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Abstract: Objective To study the role of vascular endothelial growth receptor 2 ( VEGFR-2) expression
Methods
used to detect the expression of VEGFR-2 and CD31 in the specimens from 72 cases of BTCC, and then the mi-

and angiogenesis in bladder transitional cell carcinoma ( BTCC). Immunohistochemical staining was

crovessel density ( MVD) was measured in the tumors. Results
VEGFR-2 was 56. 94% .
of BTCC with different grade, stage,

Among the 72 cases, the positive rate of
There was no significant difference among the expression of VEGFR-2 in the specimen
and size. The MVD was significantly higher in grade Il , infiltrating
tumors , and comparatively large ( =3 em) tumors than in grades | and I (P =0.002 91 and 0. 007 37 respec-
tively) , superficial( P =0. 010 13) and comparatively small tumors (d<1 em and 1 <d <3, P =0.030 76 and
0. 047 69 respectively).

pression of VEGFR-2. Conclusion

There was no significant difference in MVD in the cases of positive and negative ex-
MVD may provide important information in evaluating malignant degree
and prognosis of BTCC. The expression of VEGFR-2 has no definite relation with the biological behavior of

BTCC, of which the cause may be that many different angiogenesis pathway can be switched on due to the heter-

ogeneity of tumor cells and VEGF-VEGFR-2 interaction on the proliferation of tumor cells may be limited.
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