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Regulation of lysosome function in cellular adaptation to acidic environment
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In this study, we found that phosphatase of regenerating liver (PRL), which

is highly expressed in metastases of colon cancers and promotes cancer malignancy, alters the
cellular response to environmental pH, making cells proliferate selectively in acidic condition.
Moreover, we also clarified the molecular mechanism of this phenomenon by stimulating lysosomal

exocytosis, a fusion of lysosomes to the plasma membrane.
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