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Abstract; [ Purpose | To investigate the effect of bevacizumab on vascular endothelial growth factor
(VEGF) receptors on colorectal carcinoma cells. [Methods ] The changes of VEGF receptors ex-
pression on colorectal carcinoma cell at different concentrations of bevacizumab were detected by
RT-PCR and western blotting. [Results] Compared with the controls,the expressions of VEGF
were both decreased on bevacizumab-induced colorectal carcinoma cells(P<0.05). Besides the ex-
pressions of VEGFR1 and VEGFR2 were both up-regulated on bevacizumab-induced colorectal
carcinoma cells (P<0.05). [Conclusions] Bevacizumab induced the up-regulation of VEGFR1 and
VEGFR2 on colorectal carcinoma cells.
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Figure 6 Relative protein expressions of VEGFR1 and pVEGFR1 of colorectal carcinoma cells

100 F
¥ *
L] L) L) L)
0 25 50 100 200 400
Concentration(pg/L)
C D
- >
5 o0 %
£ g
2% 40 5 3
Sy fa
5 S ==
Tz B =
2 of £2
£= £
e e
Qi:o 0 T T T 1 Di:o —r———
0 25 50 100 200 400 0 25 50 100 200 400
Concentration(pg/L) Concentration(pg/L)

%@ A 2015 F % 24 A% 88 China Cancer, 2015,Vol.24,No8




HCT116 cells
Bevacizumab (pg/L) 0 25 50 100 200 400

pVEGFR2 — - G— G—

VEGFR2

B-actin - -

HTO cells
Bevacizumab (pg/L) 0 25 50 100 200 400

pVEGFR2

VEGFR2

B-actin

Figure 7 Western blotting showing expressions of
VEGFR2 and pVEGFR?2 of colorectal carcinoma cells
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Figure 8 Relative protein expressions of VEGFR2 and pVEGFR2 of colorectal carcinoma cells
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