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[EBIE] HBEEGQE AE&asm;, SRBELL,  Alheimer 7
[ FE] EBEFOERALERBEOIZANBEOLI —, 22N FILEME BRRKEELBZEORALERMAN

HFEGR, AR EAEH BB RORBFRELEN. BBEZFOESARBHERLEAHIER. BRENT
WHBEBREAEARCATET SN BEREOLERNRBHERL. BAEEEG E 3 Alzheimer 7 89 50 # % Ik

FHATan B OBBRLARATER.
[FESZES] R43.5

#HHEE A E S Shore 7 1973 4E T 1E % A WAK % FE HE &
FI( very low density lipoprotein, VLDL) # & 5 & B 11, 3 7+
B4 34 kDa, % 53 4ii T VLDL. 3L B #KE ( chylomicron, CM)
KR, R LR LDL 3248 iU ER 2L, 2 40 i s M
J% VLDL %% #Fi84> HDL( & # 8 & 3 E) AR, £
EAMRWHREEIMEM. B8REAE FTH =M R0,
HWIEE A B3 B A E2(Arg™ ™~ Cys) FEIEE [ E4( Cys™
™ Arg) , HLEEPR SR 5 o (B ABE 4059 0. 88.,0. 05 Fil 0. 06
FINHBEA EBSS5WHE RGN IEH ERNBGEBE
TR, WA R AR ETE ZHEm. SEEQ
E4 9 Alzheimer J5 IS & B R . B Fe IR 1 E 2E A
ANREIRLA, EERMNBIREA E ESW SR, Ak
HG B A E 72 13 A5 2 AW i B IRE Be A 5 5% & % L
HR [ VR BAS AR Kk, AR SCAR A — 453K

1 FHEEEB E SMREEENRHE

1.1 HEERE NGRS

MABAREAE 299 MEERBEAN, & TRA
B, CHAEERR L SHEEEA E ZA(EE LDL 52 4.
VLDL 5244 & LDL Z A0 R 1 4%) 45 & M he. BAREHE A
E MM H a- BB~ 72 B- B AR A
B, AN ERG SR ME B A E 4 T 43 N 0L 25 # 10
WAGE A E &I 45 20~ 180 TR IR th 4 B o 12
HR, BB SMERAZARE S MG, RIE R A %GR
EHREUR(FRET) MR BIHREH A EN- R S5 RR 4G
G, RS R A M, fEHa- 1,2 188 5 a- 3,4 18 He 2 (AT
J— A B, X R AR T R S AR A A m .
BRI NS B E4 F(Leu™ —>Pr0) SRR T Pro 1151 N,
HAEMRE a- 182 B, WRIGESZEEERK

[E4€WB| EXRAARRSFESETHE (M5 39770322)
[TEZ/N] kS, &, ERERKZGRGERISE L E. X

FIC, i, HTGEEBER 2R WA S B0 T A S U R 5 ST N T
FUAELR SN, A SGEIIK RN .

[ XRAFRIREE] A

WA, 05 & & H il =8 (glyceride, TG) fi§ & H (TRL)
Mgt hERE?Y . XRWAHAEEEN- RKiiHE—4 a e
W HIhREF A K .

HAEEAE K C- Kinh 255~ 299 NMEER, BB L&
NEFR TN AE . S5 Dong % FERF AL 5 @Y w5 g 2R (3 LA
KMEEE A E3- Leiden TR RKIM, H 524454 /7]
FFLNEHE O £3 223 RFNEEE E3 224 XH M C- KRun i
FR SR A A ARBL, AR IR #IR 8 E3 1) 25% , X R B
) C— A2 ARG A WL BELEH . Taku ' &I 5 5 5
ML 23 R A ARG B 1 E7(Gl™ T Lys, G™ ™
Lys) 12 6550 77 B35 T B8, T N- Kook Wk 4s, 44 C
- KU T N- K DhRgE. ®AEEH B4 N- K
A IR Arg— 61 Fll C— R 45 M4k Glu— 255 AH L4547
FomE e B4 N— At 25 sk (K4 AR 1k
1.2 BEEAENSESHH=MEEEANRBMNER

FLEEHURLAN VLDL & & TG, N s & Hh =0 R & 5
(TRL) , EAITE M3z id 72 v, 9 A% TG Bk i 2 i &5 A g
Aiff( LPL) 32 5 /K filt, [ I 422 32t HDL %£ 3z 1 5K (1% J1H [H B2 fg,
FLBORLZ AR /N, T2 e 2 AR BB Y CM & VDL %% 8% A1
i EREE E, SiFRN B- VLDL. XU6fE & B 24 M 15 3
NJFPE Disse [8] B 1L 5%, 7€ BT P9 52 40 BT 5 B (HL) fEH T,
R TG K. RN ELHFSHEESE N STWIL
ABAEAMRER. BatRARBEEAEELS5=%
AT A3 CM 2 VLDL B8 () 4%

1.2.1 WKEEBE O TKREZ /& CM 1 VLDL &
REEEEIEE A E 5 LDL 524k 45 4, 3k A T4 i 4T
SRR, BIRER EARRMEE LDL 244 &m0
. #AEEM E2 RWEAEES LDL 2R84, 80 an &
VLDL B HLaR %A Re AT $6 H0, 5 Bl VLDL 7K~F L F-.
[ I B -1 VLDL %6748 >4 LDL Jg¢/b, {3 FFAE BT g F A () LDL 3
b SEFF4IM LDL 52 4 8 15 & Fh. 40 B B LDL 38 . i
M3 s LDL /K P 3E— 20 B A . X4 3 E2 #5795 % W £k
A I TG Fh 5 1 M = AH & B A LDLC B /0 28 3 J5 . 1 %%
JEE E E4 5 LDL ZARSEA e, SR SR E A E4 11
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VLDL K H.A#% 5 LDL SZ AR 45 4 35 i, JiF I £5 X VLDL 34,
&1l TG T M, LDL K = JIE [ s 184 4

AT FLR B, 35 B AEEE T s o B A A A ) i
BHEMIEEARE, LDL 2R 2 LI . GHEEAE
BB NRINERM R EREEA L, KRB EA EKF
NEFAETNER I 2% , AT 3L VDL A1 LDL (¥ 5 & B2 K F 4
T FE 12 K0 4 £%, AT AT 008 B fik o4 5 B AR PR T B TG A
WM A E M LDL 2R E SN R B i R B &
FE RELMBIEEA E KFAHAEERNRMG 93%, H
VLDL (¥ fH & BE /KA R B 2 £, B X 30k ik R A 4L 75 1k
HI1E . BT LDL 52 4475 & & B W 40 A & B 10 316 25 O
E MR &E R EER A EEIEA.
1.2.2 ABHEREO- KREAKEOTABXEORE

LRP(LDL 52 40 965 (1) & — Fh £ Fid fc BL 5214, BRI
g LPL.a,—~ EERE (%2 KA, IRP B RN 5 E &8
JEE A E 85 (78 40 M i 3R H . mB% LDL 52 & ( LDLr— /
— ) /I BRURRD A 2 AL B KT 1 T, T OV VDL B Bk K
FIf o B 2 ARk, K H] LDL Z &%) CM.VLDL A H 5% #% % b
ERA K. 78 LDLe— /- /NBRUENE —MZihgG5EA
(RAP) X1, RAP REHI#I LRP 5 H T A MAK 45 &, b
1 % BH [ B AN TG K3 7 10 45 DA _E, [ eM FiT VLDL f)
BRI, K FRIC T CM VEST N LDLe— /- /N BB R
HREEAERENBEEAE- /- )/ DMRKIER NRF, &
L LDLr— /- /NERADIE R /N B BI e BRE CM, T8k iR S B E- /
- NRABEHRIFRIC K CM . XS S2I0 R I LDL 22 ik =
I, CM B2 VLDL %% 8% il 3@k LRP 342 9 i B, 10 A& 2
JEEA EBEANARERER. MM Dise BRI &5
£ 2 WHTER HF & M & H (heparin sulphate proteoglycans, HSPG) ,
EZ5EEEEAE BEAEIIERISER. 40 5R5%R0
LRP R A5 HSPC &5 & G MG KA, 4 BF 5 H AR
AR A, B R 42 PR 9 HSPG— LRP i 42, fEiX —
Y, HEMEE A EJEE AT %5 Disse [8] B A1 ) HSPG
gh, SRJE 5 LRP 7 3k N 40 il th mT 55 0 40 i i - 1
HSPG- LRP & &Y HE:AE A3t N4 .
1.2.3 mBHEREGTAREEZE  WRIEEEAHE
ENZENSEEHEEAE MBEALETFPER. FIAH
JIF 2R B K i CHO 41 A 3 THI 6% B2 2 TR I 3% 11 55 T, m Al 3R
HSPG 4584, (B 52 LRP B35 . XA CHO 415 & &
HASE A E 1Y B- VLDL 45 &t B HSPG ) CHO 41 iy />
4~ 7R BETIE R IR LRP JEE (LRP- /- ) ST 4
M S ESEEEOEMEEALEA L —REREEDE
JEE AWM SN 6 £, I7F RBAERINKI 454 H, 10% 7]
WPt LDL S2ARBTAR FI 1, 15 90% 7T 4 AT = B il . X 3% B
HSPG WI{EAZ MR MA FERBEO EREONE G 5R
No

WA, #AEE A E &A% VLDL 1 B- VLDL 5 VLDL %2
RIIEE 4. VLDL 320k 2 3 KB 8 & (B 24k, B2 4
A T B L O UL g 07 R o S5 A U Vi R ) AL R, (R A 5
VLDL %4k, Wtk M, RN 2% VLDL Z 4 ER A

I EA B2 KNS E 1 E3— Leiden B w5 I8 [ B 1L F 19 /)
B, AT {1 Ry I 22 AR P A OE Y, 4278 VDL 3% 44 4
F LDL Z Ak &5 & Bhba it B8 G BRI R

1.3 #HIEEAE SEEME

IR AR 72 3R B 1L 3% TG 7K F A 20% ~ 40% 5 3
BAEH>x. THFREAE ZRNBRH(EIEEAR E-/- ) /D
SR R A Ah S a6 HR R B, BT 4 B 43 9% VLDL /) TG & B
B LR RN R 2R, a0 IR ER e R ) B SRR I hn, ] ff
VLDL- TG &=, % ABREEA 3 THREEA E- /-
AN, KRR L, A LR TG & B L IER & 3 5.
XAfg TR AEE A E R VLDL & TG & MY
B 5 S A ) LPL X TG A9 K B 8™ . 1 9% 1] 38, HTG
BHE M LA RIEEA E M VLDL F e, BATE LR
HIERE R E SHIEEE E 1 VIDL 18, X R\ H A&
HE&BEKRKDOEWMADESTC MIREA LHLRENER, M
MSFEATG, KL E A B 5K R A 1 4% o ko]
Re A VTR R IT HTG IfE .

WM A E 5 M 2% JH [ BE K25 A 26, CM A1 VLDL
FREEREIEREREAEN S, B THTC SR,
JE G 10, M e E A E SR I ) S s i E B i
fiE. R A B2 45 T4 o 0 6 B o, X5 808 & A
E2 [A] LDL Z A& (R M & T %, HEEE G E2 5 HSPG
ISR A1 NI R A E3 (1) 50% ~ 90% , & 8 Jl6 & A B2 KI5
B A W@ HSPG & AIE b, R 5% A& A 2 4l
& T B IE E B

b B R IT TR, FRVR SRR E A E &R T
Y AT A T AR (3T . MRS A BRI E A E
BERMIRFET 4~ 5d 5, MKEHBEA E KFIL S &g, 3
~A4HUEMEBEEAE SEWEIER. ERF DL %
PREER/N R AR F BRSO B O E RIAR I, n A i
JIEL [ it 7K 3 AR ARG, B 4 T o OEL i R £t R 1t
MR EHRBEEALEZEFNTFHBEEAE- /- MRS,/
L i G = R e & W O e = o1 (9 = i 3 i o e |
IR IR R B E £ RUR LDL 2 4R BE B, ) R b 48 K
WIEEAE RiEA GEAEMHE B K FRE(35.2 F6. 7 B &
14. 6 12, 3 mmol/L) , [Al B} ifiL 3¢ VLDL Ji5 &1 .

2 HEEER E SEIBKBHEL

EZ AR R EIEE O E B A HUsh KA AL
(As) fEH, FIRE SR E B E RENG N o1 JA 20 0 AH I e 0 L %
M3 b & BRI R SRR A <. BEEA E- /- DR
Dy S 78 ) v L [T O A TR D U A G IEL T £ 5%
TFT A= BRI Ase TIERIEEAEE A E R ER /N R
Bt £ e LT i RS DL T AN ST Ase BRIEE A E
- /- NRE TR As, ARAZTN FHEERED E ER X
BTN As (BT AL .

BIRE A E 1 REAE 3 bk FE AL IR PSR B8 A AR
FRE IR B CSTBLY 6 38 3o 8 A% AE T AE I A Y o 2Rk 3K
fEE A E, AN RATE R As, J LA KA 32 520, A 6
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Rk # R 0 B & 8w T H e AL, R SR IAE JF
R As IR EA E- /- DR R EMMREEEA E3
TAB PP A BN BRI R ER A E KT8 5% (BRI FR /N R
NEMEE A E- /- htgE+ /0 /M) , PR E M g A BRI, B
HEZE As Ay 8P . mMAEEKREBED BE- /-
htgE+ /0 /)5 B [ Wk 24 T R[] e+ B B A 28 /)N B0 PR ]
WD 11% ~ 25%, WEEE A E- /- /R B g e
B RER 2 10% LA B HBRIEE A E- /- hgE+ /0 /DR S
S BN ERE R O ERAL FE P B S T kR IE O E 2
BN, XL RRI\E MBI R AHIEEA E @14
o [T P 9T LR T 7 LE As FRITE R BTt T SR I B
MG R A E e B S0 As KA . W
W EHEEET RN ERRREA EENTEREEA
E SN, RO G R A RO S e E A E &
B A F ] As E A, DU BB TR, Kt En
E AR T As KR IET .

BREEAEY AsEREEUTILAM: iR
fiT A AE K R F( PDGF) 5 5 10 I 3 <F 3 140 i (SMC) i #% Al
HEEE AT RE S A0 Cyclin D FIRIEH K; @HAREAE fig
0 g 2 (B %04k, 2> Ox— LDL 1 Ox— VLDL 25 {9 7E i, M
T 9/ VL A4 L % T i, T 41 B B4 W B R Y B LAk
TG, XTRE R R As MRFEZ — WHREBEA E /ST
NO &g, B /N ™ 25 2 88 1) NO R HA Ja 4b, 41 ifi /N R
LN MBI E . BAEE A E KX g
) 22 A 0 5 B T R, 4 P[] 7 35 5 1 As, I HE 9
BRI A S ER A MBS S As INEE R .

3 #FHAEEA E 5 Alzheimer &

P EAESETE Alzheimer 97 95 BB 22 A5 4k U 22 2 B ( SP) 4
2 JR A YE LS (NET) Wi LS e HE R R ARG E A E
FAE. TEEAEE D E BREE/N R A, 25 30w 30 350 422 Je I it e 5%
ik 5% 2 ALK, T 100 305 JFC Atk AL 60 R o 40 T 50, 6 A T TR AK
BT EAREA B . AR SRR Alzheimer I 5 K L%
B, BEEAE Mo BREMRKES AFLENS. B
BE% et FEPIECH 36 £, Alzheimer 5 B 3% 007 A EE 2
Ak, AR M R ERIEED B2 SIEmREA
1A AT 4 B AR IR BB AH 56, L ELAR ML AT 2
3.1 HIEEBE SEMESK

SESEE R B £ AR (AB) X i & oA B PEAE L T e
WL ME RE NI R, BAGE A E 2 AR L
FEAR AB U4 2EPE. BB A E 5 AB BLa SR A J A B 45
&, T R AEE L R85 19 E 324K ( LDLR.LRP.VLDR) , #f
ZIMEERL FHBEA L ZREREEEA E R
N AB, AT A AB 7E MU 4 (K1 K F, v Fep oh B4 . B
REHREEA B3 M8 E A B4 Ge0E AB 751 £ 7t 8] i
AR, X TTHE AR AE 82 11 K4 5 AB s T R B TR Ig &
M E3 A% AR EIEE A B4 B2 40 Hd AB (9 817K App770
[ mRNA 7K-FHI0 9 £, FIR T A 1. F2 R 5%
fE AB RH N- Kim#lW ) E A MAliE R EEMEAE TR,

MEGET SR, A8 E A B2 M E, 7T 53 G- RIH R
SEME AW, WANH AN S B, HERE E B4 e 5 H
C- Rifss &, WA XMEM™ . XTREZHIEEA 4
1B Alzheimer 73 (114 7 f By R 7 A P AN R

WA E A E fE1E% A M Alzheimer 75 B 3% i FB R 3 H R
FRN. FEIEF AR EAEES ETANME ABSE, |
1k AB IR A& T 7E Alzheimer 5 B EH R HEAEER E - AB &
GRAFAB T HEE L, RSP R, XRWHEEA E XF AB
FR) R 15 AT B R LRI AR AE
3.2 HAEEHEE S NET

Tau 8 [ 2 0 B8 i€ 22 ( paired helical filament, PHF) 9 ff]
FE RSy, PHF FEEELE Alzheimer 78 55 2 i 7F R B 41 22 T8 B
NFT( neurofibrillary tangle) , &N Alzheimer 7 » Wt 5% & W% i
EHEER2BREMAEAES itS Tan |EAME S & X 45 TRK
WGy T AR, vk oA R A Bt Bl R Ak, BHLL L B AT 2R D
JER NET, HAHLEITT B 5 Ca™ BBEHI S 515 S m R,
SEIGAE ARG 2R 1 E 517 The231 A1 Ser235 FI At i 18 1<t T
H 4k Ca™ W, 10 5] 2 Ser396 FI B B R W) 32 11 H % 8 &
BUKE) G- EHIHTT. HIBERRES 2B %) 7P R R A AT
HIEAE 2 B E % T Tau 2 A ) Thi231 1 Ser235 BLEEER, 24
2 Ser396; 11 FH 2 [ % BR B 2A #0185 Okadaic B2, M =4~
AT B B BR AR . R A E W ARE ca 1B
BS54 A5 i A BERR g 2A 1 2B Y& E, AT 2>
Tau AN, HIEEA F4 AAREL Tau BAL ST
ARG, BARXMZBNEE A E4 5 Alzheimer J5 11
KIWEFEZ —

WEE #E  A E 7E M5 6 8 A | e I L B R
9o B LB VR AN 9T, 51 8 TLRE  As  Alzheimer 3 55 ) K
ALK A5 B — P I B, DA IR B 8 E R IX e
W7 e Wit B R .
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