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Downregulation of AMOTL?2 promotes endometrial cancer progression via the Hippo/YAP1 signaling pathway
Li Mai, Jin Jiabei, Jin Xiaofeng (Women and Childen’s Hospital of Ningbo University, Ningbo 315010,
Zhejiang, China)
[Abstract]Objective To investigate the mechanism by which downregulation of angiopoietin-like protein 2 (AM-
OTL2) expression promotes the progression of endometrial cancer (EC) via the Hippo/yes-associated protein 1
(YAP1) signaling pathway. Methods Bioinformatics analysis and immunohistochemistry (IHC) were used to evalu-
ated the expression of AMOTL?2 in EC samples. The proliferation, migration and colony formation of EC cells were as-
sessed by cellular phenotype experiments. The YAP1 phosphorylation and epithelial-mesenchymal transition (EMT)-re-
lated proteins were detected by western blot. Results  The expression of AMOTL2 in EC samples was significantly
decreased than that in normal endometrial samples (P << 0.05). Low expression of AMOTL2 facilitated the activation
ofthe Hippo/YAP1 pathway and promoted EC cell proliferation, migration and EMT (all P << 0.05). Verteporfin could
inhibit the proliferation and migration of EC cells caused by low expression of AMOTL2 (all P << 0.05). Conclusions

These findings reveal a novel molecular mechanism of EC tumorigenesis due to the low expression of AMOTL2
induced Hippo/YAP1 pathway activation and shed light on the therapeutic potential of targeting the Hippo/YAP1 pat-
hway in AMOTL2 low-expressed EC by the treatment of verteporfin.
[Key words] Endometrial neoplasm; Carcinoma; Angiopoietin-like protein 2; Hippo/yes-associated protein 1;
Verteporfin
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