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Intrinsic Apoptosis mediated by mitochondria

a e e b
Extracellular 5 ° : : llula
ntracellular stress
stress E C T rOST
Death receptors ' :
ey | )
_ DISC . /
Dependency \ ’/ f ,/ / /
receptors ! Procaspase 8 T, / é’

‘E"‘.'f ®oe o
‘-'I' Caspase& L %o 0o \
' eCYTC
P
r,:;&APAH rocaspase 9
+dATV-£‘Q
B1D,f“‘* ‘j
r* il
D
Apoptosome
Procaspase 3 (\’(\—f\ )
> BT < \} Caspase9
("\r’ﬂ:’{ﬁ b
- > -\ Caspase3 Caspase-independent effectors
Apoptosis = J

Mature Reviews | Meuroscience



Crosstalk between intrinsic and

extrinsic apoptosis
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FADD and Caspase 8 are major factors inducing extrinsic pathways
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Pyroptosis

Pyroptosis is a form of programmed cell death associated with
antimicrobial responses during inflammation. In this process, immune
cells that recognize certain danger signals within themselves produce
cytokines, swell, burst and die.

This releases the cytokines, attracts other immune cells to fight the
infection and contributes to inflammation. Some examples of
pyroptosis include salmonella-infected macrophages and abortively
HIV-infected T helper cells.



Pyroptosis
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Embryonic lethality of FADD or Caspase—8 KO mice are rescued by

RIP1/RIP3 deficiency
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Immune response Necroptosis
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TNF-a superfamily-mediated cell death pathways include apoptosis and

necroptosis
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Regulators affecting apoptosis or necroptosis
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