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Research progress of exosomes in traumatic brain injury”
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Abstract: Traumatic brain injury (TBI) has high fatality rate, disability rate and poor prognosis, which

brings great economic burden to the patients, their families and even the society. Because CT, MRI and Gras-

gow coma index have their own shortcomings,how to accurately assess the severity of TBI has been bothering

the clinic for a long time. As an intercellular communication tool,exosomes are widely involved in the regula-

tion of various neurological diseases. Due to its low immunogenicity,long circulatory half-life period and abili-

ty to cross the brain-blood barrier,it is expected to be a biomarker for the diagnosis of TBI and a specific tar-
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get for the treatment of TBI.
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Abstract; Atherosclerosis (AS) is a disease characterized by lipid accumulation and inflammation, which is

the pathological basis of coronary heart disease and myocardial infarction. Various forms of cell death may oc-

cur during the development of AS,including efferocytosis, pyroptosis and autophagy. The regulation of cell

death process may delay the process of AS. ATP-binding cassette transporter A1 (ABCA1) is a key mediator

in the efflux of intracellular cholesterol,and high density lipoprotein is generated in the reverse transport of
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