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Pinl-Akt

Re?ulatory mechanism for Pinl-Akt related factors in phospholipid dynamics of
cellular membrane.
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Prolyl isomerase Pinl has been shown to play an important role in the
formation of early endosomes and LC3 puncta which observed during autophagosome formation as one of
the regulation of plasma membrane phospholipid dynamics.

Pinl cooperates with the clathrin-dependent endocytosis regulator HIP1R to lysosome-dependently
degrade PD-L1 which is a target factor of cancer immunity and ENT1 which is a nucleic acid
transporter. Regulation of the degradation of major cancer-related factors by Pinl affects not only
tumor cells, but also cancer-related fibroblasts (CAFs) that form cancer-supporting stroma tissues
in the cancer microenvironment, and treatment and treatment with CAF which is affecting drug
resistance of tumor.
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