WHAT IS AUTOPHAGY ? Three types of AUTOPHAGY
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MANIPULATION OF THE AUTOPHAGY-LYSOSOMAL How is autophagy regulated
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The phosphatidylinositol 3-kinase (PI3K)-mammalian t arget of
rapamycin (mTOR) pathway regulating autophagy
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mTOR-independent pathway regulating mammalian autophagy:
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COMPLEX INTERPLAY BETWEEN CELL DEATH PATHWAYS
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THE COMPLEX CROSS-TALK BETWEEN AUTOPHAGY AND APOPTOSIS

Autephagy/Apoptosis Partnership
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DUAL ROLES OF AUTOPHAGY IN CELL SURVIVAL AND DEATH

Autophagy Paradox: Dual Roles
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THE ROLE OF AUTOPHAGY IN PREVENTING
NEOPLASTIC TRANSFORMATION
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Table 2 Morphological aspects of different modes of cell death”

Cell death mode Characteristic morphological aspects

Notes

Apoptosis (Type 1) Rounding up of the cell
eduction of cellular and nuclear volume (pyknosis)
etraction of pseudopodes

@ Nuclear fragmentation (karyorrhexis)

@ Little modification of cytoplasmic organelles

@ Plasma membrane blebbing

@ Lack of chromatin condensation
Massive vacuolization of the cytoplasm
(double-membraned autophagic vacuoles)

Autophagy (Type 2)

Necrosis (oncosis) (Type 3)

toplasmic swelling
@ Rupture of plasma membrane

® Swelling of cytoplasmic organelles
@ Moderate chromatin condensation

Multinucleation
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Fig. 3.9 Major events in necrosis.

‘Apoptosis' is the original term introduced by Kerr
et al.* to define a cell death with specific
morphological features.

“Autophagic cell death’ defines cell death occurting
with autophagy, though it may misleadingly s
aform of eath occurting through autophagy.

“Necrosis'identifies, in a negative fashion, cell death
lacking the features of apoplosis or autophagy, and
usually appears as oncosis.*®

“Mitotic catastrophe refers to a cell death occurring
during or shortly after a failed mitosis.'*
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Another intrinsic death pathway:

THE LYSOSOME-MITOCHONDRION AXIS
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