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The role of IL47 and its receptor in invasion and

metastasis of laryngeal cancer
Qu Shuai,Song Yang,Mei Jinyu,et al
( Dept of Otorhinolaryngology , The Second Affiliated Hospital of Anhui Medical University ,Hefei 230601)

Abstract Objective To investigate 1L47 and its receptor regulate JAK/STAT3 signaling pathway in the angio—
genesis of laryngeal cancer. Methods Serum levels of IL.47 and VEGF-A were determined in 70 laryngeal carci—
noma patients using ELISA. The levels as well as clinicopathological features were analyzed. Western blot assay was
used to detect the expressions of IL47,IL47R,JAK1/2,pJAK1/2,STAT3,p-STAT3,VEGF-A,COX2,MMP9 in
70 cases of laryngeal carcinoma. Statistics methods were applied to analyze the results. Results  Serum levels of
both IL47 and VEGF-A levels in patients were related to the degree of differentiation of laryngeal cancer, lymph
node metastasis and TNM stage ( P <0.05) , were unrelated to age,sex,primary tumor site. Western blot analysis
showed that at different times in development of laryngeal cancer, with the deterioration of laryngeal cancer, 1147,
ILA7R expression gradually increased, JAK1/2, pJAK1/2,STAT3, p-STAT3, VEGF-A, COX2 and MMP9 ex—
pressions were also significantly increased. Conclusion 11,47 may play an important role in angiogenesis of laryn—
geal cancer via regulating JAK/STAT3 signaling pathway.

Key words 11.47; laryngeal cancer; JAK/STAT3 signaling pathway



