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Br#E& 8 ivh ANAIE

Br-#E&a iV AREIKEZRE G L6

B &k, FmRHAERL, AaH

EREQZSHBARL-BES VARBRKELAREOL SN, CAKNAL

EL B AN RIS KEAX. BFLRABARAR—LEA SR ERT QA FE KR L EBES RF
BrEEaivVARERKERBEEOLSHRKFAIAZ, 8 FLRBARER LF FPLTHRMNE L L4 8 F kK
HhHELE, RIPFERIFB-BEGIVALBRELREOLEYWEL O F AT R RE LS, @i Fey T4

iE AR E R AR, KT AR R B AL RUVKE
[FEITES] Q5

By- ¥ 5 [ iv( By-glycoprotein iv, B-GP iv) E 45 i &t i &
58 M BT YRS A IR . 1997 4F Hasunuma %517 % 81
B,-GP ivi] 5 & M BUE % B 6 85 1 ((oxidized low density lipopro-
tein, ox-LDL) % 5 45 4 % i B-GP iv/ox- LDL & &¥, Ifif i
FidE N SRR BRI 7 ox LDL, S EOE K 4R B
B, T S 5 3 ik i A 4 4L ( atherosclerosis, As) & A4 AR
JE. HIL, B3 B-GPivoxr LDL 8 &5 55 M5 & K wEL
HURI AT 58 H 8639 2 o IR KBTS0 A B, — 5 o0 I8 5 A8
FA) B G 5 o R EL 1 A 6 1 I R IR R 0 FR A 1MLV B
GP iv/ox LDL B & H1/KF 8.3 Th s, Rk As LA 1K) 5 &
SRR B E AMNEEW K- 78 T s, HL i iE T s
MEIEEWE G PR FIFFE. 38 B-GP iviox LDL E &
VIRt SE AR — S5 .

1 B-HEERIv

BB iv(B-GP iv) R —Fh LI & [, £ I b & .
EARAE T FLEEBURL AR AR % B2 IR 25 1 (very low density lipopro-
tein, VLDL) #1755 %5 £ g % M (high density lipoprotein, HDL) 1,
B JE 60% L EFETHERT 121 WEREBKER,
e PR R B 1 H( apolipoprotein H, ApoH) » B-GP ivE 326
MNEIERW A — LI, R R RS, RS
BA M TFIREN 19% . F 5 MUK, M IhEEX 4
Hi 60 NMEIEMRA K, 5 5 A X NBEIR S S L. B-GPiv
J& T AMAE 2 R R R R SO I B, BOR IR R BB
HBERZERA AR BEmEEEENS: RRERFEA

[WiEH] 20061213 [fEEBHI]  2007- 04- 23
[EEWE] HEx A AR S E(30471649) ;s ILHH N K NA = 14
5 4:(20050203)

[1EHET] AW, WA 5 A4, B, B 55 75 o 6 2 O 5 3 ik
WFEAE AL, Frmail ¥ mailto: southernlake@ 163. com. BIR{EE K E Ik,
o, EAREM, WA 54 B, 5L 75 O e AR O 5 Bl K o A
R IFHLE % RIOBFF, E-mail N zchunni27@ hotmail. com .

BERR&EaMEEMCERNG T ERBEZ —,

[ SZERARIRED] A

JIg 103 B ( lipoprotein lipase, LPL) & 1 45% 75 47, (@@ i 58 1H 2
ik $01 1) P R R Lk A R - e R L DR T S IO R I 4
fE 775 QN Jok P8 T U T TR TR A AP ¥ e P 40 o) — gl R T A
LN T A A YR g AL 5% ) R I

AR By-GP ivik FESE Bh 8 K, N 0~ 0.30 g/L. HAEMRA
B EARAR B R AR M AN o By GP iV T 3 R AL T 172324,
4K 18 kb, BE 8 MR T A B-GP vl i — R 7
FR) 4 AN [ S 67 25 R 4 5, o O IR0 HLLWH2 L H3, $8 D1
6 FRTY, BI 3 Fh & F A 3 MAlG T . H2 s WIS
. DERTT R IRIE BoR H3 S A3 A 83 T A Lotk
H il = ( triglyceride, TG) 7K Y MR E S RE T
B-GP ivEE[H G1025C( #h & T 8) £ 75 A U A [A] 5 R 2 o) 1fi.
fiE e B KSR 2, B C 4 37 2 BRI AT B AIS B,-GP vl ik
FEHATSETC AP F R *F H b iR B 5 5 6 &,
G AR v g L (3 T Dy v IH B B 0 RE) 5 2 TR PR U
W HAK T & . BRI B-GP VAR EAERGIRE E A
%, BT SR e R <" .

2 B-EER V- EHEREERERESYNT
74

1990 G =MIT FT /N % B v 2 440 T R 000 8l B L
(anticardiolipin antibodies, aCL) 7E ¥ & 2 L3 {4 5 B 350 A
fie 15 ] 5 7E B B S 2 W B 320 58 ( enzyme linked immunosorbent
assay, ELISA) [ R H_E (#7008 i ( cardiolipin, CL) &5 &, iX Fh 44
EFRE-MHBETHS S, @8 EMPE T £ B-GP iv,
By-GP ivig 5 2 My 1 L ) 40 3 45, 8% JIE ( phospholipids,
PL) T 25 T Ah L /0N A JE 0 gt 1 g JR 45, Ak A 3k 36 2 B0,
B-GP ivEE ELH: 5 Cu™ AL I0 2 FhfIE 5 (A4 Cu™ -oxLDL.
Cu® -ox VLDL F1 Cu™ -oxHDL 45 4, X £ AL IR B (1 W7 A
W LA N0 A S g, I B B-GP ivg Cu™ -ox LDL FE R E &%)
J& BEHE aCL R o
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B-FEE T iv(Br-GP iv) 5§ ox LDL 45 & F BRIk S
5o DUFE MR CR AR U JE 2 8 O 7- B BE &S i 3 0- R
TR B8 ( F ketocholesteryl 9 carboxynonanoate, oxLig-1) A1 7- i fH
BT - 12- R B (B 2 + Z R BB [ 7 ketocholesteryt 12- carboxy
(keto) dodecanoate, oxLig-2] o X PR A& M LDL 4> FH 1
T 5 A [ I 9 R A BT A T o oxLig | B A
EIUET, AR o REE AN E SR RER, o R £
AT e I 7 I IR T X5 B-GP ives 5 ThREIX L i &l R
BREEES G, AR 5 IR X BT BEAEE — M E &S G &
ZAEF MK XY o BRI, 7E R4k B-GP iv ocLDL )
LSRN AZERY o EARSL, IS TE AT pH A R &
BrGPivE oxLDL W45 & F2E. TEH I pH & 1FF, BrGP iv
5 ox LDL(LDL Hi5E £ Cu™ EAL 12 h) Y4 & R~ AT E
(¥, AT 4 MgCl,  CaCl, BT 2% <5 #V il T fff 15, 3 I FR) 465 45 7T i
FELE TRIMF G 77 BEHN EZKZE 16 h BLER,
T IR 26 0 7 T3 A8 L ot 7 940 1) 5 SR T S A6 Bl 1k A 3
(pH= 10) H 2 &, H 5 MgCl,  CaCl, B 1E FH A K T 16
h BEEVHRBRRERSE. STMR, WRTERNE &Y E
FER %, RMETE pH= 10 (¥ 244 T B 55 050015 A I [a) 6
if 16 h, ¥ P FE A B-GP iv/ox LDL H AW A E AR

3 ERRRIRME IR LRI R

3.1 AR TSE5NEMST

T B 4 0 3% A Dy Ak 4 i R v, 2 T i B A
R > T2 5 . BRGNS L N R ) IR RS R 2 )
fd e, EEMAMRREN S T T EEER M AR A I
e T S ek, T I B A B KG B 43 T 1( vascular cell adhe
sion molecule- 1, VCAM- 1) 5 41 fid /B8] 4% fft 43  1( intercellular ad-
hesion molecule- 1, ICAM- 1) Wl {8 FL A2 [H] T~ f¢ L. T f5 £ B
A 4k B [ 1( monocyte chemoattractant proteirr 1, MCP-1)
N 1% i HELBR ( Tysophosphatidylcholine , LPC) %% ff & 1k 1 H
TIEAW T £ B 20 i 5 3% il R T ( macrophage color
nystimulating factor, M- CSF) 55 ' /E F T B A% 41 B 3% % N B Wk
SR, FLEHEN Y BT IR T bk E 4 MO IR BT Ar W o TR
(interferorr gamma , IFN-v) , i3 — {2 ¥ VCAM-1 Hl MCP-1 1
Kk . FRE VAT 2534 2 7 48 55 A B8 (matrix metallo-
proteinases, MMP) T 52 0 BE B {1520 5E 7

B R A B ik 3 R R A T o AR R AE S R IR I 2R
# oc LDL.VLDL B AR 2 17 a) 55; T HDL 1A 10 48
RBLMFER . Horh ox LDL #1E A £ FhZh e, H AN
PR P I B 1 3 R, T AT R B 4 ARG B 2 T R s
Je bk 4 e Ak 100 ) P B R W A AT RS AR A . AT AL
ox- LDL 7 ) Jik 385 B A A0 T% B v i B 2 AF
3.2 ERMEYE-H#EER IV ESHEREEEERES
PIHY AL

Kobayashi Z51¥ A Ay, 78 59 (f1 Ak RLBCIR 45 R, LDL A
WL ox LDL J5 b SE H 55 B-GP ivE & . RUFE — @4
A RECR 2 B 83 L3 P R B B~ GP v/ ox LDL E &4, 13
RK R AE DR B 45 45 40 R KBS ox LDL 3547 1 B,-GP ive 1997

R AR R B-GP iviox LDL & &) 7T 45 B Wk 41 i 45 X .
PARTVF 2 SR B0 R 55 1 7 38 R 2 AR 7T DA 5 B M 0 B KT oxe
LDL [ 7r& . B 55 K I, 7 N ox LDL #F N Bk 40 B (1 1 72
AT T B-GP iv/ox LDL B &Y iR 1 Fey Z 44 F. JF A
B SEIGAESE™ , F By-GP iv 4 B sh T LA A2 3t B,-GP
ik, 8 2h ¥ & P BE 25 & JE (antiphospholipid syndrome,
APS), Gy R As, U B3R Y 0T BER S A7 7R — 45 Bt B GP iveiL A
By-GP iVl ox- LDL =35 AH HORIR A i A%, (it 5 Ik 40 P %) oxc
LDL Wk .

BrHEE A v —5 L BURE E IR E A (B-GP ivoxr LDL) &
AV E VR IR ] BRI A A R 7R AL R &
T, LDL JIg 5t JIH 3] 2 3V 9 B 28 At 7 AR IR A, 32 208 oxLig 1; £
oxLic 1 IS TF,B-GP v ox LDL 4 &R E &Y, F 5=
R EEMRITUE, #— PR RS A&, IR N
ERE, @8 LDL /KRS o> T 3R 8 _E T, (R A3 5 20 i
Ut P 28] i b gk N BE A, B S E M- CSF 55 BT 3%
AR EVEANH . B, EEE N I E A0 AR T Fey 24K 7 IR
T E AW, {615 ox LDL 7E4H M P9 SR 4R, S5 06 5 40 IR 1 %
Feo 320 BT LR AR 2% 0 528, BRI HE T SRR A I
KBS 08 S AT . e EE AR R, YR 4N i AE 1M
EREN R, VIR I N NE SR SO, TS T 40 AR R K
TR TR A f DR B 4 4 19 A, T BROSR B o O AT ZE KL T
B K BEAS B, TR A .

4 BEER V- SHEREEEERESYLHE
B S 75 5k

Har 2@z 72 AL B-GP ivox LDL E &Y & &1
ELISA J77¥%. CRIE A TN E 59 15T a # A M
RI(EY2C9) 5 1gG BI(WB-CAL-1) » EY2CO KJfT APS £ &4t
JE 1 34k B4 7 ST fR A 5 Y WB-CAL- 1 SR UE T — Fh APS
BARUNR . WP EEWAE s SRR, RS B
GPivAII B B iR 3K ox LDL JE W E &4 &, N5 %W
HH ) 54K B GP iv4 & . Kobayashi 251 # 37 T %47 () ELISA
1%, RN WB-CAL- 1 TR AE A g i dds, LA Z AR 1)
PLE AR & A B100 Fi4k (U0 1D2) N =, & I\ B i &
LW (horse radish peroxidase, HRP) #riC FIE R R B, H
FEMESFEMEMBORAER, ML REER . & E R
HHEEGTERNEEY, RNERSHRER. N EamE
AW, AT AE T BE BRI — G B MgCL'" o Kasahara
SR ) NI Al ELISA AR F LA KT ox- LDL A9 ELISA J5
L ATEHEG T BT B-GP ivg ox LDL 45 & T 3 il &+
o ocLDL LRIRALE T AU M B-GP ivi) 45 & 1Mo #7855,
7R AL o LDL ok i SR8 5K 1 oc LDL W, 4 71 A 50t
ox LDL PUAEABE AN P B 25 5 . tb4h, B T7E IL9E
FRHR AR BT ox- LDL AR R4 A S P JH 40 M 38 B H 0 38, 7%
B ox LDL B4R 210 3 LA H, T 4k 41 SE 36 7R ox-LDL 5
B-GP VG T R A1) 2 M AR 1, 7644 P9 AR 6 A2, 1T LAk
BEIE BR AN A 50 . DR B B-GP i/ o LDL H & W)
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TRV R LS b R A P 1) SR AR RO AN BRI ox
LDL B A1 .

54, BT B-GP iv/ox LDL E & W] LIME N —Ff 5 & %
FEPLR 75 S A=A H S hidk, Btk srile SE6WHE F
RERIFIEN L LT . $1B-GP v ox LDL E & ¥ Hifk
B 1G5 TeM PR, Hoi ToG RS 505 0AR S M BF, 1Mi
IeM 2R i 7 H I R 3 U™ o Kobayashi 2519 B e @ T
—Ff il 52 B-GP ivJox LDL B &4 H & Pk 1) ELISA J7 .
TEIZVE A CL A oxLig 1 AF N BB HL )5, 7E B,-GP iVAF1E Y
ZAE TR B BBk, FE AR DU EE AT A, BTN B A
R 5t B-GP iv/oxLig 1 Al B,-GP iv/CL £ &1 B & Fiik.
B J& Matsuura 250" B 45 FH 91 2% 1) 4% ) B-GP ivoxLDL ¥ &
YA R BIAR, BT 2 AW, B> T R
W B o

5 B-EER IV SHBERBEEREERESMER
e ESER

By~ W 1 i/ AL B 25 8 B (1 (B-GP iv/ox LDL) &
EVITEBANH T By-GP ivA & (I PLEAE A, (AL A4 T 5
BORAE . RN EEWEN oCL ) EHE, 51 K& HERA,
FRAEAR PTG 9% L& IR AR 7 A4 H B BUAE, B GP v/ ox LDL
ReE A GPRS S, ENRPRIEA RELEY. 1GIRF
FKIM, B-GP iviox LDL E &MAFE ST 5 @ & AR BOR
B VRIEA K. ROMEA BRI (systemic lupus erythematosus,
SLE) \APS. & 4t 14: B 1k ( systemic sclerosis, SSc) F 2 X E 1 <
5 % ( theumatoid arthritis, RA) 55 B & % 9% P 5 DL R AR O
73 78 A48 56 1P I 97 92 75 68 12 A B 0 ) R O  Jk e
P P L 5% S8 BB 4 P B R BLAFAE By-GP iv/ ox LDL &
Ak SLESSe 5 APS B85 4 P9 R B o] &z U 2] 1eG L2 &)
e SYUE. AHARN, 5SEEMAL, B 5k 53k
I R A 95 R N
51 B-EER IV SHERFEEREOESYSMBER
BIE-REMANIRE . . REHEBEHIEREEXT R

HiRENE 254 A (APS) JSLE 1 SSc 14 B & % 55 1 5
Y EA B A 22 AL M3 A 2 R R 3 — PR
o, RS BT RE R A SR K As, F A APS F1 SLE 1) As
BRI . S FIRIEEE, KN B-GP ivoxr LDL E & WE
Hi ox LDL FiARFI IgG 3t By- GP ivHi A & & I UK . Mar-
suura 25" 4R 38 SLE.SSc M1 RA # % B-GP ivJox LDL B &)
BRI BE R 50 B0 A 63. 7% +98. 4% A1 6.3% , LA SSc 4 i,
RA S, APS [fIBH P 26 ) 5 SLE AR . 4Bt i &, iR
¥E— BeFRIE, BT SLE F1 APS [, 1eG It B,-GP ivii iR K FH
HEZ 4y A 17% F 53% , H1 o LDL $L 4k 73 3l N 53%
29" . B E G WK VALELEA Bk AR | K AR R
RATURSEREIR 10 B 2 17 22 55 0 B E M, 3 W] Br-GP iv/ox
LDL & & /K- P mARXS M2 35 & RE B A

PUBr-GP ivVoxrLDL £ &Y H & ¥k F LA E T SLE.
APS.SSc Fll RA %5 B & F i 5 B s 4, it =% A

E ) Matsuura 251" 55 SLE 4k & APS JE A L E S W
H & Pifhs aCL BT L BT A, K IR0 10 BURE N 45% ,
A aCL(65% ) , {H 245 5 1 K0 BH P T & F aCL, 2351
93.7% 5 62. 5% 90% 5 71. 4% . fAi1%F 51 NPk SLE
B BT LL X S2 36 R B, SLE 4k R APS J& B & VIR B kA
PR TR, M 53% ETHE 81%, HoKTFWEFETHm, M
21.1%7.5u EFFE 41.4£29.4 u, WM E AW A G Pk
TR SLE 4k & APS i T aCL #6545, B4 HEEWH
B B pA vt 2 Ik A2 A 1R & (0 B M TROUAR, 76X APS A I
I RAE 141 43 28 3 A1 HR R B, 3k A2 R0 A Tk K A2 1) BH 44 T3
M 253 7128 93. 7% F1 90% , 31 i ik 1A% & 5 T50 0 46 T sy 2
96%  XYLHIHL By GP iv/ ox LDL H -5 B & iR FT{EJy APS
AR T A — A B TR G A
52 BrREER V- ESHBEREEREAESMSEHE
5 B RR

FAL PRSI MUR A 1E H B e R, AP e T
ZHEAFRERESHFHRIE. BHEERS oxLDL fIL & D
BHYREYE, 7 —SsRio v B /N R G RV A K B H 20
Kb A, RILE ox LDL YA BERFAIE T EE —
FE, B R FT T S E AR, EHEN T T B84, FH
484k LDL, {5 /N ER i P A AL, e 4 5 S0 /N BRAEAL SE
PR IE, 1210 02 P A DL OB R 2 IILE By-GP i
o LDL & WKCF B B 7t st | 18 bk B s A B k2 A
ZRTREE. BT R T A BERESYKT L
Fri R, H IgA BB 7 AR TR A BIRE R AS B 2 Bt agf Y2
W, Kasahara 251" YR IR J0E B 1 1 45 & 1 28 4 B0
. KT8 ME % B, B-GP ivox LDL 28 /KT 50 &
FEASEMEEEGX. STTREREEE, RAMITHE
L] 1§ 24 0] P& AR L35 52 & 07K 7, T 2R 25 RpL B AL AE
F, B AT 818 98K ox LDL & &858 2> B-GP iv/ox LDL & &
PO R o 1B L MR R OB SRR R I i
By-GP iv/ ox- LDL E & #7K - 5 i BT 2 40 (A0 4% o MM [ 2L AIG
% 8 i B v O[] e R v R i R P PR ) K% B Th e S 4K
(WUEF 24 h WUETi% B R) 2 34K BoRA et ™

i1 FFTR, X SLE.APS 1 SSc ## 4K N #1 B-GP iv/ox
LDL & & WHiikKF 835 At w, B B iR R A X e B 3%
RIS 7) K ) N Gl 1 3 R - 5 D e ot
PSR UL, EAER B As 5 K RFE S By-GP iv/ ox LDL
AN S E S REHEYIHRK.

6 &

25 B FTIR, B-GP ivJox LDL B & W1E R B & % it
J, 75— S By g MR R R R S A H B PR, @
G EEIGIN S As FIRA . EXEZRH S, B-GP iv/
ox LDL &4 K H B 5 HLATT 58 2 F 2L o LDL # W& 41 Hu
BN L ER Ry —, M3 B-CPiviox LDL E &MY R HA
B PR R {E N IX R As LI A % 2E 0 — A T Fg
Fro #EIRIE™ 5495 B-GP ivE K As A, BEW Y5 ox
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LDL P22 5T As 1 A, #0040 Mo S e T e e P2 ME . 35
H B-GPiv /ox DL H &MY & =4 BREI4E R? 3)
Wt Y 4 H G B GG A R HEAE 7 X SR (A i —
R 2 AR 5L 1) R
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(B I

T DL IO 44 1 ARG A FH S SO S 1] ) R E

=P EZNFHL A RBENF XHHREHIR,
EBE A E XA — A4 BTk AR X, B8R
e, e BB EE, A2 EBIHTI iR, RTIRAFISE. 28
M SRS TAER R I, BT 2 AE & 2 KRS 25 SOk Fr 2 &5
F R, 7248 F 4 18] AR B 19 98 5046 5 B A7 7R DT 1) 8
6] — /> 3 44 B R 1, BRI SCAN [R], 40 derived 3X A,
B IRERIRE, A AT, A IMRERRATAE, @S A
i, BRI KNG A — 3L, a0 %k B 2 A ((apolipoprotein) 4
BN apo CAEYE, MiE EIH Apo Ml apo BIFH 5%, @HEA
2, B A SGE S, A AR SR, B RARE N =
AP, BT E, AN BIE & 455 W SRR T L, 28—
WH BB, WA DI, R4, XERAR . H %
Tk, ARG —, WA 7 X Ha 2R G S 4E
SRR BRI T HE, 1 E R IAT
1 ZRRBEIMNEIMNNFN, —HEHANE 2T 3
AT, A AE B S04 S ) R E R VREE AN R R
e ML PR PR e P e 2 5, # HRR I AL G0 il oo

EHIAN
2 SRR OB A | IE SO K IR AR i RN AR A
AR 48 TR T, AR S 3048 5 R SR .
3 BREMAAAEFRHSE SN, 37T T8, TEsS
WAEAMARES, £ RG-S S BN T4 AR E R,
4 B AE R T E R AR A R TE R, AR R
Fk AR T WO KRR, HF )« R B R
B H HH & B ( very low density lipoprotein cholesterol, VLDLC) «3/]
Jok 3 FE A% AL ( atherosclerosis, As) &5,
5 BEIHE S FE T OO R AN L
6 155 I 455 ] R B R A, AREAT A R R
F,ERF S EMF R BINEFR AL FE), w1,
7 ZEARERTE LS WAEAT
8 WFEICHAPA AR £ 8 H B4 A, T HE SOk 4
AATH 4~ 64>, HESIRR 4 A

PA b 5E 5 3L [F) 3 HR AT o
(AR BT





