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Abstract;  Early-onset Alzheimers disease (EOAD) is a neurodegenerative disease characterized by progressive cognitive impairment
and behavioral abnormalities. The disease develops before the age of 65. EOAD, as an autosomal dominant genetic disease, has a
pathogenesis mainly related to gene mutations. Studies have shown that cholesterol and its related gene mutations are involved in the
pathogenesis of EOAD. Cholesterol may promote the development of EOAD through the mediation of apolipoprotein E g4 allele ( ApoE
e4), or it may be a risk factor for EOAD independent of ApoE g4, the mechanism of which remains unclear. Genetic tests in patients
with EOAD found that all of the following genes associated with the metabolism of cholesterol were related to the development of EOAD .
apolipoprotein A1 ( ApoAl) gene, apolipoprotein B ( ApoB) gene, apolipoprotein C1 ( ApoCl) gene, apolipoprotein C2 ( ApoC2)
gene, apolipoprotein D (ApoD) gene, apolipoprotein E ( ApoE) gene, ATP-binding cassette transporter Al ( ABCAl) gene, ATP-
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binding cassette transporter A2 (ABCA2) gene, ATP-binding cassette transporter A7 (ABCA7) gene, 3-hydroxy-3-methylglutaryl-co-

enzyme A reductase (HMGCR) gene, and sortilin-related receptor 1 (SORL1) gene. This review summarizes the role of cholesterol

and its related gene mutations in the pathogenesis of EOAD, aiming to shed clinical light on early diagnosis of EOAD and to provide a

new target for the treatment of EOAD.
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( ATP-binding cassette transporter A2, ABCA2) J&[H | =
MR IR 45 & & A7 ¥ 15 2 [ ( ATP-binding cassette
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