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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—
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MARCKS and promotes apoptosis resistance and invasion in pros—

Effect of microRNA-21 on invasion and metastasis of cholangiocarcinoma
Liu Zhen' > Huang Qiang' Liu Chenhai' et al

('Dept of General Surgery *Key Laboratory of Hepatopancreatobiliary Surgery of Anhui Province
The Affiliated Provincial Hospital of Anhui Medical University Hefer 230001)

Abstract Objective  To detect the effects of microRNA-21 on invasion and metastasis of cholangiocarcinoma
QBC939 cells. Methods MicroRNA-21 scamble mimics and inhibitor were constructed and transfected into
QBC939 cells. The blank control gruop( Cell) negative control group( Cell NC) micorRNA-21 mimics group( Cell-
21M) and microRNA-21 inhibitor group( Cell 211) were designed in this study. The expression of microRNA-21 was
examined by real-time RT-PCR. Then adhesion experiment was used to examin aggregation capability. Wound
healing experiment and transwell migration experiment were used to investigate the the migration capability. Tran—
swell invasion experiment was used to investigate the invasion capability of cells in each group. Results Compa—
ring with Cell the expression of microRNA=21 in Cell 21 M was added and in Cell 211 was reduced. Adhesion ex—
periment showed that aggregation capability of cells in Cell21M was increased and in Cell211 decreased ( P <

0.05) . Wound healing experiment and transwell migration experiment showed that migration capability of cells in
Cell 21M was increased and in Cell 211 decreased ( P <0. 05) . Transwell invasion experiment showed that invasion
capability of cells in Cell 21 M was increased and in Cell 211 decreased ( P <0. 05) . All the results had no differ—
ent significance in Cell NC. Conclusion MicroRNA-21 can promote the invasion and metastasis of cholangiocarci—
noma (QBC939 cells which suggest that microRNA-21 may play a vital role in the process of invasion and metastasis
of cholangiocarcinoma.
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