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Research progress on the pathways of cardiovascular system injury caused
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Abstract;  Different doses of ionizing radiation can damage cardiovascular system by different pathways. High doses of ionizing
radiation can directly cause damage to microvascular endothelial cell barrier function, affect the expression of cell adhesion mole-
cules and other biological macromolecules, and lead to chronic microvascular endothelial cell injury, such as inflammatory cell in-
filtration, fibrosis and necrosis. And the damaging effect will break the environmental homeostasis in the circulatory system and in-
duce early cardiovascular disease gradually. Low—dose ionizing radiation—induced cardiovascular system damage is mainly due to
abnormal DNA methylation and oxidative stress, and the resulting metabolites, such as reactive oxygen species (ROS) and homo-

cysteine (Hcy), can cause chronic damage to cardiovascular system. The accumulation of secondary effect metabolites caused by

continuous exposure to ionizing radiation will aggravate the tendency of cardiovascular system damage.
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Abstract:  Autophagy is an important process which is widespread in eukaryotic cells, and it is closely associated with cell
growth and development as well as a series of diseases. Autophagy lets the autophagosomes devour and degrade the damaged organ-
elles and abnormal proteins, and then the released small molecules which are useful substances for the cells are employed for sec-
ondary use so as to maintain intracellular homeostasis. Not only is autophagy a protective mechanism, it is also considered to be a
mechanism of death associated with programmed cell death. Autophagy due to the features of " double—edged sword" , plays an im-
portant role in the nervous system damage and neurodegenerative diseases (such as Alzheimer’s disease, Parkinson’s disease and

Huntington’s disease) . It is of great value to intensively study the regulating mechanism of autophagy for preventing and treating
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neurodegenerative diseases.
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