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ABSTRACT Objective: To investigate the inhibitory effect of adiponectin (APN) on the proliferation, migration and invasion of en-
dometrial carcinoma HEC-1B cells and its molecular mechanism. Methods: The proliferation, migration and invasion of endometrial can-
cer cells HEC-1B were detected by sulfonyl rhodamine B (SRB) experiment and the cell migration (Transwell) experiment and scratch
tests, respectively. Western blot was used to detect the expression levels of adenosine monophosphate activated protein kinase (AMPK)
signaling pathway related proteins, AdipoR1, AdipoR2, cyclinD1 and cyclinE2. Results: Compared with the control group, the prolifera-
tion, migration and invasion of HEC-1B cells in APN group were significantly decreased (P<0.05). Compared with the control group, the
p-AMPK/AMPK ratio in the APN group was significantly increased, while the p-MTOR/mTOR and p-4EBp1 /4EBP1 ratios were signifi-
cantly decreased (P<0.05). Compared with the control group, the protein expression levels of cyclinD1 and cyclinE2 in the APN group
were significantly decreased (P<0.05). There was no significant difference in the expression of AdipoR1 and AdipoR2 between APN
group and control group(>0.05). Conclusion: APN can activate AMPK signaling pathway and down-regulate the expression of cyclinD1
and cyclinE2 proteins, thereby inhibiting the proliferation, migration and invasion of endometrial cancer cells.
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Fig. 1 Comparison of cell proliferation ability of each group

Note: Compared with control group, **P<0.05.
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Fig.3 Comparison of invasion ability of cells in each group

Note: Compared with control group, **P<0.05.
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Fig.2 Comparison of cell migration ability of each group

Note: Compared with control group, **P<0.05.
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Fig.4 Comparison of AMPK signaling pathway related protein expression

The ratio of protein level

levels in each group

Note: Compared with control group, **P<0.05.
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Fig.5 Comparison of expression levels of AdipoR1, AdipoR2, cyclinD1
and cyclinE2 proteins in each group

Note: Compared with control group, **P<0.05.
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