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YR ESAGRBALEAE-HR, AR —F T
R Rk WAL AL R LR Rk,
RIS AP RFERMEG;: HRBARL;
£ 8- R

M 80 SEARTF I, ML & Y FOM R B B R 1
1k, (atherosclerosis, As) 5 KRB HFE B E H (ow
density lipoprotein, LDL)i#i 13 Brown/Goldstein LDL
FHRMBEREERNK, TS — &gy LDL @ —#
LEMETITROBNEREEFY. EARER . BZE
LDL & MK ARSI A EH LDL Z&K K5 A
) — e A7 A 5 S AH [ BT M Rk A e, T — S W)
A R Y PR B 0 B/ MR A AR A TR L4 M kY
EWE LDL fER T A EAEERD, H{EHF LDL
RAERME R MBI, 7 S EO0RARNTE R . RE
kst LDL i ZBe b i I RSB IR S B, (E B AT i
b iE 58 2 9k Ay 72 45 ZBE{L LDL. #k 4 LDL d9 44k
ERFLERFTIEE: (O As P S B H 89 LDL
ELWARETEAEH ONLEREFEERE
LT LDL WS O MBEFFHFES E4b 8 LDL
B 4 4 k)5 (4) X4 320 34 Y P 4 B AL R B BE R
As AR RN, X LDL ki p k. g R
LDL Z{& R As P #9084k 5 B Bt
B EE—HR.

1 #HRBEEEZERONSL

R M2£ 5 LDL £ 4k &Y 40 i 255 P9 57 40 L 7 o AL
20 . BB A AL VR A ML AT o B A M PR 40 R
% LDL WEMAERE T —RENREIES , ERFES
LDL R EHHAEAN WMEOR . EEX C.RRHF
R, YEWHABSES LDL EA, 2K H mi-
crodomains J B R AR, P4 T — AR JE I O 457 89 $43F
B, AAKEERBREAMNNGSE, ZE LDL 5
b BB = LDL ZE 3Bk EE i EALE B EIIA
.- b, 8% sk g S50 I B8 %% ek 8 b W £ 4R RE WK
o LDL % E % B & T E# BH NI F A5 ks
o0 L B/ B A A O o, R T X 4 355 BT #% DL
T S AL LDL T sk A ML WE 95 27, B S
K, RGBS KT 512 3 B LR E &L
L&RE. 25 LDL &{LHEH MADPH £ 4L .15-5
s HT A SRk TR RESEY. |
R B RET AN ERENER.

& ENSE A (LDL)FEL & % 700 4> FBEHE. 600

ST AEERE.1 600 4> FREIAEERL 185 - FH M=
BM—5TF& 4536 M RERBRENRIEEAB. BN
f+AER EEARMBRTRSBIREEL. &
B R4, B B B R A H =B P S NI RS
BEE&xEEMERHNEIL, FESEERR LU
PR EYRARGEE. LDL S AAMAEER
. H—, g FE 5. LDL BELRG RE >
ARRAGEAR LDL, — R E . B &L FEMEHR
By LDL s b & & Ha 0 i B B8 ol 8 R4 70 A8 B R
LDLE S FEHAD. EhBEAR.ZEHHELT
LDL 7R fl , LDL ZEfksh 5 Co®* MER K, T
BBk LDL”, BB & A LB LDL, E R
BES5IE% LDL 244 LDL R EELER =4
“$2 8 {45 LDL”, 8) mm-LDL, & ifE 5 LDL k%
4. T ,LDL 4 ES T L SR EAE R
H—RAKER I~ BM/ DB EBRETSRERR
RBISE S B AIEQBENE. . SRk e
AR TERATERERRENEERE R R
W, REE IR R M R 4 F IR 4K 5 R A K5 4-hy-
droxynonenal 1 & & R0 B 250] i@ 11 Michael addi-
tion HE L&V, % LDL Eibd B4, 40%~50%H
EHEB AR ERGE R, ks M LDL HREEFALE,
B 6094 F ¥ S M R AL TR P AR B 0 R % R BT IR
# LDL, X RE{LA LDL 5 2. Bk 4k LDL 244
HRHEFEEHERNRERKFEY.

F LR LDL {30 0] LA {2 525 O 7K 40 A A 58 A T L
AT LA 1k B 4 40 P, 30 ) 4R 4% 5 4 P 1 8 L SR 9
FAR. MEA LR ERAgREtLES-1ME
AR EE F A T W A RB SR E LK,
REEWARM T HNARE L LY, R4S
Wik, SRR PR L, XA A LR As BB
MAERE.

2 SNERBEREEORGFE. RMNEE

EmWAl EE4R LDL REFEM. (DFEX
%K. BEREH Kodama $FERMM Lk EMNS
Z.Biik LDL B 24K, BORFR Z Btk LDL %4k, &%
%k —45 T8 220 kDa I =K. 1 77 kDa IEEH
HU B AR . ik Z Bk LDL 524k f & BUEN A A mT
HERAALR LDL, st 5t #8 7] % Z. B4k LDL 52 £ FE M,
YLEAE LR LDL 5 Z Btk LDL 4 MREkz—. &
HRRH EMMIELS S ELE LDL (EEH 0. 2~1.
6 mg/LYBA B H T Z B4k LDL & HEH (0. 7~0.8
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mg/L), % Z 8tk LDL ¥k iERaE 8 LDL H&
SEREBA 30%5~40% . R 7 K40 M0 0 40 Xt 4
1k, %l LDL By MR8 RAE b Z 84k LDL fr 52 &= E M,
HZUARALHEERTEILE LDL 24k, (2) CDs.
—AFR 88 kDa I EN . FATI/ MR RB/EMW
MR EALEAEHRR, HERhENR4HF
. HANAER thrombospondin F1 B R 32 &, q
I+ SO AR REB?, ik CDi cDNA IS K
{LB LDL B HEME AUV (Kd=1~1.5 mg/L). EMH
fflE S CD R ki R HRM A LA LDL & K SR
B 4070, CD.3 ik BRK 4 Mt LW LDL #98%
R.EEHYERI, (3) Fe 24, XRA/NEERMA
M3 AR R i — PP EAL R LDL 2 AER4F
BXHsSokDa, REEL,. §—MHEK., T5E{LE
LDL FFEMLE S (Kd=3~6 mg/L). (4)macrosialin,
H—F & 87~115 kDa B LA B RLE 51,
FEFETHAREALE WM, £ 3 2R 4 K (den-
dritic cells) X BR #% X} 41 B8 (Langerhans cells)th & /L

M. MMM TEEDRBHETELLER.

BEE. RANUMS TREMEELER . ZEHAT
0 J3 4% PY & (endosones ) MIE Bk, EARE T L FH
BorAi. Bl % 4 macrosialin B A CDe i1 25421
. 1993 4, Holness %% 7% i i1} macrosialin cDNA,
H&WERZEHRT LAMP (lysosomal-associated
membrane proteins)®i%. S X {EH LM LDL 2 &
MERA XARERETEARERAERELY
LDL #7920 30% ~50% .

Mg, B - ¥R LDL 2 & AU %
e 240 P A 08 S8 T RS e 4 R T B 2 RE . 4B R LDL
AESENMWNECRGHCHARERE-HHRARS
ERABRMEST HERARERERTRATH
MIG9Zh RESERE . 75 S AL LDL 5% (i B i ) 22 B o T
BERN. B—FE,ZhRki5IEaa/4LE LDL &
R 3 B 43 B o B (6K WY BE R OB RS S BER L R
As BB B—HHE, 848 LDL HR MK, &
o0 e SRR, P A A R B A, 3 O (R4 T 0 UL B
WL BRI, I B As MY .

HiEALR SRR BE EERBGEEE
ATH LDL 2kt % AM  MaoS, eral,1991
w5 Daugherty A, et al, 1991
HP  Fruebis J, et al, 1994
H%  Morel DW, et al, 1994
LDL R &K/ E %%  Tangirala RK, et al,1996
FARKE B Sasahara M, et al, 1994
A R L B 1 e H¥  Prasad K, et al, 1994
TR H¥  Parker RA, et al, 1995
HTHRALY LDL 24kEtk% HEX  MaoS, etal,1991
FB  Fruebis ], et al, 1994
MERE % "X PrAsad K, et al,1993
KB Morel DW, et al, 1994
XM Kleinveld HA, et al, 1995
FB  Fruebis J, et al, 1995
TR HM  Parker RA, et al, 1995
EARKE ] & Verlangieri AJ, et al, 1992
DPPD % #H%  Sparrow CP, eral, 1992
BIEED E AR HHX Tangirala RK, et al, 1995
BHT % #H%  Bjorkhem I,et al,1991

DPPD: N ,N'-diphenyl-phenylenediamine,

BHT: Bulylated hydroxytoluene.
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BrE LA LDL 32k aTL {2 3 40 ML %3 8 Ji
G BB A, B L, Carstea U H] Loftus 401]
A HN 1 BB & — IT 7% (Niemann-Pick type
DIRAR/NBBAE LR e TR —fiE R E
BB B 2EE NPCL, # 2l NPC1 EH 1
AN EERMFESL.RFEERAERRTAR
HIREEMNEE, THAR REE N E#E—
RS,

3 ABANREzABHEELHERERR

% F LDL EALBME As RFEFHER, HiEgY
AR AR N T IERRERN R, FEX
MR EFT. WERFRANR, MRAEETEbIK
P E LR LDL @ik . LDL X S 4k Ay UK vt
5RCRHMAREESRERRETEIMHX  BR]
o £ 3 A TR AL R LA 3% o il 3% AL R K T, AT RE A
BLRE GRY:. Stephens SV RE,. FHEERE
(400~800 IU/X) . BBIEF AR LDL ik,
FRCFAEBRECNEZENZERICNERE
SEAFT R 47% S, FOE AR ] W4 5
R -1 RN ESEREEONRE. B
1Py B AR AR IR A A LA T A, R AT 2 S5 FH UL As AR
ERERR.

4 HEKEE

ETEAY DL IHRELHT 17TENT S,
HEFFERIBHA TR, XERERE: (HOLDL B
HBHRTTRETHIREMRERLUS . AXHTY
Brr SACE B ORI EHEMAEL S5 LDL &y
Ak SR KIRREH 42 GILDL WELESE
AYHWRERBREENTRBEREF? WOBRELRE
RS R AN AT K2 FAH MM Ik LDL
BRI ASsHERSRRB? W48 LDL ¥
As LR B St — B TR,
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