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Abstract ;[ Objective ] To explore the clinical value of serum VEGF and VEGFR-2 detection in evalua-
ting the efficacy of neoadjuvant chemotherapy for rectal cancer. [Methods]A total of 55 cases of rectal canc-
er patients treated in hospital from July 2013 to July 2014 were selected as study group,constituted by ox-
aliplatin,leucovorin and fluorouracil of FOLFOX6 therapeutic regimen were treated for patients. All pa-
tients received 2 courses of treatment. Another 50 healthy people were selected in same period as the con-
trol group,and the levels of serum VEGF and VEGFR-2 expression were detected by enzyme-linked immu-
nosorbent assay in two group. [ Results ] The levels of serum VEGF and VEGFR-2 in medium differentiation
group and highly differentiation group were significantly lower than those in the low differentiation group.
and the levels of serum VEGFR-2 and VEGF in highly differentiation group were significantly lower than
medium differentiation group(P’<C0. 05). The levels of serum VEGF and VEGFR-2 in IV stage were obvi-
ously higher than those in III stage( P<C0. 05). Before chemotherapy the levels of serum VEGF and VEG-
FR-2 in study group were significantly higher than the control group,after treatment the serum levels of
VEGF and VEGFR-2 in CR+PR group and SD group were significantly lower, PD group were significantly
increased,before and after chemotherapy,the difference was statistically significant( P<C0. 05) ;after chem-
otherapy the serum VEGF and VEGFR-2 in CR+ PR group and SD group were significantly lower than
that in PD group,and the serum VEGF and VEGFR-2 in CR-+ PR group were significantly higher than
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those in SD group ( P<C0. 05). The correlation analysis showed that the expression of serum VEGF and

VEGFR-2 in the study group was positively correlated before and after chemotherapy(P<C0. 05). [ Conclu-

sionJ]The VEGF,VEGFR-2 were sensitive biological indicator for the occurrence and development of color-

ectal cancer. By detecting the levels of serum VEGF and VEGFR-2 can be helpful to evaluate clinical effica-

cy and prognosis of adjuvant chemotherapy.
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