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[# ZE] 8 @: %] siRNAC small interference RNA ) THA#41LI T2k CXCR4 FI CXCR7 18 PR HEC-1-A 414
AT RIS, 7 & ¢ Ll Lipofectamine™2000 Jig R A 444 siRNA #3217 IR HEC-1-A 4Rk , DL G i RT-
PCR Fl Western blotting 4 1iF siRNA X} CXCR4 Fl CXCR7 W T A, LA CCK-8 15 U4 ML A FI Transwell 543745 CXCR4
M CXCR7 JEPAPUERAT HEC-1-A 200 5 0 384 58 MR 2 HE 1 B 525 8 R : HEC-1-A 40875 % 1k CXCR4 I CXCR7, & W1
CXCR4-siRNA ,CXCR7-siRNA .CXCR4/CXCR7-siRNA ¥70] /35 F3 HEC-1-A 481 CXCR4 .CXCR7 .CXCR4/CXCR7 %:[F i &
FZ1K ; CXCR4 F1 CXCR7 FE IR Bl T SR sl 8k B T BRI T 2 80 HEC-1-A AR A AR 2288 I B3 T P <0.05), [FlA
31% HEC-1-A 400 JE 350 0 0 S IR M . 48 2 #afbR 7324k CXCR4 1 CXCR7 75 HEC-1-A 40l 34 58 AV 2847 b R 45
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Effects of CXCR4 and CXCR7 downregulation by RNA interference on the bio-
logical behaviors of endometrial carcinoma HEC-1-A cells

Long Ping,Liu Pingping, Sun Fengyi, Ma Yingying, Wang Zhenyan, Huang Yu( Department of Gynecology, the Affiliated
Hospital of Qingdao University, Qingdao 266010, Shandong, China )

[ Abstract ] Objective:To investigate the effects of chemokine receptors CXCR4 and CXCR7 downregulation by siRNA
on the biological characteristics of endometrial carcinoma cell HEC-1-A. Methods:siRNAs targeting CXCR4 and CXCR7
were transfected into HEC-1-A by using Lipofectamine'"2000. The downregulation of CXCR4 and CXCR7 was assessed by
RT-PCR and immunoblotting. The effects of altered CXCR4 and CXCR7 expression on cell proliferation, invasion and
apoptosis were measured by CCK-8, Transwell and FCM respectively. Results: Both CXCR4 and CXCR7 were highly
expressed in HEC-1-A cell lines. After transfected with specific siRNA, the expression of CXCR4 and CXCR7 gene and
protein were downregulated markedly. The proliferation and invasion ability of HEC-1-A cells were significantly decreased
compared to those transfected with control siRNA, and the cells were arrested in S phase. Conclusion: Knocking down
CXCR4 and CXCR7 inhibits the proliferation and invasion ability of human endometrial cancer cell line HEC-1-A, sugges-
ting that they are potential targets for endometrial cancer therapy.
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TS HH A AR o MR ot fk
PR IS . WESE IR, iR A LAY R AT
Rz AR - Az A 7 T g GO A R
F CXCLI12 J AN 3Z & CXCR4 T2 FpIiie K A=
RIEFRRVERZ RN 2 K. AR T
FW], CXCLI2/CXCR4 75T 55 PN R 20 i A 154 4 A 4=
FEEYEAT N D EEREEM . MEN CXCLI2
M55 2 224k, CXCRT 2 & RS S EC 41 i £
AT ARV . ASLE ] RAN THEER , 4351
ik A DL B EC 4 e & HEC-1-A % CXCR4 FI
CXCR7HEDH , 47 4 38 5 A= 28 RN 12 55 52 90
Mr,#% CXCR4 1 CXCR7 7¢ EC 404 W44 h
B EEVE R

1 RS

1.1 wmhatrde £ E3X

N ECHEC-1-A i MatkIA B 5 & K 2= s B2 B
USSR % . RT-PCR AHOGIK I A H 4% TaKaRa
RANA T, DEOEFRICHY siRNA( FAM-siRNA ) F Bt i
TR F ) 25 B R A BR 2 /A A, TRIzol 1 Lipo-
fectamine"'2000 4% YL i 414 A 22 [ Invitrogen
] PN CXCR7( RDC-1 ) £ sa kiRl [ 3L
Abcam 24 &), BT A CXCR4 B va IR bt A
GAPDH .50 [ 1 1R 41  { 3¢ B ABGENT A #],
CCK-8 i &M | H A R~k X o4k Ak 2 i 58 fr,
Transwell /NaE W {32 E Corning /N7, Hoechst-PT 3¢
350 & FCM ) A 72 E Millipore A F .
1.2 Zaf3E iRt

HEC-1-A 4fi35 5% T & A 10% a4 075 /) Me-
COY’S 5A Bi3f, BT 37 °C 5% CO, [RiRA h R
FEo BEYLRT 1 d, GG McCOY ™ s SA K5 FR L 4%
Y2 N 3 x 10°/ml, AEEFL 2 ml 70T 6 FLAR,
ffiBETE 24 h NAIMIBOC A 8% 70% ~85% , Tk H
BTl LipofectamineTMZOOO PEHH B P AT R gy SCg oy
6 2H : CXCR4-siRNA #H( sense5-CUG UCC UGC UAU
UGC AUU ATT-3, anti-sense 5-UAA UGC AAU AGC
AGG ACA GTT-3 ), CXCR7-siRNA ZH( sense 5-GGA
AGA UCA UCU UCU CCU ATT-3, anti-sense 5-UAG
GAG AAG AUG AUC UUC CGG-3 ) ,CXCR4/CXCR7-
siRNA ZH | FIEXF R 4H( sense5-UUC UCC GAA CGU
GUC ACG UTT-3, anti-sense 5-ACG UGA CAC GUU
CGG AGA ATT-3) .25z %t 4L Hom AR A ) A
IEH AL . 5 5 1S RIS i) o5 BT TRk
RAME
1.3 RT-PCR # | siRNA 3445 EC HEC-1-A 202

CXCR4 #= CXCR7 mRNA # % ik

BEYL 48 h JF , F TRIzol 2t £ 45 4% 52 06 41
MY A RNA SR 5 e B0 G vl B P gk A7 = i
AR cDNA, HEYFEHR CXCR4 1y L5194 -
5-GAA CTT CCT ATG CAA GGC AGT CC-3, Fiif
514 4 :5-CCA TGA TGT GCT GAA ACT GGA
AC3, P18 BEK JE 4 302 bps H WL CXCR7
) EE 519N . 5-AAG AAG ATG GTA CGC CGT
GTC GTC TGC ATC CTG-3, Fi#51# J:5-CTG
CTG TGC TTC TCC TGG TCA CTG GAC GCC
GAG-3, ¥4 Bt K 0 281 bp, WS HEH GAP-
DH ) EE 5% M :5-GGC ATG GAC TGT GGT
CAT GAG-3, FIi#51 ¥ R :5-TCA TGG GTG TGA
ACC ATG AGA A3, 1 Bt K Eh 146 bp. ¥
B N 1. 5% Bilg WEBERC( & EB 0.5 wg/
ml)IIEEFLH, 110 V &R 254 F LK 29 30 min
J57E VILBER LOURMAT ¥ # BUAR A FRAR & 48 h
Gy M HL Uk S50 K JEAE, LA BEAR CXCR4/GAPDH
F1 CXCR7/GAPDH 1) L % 7% mRNA A9 A8 X %
piign
1.4 Western blotting # | siRNA #+ % )& EC HEC-
1-A Zm 6 CXCR4 .CXCR7 % & #) & ik

PEPUL YL IR 48 h A SRR & L 1 BCA
BT EAEE ., S0 g BEE EAET 12 %1
SDS-PAGE , #2154 ENZE PVDF 5, 5% RS W54 4f
M1 h, AT CXCR7( 1:100 ), f#T A CXCR4
(1:500 ) A%t A GAPDH( 1: 10 000 )T 4 C ¥ F it
o UCH i AT TBST Vel )5, B8 — 40 2 h, #E 1]
TBST Y5 , i F ECL fb2# & vk kel B & A
%o M Quantity One 4. 6 # 4 7 #r Bl 1%, LA
GAPDH & N 2, A CXCR4/GAPDH Hl CXCR7/
GAPDH %71 I K A 2 F AR 3R L8 1 09 FH X 3R 3K
i, LIHEE 3.
1.5 CCK-8 i:# M CXCR4 #= CXCR7 A B TRt
EC HEC-1-A %8 2.3 3864 % &)

BOS B0k K HEC-1-A 20 Mo 1 e i v 1k,
FH G L 37 5 7 W0 B o 40 it Ak v, % 5% 40 it 2% i
5 x10*/ml, LIAEFL 100 pl #EFPF] 96 FLEF R
O R R FRWG A 5% CO, .37 CHiFH
W5 SR 24 h 5 H AT 19 53 20 R0 7 VR SE AT e L
B IR YL I 24 .48 72 196 h 4611 4% 41 21
M, a3 MR fL. B A CCK-8
A 10 wl, BE SR A8 N AR S 0 4 b, 78 B bR i
1 450 nm AL KGN G2 EEC D OE, AR YEC D)2
il £ Bf A= K il 2
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1.6 Transwell 4 CXCR4 #= CXCR7 3 B T i 2+
EC HEC-1-A %0 fe4% % 69 %

SIS HTEE Matrigel 28 57 I8 Al FN( 21 45 % % &
HOET 4 °C kAR Wik & 7%, DLk 58 2 mlfk,
Matrigel 35 5 TCIMLTE McCOY s 5A KiFadkdk 1:8
() EU 3207 6 T, s R 1) Mateigel 36 5% 2 14 27 3
B Transwell /NEJCHER, BEN/NE N 75 wl, [H AT
W FN BA1RRT/NVERN T =1, T 37 €.5% CO,
WEAA R R 3 ho WCAEHL YL 24 h J5 094 S 2H 41
L, A% S x 10*/ml 19 B AR . B4 4 40 it
B 200 pl JIAZ] Transwell |2, FZE N HIA 600
pl % 100 ng/ml (E L A CXCL12( SDF-1 )41 g 1%
FWi o BB 5% CO, .37 CEEFRMNEE IR
24 ho Lh95% L WHRULE FE Transwell |28 58 40
Jf2 20 min, PBS M PEH 2 8, FH 0. 1% 45 S L e o
5 ~8 min J5 AR vk b 50w, Akt B i
IR ARG A A, BN E T TS A
T N SR RAERE DT LS TR
TR REAILIE L 5 AP0 B AT A A 40 R AR
TEEE 3K
1.7 A X @B K m siRNA 4 4 J5 CXCR4 #=
CXCR7# R F % HEC-1-A 20t 8 #1F= 8 69 %o

g Hoechst-PI 41 8 7= 4 03857 &5 18 H 45 452
YEo el 48 h W HE 45 S0 2H A M, ) g o 200 i 2k
WAL, LA AR H 291 ~5) x10° 4~/
ml,800 x g B> 5 min, 3 55358 4 H1 3 ml PBS
VRN 1 K, B 032 PBS, LA TS 70% 19 2,
BT 4 Cad i B3k B E W, ARG T 3
ml PBS W EHE 4,1 000 x g #5.0>» 5 min, 3 PBS ¥
CIEH AN A 2 | B X R 20 FN 2 38 %) R AL 1 SE 30 45
DR S 20 1) 52 5% 5 vE AR TR ), {200 wl Guava
Cell Cycle Reagent Y& i H2 2 2ffd , Z 5% 30 min,
Tt X A L A ARG 0 4 e SR B R U 48 h A,
PBS ¥E#% 1 %, HILA 100 wl PBS #175 pl Guava Nex-
in Reagent( &4 Annexin V-PE F17-AAD M iR )
YUy e (0, 28 IR 30 min, 1 H 40 MLZH 917 % IR
2 N7 800 AL ) S 30 A0 3R 5 S 6 A 1 ST 5 VA
6], A AR I 4B A T, SRR A 3 IR,

1.8 %itsxam

SR SPSS 19. 0 B, iR EHE L v £ 5 378,41
] L R SRR R 5 2530, L P < 0.05 5% P <
0.01 RREFAGIFE L,

2 5 R

2.1 siRNA #£ 2 3f & % 3 40 HEC-1-AEC %8 i

CXCR4#= CXCR7 mRNA %k #) % v

PN BIMBE LR B 1) Bow, siRNA BEH] % e
A HEC-1-A 4ififs 6 h J&7, % L2302 35 80% ~90% ;
KO L Y 48 h JE Y IR B B AR T R AR
CXCR4-siRNA ZH7E siRNA #44J5 HEC-1-AEC 41 iy
CXCR4 mRNA [ HH XF 3¢ ik i B 7% Yo i 1o 2 °F &
[(0.51+0.07 ) vs (1.17 £0.09),P =0.022 ],
CXCR7-siRNA 41 % 4% i i H: 3% 3K W) JC W 25 22 0]
CXCR4/CXCR7-siRNA #H siRNA #% 4t J§ CXCR4
mRNAFAXT 2% 3K i 80 % YL i b 2 N REL (0. 49 =
0.09) »s (1.19 £0.06 ), P =0. 017 ], i CXCR4-
sIRNA 41 % Y fiij J5 Ho Rk i W o W & 22 51 P =
0.14 ); CXCR7-siRNA 4 siRNA % ¥ J5 CXCR7
mRNA 4 A X 3R 38 7 50 Y i i 2% T REL (0. 51 =
0.06 )vs (1.39 £0.08 ),P =0.018 ], 1M CXCR4/CX-
CR7-siRNA 254 i fg A m o i & 25 5%

siRNA F4 YL Rij J5 X 25 11, 25 250019 1 X i 2 v
CXCR4 mRNA F1 CXCR7 mRNA AN} A
WE . G5 R RV, AL I A CXCR4-siRNA
1 CXCR7-siRNA ¥JREFE AL L HEC-1-A 41 g ;N
CXCR4 1 CXCR7 F:H 5L F 2 ),

2.2 siRNA 3 # 3 & 523540 HEC-1-A 48 . CXCR4
Fo CXCR7 & & &K 49 %0

Western blotting 5 il 25 2 ( [ 2 c-d ) /R,
siRNA#4 L 5 CXCR4-siRNA 41 CXCR4 & [ 1y #35
AR B TR (0.82 +£0.04 ) vs (1.17 =
0.01),P =0.039 ], CXCR7-siRNA 41 siRNA %% Jt
Hif5 CXCR4 Wy MRk o ¥ 2 5% ; CXCR4/
CXCR7-siRNA 41 CXCR4  H # ik i 505 Y il i 3%
TR (0.80+0.02) vs (1.15+0.08 ),P =0.026 ],
MM CXCR4-siRNA 41 CXCR7 5 1 AU 35 S AR G L iy
JEWITG & 3% 2% 55 CXCR7-siRNA 41 CXCR7 %K (4 %
IR YL 2 R (0.86 £0.02 ) ws( 1. 17 +
0.03),P =0.015 ];CXCR4/CXCR7-siRNA 41CXCR7
RIS R et i 2 N L (0.80 £0.02 ) vs
(1.15+0.08) ,P=0.026 ],

16 3 ZUXFBRAL P, siRNA %% J4hi 5 H CXCR4 1
CXCR7 HHM XA FH T W 2R, LREERFE
B, siRNA % 7t J5 CXCR4 5 CXCR4/CXCR7 0 #H
I, H CXCR4 () iAmAHML, CXCRT 415 CXCR4/
CXCR7 4HAH L, H CXCR7 B3k &t JCHH 8 2251,
PEIIA 2 siRNA 4 HEC-1-A 40150 CXCR4
5 CXCR7 [A]IH9E T4 A I A FEFEAS X5 m . DL b
ZEREI, AR BFSE %31 A9 CXCR4-siRNA il CXCR7-
siRNA e FEAH T 48 HEC-1-A ZH g 9 CXCR4 Fl



- 318 -

o [ g A a4 2015 4R 6 H ,22(3)

CXCR7 % [ # #% 5%, [F] i 5% 4 CXCR4-siRNA Fl
CXCR7-siRNA 5814 2 [/ B T4 CXCR4 Fil CXCR7
MIRCR .
2.3 CXCR4 #= CXCR7 &k TR T 2 % 37# HEC-
1-A @ wy ¥ 5848 A

CCK-8 VAR I 25 R ( & 3 ) /n, TEFE 4L 24 h
Jr , 4% S 20 FN4%XoF A 2H 24 a] % 20 it B0 AR P >
0.05 ), H{E#E Y J5 48 h, CXCR4-siRNA . CXCR7-
siRNA ,CXCR4/CXCR7-siRNA 3 4152540 H HEC-1-
A Y HCE YA BB S LT T 3 2 X HE ZH A A
FO S B U AT S G 22 | A% SR 2 S 0 R 25 e LA
Gt (P <0.05 ). TERYLIE ) 72 F196 h, 5L
IRl B A AR H RN %P LI S (A3
[T B i 3 A X B4 e 2 R (IR, 3R W] CXCR4 5%
CXCR7 HYREVTER B Y45 48 h e, 30 7 43y
A e B 955 , AR UL JS 96 h ATE Ttk 2 40 il
HEC-1-A ZHMi3%54 . {5 CXCR4 F1 CXCR7 T4
2 2 B A 1 5 I AEARC P >0.05 ), % CXCR4/

A MEBefore transfection
CJAfter transfection
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14 CAfter transfection
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CXCR7 BEATH = A fOBEFEAN ] 5 7 & & — B+
o= A= RIS AL, $2 78 CXCR4 1 CXCR7 FE
SR 55 SE TP B T EE .

1 BERET SV SEHRIC siRNA FEE
HEC-1-A fREHEZ( %100 )
Fig.1 Transfection efficiency of HEC-1-A cells
after transfected with siRNA( x100 )
A:Bright field image; B: Fluorescent image

B 16 W Before transfection
14} OAfter transfection
< 12F =
E 1.0
= i
E 0.8 F
%E 0.6 F wE g
o 04t
0.2 }
0
a b c d e f
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4 B Before transfection
) DA fter transfection
£ « N,
=]
=
=
2
S
9]
a b ¢ d e f

El2 HEC-1-A 4}l CXCR4/CXCR7 1 mRNA 1% B 7E siRNA FHEIEHFRIZE
Fig. 2 Expression of CXCR4/CXCR7 mRNA and protein in each group before and after transfected with siRNA
A :The expression of CXCR4 mRNA in each group;B:The expression of CXCR7 mRNA in each group;
C:The expression of CXCR4 protein in each group;D:The expression of CXCR7 protein in each group
a: Blank-control ; b : Negative-control ; ¢ : Vector-control ;d : CXCR4-siRNA ;e : CXCR7-siRNA ;{: CXCR4/CXCR7-siRNA
" P <0.05 vs control group
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CXCR4-siRNA
—=— CXCR7-siRNA

—a—Blank-Cirl
—m—Negative-Cirl

30 Vector-Ctrl —&— CXCR4/CXCRT-sIRNA
s 25} "
S &
= 20 F P
Z sl z (P=0.173)
o
=
= 1.0 F (P=0.0185)
o
0.5 F (P=0,016)
0 PR} M i M
24 48 T2 96
Time (t'h)

3 %4 CXCR4/CXCR7-siRNA 3
HEC-1-A 40 i3858 H) 2200
Fig.3 Proliferation efficiency of each group
after transfected with siRNA
“P <0.05 vs control group

2.4 CXCR4 #= CXCR7 % W %k F iz HEC-1-A

m feAR R B ) 69 %R

Transwell RN ZE (K 4 ) s, Y 48 h 5
CXCR4-siRNA . CXCR7-siRNA #1 CXCR4/CXCR7-
siRNA ZH 119 25 5% 4t i % 53 7l (154,35 6. 87 ).
(55.98 +5.37 )FI( 51.85 £5.56 ), =F Z M L&
ZFH(P>0.05). 3 A% IELH A 2 A0 i s T4
FC104 8. 11 )4, B X AR 20 A ( 94. 60 + 6. 48 )
A ZSERNR TR LH J( 93.43 £6.57 )4, =F 2 a2
MBI R EZR(P>0.05), &K 40 5055 % 4}
EZH A L, JFC 2 BEE 40 it 5 ) ded 2 98 /(P < 0. 01 ).
ZER KN, CXCR4 /8 CXCR7 #¢ T4k 2 )5 40 4=
ZERE W R R R, Y8 —EAE EC 4012 81T
Syl i & EAE . W, BF 58 T R B, CX-
CR4/CXCR7 A THE MR EME 5 =5 2 —
B AR R I I RLN AR L, #2278 CXCR4 HT CX-
CR7 TE M9 41 M N 55 5 il A T iR AR TPk
S,

120 ¢ M Before transfection

CJAfter transfection

100
80

60F b 3 ¥

Invasion cells

40

201

C Db E F

4 CXCR4/CXCR7 Fix TR 4SRN %20 )
Fig.4 Invasion efficiency of each group after transfected with siRNA( x20 )
A :Blank-control ; B: Negative-control ; C : Vector-control ; D : CXCR4-siRNA ; E : CXCR7-siRNA ; F: CXCR4/CXCR7-siRNA
“P <0.05 vs control group

2.5 CXCR4 #= CXCR7 A H & A T T 5] X HEC-
1-A 20 8 2 k20 S HA raid

T ARSI 25 (B 5 ) B K YL 48 h
i 5 SI B 2H FRITXGT PR 2 2 () 7 240 B 0 T R AT R 2
(P >0.05), %M CXCR4 1 CXCR7 A% 5 HEC-
1-A 4 A9 P8 T-ALHIC B 5A ). fH CXCR4-siRNA |
CXCR7-siRNA Fl CXCR4/CXCR7-siRNA 3 ZH 4153
91155 %ot B 40 B AF 34 HE B S Y S SRR AR P <
0.05 X & 5B ), FFRUERH T CXCR4 .CXCR7 541y

AR TG PR DA G
34 i

LN TR — R Re L 4 2 [ R Sl /N1
SHRE ATV B G BRI, 2R AT
MR RS R . HOREE AIESE R, AN
SRS 5T IR 20 MO ) S B AR R e A% A T AR
o BAEIN T4 52 1A ORI T i 7 SC B0 TR 1 54 2
AN, CL A8 T2 A 2R 320 P B A L e R |
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RS M BB AR T, O HLUOE RS S i
W % . ERK/MAPK, PI-3K/Akt/mTOR, or Jak/
STAT %77, 7% 52 5 jif 9 #F 554 3iF 52, CXCR4 A1l
CXCLI2E#A T EC Azl 4!, H CXCR4 By ik
KFEE EC AN ML A K. AAMR T B4
HERH, CXCR7 2235 118 P S 4 SURN 240 i, L HE
PR R L5 N 4 O AR Tshikawa( ERoc FHE )
H1 CXCR7 A, e a b T Z IR fE T 85 W

g 20 b 5 0 A AR S S 5 0V AL i
MIE M. AR /NS RNA R S0 g TR
TE I 40 HEC-1-A " CXCR4 F11 CXCR7 $&[H
F 235, i HEC-1-A 4l CXCR4 F1 CXCR7 193
IR, AN A AR 228 7 B T R LA B 4
LS M BH i % I, R A 32 4K CXCR4 1
CXCR7 ¥ 0T g1 fie 5 41 i () 34 58 AR 28 2 S AR iF
TE R B A KRS

A
2 Blank-control Negative-control
s |-
CXCR4-siRNA CXCR7-siRNA CXCR4/CXCR7-siRNA
Pl
B
. . - . -
L‘ ! '! ) L..-.!
Blank-control Negative-control Vector-control
=
2 1 # 2
CXCR4-siRNA CXCR7-siRNA CXCR4/CXCR7-siRNA
Annexin V

5 FE SiRNA JTRAT( A )F4RaEHA( B )&
Fig. 5 Cells apoptosis ( A ) and cells cycling ( B ) of each group after transfected with siRNA

WA AR Z P58 52 B4, CXCRT figfg 2
v e 93 2 D )T AT ) 200 1 R T, 4 o e 4
% 26 B D AR B AR 2B N B RS R 1. I
CXCR7 5B AT LA ) 20 0 F) 384 5 42 22 13T

FHE ST, IFBERE IR CXCR4 F1 CXCR7 I3k,
1 CXCR4 A9%4¢ 5 1] 5] AMD3100 J& CXCR7 (1)
W, CXCRT A48 o] LI5S CXCR4 145 &
RSy, B SCEE I e 2 7 L AR AN ]
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P Tu R W R T HA AR R T RE . AR AL IE
SCESRHTTER CXCR4 8 CXCR7 FE A, 4 B i) 3%
FEARZERE 1 ¥t BT [, (HEK 5 DB CXCR4 5§
CXCR7 DN HR DA B 14 5 2218 1 T 02
Ty . LA B85 R 5850 £ W], CXCR4 1 CXCR7 7E
25 EC gL WA AT A R R 2k, —F
2] R 4 UL R ] 4 % P AT e s IS 4 L O T e
RIHAHE R TR . ARG J5 S5 B RR AR
7 EC 4l CXCR4 .CXCR7 B4 5 B9 T i %
Z IR ATREC R o

Z Ak CXCR4 fl CXCR7 AR CXCLI2, F
LV HESZ, CXCR4 5 CXCL12 254 J5 5 | 40 i 4e
T TET A0 A P R 0 B R R )R E
AU DR e B 25 v B L 4R A . CXCR7 il CXCR4
5 CXCL12 34+PE45 4, H CXCR7 5 SDF-1 A
J1J2& CXCR4 9 10 5. CXCR4 Jiii i 5| 4 240 g ;N
3 AR AR 0 T IS S iE i , (H& CXCRT 454
SDF-1 J& , FFA5 A0 M5 3 9 A 4L, t AN 5 | e 200 ifd
TS, TR HAZ 3% 8 Wl AR R ik, DA T 81 240 i A1
() SDF-1 fHRJEE , ¥ 58 SDF-1 (MBS , CXCR4
PR 20 i A S 1) 3z 2h B s A A5 1S, IR
CXCRTFIAN TR 2" 250 A ™)
il ,CXCR7 fEfE[A I £ i5 EGFR H1CXCR4, CXCR4
H1 CXCR7 i i T 1l S J5 — ARS8 CXCR4 BT
PS5 85 b 19 AR K AT RS, TR RE, CXCRT fig
5 EGFR 45 & Wi 7 R — k. SR CXCR7 Al
CXCLI2 Z54 J5 Be S OE A OG5 538 4 , 4 MAPK
FAKT 5 538 % , i I HEWT, EGFR 5 MAPK {55
T % ) DT B VAR O

2% b 51 CXCL12/CXCR7 .CXL12/CXCR4
St FHIFE EC AU 2241 h il Re R IR
FAEBME L, 78048 AR ML EC 1Y
R AEBLTRRTR 7 A m S T U

(& % 3 Wk ]
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