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Effect of Autophagy and Chinese Medicine Regulating Autophagy in
Treatment and Prevention of Diseases

LI Huan, MIAO Ming-san”®
( College of Pharmacy, Henan University of Chinese Medicine, Zhengzhou 450046, China)

[ Abstract | Autophagy is a widespread phenomenon in eukaryotic cells, with the aim to maintain the
intracellular homeostasis and the constant update of intracellular components, and play a crucial regulatory role in
maintaining the normal physiological state of cells. It is a way to degradate by relying on lysosomal, has organelles
for clearing intracellular protein aggregates and damages, and maintains intracellular homeostasis. At the same
time, it is also involved in many physiological and pathological processes of cells, especially closely related to the
occurrence and development of tumors and neurodegenerative diseases. In recent years, traditional Chinese
medicine (TCM) monomers have been found to have mechanisms for impacting and inhibiting the occurrence and
development of tumor through the regulation of some signaling pathways of autophagy; In addition, TCM has many
breakthroughs in the theoretical knowledge of prevention and treatment of neurodegenerative diseases. This article

describes the signal pathways closely related to autophagy, such as rapamycin-targeted protein signaling (mTOR)) ,
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phosphatidylinositol 3-kinase/protein kinase B signal transduction pathway ( PI3K/Akt), reactive oxygen species
signaling (ROS) and nuclear factor (NF) -xB. In addition, it also summarizes the effect of TCM monomers in the
treatment of tumor and neurodegenerative diseases by regulating autophagy mechanism and its molecular mechanism
of action. Many studies have shown that TCM monomers can improve autophagy via autophagy pathway and play an
important role in treatment and prevention of tumor and diseases, such as Parkinson’s disease, Alzheimer’s disease
and Huntington disease. The study of the effect of TCM monomers in the prevention and treatment of cancer and
neurodegenerative diseases provides new ideas and methods, in the expectation of providing basic theoretical
support for TCM medicine research workers in exploring the role of TCM in the regulation of autophagy, and find

more TCM and its monomeric compounds through the regulation of autophagy for the treatment of tumors,

neurodegenerative diseases and other diseases.
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Fig.1 Introduction of cell autophagy figure
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