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Abstract: Objective  To explore the roles and the significances of angiopoietin-2( Ang-2) , vascular endo-
thelial growth factor(VEGF)and VEGFR-3 expression and their relationship with clinicopathologic char-
acteristics of larynx squamous cell carcinoma. Methods Immunohistochemical staining was used to detect
Ang-2, VEGF and VEGFR-3 expression in larynx squamous cell carcinoma and adjacent normal tissue.
Results The expression level of Ang-2. VEGF and VEGFR-3 was significantly higher in larynx squa-
mous cell carcinoma than in adjacent normal tissue (Ang-2, P<C0. 01; VEGF, P<0. 01; VEGFR-3, P<<
0.01). There was no significant correlation between Ang-2 expression and tumor differentiation or lymph
node metastasis(P>>0. 05). VEGF and VEGFR-3 expression was correlated with lymph node metastasis
(P<<0. 05) but not tumor differentiation(P>>0. 05). Positive correlation was found between expression
of Ang-2 and VEGF (r = 0. 8193, P<C0.01), also between expression of VEGF and VEGFR-3 (r =
0. 7365, P<<0. 01). Conclusion Expression of Ang-2, VEGF and VEGFR-3 was closely associated with
tumor angiogenesis and maturity. Their overexpression may play a major role during the development of
larynx squamous cell carcinoma.
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Figure 1 Expression of Ang-2 in throat squamous cell carcinoma Figure 2 Expression of VEGF in throat squamous

cell carcinoma Figure 3 Expression of VEGFR-3 in throat squamous cell carcinoma
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Table 2 The relationship between expression of Ang-2, VEGF and VEGFR and clinicopathological characteristics

Group n  Ang-2(meandensity) P VEGF (meandensity) P VEGFR-3(meandensity) P

Path -grade

poorly differentiated 15 0.19£0.02 0.21%0.02 0.20£0.05

moderately differentiated 30 0.21£0.04 =0.05 0.18£0. 04 =0. 05 0.22%0.03 =0. 05

well differentiated 18 0.23£0.01 0.18£0. 01 0.23£0.03
Transfer

Yes 41 0.18%+0.03 0.22%0. 05 0.26 0. 05

No 22 0.19£0. 04 =0. 05 0.18=£0.07 <0. 01 0.22£0.03 <C0.05
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