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CXCR4 positive cells from Lewis lung carcinoma cell line have proangiogenesic potentials”
NIAN Wei-qi' , CHEN Fang-lin' , AO Xu-jun®, et al.
(1. Cancer Research Center, Xingiao Hospital, Third Military Medical University,Chongqing 400037, China;
2. Department of General Surgery, No. 532 Hospital of PLA, Huangshan, Anhui 245000, China )
Abstract: Objective To study the important role of CXCR4-positive LLC in the primary stage of tumor angiogenesis. Methods
Location relationship of CXCR4-positive LLLC and vascular endothelial cells was observed by laser scanning confocalmicroscope
(LSCM). Isolated by magnetic cell sorting, VEGF and MMP9 mRNA were evaluated by RT-PCR in CXCR4-positive and CXCR4-
negative LLC; VEGF, MMP9 and CD31 protein were analyzed by immune- histochemistry in CXCR4-positive and CXCR4-negative
subsets growing tumor tissue. Results Most of CXCR4-positive LLC were close to vascular endothelial cells,aberrant vasculature
around it was forming. The expression of VEGF mRNA in CXCR4-positive LLC(0. 4398+0. 059) was higher than that in CXCR4-
negative LLC (0. 2899 =40. 0031) ( P<C0. 01), the expression of MMP9 mRNA in CXCR4-positive LILC(0. 6223 40. 0136) was
higher than that in CXCR4-negative LL.C (0. 57924-0. 0174) ( P<<0. 05) ,MVD of CXCR4-positive subsets growing(56. 8744. 83)
was higher than of CXCR4-negative subsets growing tumor tissue(43. 5244, 91) (P<C0. 01). Conclusion CXCR4 positive cells

from Lewis lung carcinoma cell line have proangiogenesic potentials.
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BRI 4LV R (2 8026) .38 % LA 1 9 NSCLC 8 i
HI AR AE R AL R . MR B A R SRRV B 0 AR RS T
1078 £E 1 (angiogenesis) 3T R AIF5Y & 30 . i 9 1 2 B 757 2 il
B W R IFE EEVER . CXCR4 J& B AT 2 28 VE M+ 41 i
R EEE R M ARG = . B AE# DL CXCR4 fE N Lewis i 4
I (Lewis lung carcinoma, LCC) 43k b5 iz . AF 28 CXCR4 FHM:
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WK R TgG $iik . TRITC F51C A9 L E Bt e 1gG Pkl B
DU A B s i/ Bl MMPY £ 5o e B ik i A b st R

Ui DB SABC-AP R FI & A 1184 TR A H .,

1.2 kR NR Lewis Ji 40 Bk B DO )1 % 40
AR B C57BL/6 /NEL.4~6 JB L METE A = A E A2k
Py P AL OB R L R M B Leica TCS SP5, fi 4 — %2
[ 2 A 12 2 b0 S B AR AL

1.3 ZifdEgR  LLC & 10 %4 i i DMEM B 33 3L 78
37°C 5% CO: £MET 3R,

1.4 kAT @ BOSBE KA LLC 40, 4% 40
JHL e BE PR A& 1< 10° 4~ /mL, il A PE #5ic B9 CXCR4 Hip 4 (1
: 500) . %t HEZH A PBS, & M F 30min; i 25 77 8 A2 641
K, PBS 19k . 5min X 3 Y@ T A RB A LR E B MET
WA

1.5 BHBAL oot br et B SR KM LLC
200 f P 2 BV R A M R BE I KON 5 10° AN /mL, 4
JlE W LA 0. 2mL/ R 3R T C57BL/6 NRA ML T .3 A5,

o JEETUH K AR BRI &R “8637 T H (2007AA02Z129) ; %K A SR B H 4 Ti H (30901790); IR A AR ¥ LT H

(2008BB5117), &

J# IAE# . E-mail ;: chenzhengtang(@ mail. tmmu. com. cn,



2826

N BT T JR A VIR R VK R U0 R s U0 R vk TS R
10min, PBS &%k, 5min X 3 ¥ ; il A CXCR4 #7144 (1 ¢ 100) Flt-
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1 VEGF(A) . MMP9(B) mRNA 7 LLC K[
T E R RIE

3 it it
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