+ 178 -

[ gh ik ik Z# & (Chinese ] Arterioscl),1994,2(4)

M 55 i, 7 € ] e £ 4 B 1 IR AR B R &

FRE G

(LEE_EHAFRBERFHAE, L#

A £ —1 42 Rokitansky 12 i i % % 1 B B M A&
BN R G EEIL RIS HRIE RN
HUEELLSE, MR —HB AN S X — KRR ESd
EFTUHELE. B —HE.L Vicchow AREH A
WA X —EF R T RIENER, SIE— KT
BENEARREE BASRX BTN ESARMN
REEFRYTERAERFR, BUEHHRIER
X —ERRHEHEELRS SR XE AN E
F 87 H K BB ARATRRER 2 T MR X —KK
HIBRIALE .,

FitaE 70 FRE, “Bh— RN "FIRHFERIT.
X—%i%H Ross REF X EEBIARFTAMERE
ERHTMBE, ZEENXFHEAIEHEEIR
HHEHARI IR R EEAEIR, e
BAR.T REARBE. LR, BN A
METF.GIEFEIARMBL EH . REXS5ERA
MEFWEREFRERAREKAR—E, RMRT 44
TR,

Ross B9 # B A& W TE 7 U A7 IKR
BALB MR AR A AR RS M8 2R
kREBFREEBMEELERNEASTE. (A%E
A LRENRRTE  EHRIEERY K
FEFAHRELIRPFERYRE S0 E &SRR
WERZ BHEENEENTUNBER . XL HIAN
FRA & B BCE R LR T
FFEAL,

EFm/ AL MERERE" URREER
MTFLERNELSLEENDAENESERY BF
REERLFEHEANCNHTEESD O REELHE
SRR EEEEMA. A XHNBR, BFERED K
FHFFEE H (low density lipoprotein, LDL) 4 {f & &
f§ & 8 (very low density lipoprotein, VLDL) % /i
XL/ A R P9 B2 40 B X 3 O 4 P Y R e fE — R
R
1 REERSM/MRINEERIXFR

I /AR 7E 52 P03 Jm 06 4k Y B I B 45 08 B R B E
MERATERE BEREAERN ., B TM/AR o B

he g T
200025)

FEH EE MM /N TE 4 K E F (platelet-derived
growth factor, PDGF) . TGF-3, TGF-a % iy , %t T F
B . ERARERFLEELER RHXT
UMM L, F7LL Ross e H“Rfi— R "8 H,
EREARRGEHRESIRPFRTIIMELERE
EAMALT . FSE b N R 3h Bk BERE AL B AL A 1
A A FB FUE. Mendelsohn % A & 3R /MR 2 84
20 P ) AL A At 17T E SE 7E SR 3 R A B SRR
Bt /METERE ERESEEEEE S E A ER
Bk . XEBR RSB EMARER, FEARNE
0 R B, X MU AH B R RD B REAL AT R IR IR 4B AR AY
}Eﬁzlilc

RN — PR R, IR T L A%
HE— SR,

EARMDMEET, CIELHFEEEREAFRE
sohisEYs, X—{iA55 LDL # ApoB/E 4 A%
ER.MLDL 5M/MEMESTEE_NHETH S
HU), g & 558 LDL R &3 /b4 R & f R
Mo FB EE VBIREH B/E #4424 160 000 d il /)
A LDL Z M % 140 000 d . {HX PR XA AL
2, FEELDL WA AR AR TRIEES B ELEE
B K e B B FETED ', Koller % AR LDL .HDL
S/ MRAXEARMEA L/, Z4PE4Y . AL
AR BIEE M T HDL.LDL B4 & %A Hm' Y,

— AN AR RS HFE = REEEERR B
FHEANELERER. S BBEERC RBRE A I+
G, % AMERE. GRFTRAEBENTT. LDL OF
EEXN EPREERBHE -EWEWE. TEFRE]
B 2 FMIRE T .7 g - L'OLDL 7] #2381 Rl #0B% B
B A, B, % ADP MENE FS O/ MR EEME
IR R, LDLIRERTF 2.7 ¢ » L BT
PAZE G Hofh AR OE B R 7R T B3R /i
BHE,XARERAEN LDL RI¥HEM C &2, Bl
AR A Ca R ELEA R C MEANE . X—H
mOEAKEEREEAMERMUFRLRA LDL EH
8. W4 LDL e H R BN L B ThRE. BARIE
ELAFIFE (PGB EL KM EH Gs MIERFMA



i H BhEkiE 1L 22 & (Chinese J Arterioscl).1994,2(4)

*+ 179 -

1L BE T & 2Ot ] ML /N AR K Zh B8, T B 8T & 31 LDL 1
HE B M /MR X PGL M 8URYE . X R EFIMH R
MINLEES PGL. 4k 2 HH @A ERS . £ LiRE
B, LDL L TREMEE, f Blook % A M &3
FA AR SR E ) LDL (10 mg » LY S5 M/ R E i
FERIMBEARRS A, FIBYISRE C 2.

HDL #) 7~ o] T BE X [ /N 4R B 6E 89 %2 W LA B A
[A. HDL; fEBS /& T IE % ¥ B 7K F B 68 0 S /R 3R
4,1 HDL. A& " K F & E# HDL B {4 HDL.
5 HDL, i B ARAE MY, Brelsd /b 89t B
BB AR—3. s HDL &L BEREXR HDL
AIYERE. — UL RIEW, X AR HDL sE M M /R i Y
i g4k HDL R &6 {233 M /R 9 B 4810,

REBWMELBERAM/ M LEEALEAHE
#,EREEARTEASSL/R L FELE ST E W
IMRTIEM EEREM SR, TR, BERH}
AREEMES HRTEEANY T FHVE W R
St S S 2 A AL R L /MR B R R
2 ERSn%EERRBIERANXER

BEACHEN—FEKBEEER K OBRATHKE
BR—HE5ARBEAWLERESE X —HETR
AFHTHREEORANTERSSEANELEZ RE
BEASY. ECATHEE5T . BAMEACEEAS
&5 . BENEMEFVa 5MaEKFE.MEHEHC
—SHREEAREZEHEEI CMEMH « HEE
HEERESYTEKE. FUEACEREMRE
HA— P EENNRERR.

BX—-RAEBLEERBEOHN LMW, Wilson ¥
AR E 1t LDL (oxidized LDL, OLDL) £ B 3 b4
HEAC KA. MITIESE, M#F OLDL H ¥k Fe L
F.EBCHELEZRRREHE I T HX R
MEERAEFRFREYAEAR EHIELEFRHER
[/ . B4E8,OLDL X% 5k 88 vy 5L 40 BB 16 A HE e B
EBMER, RRLDL 5H K ARLE T EHRBR
#{EE LDL 5 A T% /L8 LDL #{l. th o [ B a5
H. 3iEERZHEMHEE A E M OLDL MEH X
EHA—Z4HFALE25OLDL MHEEBE CELY T
B.MAS5OLDL #AR . X% LDL R HDL fEiESEH
C myiE L,

OLDL t F&E A C &L 4955 UIALH i K45 5]
R, ERIIEGFTLLEIANER C HTE{L 486
ErAYFBAFELER. QOLDL qJEHEH il
REVEARMELEIHR EHEEHEEERFTE
BBERFLEwn HO. 8N BETES.F2

K 1& . @OLDL R M3 B2 40 MR B i 4, 10 R0 &R
HCHEh. Bo AN, 4 5% 8 FE 305 i &
(plasminogen activator inhibitor-1, PAI-1) 8] % & 4>
FEBREBNFESNSS T, 05 S LR EE,
X 3t % OLDL i i %) % N 57 4 B & & & ¥ PAIL-
el EER B ORIV ES-EOEE SRS
A CEMETHEMTAEE. QLDL ERAS B ST
ERERREEFHEAUTHENGELES L
FYEARFELC 5SEMLK-ORBAVEAES Y
4. @OLDL R fr e R B B ¥R /K 7 L i i 52 48
M MR ETEANSRU RG> W, RREL
RIEFTEANEHERE. XUFEEE# S TRM
E BT EHERR

EAXBOLDL MHEH C L EHAMR R,
Weis % A & HAEAT F X 4R LDL,OLDL 684 % #th 3¢
BAEARARAETHRE. FERZAHHEER
4y BT OLDL #94E A3, Rl 6t X 4R LDL 5 HDL 1k
4T OLDL f94EH . B {13k OLDL R RER:
B — e B v TR BT N B 40 M TR T Y O SR K
HEEFHRED, S Prake A KA B
MR E R RA T LM LDL LA RIS
MR AR E TR RADY,

EEFR-BEREELR LR EHRRMEEET 4
SETFEOREESETHERERNG, XRERNES
AHBRAERSLASERSNERAEET N X
%.

Antonov F A KM . EHRBHEELT LXK EY
kEE T BN A AR OB ETEANRANE
5T & X3, T BL7E 0 & X P A2 40 R b 3 I B )R
BURERBRARBESR. X EHERERMLE
R A U R LR 8T AL 5 B R B AL BB T A
HEZYHERY,

3 EESHEHxXR

ALERMERLABEEQME. S W= L
EFNERTRENAREETR . MABH M =8
MEEERATRITEERLEA VLG . FBEHS
BAHH.

HlEEMENAN —H . ERF - BEREIF
3 VLDL.LDL. %4 LDL M & Lp ()X Al £ B £ 3%
PAI-1 9B B E R KRR,

Stiko-Rahm % A A FUHEE R A K404 VLDL
WEN TR AR PAL-L EERM S A E .
X-EAERNEARXETWRIBEAB/E ¥4 5
VLDL &&# 3. ¥ VLDL H %2R & S as



+ 180 -

FE kB (L 22 & (Chinese | Arterioscl),1994,2(4)

HHO BREME,VLDL REHS5HEEA B/E Z&S
&ot, HRIE A KA RE R PA-L BB SRk
PEME . RAAEEER VLDL i KFH, & H =851
fE &R VLDL HIE® A#y VLDL 883 4 20 ) 3%
PAI-l ¥t . X—2 R 5K LA NBCINEE
HEMHM=ZEAKES « PAMBYKEREEMX
WS AE—3 . VLDL M XFERHESH HEHM
ZEEIMIER VLDL 8 FHBEQEA X BARRE
BEMMTREEABNEBEAB/EZKERE
mH R A,

OLDL B NEHKRMWIERZRZYTES VLDL
HEFARAE, B EAEE &SRS W PAL-1 EH.
Latron % A& 3 OLDL *f P 5 40 B 4+ i PAI-1 89 4E
Fl. Latron % A R 3 OLDL Xt P it 40 M 43 i PAL-1 {4
FIMOF BRI IR R DL RS C M AEFH I oxX —
{Ef%F OLDL REBENHMELARSRAX —F R
BN AR E PAL-L iS4, A2 T, XK LDL &
HE ¥ PAL-1 &R 54 WD,

Tiemoli % AN &K K Z 81k LDL & —#
TREBIEER B/E T H A RI¥ A K BREEE
Hud b1 PAL-1 B9&RL . BEE LDL W JE R8I M A AR
FREERCAY PAL-1 tikE RV s 3% /0, {5 2.8t LDL R A K
M BIRE T L R 4R LDL 38%'. X4% LDL Xt PAI-1 i%
HHRA AR TRENERMAAR R ITHRERR
LDL E 5N EARMBEL BT HAFSEELST
* . BAHRNEHRNBEES/L LDL. AR ¥kEs LDL &
RAFH /N ERA X HRIM PAL-l S RMENE
FRLm, eah, — 2 ALk Bt i S LA LDL R T
REIM) 36 30 5 19 B A MO R FE 4 3% I PAT-1 & 896
5 L

31T LDL #3E AAHL& , Latron £ A G N TRES
HERZEAF L, M Tremoli % A\ W @ 5 48 fa
HRNER T RE AR EREIRERES
¥ BiE A H OLDL fE B B0t 1% F M KB AR
4 AR A F R B B A BEAR BE LR Y R L BE AR
EBimE Rl e 2inE OLDL S M =B MU R RE
0 DU B B AT PAL-L B4 L X — 4 R R
BEEERE A. KR40 MO = BE MR LRZ W BB 2 OLDL £ H
WHALES, AR ERRER LDL 55 ROLE T
BUEE A Ca R E ZHMIMBREMN M=%
EHAEE, £6Z LDL SEMM 4R E LDL
WAMUER ., XWHRH XHE—FHRRT B
LDL AR5 AKX ARBEEFRUE &5, BB IE
B A, B2 PAL-] £ RABERE.

BEFRER T ol B A S 41 R & LB 3% PALL
S AT REE A N EREE (OGN ARER A E
N3 P9 B2 40 B 3% IRt PAL-1 S RS54 1.

HMRECHEALHAEEZ LM T LDL.VLDL &t
PAI-1 B9 (B RE T {13 -PA WM.

B Lp @A TERB AR R Lpa) X5
MERNAZZINEN. ANRITHRERRGES,Lp
(DB FEAECOERARERBREEES
VIR R &,

HEAN Lp@Z U ASBRIENEEES T
SFEMSRFY . LFRH Lpla) 2l LDL @K
THEEEA Bl 55 —MEEs S g Ey
BEHEO (O wEEEmR. HETMEN. R
EA@EL 6 SREEKYE L 54 RBRERME,
cDNA R FHEERBEER O SHEBRZ A
HISU~0YMFEE - TEEE —ITEHNREEH
MEERE SR EEN KREHHEL, & 37
TRAHINMNEHREEEHED kingle 4 HEHFH
80U MRV, B — T E WK 55 HR kringle 5 4%
WA .

HTFHEEEH@OQOWARETHENRSARBEY
kringle 4 ZM AL, MEEHX —EHEXEEE4
HEORWIEE X B Lo B TRESBREND
T ESABBRNE S, NTTME SRS
R %, X — S B W Loscalzo % AEE ™, HE]
BH,% t-PA EXBRMERNE S THRES bit,
t-PA BLMESEBREYE A SKRBERTS, M
Lp(@ A BMESFENESBEHL ENEAALN,
ATHF THEEAFRBRERAFNTENFEZ TR
L 2 A-A0A: R G

BAERBIEEA (@ RE Lp(@) R «PA E{LFE
BST BN FEH R E ) — 4 RIS E A Bio EARIRIL
AR EiRR A, BIEE S B LEREEER B/E
SZHRFARMENXEEBES -PA EHEHALE
AT B ERLp@OHBREA BB TESS
T -PA [EHEESMEER.

BRABREQINBARRERREE SRR, £6
FREFRE B RIREEY PA KB B G E S 76
AEEBRARNDNEK, BRSBTS R TR
WA SR AR A ERA RN
ARFEZEMEMADES UETNEEILET
EEAEEMEE ATEF T -PA B EIHKEEL
ALEF ISR ™!, Nachman % ASESE.Lp(a) BEH BUH 3
FHEMRANEAR NS S0E FNHTER



dh E B fjAE{L 2¢ 75 (Chinese ] Arterioscl),1994,2(4)

=181 -

ERERRETEA AL . 1Y YORIRM £ Lp(a)
Han, HEMRRE A RSB EE N TREGE 9%,
X—ASEBEEROEBRESTREARLEEX,
MEARBEER (@XM K EAR ESBBESESFEN
EMAOHAHRETHRMEST S, Hi/ar—
FWER, Lpa) AMIEBERK AR L, B FEEL
ML ERERSRE A ERENER.

BEEEREH Lo FBHMA=4%9,
OSHEFEEHML S IMH -PA £H LE LA BEER
BERQ5ARXREIFREIERE S MBS R
ERNEARXEOS OQBEITHEHEEA BoliES t-
PA JEHENL S S SR LGN TR B vE b S 7
KF- L3858 PAL-L i SRR M4 @, AX—%H
HHEBRAESRE . EH SR BIe
LDL,Lp(a)TEX — & E XM T Hih— M8 E A
ORR i i

FERR EEREERNIER.ELHE=ZSR
FZBIR AN T2 BRE . QR LDL &% i Mg
A HEOE E R 6 SURKE N FE B R T Hx i 4
SR QI CEEEARA X RN EAR
FIPUEE IE YL RE R, W (45 LDL TR R PERT —EW
R QORTRERRTHAAN S RBEELLE
HEY XA —HBRM VLDL. &4 LDL £ AHE
Lp (a) B 3I0E A 7 B BR3P B2 S0 MBS 4T 8 1G4 AY
Fik,

U EZERMGRAMBERTERESENEERS
WEBRMEFAERATHHMXA THBRAT S
B OEE KRB YRARENER TR RE
LS RTY T EENFTMEE.

EHXE

1 Ross R. The pathogenesis of atherosclerosis.a perspective
for the 1990s. Nature, 1993, 362:801~809.

: g MEAKARENE. MBS 0. P112~8.

3  Mendelsohn ME,et al. Role of platelets in cholesterol ester
formation by U-937 cell. J Clin Invest. 1988;81:62~-68.

4 Curtiss LK, et al. Interaction of plasma lipoproteins with
human platelets. Blood, 1984. 64:365~374.

5 Aviram M, et al. Low density lipoprotein binding to hu-
man platelets: role of charge and of specific amino acids.
Biochem Biophys Res Commun. 1981, 99.308~318.

6 Surya II, et al. The influence of lipoproteins on blood
platelets. Am Heart J, 1993, 125:272~~275.

7 Koller E, et al. Purification and identification of the

lipoprotein-binding proteins from human blood platelet

10

12

13

14

15

16

17

18

19

20

21

membrane. J Biol Chem ,1989,264:12 412~12 418.
Blook LH, et al. Low density lipoproteins cause general
cellular activation with increased phosphatidylinositol
turnover and lipoprotein catabolism. Proc Natl Acad Sci
UISA, 1988, 85:885~889.
Knorr M, et al. Rapid activation of human platelets by low
concentration of LDL via phosphatidylinositol cycle. Eur .J
Biochem, 1988,172:753~759.

Desai K, et al. Binding of apoE-rich high density lipopro-
tein particles by saturable sites on human blood platelets
inhibits agonist induced platelet aggregation. J Lipid
Res. 1989, 30:831~840.

Krauss RM. Regulation of high density lipoprotein lev-
els. Med Clin North Am. 1982,66:403~430.

Dunn RC, et al. Low density lipoprotein increase intra-
cellular calcium in aequorin-loaded platelets. Pebs Lett.
1988,238.357~360.

Wilson BD, et al. Regulation of endothelial cell protein C
activation by native and oxidized low density lipoprotein.
Semin Thromb Hemost, 1992, 18:11~17.

Gebbink RK, et al. Specific glycosaminoglycans support
the inhibition of thrombin by plasminogen activator in-
hibitor - 1. Biochemistry, 1993, 32:1 675~1 680.
Tremoli E, et al. Increased synthesis of plasminogen ac-
tivator inhibitor-1 by cultured human endothelial cells ex-
posed to native and modified LDLs. An LDL receptor-in-
dependent phenomenon. Arteriosc! Thromb 1993, 13:338
~ 346.

Latron Y, et al. Stimulating effect of oxidized low density
lipoproteins on plasminogen activator inhibitor-1 synthe-
sis by endothelial cells. Arteriosci Thromb,1991,11.:1821
~1829.

Weis JR, et al. Oxidized low-density lipoprotein increas-
es cultured human endothelial cell tissue factor activity
and reduces protein C activation. FASEB J, 1991,5:2
459~2 465.

Drake TA, et al. Minimally oxidized low-density lipapro-
tein induces tissue factor expression in cultured human
endothelial cell. Am J Pathol 1991, 138:601~607.
Antonov AS, et al. Prothrombotic phenotype diversity of
human aortic endothelial cells inculture. Thromb Res.,
1992, 67:135~145.

Stiko-Rahm A, et al. Secretion of plasminogen activator
inhibitor-1 from cultured human umbilical vein endothe-
lial cells is induced by very low density lipuprotein. Arte-
riosclerosis, 1990, 10:1 067~1 073.

Chautan M, et al. Phosphatidylinositol turnover during



- 182 -

[ B ik iE 4L 22 F (Chinese ] Arterioscl),1994,2(4)

22

23

24

25

stimulation of plasminogen activator inhibitor-1 secretion
induced by oxidized low density lipoproteins in human
endothelial cells. J Lipid Res,1993, 34:101~110.
Scott-Burden T, et al. Induction of growth-related
metabolism in human vascular smooth muscle cells by
low density lipoproteins. J Biol Chem, 1989, 264:12
582~12 589.
Sachinidis A, et al. Low density lipaprotein elevates in-
tracellular calcium and pH in vascular smooth muscle
cells and fibroblasts without mediation of LDL receptor.
Biochem Biophys Res Commun, 1990,167:353~359.
Utermann G. The mysteries of lipoprotein (a). Science,
1989, 246:904
Loscalzo J, et al. Lipoprotein (a), fibrin binding , and
plasminogen activation. Arteriosclerosis, 1990,10:240~

245.

26 Hoylaerts M, et al. Kinetics of the activation of plas-
minogen by human tissue plasminogen activator: role of
fibrin. J Biol Chem 1982, 257:2912~2919.

27 Simon DI, et al. Tissue-type plasminogen activator binds
to and is inhibited by lipoprotein (a) and low-density
lipoprotein. Biochemistry, 1991, 30:6 671~6 677.

28 Hajjar KA, et al. Endothelial cell-mediated conversion of
gluplasminogen to lys-plasminogen: Further evidence for
assembly of fibrinolytic proteins on endothelial cells. J
Clin Invest, 1988, 82:1769.

29 Nachman RL. Thrombosis and atherogenesis: molecular
connections. Blood ,1992,79:1 897~1 906.

30 Etingin O, et al. Lipoprotein(a) regulates plasminogen
activator inhibitor-1 expression in endothelial cells. J Bi-

ol Chem,1991, 266:2 459.
(# 3T 1994-01-09 % F])

1995 FEpERE L ESSER T

= P £ * & [\ B X A K B A A
&R, KEEFR
LYERELEELS 6 BEEARKE 19954 10 A o '
IR oH_138 ~iE 250—400 ﬁﬁé%ﬁﬁi
2 HEHPBENEERELTES R FEI T ke
. 1995 £ 10 A
3.ERBHERAREEREREN OH—1zm KiE
L TEREEEFAB O EE KBRS 1995 F 10 A
EEFEES 10 H—~13 H
; 1995 48 10 A
5. PEREEEAERBER S 10 H—13 H
REN HHEZER
6 HRBHBEA L LBRLE ¢+ RERIF R & 1995487 5 KFEF  so~110 A R B4 .MEEHE,
421001
vn%/\ N
T AIMEE R LEASS I KREAS WS EEA HMR o apnEIREE
BH 7 REREW HoH mM % % (150030)
; o 3 RERE I LSRR K
. HEERHA LMEMETT&OPEERE, 1995 4£ 10 A o .
R TN a5 B g p LA 200250 A ¥HERABLIY

£ (100083)






