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The molecular mechanism of MELF pattern invasion in endometrioid carcinoma
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Endometrioid carcinoma (EC) is one of the most common malignancies of the
female genital system. We reported previously that aldehyde dehydrogenase 1 (ALDH1) is related to
the tumorigenic potential of EC. We compared the levels of various proteins in human EC cells with
high and low ALDH1 expression and found that serum deprivation-response protein (SDPR) was
preferentially expressed in cells with high ALDH1 expression. Using SDPR knockout EC cells generated

using the CRISPR/Cas9 system, we revealed that SDPR was correlated with invasion, migration, the
epithelial-mesenchymal transition (EMT) and colony formation, as well as the expression of ALDH1.
RNA-sequencing showed that integrin-linked kinase (ILK) signaling is involved in the effect of SDPR
on ALDH1. Immunocytochemical analysis revealed that the localization of ILK at the cell cortex was
disrupted by SDPR knockout, potentially interfering with ILK signaling.
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