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Expression and Clinical Significance of COX -2, VEGF and TGF - B, in Thyroid Carcinoma. Yin Dongqing,Zhang Huayuan,Wu Wen.
Pathology Department, City Hospital of Taizhou in Zhejiang Province, Zhejiang 318000, China

Abstract Objective To investigate the expression and clinical significance of COX -2, VEGF and TGF - 8, in thyroid carcinoma.
Methods The expression of COX —2,VEGF and TGF — B, was detected in 75 cases with thyroid cancer and 20 cases of normal thyroid
tissue by MaxVision™/HRP immunohistochemistry method. Results The expression of COX —2,VEGF and TGF - B, in thyroid carcino-
ma was 74.67% ,72.00% and 68.00% ,which were observably higher than those in the normal thyroid tissue,with significant difference
(X" =36.376,33.366,21.535,P =0.000) . The expression of COX —2,VEGF and TGF — B, was significantly different with lymph node
metastasis status, was positivly correlated with TNM (r =0.277,P =0.016;r =0.402,P =0.000;r =0.272,P =0.018). The expression
of COX -2 was positively related to the expression of VEGF(r =0. 661,P =0.000) . The expression of VEGF was positively related to the
expression of TGF —= B, (r =0.782,P =0.000). The expression of COX — 2 was positively related to the expression of TGF — B, (r =
0.783,P =0.000). Conclusion Over - expressed COX -2, VEGF and TGF - B, plays important roles in the neoplasm metastasis and

invasion. COX -2 and TGF - 8, might positively regulate VEGF to increase the vessel, promote tumor growth and invasiveness.

Key words Thyroid carcinoma; COX -2;VEGF;TGF - B,
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