#ik, Mifi it 8 SDF-1/
CXCR4 #i%t -+ BMSCs 7E i Ifi A A 358 T L #2172
FLA AR o Zhu 20850 R ] 4% ol i 9 0 A
J&, FREEKRE RN i (] 78 5 T 40 i, RT-PCR Al
F| BMSCs 115 CXCR4 mRNA {1335, %% 41 itk
YL M58 1] CXCR4 = BLERIATE BMSCs (1) s i
M, e KR A 414H SDF-1 mRNA {34
BERGTERFARA, @ FKEHEY BMSCs £2 5
it SDF-1 @ RIEMIBRIM RS X, FFFEFe 0 Uil T
SDF-1/CXCR4 8.5 15 5 MSCs 1451473 X 3 #2 5y .
SDF-1 38 AJ LLIE T {2 #F M SCs 43 i VEGF %5 41 i [X] 1
SR A 33k i 2 7 A B9
25 METHME LT (neura stem cells,
NSCs) J& —RAF1E T HIRHHI S R GRS H 3 5 B 1
ZIERe AN, NSCs n] /- A& G, BIZR 4 i
A58 R 40 ™. NSCs A — 28 BARIT I /11
UM, AW AR AR HERAERFRIE R, A2
) ARG A IR R B ROBLRE AT, T
B ohaeld. NSCs EE A7 T M= T IX (subven-
tricularzone, SVZ) ALy Stk [0 ok & 2. &
SR LB ) NSCs i b T # EIRAES, MR A&
BRI S, NSCs AT fEMI N I 73l i1 T, iE
BEBGAL, B kTR, Sharp %4
R IAE AR B AR b NSCs B0 £ 78 XU 145 IR [71
WS R . BT NSCs 7E i Hh e B E A IR, A
REXT 24N R 7w 5 5, H AT A NSCs 577 B i

OB, R AMEPE NSCs B AERETIBIT -

SDF-1a Al CXCR4 £ K & MR R Xt £48 &
GirhH A SRR IS FEIR G K B 1, CXCR4A LS
Fik, TR IR RROK KL, H S ZEE R
T oAl s B AN B3Rk, [FIFEHL, SDF-1 78K
I W AR R 305 . Imiyola 25 R I T Hh 45 3
K43 WA SDF-1 RE0% 18 NSCs & 1% 3/ . Robin 24
FEMCEER b, RPN IE T E SVZ g s 2 o0
AT PR B AR 2 R IR B8 R T A A T T IR A B
EWESR, RERGERNEAFRE T TEIME
JCHTRSIE ) CXCR4 F1 SDF-1 Kk f &M
Ft, BRI HORA RS IE T SDF-1a 153, {H2
TEFNH] CXCRA [3RIA 5, [RIFE S (H 4 4 o0 i A4 41
FRIEFE 4 BELWT, T SR i SDF-1a 5334 1 LU S
P2 TOHT M4 i 58 7 #2831, $27~ SDF-1a/CXCR4 #ii
£ NSCs (T # i f v EEAE . Liu 1% Bi7E
CXCR4 i Rk 4L, #5+2KH sSRNA +4 SDF-1
)ik, NSCs )L #1523 %2 24|, IEW] SDF-1/
CXCR4 TR Z L [EAEH, A Refefd NSCs 7€ [FiL# .
TESRMIRAS N, MFEZ O X WS K &40 SDF-1, M
MAH 3G AL 2 ) SDF-1 ik B Th v, X b B
SRR E 2, N NSCs [15E MRt 17 4%
% . SDF-UCXCR4 #hifa o7 ik I M 26 i A 1S NSCs
(52 RS, AT LMEHEL Ak . Gong 2R B 4k
Sz, X ERKL/2 F1 PI3K #E4740H], NPCs (454
B kb, X sk gt AR R SDF-1/CXCR4 i i nl LA
T NI ERK /2 AT PIBK K520 NPCs #3458 . Luo
#:14811) %y SDF-1/CX CRA4 3 % B2 1% 15 5 NSCs $#4 58 il
A%, (AIFARE(R b, Kong ZEM97E 7t )1 2
VBT BRI ME A R R e, R ) S E T R e
SDF-1/CXCR4/PI3K/AKt 15 5 1 i R 3 i wih 48+ 41 g
I35, I% S NPCs [A 858 X 8T .
3 RE

SDF-1a/CXCR4 1E A #1224 i A 35 B 22 (1)
YER, AT DR T 40 i e . 35 A 734k,
] LA S R AR KN BE S P A . H AT 7 D a9,
SDF-1a/CXCR4 RE8 /i A &8 KA AL B A, 14
Dhaexs Tl 26 b J5 WK 26 5 EEARE A . BT e — 20
T f# SDF-1a [MERIEAT)RE, Ref%A BTl 52 i 2
JERIT SRS . R EX T SDF-1 AR Z 09T,
ERATY A VR 2 1) 0% A 15 2 B, BL a0 A (] 7D 48 iR
KRAEARFE LT, SDF-1a/CXCRA #3515 i, LA M
B R U A QAT 7 AR B 52, SDF-1a/CX CR4 X 1 48
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AR 1 B AR 07 Ko DL TR T 2 A AR
B S R BEAT R R SRAE, DL 9 R Sk ik — 20 i

E AR T ISR, TR E R — 52 SDF-1a/CX CR4,

R R BT BR T H AR R AR HE N A S KR
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