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« XERERZE -

DAL E IR E A B S huikpf st g

ATHC K

% R X

(3 —FEAFHOLEFHELE, /A 510515

BE RKEABZTOLURAKLEREAATHTE
HHRRAZE HENKS LA LA TLRANY
KERBEOOLRE, B SFELA%RBHR
HEEAH BREANZLE RS EERBYRER T
FEALTRFEREI RSN TRAAYKELR
BEOOARBGEL, AXRLIKRBHERALEEAR
TOEARUNSERE EREREGRE RRAALE
PEGXA AN LHER,

X KERBEEG; R a8 RE; Sk
BHRL

HEX, KB RGRERY,. MEHEIBEA (ow
density lipoprotein, LDL) Ay B AL 24 R EMGB W 4L
(atherosclerosis, As) X £ Mk B & E FHE"Y,
LDL B Eih (e BN E . SHME LM
BN, #ARE H B100 £ LDL R 4 i 3 2 g
HPBEER,. R EBL B AT L EFHHRRE
S, XFHMERERERMIENN RERY, S
EBEASRERN, B4R LDL B 5K (au-
toantibody against oxidised LDL, OLDL-Ab)"Y, 3 6§
&% LDL % 5 4 ¥ (LDL-immune complexes, LDL-
IO, FHRABEAMHEERARH. BMFEEEENR
RPEIUEET OLDL-Ab i —EERPHFE . LRE
AsERABRPEAEERM. AXHEFRHAXR
EE—REERE.

1 BELG#EERPNEA

1.1 BERE&SIHRBHEEL
HFEEEARZEETBMNER BXREMN

FLRE As MG R ERELRAF Y 5KRA LDL

PRI EE S X, OLDL PSLkmN & 25 ™

# ) OLDL-Ab i — % {258 As 9 fh. 1990 4,

Palinski " AfI K RikN¥ AR T OLDL-Ab,

OEATRBRES—N—PLERERERE

Maggi ZUA &M OLDL-Ab 5 As ik =Rk BT
RN KR, FHFIEE OLDL-Ab ELE K EZHEH B
RAs R AMLEFELE FNRE As K BERK
HEAR Z i m R 3 1§ OLDL-Ab i T A W R —
MNRREE, RUKANEE LDL HEABNm. Hit,
OLDL-Ab 5 As MR EMEBAEEREKN XK, Ak
e e ERRNEAIBPEAN —FAER,
Bk OLDL €% S 3h Bk 2% P9 B 40 AR iR B R R b,
Orekhov %034\ 35 OLDL-Ab L B A% Froh e, it 14
27 M T 5% (coronary heart disease, CHD)#%§
A L% 485 & %8 B & (3 (immunoglobulin, Ig) Gs,
IgGs 5% iy LDL Z [H) 3 f1 % 9] 3% 89. 4 X 107
mol/L, T 5 IE# LDL(normal LDL, n-LDL)Z [A]
HHALH 2.4X 10" mol/L IR AMEPHBEHGSE
W AR BT AL/ 30 £ . HRAMARUEM . X B SHiEk
B0 2 B BE PO RS A MU IR LDL ke hiE® 2.5 5. A
# ,Mironova " VA X HMEHEMBHN S Gl As BE
M 1gG (EEN gGl M IgC3 T XM ENFHNES
TFREA.
EEFREARREIEANEPEEFRER
X% M, Hd & FEHPFE - B (malondialdehyde,
MDA, N R HES LDL FRIRISEA B 100 L&
& B8 (lysine) 5% B 3L 41 32 44 £ . MDA -lysine. Salo-
nen FMINXE OLDL WEERFREE. i1
WMT 0B ERNF = BFLEFIRR _BG
i LDL B 5 #i{k (MDA-LDL-Ab), 25 30 # 3t B4
GRFEBRXD) B, R B3 bk & L & MDA-LDL-
Ab BN TTYE RIS IR B AL & R — Ik o BI M $5 4%
it 5t Bergmark SF03A 0 4 R L HE B B,
# Aty OLDL-Ab B FF 553 o, @ oL xt 62 &85+
BBk B M A R SR i L P A X Y G BR X R
fr2WMLE YL FiE a8 € , R LR #F OLDL-Ab.
CHEM EEEREQMER. W =HGHRKREA
AIRBER TR MAFEHERECHEME EK
Fr B4, £FxEELH A3, ¥E OLDL-Ab ¥
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EREEMBEEA NS METFHXHMANBE
A FFAON & L A KR A O LB W 5 OLDL-Ab 3
frigsn g FHC.

18 ¥ X Zh ik B & (chronic periaortitis, CPY) R ¥
FN 5 BIGHR £ CP B E AN L7 OLDL-Ab, H
SREMHEHREERERYEXILRN R CP 58
BEERMAX,

R Om K EMAERES ,OLDL-Ab B &M
FREEATAS, EESECUEEREN, SHARY
B YEREMK, 8 b JE A B {H, B I, H AW OLDL-Ab
AEN S OCIWEEEREN —WEURIERD,

KR, LA —BHRENESNEES AsHXAD
HT ARALR . AT EN OLDL-Ab ELFEARR
ifil & W, ¥ R (percutaneous transluminal coronary an-
gioplasty, PTCA) & P # % 4 f£ Fl , Eber %R
EIX 48 ] PTCA FREME T . HP 26 IBEREF
HRNEREE. A 2Z2HARETNLEREE . LR
4 41 i1 4 OLDL-Ab % {ft, X L & & OLDL-Ab #
PTCARGHEFEREPAEATHAYL BELHF
ERARNFREENEZR. Bk, Ak OLDL-Ab &
AHEME N PTCA AR5 IME HREN — M EURIER.

7 # , Boullier Z0*24% 70 4 (3B 54 ], & 26 D2
MRS ECELEBRLCHRHBET NIA-F1 4
19 A IERERDKEE B 2H 26 A ELHF &M
BFHE,HREEE /DT 0% :E34 25 A, E0H—
FMERE.HREREXT 50%. HFER . CHEMN
FEREFHEFRS AN T0ARRERER, MK LR
W B i 3 43 7 3 3 L MDA-LDL-Ab 24t , & S 4R 3h
WREEESHBAZR LB ERER.

BRECBA As R—FHEBEEFBMER. BEM
HEEELAEHEANR A KENERBROFAAT4RE
BHHEE. ENhEERREDLE X EIHEE. {23 LDL
9 E 4k, T 3K OLDL-Ab #4010, {H Boullier
HFUORERMLP S EERTRATR.RHNT 32
FH IR CCF 10 X/X) B F# 32 AR H Fil
! MDA-LDL-Ab, K M ALR LB EER. HHE
SEEMEBEFMELT. REX—R—HREARR
LIS As AL,

HAERRE ADLIF+ E#H OLDL-AL™, iy
Parums U7 20 § 7G5 O 9 R BR LR A SR8 21
~27 %) MLi% P& &P OLDL-Ab, B 20 AL HE LR
A BERR E4E A SRR 50~81 Z)HMiE+H, &P 10 AFE
OLDL-Ab. X85 25 % ¥, F#t 55 OLDL-Ab H —
EXR HEFEMA KRHUALEESN TR, LDL i8

B Ak fE A1 38, AT i L OLDL-AbD,

g4k, Boullier ¥ HA N RAMHREERME H
RASBPHAR—BMER, TRA=ATENE
H:OXRFRMHRENE SR, FRANFTERR
HiE; @63t OLDL RRIMMIFEHR €% . AMEMNE 5
HHAR, mA R RE U KRSME# R MDA-LDL £
IRFEEERZE R NR, M iL% 4 MDA-LDL-Ab,
i A 9 LA Cu®* #5469 LDL BP Cu**-OLDL £ A F N
OLDL-Ab; @RH MR REEFNHBERE . mAE AN
ERENMBAEANESNANSR. AANERBRIN
HESHKSR,
1.2 BERBSREER

18 1 'F 3 it 3 38 (chronic renal failure, CRF).J&
EUHRLE RS ERFREFERSEBERIELR
e X. BiE,FEHRNE X EERBENOFPE
¥| 7 OLDL-AbB,CRF A ALEN R # & A8
BHmME As R .So% U LR AR TRERM
BIHRAE. Maggi FPIMET 56 Bl MBENT.24 B
SMBENRITH CRF S5/ 72 FlAEAME S
OLDL-Ab.MDA-LDL-Ab R Hi R = B 5 1fi 69 A ML i&
E A 8 S#{& (autoantibodies against MDA-derivatized
human serum albumin, MDA-HSA-Ab)IgG.IgM,. X%
LRARELN BER T4, Bellomo ¥ 138
BB & RIRERIEBE PR 75 B & (A 988 OLDL-Ab
IgG.MDA-LDL-Ab IgG 1 IgM. MDA-HSA-Ab IgG
HHFEE.L580RRRELR . HIANAREER.

FRUBOLEEN AsHREREEBREKRZIFIA
e X E Maggi SR AR AR MLERAKRA
IDLLEE®X ALDL EH B ELBH. WAKR
OLDL-Ab IgG.IgM # MDA-LDL-Ab IgG.IgM 8 ¥
BT HE4, MDA-LDL-Ab 5 OLDL-Ab £ B¥F
HEXS5FH _BELDL BRIAAUBETYR
MDA-lysine & OLDL f ¥ EHIF R EHE " "W A
HEE.

S EERFRBAD . SELTPERTHRE
W SR KB F R A KRB, Brach %S
EESHERIAMMTT 16 ALk FROGEaH
14 % 1E % 2 {7 M 7% & MDA-LDL-Ab #{t, R R 5E
RFRBENETHRERER T EFRAWP=0.
028) . BH Itk , Hf 300 1 358 X 00 2K 4 AR A9 B R S J6 I
A5 5t 72 P A B AL 1 AT RE SR .

2 BEUHHERANE
HHOEHEBR LR S ERIIEMERN,LDL £k K
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ZRFARAERE . LS WL 4 RESCE,
MARANYELZAERYAEREDEIEITNE
Bi. BRI —BOANE . — L. IERI A E0HR
BETERELEAERI 40 MDA $—ENB%
S5REBEH B 100 L BEERIRE X8, 1 MDA-ly-
sine, HLETRIEE A BI0O0 WS . A TT HE M
R EMERSZRZEFNHN. A, ERERE RN
AN B — 7 T4 HE0E, ey LDL HF#
RETHUZE.FZLDL XA HEFORKEREE.H
. ERELP~4 g S RaEtiEk. FEEIERA
SeEREAESYREGHMKMEC, Fet, B Sk
SREAERMAESEIRIEIMEREZE LR C5a,. ]
SIPHENAR.B5SRETAPIERREPHERAR
WREBER, “EEHE.FEZRONLE#— 2B
5, AT E As R B,

HEPFRED,.OLDL-Ab fEM BB EANR
#RE-REE YA AREIN MR EREN SR,
SE MM PR R B R, Kacharava %11\ %4 LDL-IC
SETHREEOMEEMARE. LR IES, AEH
MR R 74 LDL-IC 3F 85 b gk {Z 2t 40 B oo H B B &
RLIDLICHHEEYRERZASHAARGE
,&[26]‘,

3 BSusnE®

HERAMRNFERE, BAT,. 0Bk H S
REIEAETFXBRENSFENRFE . MO FPX
M EFRETESR ELISA ¥ .RIA M G,
3.1 BSntrsi

Orekhov FH 33 M ME B B ITIEBEAM
CDH # A MLiE % BRE 1 1gGs, R /5 DE-52 4§
RATHETZBRER B 1gGs. T 1gGs MRk
©Gihay LDL FEM A, B, ¥ LDL B EER LR
(CNBD) &L 3R I8 # Bk Sepharose CL 4B |, 3% 30mg
1gG 5 10mL LDL-Sepharose H. % &, 200 ml PBS
$1 50 ml 0. 5M NaCl ¥4+ /5, 0. 15M pH2. 5 9 H
RRE MBI 1gGs, BE B &5 89 1gGs FH 2 000 fH KR
) PBS E T B BR = # ( . 2R )5 Ficoll-400 ¥k 45, B)
ol {8 B sk 1gGsll,
3.2 BERGRENHNAE

Boullier £0*14}> § L n-LDL.BSA 1 & 78 £ 88
MDA-LDL fE B3R, S8 R F Z 4 ML AR, LA
B A YEBEIRICHE R [gG Fab B B8 ik, R
JH 18] 4 8 Bk 5 A% R B 52 3% M A5 B 1R &< & MDL-
LDL-Ab ¥ % B (OD){E . Lifagk MDA-LDL Hi[f&y

RN A4 OD {548 n-LDL HEM K KA+ OD
B L RAE MM 1(Titre D, A - FE ODEZEEIK
#t 2(Titre 2), ATUEKBHA A BAK Titre 1 4
B tRMEZE R Titre 2 9H{HE . REE, RE N AT
SHFEMT.LEERASHBANER.

B 8. X 2 8001 75 3 35 5% JH o) 43 10 0K S 5 3 B ok
RE AHNGHEENT QR NE, NE L #FP
X#Em E %ﬁw[m.u—-u.zl.zs.n].

Hhi F RIABHELISA RSN AHE. A
i, —ERREUCI FEHBE - RE&ARESE A
RIAZEWNA SHRHENEFE. LERASERAZE
fERIN2 | 2L Orekhov ZU°TH] Parums %0943 5
RafaXiNeE T a0 AN OLDL-Ab #18
¥ 28K R R A M # OLDL-Ab. 447 A &tk
HRUESRARSUESK RAERRRR KDY,

3.3 BRNGLRNEKEX

B RITHRFHE S 7R,OLDL-Ab 28N As
RBOH—REEELER, LDL HEEHRE As R
EXBPREUN S A GHBELRXKBHEAERS
BREE AL A ML 75 b o B, 7 As S BR WG PR AE R 2 B, %5
#HH OLDL-Ab i A M . BINAR— P ERRROE
802231 & MI % A L% ,OLDL-Ab & B FRETTEN
MI ) — 23R, 5541, Jansen FUTTMET 92 B4
U B E K P§ MDA-LDL-ADb IgM, 39 46 Ptk g
LDL HER A, 46 B E RN TR B, XM EN B B
EMMAEE.ZNEERTIEMN A S, SREH,
MDA-LDL-Ab IgM K E. HHRHBELREBEE
LDL WRIM — AWM 4540, ATt {CF T &M LDL
R fERAKE.

SZ HEARHEHXERNEATR,
OLDL-Ab fE s 5K LAI1E AN R B 2 B E W, il of W
EENE SR EERRNEH AT MRE FERE
—EEZANME,
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