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Investigation of Autophagy and apoptosis pathway in neurodegenerative disorders
utophagy and apoptosis are the most physiologic processes in the maintenance of cellular

A homeostasis. Autophagy pathways targeted the cytosolic proteins and damaged organelles.

Cell rounding, membrane blebbing, cytoskeletal collapse, cytoplasmic condensation, nuclear pyknosis,

chromatin condensation, and formation of membrane-enveloped apoptotic bodies, are the main

characteristic of apoptosis cell death which are rapidly phagocytosed by macrophages cells.

Deregulation of autophagy plays a pivotal role in progress of many diseases. We investigated other

findings that indicate the role of autophagy in neurodegenerative diseases.
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