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[Abstract] Objective To explore the effects of growth hormone (GH) on the proliferation,cycle,inva-
sion,and migration of colon cancer cells and its possible mechanism. Methods GH3 cells with growth hor-
mone-type pituitary adenoma were cultured in vitro,and the secretion of growth hormone in the supernatant of
GHS3 cells was detected by ELISA. Colon cancer LLoVo cells in logarithmic growth phase were randomly divid-
ed into the control group and the experimental group. PBS was added to the control group,while high concen-
trations of recombinant GH were added to the experimental group. The two groups of cells were cultured in
vitro under the same conditions. CCK-8 method was used to detect the proliferation of the cells. Flow cytome-
try was used to detect the cell cycle. Transwell assay was used to detect the effect of growth hormone on the
invasion and migration of the cells. Western blot was used to detect the expressions levels of E-cadherin, N-
cadherin, Vimentin,and Snail-1 proteins in the cells. Results The results of ELISA showed that GH3 cells
could secrete a large amount of GH,and the concentration of GH in the supernatant was (1 208£9) ng/mL.
GH promoted cell growth in a dose-dependent manner within a certain concentration range, and GH 200
ng/mL was the optimal intervention concentration for subsequent experiments. Compared with the control
group,the cell cycle in the experimental group changed from G, phase to S phase and G, phase, the ratio of G,
phase cells decreased.and the ratio of S phase cells and G, phase cells increased (P <0. 05). Compared with
the control group, the number of the cell invasion and migration increased in the experimental group (P <<
0. 05) ,the expression levels of N-cadherin, Vimentin,and Snail-1 was up-regulated, while the expression level

of E-cadherin was down-regulated (P<C0. 05). Conclusion High concentration of GH promotes the prolifera-
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tion,invasion and migration of colon cancer cells,and induces the transition of cell cycle from G, to S and G,

phases. The mechanism may be related to the epithelial-mesenchymal transition (EMT) of colon cancer cells

promoted by high concentration of GH.
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