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ABSTRACT: Alzheimer's disease (AD) is a neurodegenerative disease of the central nervous system. Its pathogenesis is still
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the identification, prevention and therapy of AD.
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B VEM M I UTRMR R 2T R i P R B4 Hh iy o
XF AD SR AT R I, 16 AD [ E RYRGHS , R 2 1 o
HERA R R B WL W B PO 2T L 402, , eI 5
filh LI RAIF 255NN L B AR A4 A SPs Filish B 5l = ¥
FRALAY T SRR ALY NFTs /& AD (B Z AW IF M, AD f#
H W RR AN AR SRR TR T AN e M AT IR R A
(amyloid precursor protein, APP), APP J&—ff AV IS IE 1,
PTG MH L -, W R T i p 2 R 58
BT S b o FEIE R ANBIRI , APP 28 o- 4 UM /K A
JERETRBIMIAMX. , 3X —d Rk AR 24 i, MR IE AR 1Y
FE . (HRTERGHESE T , 4124 APP JEIR K £E 5878 5 7= e T
HIBEYIOL 5, APP WITE B- 3 MAREFN ~y- 43 WA Y 2L R4 R 55
YIE SURIAMIEES ) AR 1, AR 1 — 4 K% , 6075 O 2L IR
Wi R tEE SR . ORI AR Y AR S 2 e M sk
RERN W LN AR REANAFE R IR ETIE, WA AR
PETEVE R ZE R, AN AR RAETE AT 1 AN P
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B AR RIVE AR AR A 20, 1T AD B E RGN TTVER
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FGN A AR B N, BT A R A RE 4T IR A A 42 R
PEGLER SR AR AE NFLs JE B, i &S B &0 1228, &
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2 ApoE #&

ApoE E—FI A ZEBMMBIEEN, RYIRELER AN
W AR 2% J3 1§ 25 (very low density lipoprotein, VLDL) H 4% & 3t

1o Ja AR NAMRIRAE R FLBERORE( chylomicron, CM) 2 7L, BE
TR 5% 3 (chylomicron remnants, CMR) 1 & 1 T ApoE WY fE1E
B4, ApoE fi 299 M ILMRA AL, HANX A FFE Nl o Fitd
ApoE FIEIF AR S 19 SYL @R 3 X, KN
3.7kb, & H 4 MR FF 3 AN E TR BT ApoE 3R
B AMNINEFRION A LB, ST N ApoE &2,
ApOE &3 ApoE g4 = ANEE{ FEIR , FE RN B T A543 51
10 % .75 % 15 %1, %} i gt ApoE 2 ApoE 3 il ApoE 4 i —
FIAFIENEE F o X ApoE ZARHE 1/ FIixX = Fh S {4t
TR IR WS T ZE SRR W], 7243 F 7K F |, ApoE BB £
APERI R H A B 85 15T o3 — R E5 10 22 % . ApoE 2,
ApoE 3 il ApoE 4 43 F ity 26 112 (i FI%5 158 i b MR 1Y
AR ApoE 2 43 13X Wi B ¥ k2 e &2 ; ApoE 3
AT IS 112 &3 2 e R, Wi 158 fv S SR I 2
Z IR ; ApoE 4 4TI X B~ 24 AR 2 BRPY,  ApoE iX
SR SR AR AT R I B PR SRR B T4, B ApoE (1]
— LN S =R LA ApoE 2, ApoE £3 . ApoE &4
AR T eEt3aE, A 3I%H ™42 ApoE &2 ApoE &3
ApoE g4, & AT TE A M8 B B A = B H b A R A o 365
ApoE =FhILH T EFI P FRA FEOLEA 6 figeml, Horal
TG TEE 3. 4lis FRIRE : e2/2. £3/3. e4/4; 54
BTHIRTG : €2/3, £3/4. £2/4P9, JIBIBIFE RN, 7 3 55
frFEH T, ApoE e4 JEHIUR Y AD BSER LR R, 45 40 %~ 50
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—Fh R R 3 22,

AP ApoE B IEAE JFIEAN AN Hh 5 11, HoAth 2 2040
Mot —E A RLRE ST, BN B b M | B S A0k A0 A L)
R AN (F B AN ) 5P BFAEE: ApoE M5 1 KRG MARE .
2o A B ApoE i#E A MR AGER , BE LIS i |z 4045 T4
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MARE PG ARG 1 ApoE TR i B W M 5T 4 it A /b 5 i
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SIS 440 L ) 0 SRS e , PR T VR Y S A A EE YA . kAT, ApoE Xif
AR I REME A T TTVEHS, H X — B M AFE S 1L,
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TR AR, ApoE e4 #5452 v Y TS RICR TE 2246,

3 ApoE 5 g e HEE BRI E/ER

AU AR, R H A AE R — IR A
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RAR I ELAVE FBLE] R 58 S B, B2 B AT A ApoE
4 J& AD =R EERES,

BEE B HORM AW A, T ApoE 5 AR MAHEAEM
T A AL B SR 2 . K RFFE 3R], A& Py APP 1)
RACHTRD AR A=A 52 ApoE JER ZAMA 2 e, JfH
K 2 192438 IR 8O T0H9T ApoE & [ 5 ApoE 52 {&
(HRGVE IS APP S ffd BRARE IR ™, FEREA TR SRR ST
B, 44 4 it 55100 %% BE R 2R U AH DG 32 44 1(low density lipoprotein
receptor-related protein 1, LRP1) [% 32 A5 7 52 (40 X
(receptor associated protein, RAP )L [ F J5 , KU 40 g N APP
AR By P i, 45 R R INAY 2 APP (1 3R35 & , i/ Il
= AR WAL, Y APP 5 LRP B[R ILEIL T, AR ()77
Lt APP BE[RI BRI Yuit AR B2 s th 3 A5, IRl A
KB ApoE REHE NN APP (il pIA=E L, N APP /K il 7,
HiX—VEFZUN AT 55 RN : ApoE 4 > ApoE 358, B H
W E—UESE, ApoE SAHR 52 (A4S & )5, JUHSES ApoE
2 M 2( ApoE receptor 2, ApoER2 )% 5 2 J , iIX — (e #E A B
5o H ApoE 4 j"* A BIZUNEL ApoE 2, ApoE 3 BN ik, S EUX
Fh2e SRR AT BE S ApoE 4 254 ApoER2 [RE S THHEA KM,

ApoE SLH ZMEAGEME P AR 1r=4:, BAEHT
AB IMIERRIEFE . BL ApoE 4 FEIEPR/INEUCN SERT 4, A AT
77 SR & B, FUR AR IS BR AR I RE ) B AR F LAl S 56 20
VLR 8 % BRI S5 |-, KIRE R AR F2 2R ARSI 5 s 4n
J b ) A2 AR AT, BRI o 200 R AR 1 22 ST A i, TR A il P
) AB 4 KRS 5 ApoE ZIRMZE &, FHEIZ EIRHHA
DAL FH R, P 7K SRR A 8 i, 5 200 ) Y B A B £
O, T AR FIBRZS & ApoE MFBALAH R, i — H eG4
B, 4 AR 5 ApoE &5& )5, WS T ApoE SR &
@SRRI R, 2 AR 5 ApoE 4 255 5, HAZ IR
LRP1 75 KB NS5 1521k (low density lipoprotein recep-
tor, LDLR) , [fii 3 A BRag A2 22 W] b 18 T LRP1, 1At xT
apoE 7E AR MYE BRI AR b B A WAV e v TT e 1) — R 41
WFFEUESE, FE MG A4 AR 0T bR R A e 22 ek, B
U R iy K EN/IMK UK : AB-ApoE 2 & 4 14 . AB-ApoE 3
AR AB-ApoE 4 45K, FZ LA R AA DRI, Xl
ZRIFBA WEES,

IR AR MR AR 1 38 o 4 5 A2 At LA A\ 2 i
PRV AR HE AT R g A1 , 345 i 1422 iy P9 JIK T (neprilysin, NEP ) Al
155 5 2% 4% it (insulin-degrading enzyme, IDE )4 S 11 2 117K
it R AR VG BR O, A SE IR R 45 2R 7 , ApoE 1 NEP
1 IDE % Ap MRt B P (i vEH . AR ALY ApoE
VEFIR5R 55 FE AR, HATE BA% ApoE 3 F=4E f1E T 1L ApoE
4 VEHE s 50, Ak B IFIEHE— 2L &K I, ApoE X} AR 7K fift
M HVEHT S ApoE B I ERALIRAS BFUIAHDC . S26 s g i
1 BT X &2 & (liver X receptor, LXR), {i£ #F ApoE AYTE{L , Fxt
AB YK A E TR RS HA 2 i<,

ApoE RALE AR FEMG N A BUA ¢, 1 HIEVER T AB
PE R RE, TR AR MR R i B OCEEEAIME,
HARE AL ApoE Xt T+ AR AR Y 52 M AT 28 1 2 5k o

SR FLRARLE M A VFZ A ZAL, (HIE EEERYE ApoE

5 AR WA EAERE & T AT AR T AD &k 4

Jio A B4R REA T ZHIHT SR BB IF I E AD B9 RHRHLE,

TR FRYT AD SR J1 B RE  EAR T AD B KL
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