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[ Abstract] Amyloid deposition diseases are a type of protein conformational diseases caused by the accu-
mulation of misfolded proteins inside and outside cells. Natural medicines draw the materials from the nature,
with a wide range of sources,stable effects and relatively small toxic and side effects. They are one of the best
sources of drug lead material. In recent years,some achievements have been made in the discovery of natural
drugs against amyloid disease based on traditional Chinese medicine. With the progress of science and technol-
ogy and the continuous innovation of separation and purification methods,small molecules of natural products
have become the main source of drugs for discovering and modifying amyloid deposition diseases. This article
reviews some advances in the screening and discovery of small molecules of natural products against amyloid
disease,and summarizes several major intervention points for interfering disease,including the inhibition of
enzymes,activation of degradation pathways,stabilization of protein structure,etc. The deep understanding on
the pathogenesis of amyloid diseases and summary of the research progress of natural small molecule will lay
a foundation for the prevention and treatment of amyloid diseases.
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