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Apoptosis: programmed cell death
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Abstract

Apoptosis, or programmed cell death is a crucial physiological process to eliminate abnormal

cells or dysfunctional cells. Mechanisms of apoptosis regulation by a series of signal cascade,

in which caspase activation. The two apoptotic pathways are extrinsic and intrinsic pathways.

The binding activated the extrinsic pathway of death receptors, located on the cell membrane,

with their ligand. In contrast, signals mediated the intrinsic pathway originating from inside the cell.
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@ Cancer : e AIDS :
Colorectal T lymphocytes
Glioma Neurodegenerative diseases :
Hepatic Alzheimer’s disease 17
Neuroblastoma Amyotrophic lateral sclerosis

Leukaemias and lymphomata Parkinson’s disease 19

Prostate Retinitis pigmentosa 20
® Haematologic diseases :
Aplastic anaemia 21
Myelodysplastic syndrome
T CD4+ lymphocytopenia
G6PD deficiency
® Tissue damage :

Myocardial infarction

@ Autoimmune diseases :
Myastenia gravis
Systemic lupus erythematosus

Inflammatory diseases:

Bronchial asthma

Inflammatory intestinal disease
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Pulmonary inflammation

@ Viral infections :
Adenovirus 6

Ischaemic renal damage
Polycystic kidney

Baculovirus
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