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The expression of IL-17 in papillary thyroid carcinoma and its clinical significance
Tu Yan,Shen Meiping™, Qin Ruihao
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[Abstract] Objective:To investigate the expression of [L-17 in human thyroid papillary carcinoma tissues, and explore the role of
IL-17 in the development of papillary thyroid cancer. Methods: Real-time RT-PCR, Western blot,immunohistochemistry assay were
used to detect the expression of IL-17 in 60 cases of papillary thyroid carcinoma,10 cases of nodular goiter,and 10 cases of
Hashimoto’s disease tissues. Statistics methods were applied to analyze the results. Results; (DThe level of IL-17 mRNA in papillary
thyroid carcinoma tissues was higher than that in nodular goiter tissues,and lower than that in Hashimoto’s disease tissues. While
While the level in paraneoplastic tissues was higher than that in the cancerous tissue,P < 0.05; @IL-17 protein in nodular goiter
tissues was rarely seen,but expressed in papillary thyroid cancer,higher in adjacent tissues and highest in Hashimoto’s disease
tissues by comparing the Western blot’s gray value; (3 Immunohistochemistry assay showed the expression of IL-17 in papillary
thyroid cancer and Hashimoto’s disease tissues,and no expression in nodular goiter tissues. The dyed brown areas in thyroid cancer
were mainly located on the edge of the tumor; @Clinical data statistics showed that the expression of IL-17 had no correlation with the
patient’s age,sex,tumor numbers,but related with tumor size,lymph node metastasis and TNM staging. Conclusion: The expression
of IL-17 increases in papillary thyroid carcinoma tissues. It may be involved in the occurrence and development of thyroid cancer by
interacting a variety of cytokines and inflammatory cells.
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Figure 1  The expression of IL-17 mRNA in benign an
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Figure 2 The expression of 1L-17 protein in benign and malignant thyoid tissues

AEEPE RN B BFAR TG 5 € HURIRFLSORAE ol D DR IREL S R 55 41 41
B3 IL-17 £EHARMR RAGTESOR AL P 9 704 (x200)
Figure 3 The distribution of IL-17 in benign and malignant thyoid tissues(x200)
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Tablel The correlation between IL-17 and the patients

clinical and pathological features of papillary

thyroid carcinoma
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