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Abstract

Coronary heart disease represents a substantial threat to human health, with dyslipidemia being
one of its primary risk factors. Lipoprotein(a) [LP(a)] is a unique form of lipoprotein particle. High
levels of LP(a) are associated with a marked increase in the risk of developing and progressing

EIEE .

XES|IF: oo, XIF. JEE A (@) ORI TT PRI SR D] IRRE S 3ERE, 2025, 15(7): 973-977.
DOI: 10.12677/acm.2025.1572080


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.1572080
https://doi.org/10.12677/acm.2025.1572080
https://www.hanspub.org/

Bk, XF]

coronary heart disease. As research on LP(a) advances, its metabolic pathways, disease-causing
mechanisms, and therapeutic approaches have garnered significant interest. This paper aims to
provide an overview of the structure, metabolism, epidemiology, pathogenic mechanisms, associa-
tion with coronary heart disease, and treatment strategies for LP(a).
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1. 51§

O I 599 (Cardiovascular disease, CVD)TE 1 [ BB FRH BET- AL E AT 51, PaWTFRI[1], BEEZRE
il FEE) CVD B REAB T REFERT, KRN ANORR TR K TIWH A w050
(Coronary heart disease, CHD) & U JEPEFE T 10 1 BAERG N 28 2 —, b RBNIK P BRI A, AR BT AR I i pa b,
SEENCE RS A, PRI ILE, SIS A B AR ROE, SEUE ORI R . O R K
32 2 PR 2R, B35 n] B3R (R fG S DR 3 AN e SO S DR 2, b g e 7 el Lo R A K R 1)
N AR RN R —, K% g 5 1 IH [E B (Low-density lipoprotein cholesterol, LDL-C). H it =i
S JIH TR A2 H AT A e Lo TG T T 2 A

JIE 2 M (a) [Lipoprotein(a), Lp(a)] & X &I T 1963 4, HHlEEI K Kaare Berg KM I %, MHEA
TR i 2R A AL ORI AN 2818 25 H (a) [Apoprotein(a), Apo(a) 3B iR IEFE M IV 2], IR I
FRM, Lp(a)/K I Ge5 CVD Felsd et O AHIE[3]. Lp(a) il S BN IKHEFEAEAG . 184 28 5 A Bl ik
AR T AR e Ol K A2, fE LDL-C IAZIFEAR HARES, PR Lp(a) i — D BRI 0 s RS, 598
AR5k FR A AT B A [4]. (H H TAT LP(a))& BURH . BUm LI &I IT A AE S

2. Lp(a)EE# S BHF4E

Lp(a)5 LDL M5 A R RIIMLZ 4b, 15 Lp(a)AS i A2 B i i AL o, A RERE ALt
fFPSENEE o Lp(a) FHAKES FENR SR I RERORLANER G 88 1 a 4Lk, 9 DL i An 455 (5] LDL AERURL
L5 30%~46% [ JIH [E 5% & % 5 E F B100 (ApoB100)F14E AL B 5 (OXxPL) . Apo(a)ie: — it i -4 i & pl I
Iy AL ISR KR E R, b Lp(a) BB 25%~40%. HK/NG Lp(a)/K-F & 2 H35[6]. Apo(a)H 10
ANFIYER kringle IV (K IV)SEE AR, BRES 2 DR AR GE S 2~40 DAGERIEE LA, H
AR5 RGN LB X AR A R X DL SR TE] Lp(a) 77 K/ SRS 2 R R R 22— (7]

AR, 2 Lpa) & 4128, /rib 2350 Haixt 58 A @) MR SR A R A 5
4, HATMAHRES Lp(a)BF T LDL 524K, HAR MR/ v 2 5 IR s s 25 kR BIE
FHQEEWTEHERKERBRIEEA B100, EEA@MAES LDL-C 54454 LDL %4k, {13 LDL-C %
fif# %/ [8]: Utermann S5 [918/F 8 & LG 22 H (a) i) 73 AR T e 55 LDL-C SZ2AKZVIAH G, A1 L4A i) LDLR
= 240 Lp(a) b, MM LT Lp(a)/K Tt . Trenkwalder [10]557E B Dh it 3 i 1) 2835 R R 3
F M Lp(a)/K-FB &S, 1X AT 338 B Lp(a) 73 o] R S A A/E I« Kovesdy %[ 111 FEtH
KIL GFR R[5 Lpa)Jt a8, XSRS I Lp(ayfRtid fE e — e e« (HIX LRt S A A7 4
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—URE, FREEBIRESKT Lp@ft @ MIMEERR, KIS IEACH T K Lpa)/K-FrA
PRHLE B ATASAS B8 . K oRIE 75— B LR AT TR B2 A () AR & 42
3. Lp(a)ARITIRF

YRGS, 2ERKLH 10%~30% A T HIILTE Lp(a)ik B H m G 50 mg/dl), it 32 s i A Fok
3| 14.3 12, IM7E LP(ay/KF-EAHERMIEZERE, BA Lp/AKFEESTAALEMA . REm,
Hh I AN LP(a) KT B SR AL, —Tgh N 290 73 v B s NIBEFE R R, LP(a)/K-¥-THimifE
e ZEANMEA SO ERE R RN ERE, HE Lp(a)<30mg/dL #HLt, Lp(a)>30~50
mg/dL [ 5 B Fsh Ik A I S . SRSk B . S A A A AN SR S KA A 1 L Bl R 1%
15%-+ 9%F1 11% [12].

4. Lp(a) B Brim %1

REEE A a 755600 1R A K e AR FE LA G AS B, AR F B T B A S R ik SR A BB B {2
%K. AR (RBIIKIFEREAL S . Lp(a)yilid (2 2F A B 240 i T L4 s FE4AA, TR AL IS (Ox-
PL), s EEAH M AR, NPEREIE AR BE 25 AF[13]. Ox-PL AR (eshbkis ke, wf
KW, Lpa)fIEBEARET CD36/TLR2 SZARHE ERK, M5 N 5T R, gk e 14 v A 2
MR, FF HoAT DAl & BV AR T, AEBES PSS 0. Lp(a)HH i Apo(a)& —F{E & 7, FILA
P40 p- A E A MAC-1 AHEAER, (kR RE[14]. F4b, Apo(a)fE N HAZ 4 1 b B
A, A TR R AL AN B A R TE AL AT RS, IR 2 REREFR[15]. Apo(a) 15 £Vl )5 H A 35 M S5 M IR
LA IR R e e 85 B AT AR IO o, SR 2TV I IR 5 P R R T 2 AR 85, (R 4T i S ik
TEVANEIR R, TR AR LS &g, DARCD AR VERE[16], [FIBY Apo(a)RESE 4 23K+
(TRRFIL, {8 TF EERANHIF R, (R3O, S S0 AR s, MR 3E 5 0o (1 K & o
Lp(a)i&s o] LA — A A B A B v v, o> — A B 2R, AT PIg I AE . B N B 4 i
FEVE, DRSO R R, I eV R RE [ 17]

5. Lp(a) 57 LiwAIE R <X

I3 LP(a)/K-FFh =y o] 2 38N ek O U o« A3 25250 T 7R Lp(a)ZKF T 12 Jed O PR 57 s 6 [
%, HBE%E Lpa)y/KFF s, CHUBESE RS ZH 8GN, Lp(a)yik BEREF i 3.5 fi, CHD [0 KA 5 13%
[18]. %[N Logistic [HITHTE5REM, FHE ORI GRS N R AR M Lp(a) /K, A
Lp(a)7K~F-55 75 H 42 ek 09 14 R 26 R 4% 7 2 P2 2 TEAH K[ 19] 6

137 LP(a)7K Tt i il 520 ek O S8 0 A8 P2 B RE S TG - AW TSR, i Lp(a)/K-F5 ek kB
HUAR . SYNTAX-I ¥-53F1 Gensini W73 3546 K[20]. 74h, ZEERN 211558 58RI, Lp(a)Fti=(>30 mg/dL)
55 3500 ok ks R AR A AN R BEBR XU 38 1 Y 35 A %, IR BEAER B Lp(a)/K-F I n 5 sl R 3l ik ™ 2 7 15 2 D) AH
Ko BB 73BT R B 1 2 Wi @k e ik 48 & AE I B 52 48 B e kA NVRIT I B3, RAT Lp(a) /KPR
D U 5 3 N 32 AN RO I AR R A2 (22

2023 4 [ I AR B BEAR P £ oR[23], Lp(a) A2 ASCVD T G K 25, Lp(a)/KF- A 300 mg/L
VIRl T K P2 B KR RERE AL M O IS0 AR 3 I o ZE N PR b S8 e 0o 1 £ 9 AW Lp(a) 7K
SRR, S HLSE 24 7E 2 ) AR 6 R B I Lp(a) 7K 4%

6. Lp(a) 0= R
FAR Y5 LP(a)7K“F /] PARFAR O I 3528 19 RUBS:, (5L B A A& R I RE 3 PR Lp(a) /K F-RIETT ik
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BT LpQ)/KFEEZBAER R, BTUARE. BE3084E S 7 R eaE kA %K Lp(a)/KF. BE
PRI FERTTARTT SR MEBRSSE . PCSKO il 7156 25 1% Lp(a) K- IA A AR KRGk . TREE
AR AT 7L 5T A A RO PR FEAIC Lp(a)/KF, HPEIHAME ot A R RSSE7E [ o LLAE 23]

FE S8 [ NR 255 BRAR Lp(a) KON i A AT 3 24 FEAR Lp(a) 7K I ZH K . RNA §E[A)
TBIT & N RS Lp(a) /K P AT i i 7k 2 —,  H AT 58 # il £ A b /IMZ IR 245 W) I U H IR
(Antisense oligonucle-otide, ASO) /N4t RNA(Small interfering RNA, siRNA). ASO & —F BLEE A% IR
g3, FTRAATTHE mRNA SRR F RIS, 0] Apo(a)d H &R, MIMTFEAIS Lp(a)/K-F[24].
Pelacarsen & EL28 5€ Al ) 11 IR PR SZL6 AN N1 286 1l B T, 5 98%I B3 Lp(a)/K-F i E K, HA
BB /N25]. sIRNA J7i20 i #04] PCSK9 mRNA ik, 8/D 40N PCSK9 M4 ik FEAK Lp(a)/k
*F[26]. siRNA J7i% olpasiran [ IT BAIG IR IRIS &5 R W, A AWIRIT 20 36 JiJG, Lp(a)/K- PR
Al 90%, HACRARFEEZR 48 JH[27]. A —F/Nr 2t T IR RS B, B REHIH] Apo(a)5
ApoB100 H1454, Ml Lp(a)HI& (28] /NrTZi4) Muvalaplin ) 11 HIE R SZEGZHN 233 44 Lp(a)
AKETHE i e, S5 R R W B 10 mg/d. 60 mg/d. 240 mg/d 254821697 12 &, Lp(a)/K-F2> 5l
PG 47.6% 81.7%F1 85.8%, H AW F| 22 4= S 52 14 17 [ 291, B FE Lp(a) K-V 092590 A7 40 T i
PRAREGPY B, AH H 5l O B8 5 oA B i 7 S it 1Bk #¢ .

7. BESRE

LR, Lpa) i LNUESEEE G POR I R A KR e P ER&AR] T 2w .
FATX Lp(a)y Q@A M BUR AL BT A AEAE — 28500, X R AR RIS RNAZERTT M2 —. KN
Lp() K SRR E DMK, i, B & EG RGO RAIR, 8 ASO. siRNA.
NYTEEEL A NIGR IR B B B ATV IC % A3 FEAR Lp(a) A 253kt By, ARREH
WK Lp(/K 5B R Bl AMUEHRTI TR, BRI I 2, B0 i
HAMARLE, NRfEOIE REHR EF RN L.
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