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LKBI1 Expression in Human Papillary Carcinoma of Thyroid and Its Biological Significance. ~Shen Fengqing,Yao Jun,Yang Jingjin,Yang
Linjun , Jin Xiaoyan ,Liang Yong. Department of Oncology, The Frist Clinical Medical School, Wenzhou Medical College, Zhejiang 325000 ,
China
Abstract Objective To compare the mRNA and protein expression of LKBI1 in the papillary thyroid carcinoma and normal thyroid
tissue, and investigate its biological significance. Methods LKBI protein was detected by immunohistochemistry and Western blot in 25
cases of human papillary carcinoma of thyroid, 25 cases of normal thyroid tissues around the nodular goiter as control. The expression of
LKBI mRNA was detected by real — time PCR in above cases. Results Compared with normal thyroid tissue, LKB1's expression was sig-
nificantly reduced both in protein and mRNA level in papillary thyroid cancer( P <0.05,P <0.01) ,and reduction of LKB1 protein were
reverse correlated with lymphatic metastasis (P <0.01). Conclusion LKBI was lower expression in the papillary thyroid carcinoma both

in gene and protein level, suggesting that LKB1 plays a negative regulation role in the formation of papillary thyroid carcinoma and lymph

node metastasis.
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