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Melatonin inhibits proliferation of human lung adenocarcinoma

AS549 cell line possibly through MAPK signal pathway
Zhou Qiaoyun' Gui Shuyu' Zhou Qing” et al
('Dept of Respiratory Medicine The First Affiliated Hospital of Anhui Medical University Hefei 230022;
?Laboratory of Molecular Biology Dept of Biochemistry Anhui Medical University Hefei 230032)

Abstract Objective

To explore the effect of melatonin on the proliferation of human lung adenocarcinoma cells
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and its mechanism. Methods Regard lung adenocarcinoma cancer cell strains as the research object. The A549
cells were treated with different concentration of melatonin ( Mel) . The proliferation of A549 cells was observed by
MTT assay. The change of cell morphology was observed by light microscope. The expression of MAPK related pro—
tein and OPN was analyzed by Western blot. Results Mel could inhibit the proliferation of A549 cells in a dose—
dependent and time-dependent manner. Compared with control group A549 cells in the group treated with Mel be—
came lesser more irregular bigger intercellular gap non-everlapping and monolayer. The Western blot analysis il—-
lustrated that 2. Ommol /L. Mel could significantly decreased the expression of phosphorylation of JNK p38 and OPN
in A549 cells (P <0.05) and the expression of phosphorylation of ERK was increased ( P <0.05) compared
with control group. Conclusion Mel can inhibit the proliferation of A549 cells in a dose-dependent and time-de—
pendent manner which may be related to decrease the expression of OPN by regulating the phosphorylation level of
MAPK signal pathway.

Key words melatonin; human lung adenocarcinoma A549 cell; cell proliferation; signal transduction; osteopon—

tin



