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[ Abstract] Lipoprotein(a)[ Lp(a) ], composed of apolipoprotein (a) , apolipoprotein B, and oxidized phospholipid, promotes platelet

aggregation and thrombosis through multiple pathways. Individuals with elevated Lp (a) levels face an increased risk of early-onset acute

coronary syndrome, aortic valve calcification, and in-stent restenosis. While therapeutic approaches such as the antisense oligonucleotide

pelacarsen and the small interfering RNA olpasiran offer hope for patients with hyperlipoproteinemia ( a), it remains uncertain whether

reducing Lp(a) levels can effectively lower the incidence of thrombotic diseases. This review will examine the structural formation of Lp(a)

and its interactions with the fibrinolysis and coagulation systems to explore its role in thrombotic diseases, providing a theoretical foundation

and guidance for future research.

[ Keywords] Lipoprotein(a) ;Fibrinolysis system; Coagulation system ; Thrombus ; Platelet ; In-stent restenosis ; Aortic stenosis
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FIRIBRAEE , th AL 427 A 32 5 Kb X 5
R NG A A IE [ AN ), B0 0 ALK B L P AR o
BB EE 1 (low density lipoprotein, LDL) | H i =i /K F
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4% (major adverse cardiovascular event, MACE) fi*) Jx{
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1 Lp(a)WEHMAM

Lp(a) HH# 8 & H a [ apolipoprotein (a), Apo
(a) ] . #H8H H B(apolipoprotein B, ApoB) FIE LG
(oxidized phospholipid,oxPL) =#B3 I, Apo(a) H
— A2 1 R S5 A S8 P S = 3R JE 45 4 < kringles”
(KIV KV) A, KIVEA 10 #IEZE, i KIV2 1)
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A& A& 1 4 PR s e L AR £ F iR, ApoB FI
oxPL ¥ 5 Il A M 1Y) K A= A7 AR 35 V) G HK 7 I A
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Lp(a) SEFH M EAE T RNA ¥ LPA BN
FRIEE W, —EBA PN, LPA RN RETRE
A 5 3 Ik ok A A Ak O 1 A8 AE AR IR, Herh
1510455872 1 13798220 5 IfiL i5 £F % g I 2 Lp (a) 7K
PRARBRMEE, ABTE 15, 13798220 HATTE
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IV TG 1 O T2 e 1 2 B30 A 1 i — 20 1 LAl
S Kl RS0 LA SRIE
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HDL) DA K Lp () 55 8 25 112 4521 BE 1 5 1~ F 25
PR R Rl o S Al R SR et R B,
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I X A48 1 L o2-ELBRAR A WL A7, R T, G 4
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3.1 Lp(a) 58MEFEHXR
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22 ZRAH BT SHL W FR ks &, s A
L RN ) W5 P | T 3k A B i, 276
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o FE . B E T, R AT B ST D) 2 B TR BE I A
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I FY) CD36 24K M A BTG 3214 1 454, Kb H
PR S2 A 1 AT [R) I i 1 B i T 4G
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AT 5 EF YR | A i A R S ) 4 Tl
AR b/ Wa 3244 38 685 IR - BEIR 255 1M
INREIERSRE P,Y, SZ U, i MR RS Ak,
Lp(a) 5 IfiL /N 1% f6 A 7 ( platelet activating factor,
PAF) LK MES &, nT {22t PAF 5 PAF SZ{R45 4,
S ENE NN E 5 S il i e = R i N Rl e A=
(oxidized low-density lipoprotein, oxL.DL) FI oxPL i 1:f
SNz 11 CD36 SZ K25 6 4 i i/ 2R 4 | 31X —
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T /MR S b/ M a SZKF0 P I+ 3R 1Y Kk 1
T T i e B B

{H Kille %" (I R IR B AR Lp (a) M55 %
JE Y SR FAEHESZ A TR IR THI S , /NS M I
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KB B R A THRAIRT .
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5 LDL AL, Lp(a) BAT HIRIRIERE ), HAEMS



AR AU 2025 4F 6 A5 46 545 6 ] Adv Cardiovasc Dis , June 2025, Vol. 46, No. 6 - 505 -

PESE I/ R EE 1 H. oxPL I8 HL& 12 AR, X 26 [H
FALEVEHT, s 1 s R 2 ik ok B A Ak 1 45 B0 e I
BRI A ST S — A UESE, Lp (a) AT & 35 3 i
oM P A U, — T AR 25 R R
T Lp(a) <10 mg/dL AU  Lp(a) 10~49 mg/dL
(I H MACE XU T 1,28 3%, Lp (a) 50~ 99 mg/dL
(I MACE XU THES 1. 44 3%, 1 Lp(a) =100 mg/dL
FRIERE MACE JXURS U 15 2. 14 4%, 5 857E 2L Hipy vh
KRS MACE XU A 209% 5% 40% (1) E 5, I3 Lp(a)
e JE 5 3 WP 50 mg/dL 1 99 mg/dL I % /b 4 4
5 AFERIRRE K,
4.1 Lp(a) 58Kkt

ZIFsE O R Lp (a) AR E RO 800 K
FECRERFEY K R 5 B ) MACE (90 ~7 93 ) 45
Bho B SRR B BE I/ T 4 R 1 T I
FOR T e AR P " Rz iR
HIKBIEARE  Lp (a) B4 25 4 & 1 5l 150 37 4 A
J& MACE &A AU #F 78 & B0, X Al A S22
{H422 52 e 3h ik T AR B 58 2 +-P A T RE ) T i
SHEAZGYIIRZE A B Lp (a) BRA K C N
BB T MACE ;t-PA A1 Lp (a) /K58 00 DU
W LRI, B2, Lp(a) 456 ME R T Hef s
D 5eE 0 £ A K MACE & A2 KU
4.2 Lp(a) 5504 shBkiEER

F KR AE (aortic stenosis, AS) 1E NN ™
(R AR 22— , T v T A R0 24 ) it o) FL o 155
JB 4558 3 Ik B 3 K (transcatheter aortic valve
replacement, TAVR ) JEME—IIRYTIRFE . AS &m0 1]
R K E BB AFES L (aortic valve calcification, AVC) ,
I AR AT £ B el R S bk CT 845 AL P43 Ko B R 75 DA
With . A BETE AVC RISt KU Al 5 BR T, 8
A B TR p kI i B R . AR R
B, Lp(a) 5 AVC I AS B9 K% B %M M #E2
TAVR AT 1B F T Lp (a) KV B EF S, 4
XF LPA JE A ®F5E ) 7R, LPA SNPs 1s10455872 il
153798220 & AS BB AN, 3l o k4R Lp (a) I
TEWRETE R AS B, I H 5 AS 19 & A FEAE s
B OC Z . AN, KIV2 A%t RE WS 18 1 52
Apo(a) IR/ B Lp () L3 e BERIE I AS KW
R

FEAATSE ™ B ESE Lp(a) 5 AVC #HE, HAHLHI
W —&, Lp(a) A 5 P4 Kz 20 i 2 1 2 11 SR 0 L 4 4
R (IG5 A TR 2 B KO PN )2 01 B B TR ) S
Y, —J&, Lp (a) #4719 oxPL A= A ML 8% AR I AH 5%
HESHIRILH WAk, F 530032 Bl K755 1 i ) v it i i

B FH 9 JE 1) S5 200 e, 375 Ak hy o 400 TR AR 4
JE, R BRI =), Lp (a) (B BIE S R A A 2
Bt P W R G 1, £ U £ Wl R R /K i A TE MLl R
AR Ak s DU oxPL {2 JE IR ASE I B 40 K A= 46
SV 5 T2, 0 o] 47 5 I D 3 P 5 7 Ak R A M,
IR, Lp (a) AAUE K 8540 M 3 s Bk , 16
TR B 2 Ak ) AVC SEEGEN:SS R & A 3R
BETHE

LI R BFFE P82, Lp (a) 5 AVC K2 AS 1)
RABYIME, AT Lp(a) {5 90~95 T /i 4 X
6] () R, AS A9 & AR AU 2 1E % A B 2 %5 8 T28 95
RO R AR T4 22 AR R B AS 1Y
R RSN 2.9 4% . Kaiser 2512 %6} 922 {5 470>
E CT ¥ 25 B 5 14 4F & B, 3L 4R Lp (a) BT
50 mg/dL,AVC T2 B3N 43% , 87 K& AVC KU T &
30%., 1HAEZ) 220 ] AVC BER &, K AR5
Lp(a) WREAFIEREL, XATRES R A AVC I TAVR
B GBI R E KT 56, RORTIRARSE
4.3 Lp(a)5zhpktEzEsh

Lp(a) BoH FHEBAENE, 2~5 2 MG IERE,
g™ WoR, Lp (a) 5 )L 38 399 3h Jik B i o g 2 o
(arterial ischemic stroke, AIS) Jz & ki Z& i it /& A= %5 4]
S, VAT WA 2 R I, 20 1/3 9 AIS fBJLA I
Fe i) K BRI 1 VA Lp(a) 5% . Goldenberg 25>
WFoeig i, Lp(a) (R T4 75 E A8 e i & b /g
JRUBS:  (H R F 565 90 1 43137 B30 - 2 i A< v JRU S 38 n
14 £, H Apo(a) REUNTZE 10 B 407 B fa B K
2, ST B RIESE Lp (a) WS 3 R 23N & ALS
KU

JAFE T Lp (a) MUEE BB Bk A W XU, Arnold
2271y BIOSIGNAL 8158 & B, Lp (a) 5/N T 60 %
O Bl kAR I A5 A A Hp il 37 AR DG [ BRI log o Lp (a)
OR=1.48], N[AJAF1% il 2 b 2 ML A ], JL2E 3
BJE Lp(a) PIHI LT 48 R 2R 90 S A p s AT
i (HER M S 2 A O I | 1M 2L A ) 5 B4R A2
M N BESIE L, LA K OxPL A 4 Fl Apo (a) FL 4l 45
IV AR 5 S50t i =428 5 224 A2 Z R AE I R 3R P
IFi) 5 5051 N 0200 PAY 1T A BREBRE 15 | b 2 Y

D280 L 2 AR & A0 A R R A a2
15 Lp (a) IUAE , BOWAH C XU JLZE SEA T 0 A Al ke D,
5 Lp(a)5&pkmerxz

Lp(a) 5 & Ik I #1436 & i A7 4 10, 2 5B
G212 I 2022 AFRRIN R RSO B2, H S F bk i R
1 %€ ( venous thromboembolism, VTE ) | 5 I8 & Jbk 1ML
e e FEMTE I TE G, HAR Lp (a) MZ5H 5 D RE Bl
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W B AFFEAR A AT B T 8 AR SE Y R T
WS VTE Jo36, WLEME A8 /R B 582 e 52, Lp
(a)5 VIE T3k, JEZeioe'®? UESE, Lp (a) {2 if 1
TE AR FHASUBR T 20 Joiko ks A s Ak P il 4, B R 2F 4k 2R
FIA R

SRR INA SRR, Lp(a) 5 VTE Jilife: 2E 45
KA T B VAR 5, Marston 55 XF ODYSSEY
WS EAR I T TS &3, VTE XUF 5 Lp (a) ZEAl7K
IR G, 5 LDL JooC i FH 8 1 5% AL Ml i o i
T2 9 15 ( proprotein convertase subtilisin/kexin
type 9 inhibitor, PCSK9i)4 ™ H J5,Lp(a) 7K*¥5 VTE
DU BRI Lp (a) SR IR A 5 2R AN A i
i — PSR
6 2%

Lp(a) RIARRE5 4 55 B 1L 2T 48 28 1 IS A DI e 5
B OCHK  TEMARTE B AVC K3l Ik 5 HUIE il & 45 4F
L HESh AR PR & B . 4 PCSK9i 697 i, Lp(a)
REARR A5 51 2 /IR S M e i TE ™ A
RNA 25N e 5 H R pelacarsen FTHE /N RNA
olpasiran , \lR¢ 5 PEZS S5 RNA #0046 Lp (a) 22 AL, 1
Lp(a) KFFEMK 95% ., BABF5E F W, pelacarsen
AR Lp () MUAE& I 560095 5 19 L/ MR I RE,
BB AR AR D,

BEAN  FEA SRR Lp () MLAE A5 J2 75 75 SE IS
XURHT /MR IG I E], BY Lp (a) 5l /MREZIEE R,
PAK Lp (a) {50 M58 FRGE s Dk i A ke 5G i 5 41
J&l VIE Je R NTEDLE] 1847 Lp (a) FEARA I T A
PR BE I PR 2 75 52 R B 1L DI 8, S5 T — 2B 1
FEUESE

ST, Lp (a) £549 5 27 15 i I AH T, 454 v
) Apo(a) .oxLDL BE 5 Ifil /MR Z K45 &, B4 40 BAE
FHRBIE AT RENE . SR, E4EK Lp (a) 5 AR PESIR
AR ST SE RAFAE T3 B, A G AL AR AR R . XA
AT Bl T 5 0 I 2 T R A R 5 i 1 12 I8 A
J7 3R A AR B AHE Lp (a) MY, i A B BEAIR
MACE A& A28 il R S B S A S B ) R S HF
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