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[ =] BBY: WEEEMMmATAE N F -1 (stromal cell derived factor-1,SDF-1) X AL PN K 40 (human microvascular
endothelial cell line-1, HMEC-1) DTRE RSN, FEXTAHSCHLRIEA TRIAEARIT , I BT SDIF-1 AR PRI B R MER . Fik Ik
HNESE HMEC-1, 23 375535 H b I AR [R1 e B A SDF-1(0.25.50,100 we/L) , Western blot 4l HMEC-1 #1 PI3K/Akt F1 MAPK/
Erk {5538 BRI O, MTT A 4 /- HMEC-1 S45E AR T-RE 1 (A (RIS O, QIR A & 52504600 HMEC-1 iER R
HIZEAE TSI . SR FH PI3K/ Akt F1 MAPK/Erk {5 518 B4 LY294002 1 U0126 FHIKT HMEC-1 H' PI3K/Akt F1 MAPK/Erk 15518
B&J5 , FELL SDF-1 403 HMEC-1, MTT 3 =40 /0TI HMEC-1 B45FNE TR 1) 928 Ab 15 80 s RIIR AL S 30k HMEC-1 1%
MAET BB ARG, 558 : Western blot Z5 5 7% ,25 we/L #Y SDF-1 4 FEEI ] 3164k HMEC-1 H 4 PI3K/Akt Fl MAPK/Erk {5
SiE g, HBEE SDF-1 4Bk B9 TH R, PI3K/Akt Al MAPK/Erk {5 518 BTG ALK EZ W 16 . 7] 0 pg/L B SDF-1 AbFEZHAR L,
25.50,100 pg/L [ SDF-1 ¥J7] W hsE HMEC-1 35 FEREE ST (P < 0.01), 340 HMEC-1 B T7K (P < 0.01), HaXFpfE
FHEA TR, 252R A LY294002 F1 U0126 BHIET HMEC-1 H1#% PI3K/Akt 1 MAPK/Erk {55 #%)5 ,SDF-1 it HMEC-1 3%
FERLARE S) KM HMEC-1 JAT-RYBE J1 ¥ B E B (P < 0.01), £5if:SDF-1 3l i% 1k PI3K/Akt Fl MAPK/Erk {5 53 % , #E 1
{Et HMEC-1 AYBEFEAIERS , IF- 30 HMEC-1 A9 T 7K, AT 2R IR IR L A28 o & 45— BVE
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SDF-1 affects human microvascular endothelial cell function by influence PI3K/Akt and

MAPK/Erk signaling pathway
Gao Jing,Zhu Hongxia, Wang Minzhe ", Gou Jing,Zhang Li
(Department of Endocrinology ,the Fifth Affiliated Hospital of Xinjiang Medical University , Urumqi 830011 ,China)

[Abstract] Objective:To observe the effect of stromal cell derived factor-1(SDF-1)on human microvascular endothelial cell line-1
(HMEC-1),and study the relevant mechanism. Methods;HMEC-1 cells were treated with SDF-1 of different concentrations
(0,25,50,100 pg/L),then the phosphorylation level of PI3K/Akt and MAPK/Erk were detected by Western blot,and the
proliferation ability and apoptosis rate of HMEC-1 cells were detected by MTT and FCM. Changes on migration ability of HMEC-1
cells was detected by wound healing assay. MCF-7 cells were pretreated with PI3K/Akt and MAPK/Erk signaling pathway inhibitor
to observe the effect of PI3K/Akt and MAPK/Erk signaling pathway on SDF-1 induced proliferation,apoptosis and migration in
HMEC-1 cells. Results: Compared with 0 pwg/L SDF-1 treated group,25,50 and 100 pg/L SDF-1 treatment actived PI3K/Akt and
MAPK/Erk signaling pathway,promoted proliferation and migration ability,and induced HMEC-1 cells apoptosis (P < 0.01),and those
effects were concentration-dependent. When pretreated with PI3K/Akt and MAPK/Erk signaling pathway inhibitor,the effect of SDF-1 on
promoting proliferation and migration ability,and inducing HMEC-1 cells apoptosis ability were significantly blocked. Conclusion; By
activation PI3K/Akt and MAPK/Erk signaling pathway,SDF-1 can promote proliferation and migration ability,and induce HMEC-1
cells apoptosis, thus plays a role in diabetic angiopathy.
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1.2.3  Western blot
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FiHe K SDF-1 |, 45lh PI3K/Akt {55 i 40 i 571
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Figure 1 The effect of SDF-1 on the phosphoralation of Akt and Erk
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Figure 2 The effect of SDF-1 on proliferation, apoptosis and migration of HMEC-1

BT, AR SDF-1 7] g &34 HMEC-1 fY3855
R FERERE Sy, WP HMEC-1 (98 T-/KF, H
IXEEVE P EAT R L i — 25 R F LY294002
F1 00126 FHIBr HMEC-1 H %) PI3K/Akt Fil MAPK/
Erk {55385, 459 W8 SDF-1 /¢ HMEC-1 #45
FIIERLRE ) B ] HMEC-1 P8 T 19 BE 1 ¥ B 3%
BHLIBE, Piit, AFgRE R s, SDF-1 o] 3@ i G



535 4555 o W
201549 A 7 BFSE . SDF-1 31 PI3K/Akt I MAPK/Erk {553 B AN P9 S M D r=A5m) - - 1209 -

A Control SDF-1 1.Y294002 B Control SDF-1 U0126
p— -
p-Erk2 -

47 * « 37
B T oA *
2 *
X 31 i 1
i # 24
.,; =<
=2 27 =
I I
8 B 11
17 Q
—é ’_T_l # = #
ég 0 T T T L;_‘ 0 r . 'l||
Control SDF-1 LY294002 Control SDF-1 o126
5 control AL, *P < 0.05; 5 SDF-1 4AHLL,*P < 0.05,
El 3 PI3K/Akt 1 MAPK/Erk 15 S & B R BT 20 R 44 T
Figure 3 Check the inhibit effect of PI3K/Akt and MAPK/Erk pathways inhibitor
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Figure 4 The effect of PI3K/Akt and MAPK/Erk pathways on proliferation, apoptosis and migration of HMEC-1
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