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2T ERMA(HH=3.14.6.15.6.67,P 3 <0.05), 5 bFGF LA, 7R Bl K E AR 4 40 e P pSTAT3 & & 4B &
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Effect and mechanism of bFGF antibody on proliferation , migration and angiogenesis of human colorectal can-
cer associated endothelial cells YU Jie, SONG Zekai, CAl Xiexiao, et al.Department of Gastroenterology , The Third Af-
filiated Hospital of Wenzhou Medical University , Wenzhou 325200, China.

[Abstract] Objective To investigate the effects of basic fibroblast growth factor (bFGF) antibody on the proliferation,
migration , angiogenesis and transcriptional activator 3 (STAT3) pathway of human colorectal cancer (CRC) related endo-
thelial cells. Methods The formation of human umbilical vein endothelial (HUVECs) cells induced by LOVO cell cul-
ture of colorectal cancer was studied.The effects of bFGF antibody on proliferation , migration and tube formation of endo-
thelial cells stimulated by bFGF were determined by CCK-8 method, and tube formation test.The expression of STAT3
pathway protein was determined by Western blotting. Results Compared with antibody group, the proliferation inhibition
rate of endothelial cells in combined group with different concentration of bFGF antibody was significantly increased (=
13.65,25.95,55.07,32.43, P<0.05).Compared with the control group, the migration distance of endothelial cells in dif-
ferent antibody concentration groups was significantly shortened (1=3.69,7.19,7.29,14.34, P<0.05) , and the increase of
inhibition rate and the reduction of migration distance in each group were dose—dependent (:=19.57,18.00,5.59,3.51,
3.46,4.77,P<0.05).Compared with the control group,the number of endothelial cell lumen formation in antibody group,
thunder reactant group and combined group was significantly reduced (1=2.58,13.85,17.16, P<<0.05) , the number of
thunder reactant group and combined group was significantly less than that in antibody group,and the number of com-
bined group was significantly less than that in combined group (:=3.14, 6.15, 6.67, P<<0.05).Compared with bFGF
group, the expression level of pSTAT3 in all anti-

DOI:10.13558/j.cnki.issn1672-3686.2024.008.005 body groups was significantly decreased (1=2.21,
FLGIH R (Y20210916) 6.14,10.60, 14.16, P<0.05) , and the decrease was
YEF BN 2325200 WRVLIRIN , IR N BERL R 240 e 56 = significant with the increase of antibody concentra-
e H ISR CRZS BT BT ) B CRIEDL) tion (1=3.59,3.41,6.23, P<0.05).Conlusion bF-
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GF antibody can significantly inhibit cell proliferation, migration, and angiogenesis stimulated by bFGF.The inhibition has

a dose—effect and may be related to the inhibition of STAT3 phosphorylation.
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IR 5 R bEGE XA, bFGF 4 N % 20 ng/mL
bFGF, £ B4l 4 7 9 % 0.25 .1 .4 .16 pmol/L
bFGF 4i & 1 20 ng/mL bFGF, 55 3% 24 h Ji 241k 40
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W, BE IS AR R G I /AT STAT3 3 B 2 1 3%
kah
1.3 Siibefnk: RHAISPSS 16.0 48 it2# 5k ik 4 T
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% 5F 40 0.25 wmol/L bFGF Hif& b4, P<0.05;": 5
1 wmol/L bFGF HUK L E: , P<<0.05;° : 5 4 pmol/L bFGF Hiifk
LA, P<0.05; 4 : SRV EPUIRA LLEL, P<0.05,
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AN B 30 2L PR B A M P 3 B T o R L A, 25 5
H Bt X (F=454.85, P<0.05) , B¢ 45 40 9 146 1
B, BEAE BUACHE BE T, PN B At 33 B 400 ) 25 34
THE (143 51=19.57.18.00.5.59, P34 <0.05) ., 5[d]
VR BE AR LA, B0 A DA 2 200 34 10 o 3 1 1]
I, 2R IA SR L (143 91=13.65.25.95
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(F=57.44, P<0.05) . 5 X B 41 Hb %, bFGF 4
pSTAT3 # H % ik 7t 3 K (=11.19, P<0.05) , 5
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