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Regulation of Leptin on the Proliferation, Migration and Invasion of Human Papillary Thyroid Cancer K1 Cells.
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Abstract Objective To study the effect of different concentration of leptin on the proliferation, migration and invasion on human
papillary thyroid cancer K1 cells. Methods Different concentrations of leptin (Ong/ml, 10ng/ml, 50ng/ml, 100ng/ml, 125ng/ml)
were used to treat papillary thyroid cancer K1 cells, and the MTT assay, scratch assay and transwell were used to assess the viability and
invasive ability of K1 cells respectively. Results The MTT assay results that leptin had no effect on the proliferation K1 cells (P >
, 47.383%

59.950% , 68.732% , 79.306% . 48 hours of scratch test migration rates were: 49.398% , 74.192% , 86.733% , 87.795% ,

0.05). KI cells were treated different concentration of leptin. After 24 hours the scratch test migration rates were; 40.201% s
90.005% . The results that the increase of leptin concentration and the extension of treatment time area were reduced and mobility en-
hanced. Transwell show that the number of cells traversing in polycarbonate membrance increasing trend sequentially (P < 0. 05).
Conclusion Leptin had no effect on the proliferation of K1 cells. But it could promote migration and invasion on K1 cells.
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