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p62 and NBR1 can mediate the selective
entrapment of autophagic substrates, functioning
as cargo receptors for ubiquitinated protein
aggregates and organelles. These proteins
contain in fact the LCS3-interacting sequence
WXXL/I which can serve for the targeting to the
autophagosome of the bound substrate.
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The phosphatidylinositol 3-kinase (PI13K)-mammalian t arget of
rapamycin (mTOR) pathway regulating autophagy
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ROLE OF STROMA CELL-TUMOUR CELL INTERACTION
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Hotchkiss et al., 2009

Varoius apoptotic stimuli
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Another intrinsic death pathway:

THE LYSOSOME-MITOCHONDRION AXIS




