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[Abstract] Alzheimer's disease (AD) is a degenerative disorder of central nervous system characterized by pro-
gressive cognitive dysfunction and behavioral impairment in the elderly and the pre-aging period. Recent studies have
found that the main risk factors for intervention including abnormal blood pressure, diabetes, dyslipidemia, sleep disor-
ders, abnormal metal ion metabolism, depression, lack of education and unhealthy lifestyle. In addition, AD has been as-
sociated with craniocerebral trauma, viral infection, abnormal estrogen levels, thyroid dysfunction, hearing loss, and

functional disorders such as schizophrenia. Studies have found that the onset of AD can be delayed by the major risk fac-
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tors for intervention. This paper reviews the research progress of AD risk factors and prevention strategies.
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[Abstract] With the development of social economy and the improvement of people's living standards, the inci-
dence and mortality of acute myocardial infarction (AMI) in China have increased year by year, and the disease now
tends to occur in young people. AMI refers to the rupture or erosion of unstable plaque on the original narrow coronary
artery leading to acute coronary thrombosis, transient or persistent ischemia of the coronary artery, resulting in myocardi-
al ischemia and even necrosis. Although there are more mature methods for the treatment of AMI, serious complications
caused by various reasons for delay of revascularization are still one of the most important reasons leading to the high in-
cidence of disability and mortality in coronary heart disease. This article summarizes the prognostic factors of patients

with AMI, and provides a basis for reducing mortality and improving prognosis in AMI.
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