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[ Abstract] Alzheimer disease (AD) is the most common cause of dementia. The pathogenesis of AD is

complex and can't be cured at present. Apolipoprotein E (ApoE) is a kind of lipid transporter in vivo, and its

subtype apolipoprotein E4 (ApoE4) is considered to be the strongest risk factor for AD. In recent years, with

the in-depth study of ApoE4, it has been found that ApoE4 plays new important roles in the occurrence and

development of AD, such as the mediation of immune response, the destruction of blood-brain barrier, the

damage of mitochondria and so on. This paper summarizes the latest research progress on the effect of Apok4 in

AD, and provides some new ideas and references for the prevention and treatment of AD.
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[T /R o HF 2R 9% (Alzheimer disease, AD) 2&—Fiid
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L 23 B 5 R 5 R AT IR S IR MG 2
AD L2 2 FIRCAZ R0 | NI SZ 401 L B A ik s 45
SR ARAER Y, E AT 258 D R R Y
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235, h 3N AEALIERE ] , ZiftS ApoE2 . ApoE3 I
ApoE4 =R 1. ApoEd Je F 55 #4 /R 1 )2 iy 299 4~
R IR PR ), TE 2 R A0 rh A 3R
ik H AR DU IR AR R 18K e o 7R A
ApoE FEZRTE BTV B A 7 AR, I i Az ik
] # 22 JCEZ LB . ApoE4 5 ApoE2  ApoE3 L,
A I AR Y 22 5, W1, 245, ATk
K ApoE4 5 AD W& A= RS HAT — & Kk, WS
ApoE & 3 4liGFIEH B AREA L, & 11~ ApoE € 4
SN DA N AR AD B JXURS: 23 15 00 3 ~ 4 47%, i &
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1. ApoE4 X A B AU AE FH: AR 2 i 5 1fn 48 U
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AT 2 AD Y & 2 o RS2 rh s S PE R ARG
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HAGEIESE ApoEd J2 {1 HF Y Ry A AR P Y OB A 1
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PR 7 B AR I P G, IE R A A TR 2
B, BURH B A i L KR T RE At
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ApoE4 > ApoE3 > ApoE2
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fiti ~NFAT I, ApoE4 (12835 F LA VE MY RE R
H RO B AR, 3X 1A ApoE4 AT LI 2 45 1
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