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Research progress in autophagy and central neurological diseases related
to microglial activation
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Abstract : Autophagy is a highly conserved process in eukaryotic cells, which is used to degrade and recy-
cle the biological macromolecules and organelles in cells. Autophagy is critical to maintain the dynamic bal-
ance of nerve cells and their survival in the absence of nutrients,and plays an important role in the develop-
ment of central neurological diseases. Microglia is the main component of the central nervous system,which
plays an important role in immune surveillance under normal conditions. Activated microglia produces a vari-
ety of immune effector molecules mediating the chronic inflammation which has become an important partici-
pant in the process of neuronal injury. This review will briefly introduce the research progress of autophagy

and central neurological diseases,and discuss the role of microglia activation and autophagy in the pathogen-

esis of central neurological diseases.
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