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Abstract

Lipoprotein a [Lp(a)] is a circulating lipoprotein composed of low-density lipoprotein cholester-
ol-like particles containing APO B-100 and APO a. Lp(a) is involved in the pathophysiological process
of the occurrence and development of cardiovascular disease (CVD) through pro-atherosclerosis,
pro-inflammation, pro-thrombosis and other mechanisms, and increases the risk of CVD indepen-
dently of low-density lipoprotein cholesterol, which is a genetic, independent and causal factor of
CVD. In recent years, Lp(a) has attracted much attention as an important residual cardiovascular
o (E

PR

SCESI PR RPE, XIS, BRER A a EO LB T OB TR D). IR EE 2 RE, 2023, 13(9):
14796-14802. DOI: 10.12677/acm.2023.1392070


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2023.1392070
https://doi.org/10.12677/acm.2023.1392070
https://www.hanspub.org/

BT Gt o 7R BE, RGO

risk and is expected to become a new target for lipid-lowering therapy of CVD. In this paper, the
overview of Lp(a), the pathogenesis, the correlation between Lp(a) and coronary heart disease,
calcified aortic stenosis and other diseases, and the latest progress of lipid-lowering therapy were
reviewed.
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1. 51§

2019 fEAERPF MR R, O M 0% (cardiovascular diseases, CVD)/& 4BRAET: EEEH A, H
AP LE A BR0 B N AT 1] $4Eit, H Py CVD BLE AKUA 3.3 12, & 5 ISt 2 BilsET CVvD
[2]. fEE RS, SR EDR SRR T CVD S/ ZFTE v, HAlEE A a [lipo-
protein a, Lp(@)H BT FiaT 5. Lp(a)ilid (2 ik oAl . & 50T S AR AR TE BAE ML 2 5 0 I8 R
(CVD) KA K B A B B, FFMS7 K %% B2 I8 2 19 JH [ % (low-density  lipoprotein cholesterol,
LDL-C)}§/n CVD A&, +& CVD #if . Jor. FIREZER. EERPIFARY, Lp@)fte2Z it CVvD Wi
jetCadi (coronary heart disease, CHD) A5 4L 14: 3 3 ik e 5% 4 (calcific aortic valve stenosis, CAVS)&E 0 K
AT SER R [3]. ATt AL 14 /N1 Lp(@)7KF > 50 mg/dL, ZRHE ARFH12) 20% N2 & f£4E CVD
HRE[4], FEImPR o A Lp(a) BATR ] CVD e RS NI TR 24T Pt i A7 B T-F#AIC CVD KU

2. BEEH a ik
2.1 £

1963 Eit L5 5% Berg 1 X2 H Lp(a), Lp(a)se—Fi &%k 8 H APO B-100 (Apo B)#) LDL F£H5ik:
H#EMEEA a (Apo a)idid o B &5 A AL — MG IR B A . Apo(a) 2 Lp(a) KFEE - I (S 530
kR REREAL . MARTERR), AL kringlelV (KIV)AT KV, Hi KIV A 10 #ESTR, KIV. KIV3-10 &
N—FEEWA, 1M KIV2 &R IECN 2~40 A5 E Apo(a) 7 T K/ T E AL . Apo(B)ifs 7y
70%%A A% I (oxidized phospholipids, OxPLs), EA €Ak (290 (RBEHATR E S RFIE[5]

2.2. Lp(@)fXis B n &

Lp()fE NAEIFIE G %, AR MANTE R, A FeHeE AT E B 3L [F 2 5 40 AR, H. Lp(a)
A5 A RARBHERE A, M5 TER. 5RIESSAM LDL-C K FAE, Lp@)/KTEANREFE
A4, 29 70% A8 Lp(a)/K~F <30 mg/dL [3]. Lp(a)7K-F 32 (>90%) H 602.6-2.7 (LPA)REKH AL 7 @
[6], LPA FE:RE A KIV2 #0150, 520 Apo(a) 41k, v i Lp(a) /K2 & 1H[7].
A RBENLACHE AR, LPA JERAE F 5 Lp(a)/K-FHE A CHD B3GR N R R EH—
TSR BT 25 7R, LPA JEDR 571 rs10455872 X rs3798220 Z: A K SR 7 # M Lk, & CHD XU
Syl THE 21%F1 59% [8]. FRritbz4h, Lp@)/KFS5Fmig. sk, ME. SR RE R, BEAZIRES]
A A 7 R

I
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HT Lp@)Z &1, Hul Lp@)ZK- T bsE D258 X PR, M TChsEA & 7775 [9].  H ATl &
R B OVE L B IR S, ot ik i i) Sandwich ELISA J7vE T Apo(a)fiifa, HH
TASZ Apo(a) A¥—1EMIm, BV RIA “Ehrift” WETE[8]. thsh, RE T Lpa)5 CVD
FOE, (BTG — 1 BE AT DR RESLAR DG, XTI RE S A BRVE B Lp(a) Jo 5t — B 5| e S Aoy 2 4 ) 8,
SEOFRIELEE K. BT LR NS, RESH LT HERAEUUR T ARME LpyIREMAEESR,
SEORFEIFZER Lp(a) KU B E 22 ek, 502 W A )2 50 mizdL, 56T [ A HERLA #dls, i T
XERF 30 mg/dL (75~125 nmol/L)/F A H LA EE Lp(a) i XU 16 2 i, B Lp(a)iidt 30 mg/dL < I & 57
P T REPE RGN, AR A8 R R BT T B AR 4G R3]

3. Lp(a)BuimtlEl
3.1. Lp(a) S ahBkRHEEmRE1L

LDL-C FIH A% Apo(B) M & 5 B TESN B FERE AL i AR AL, 177 Lp(a) I 7EHEAN ML A5 A AL B AR,
X LA EE AN Y R 0 ISR T 14 B 11 2 MR AN AR i BR 1 B L LDL-C BEmiliskfn gy, B 52454,
YIRS R g ThRe, R A0 AT E A B A, (RSN AR R RE AL I R [10] . Lp(a)idid mrsk
I I HAR 25 FE i 8 1 (VLDL) 32 AR (K 9 7 AR A5 R A 45 4 (e adh v o 4 702 B A0 R [ AR . kb,
Lp(a) i LDL FERTRLFT Apo(B)ZH A, S ikl FEAE A /E % LDL-C 52 &3 [4] [11].

3.2. Lp(a)5&IE

BNk R R A B K BE A — P MR AT M SO, ROETESI K FEREAL R A R h B E,
WIFTFTE, Apo(B)iz#i 70%LL L) OXPLs, OxPLs 1] #% J5 4f S B 4 b fAs iR 5244 (dn Toll #5244 2
F1 CD36) IR, JE Bl R AA GE H I A (IL)-1, 1L-6 FI IL-8 S5 RER T, i — DRI F(NF)-«xB (55
DAINIdE et 72 . thah, OxPLs # 5 4h S e i i b B iR i) 32 R0 Jo e ik E i M R o2, AT i idk
FIFKE R BE A S B AT, PRERIS T REME . B, SEEHKRFETE(PORE
fEo B, WKSF Lp(a) da et RS K s AR AR IR PR A6 7] TR B 2t O LB Bt (acute: myocardial
infarction, AMI), AN R ERLLZOR) [12]. BRILZ 4, Lp(a) % 28 b eif, 7oA B 18 % RS ikek
FEREAL R 1R A AR S 1 R A6

3.3. Lp(a)5m#2

Lp(a) m] BE i f0 1 AT 2T 4 3 AV A e 0t AR T B LPA 5 N EFA g UL DA (R ik 70%, fi
73 Apo(a) SEFE MR RS HIARML, SEEREIE RS Ea S A4 E, IEPELIARGRIE SOt B2 4], AT
T M T LT L - Apo(a)3d i 410 BE B A 2B (10 2T 4 21 ¥ i, 7T RE S B2 L JUURESE[9]
1 Lp(A) (e A F2 AN LT 4 8 1 e 1 AR 22 /R F i R AIE S [6] 0

4. Lp(a) 5@ 1%

Lp(a)/& CHD Mz faf M 3 . R, & Lp(a) K P8R T i 2 42 T 45 1 £ 2 B B K+ L
MR . KIATENR % MEAT4EIESE), 5 Ta, M5l S e iker G AEF KA AMI, A2 fe e
RLOSOR[12] [13] [14]. TEMu AR 2 AL SR B, Lp(a) /K P15 b IR 20 Bk K 25 1 BE B (PR FEAZ O0) B I iR
BERAHOG[15], X W] RN DAL Ty i) A s Lp(a) 5 O UURE R R A U 22 [ (R DG B P S (AT Ll
PEARRE . &1 Lp(a) /K P EME AMI B3 3 BL0 M8 AS R 4R 48 %6 . Sumarjaya [16]5F AN 9T 45 R 487
= Lp(@) (=50 ng/mL)/K-F/& AMI A4 B 1) 42 2000 AN RS R AR MO fE G R 3R, AL IE R AE A
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4,685 (95% Cl: 1.668~13.158; P = 0.003). Hoursalas [17]Z: AWF7E £, Lp(a)7KF > 40 mg/dL ({45 H 4%
2 [ R EN KA N VA IT (percutaneous coronary intervention, PCI) AMI #3515 5 45 L R B0 M A R
TR RAERE S, FEAEOFAET: . O U AEA(EK) s E . 5 Lp(a)/K Pt 5 &= i Gensini $£43 (P
= 0.03)MIEm LR M AK[18]. HhAbh, WS < 45 & HAGF R SHBKH R AL O I 55 922995 AH DS A 1AM A
H Lp(a)/K°F >50 mg/dL IR REME S =, S4EEY > 60 X MIAMAAIEL, Sk R IR Bk 48 & HE A K A 2 186 0
3 1%[19]. Rk, 5 HANAE G BKAEAL G I R R A EL, Lp(a) FEAE4 (<45 %) N TE h Bt i A Ak JXUs: 3 4 2% .

PCl RABITRZE R B2 0% T CHD BETE, HEERROIMEFFRE, XaTEes Lp()
7T LDL-C 3400 PCI A JG 38 E 20 IME A R FA KA. HH7RM, PCI ARG H IS 2L F
B 7 A O 0 A A (RS A BT 3R ARSI PR O AT . S0 et w2 2 A fe i 2 1)
FHEC B e, FF IR K Lp(a) 555 28 N PP 2 3 AH 5%, URHE N 1.16 (95% CI: 1.04~1.25, P = 0.013) [20].
IEAh, B PCI B AR LR GBI TR 258036 9T, B HIT PCI AR B K SCHAR DG I R R R Bk [21]
1 A SR AU LA 1 J o s PCIL AR G B3 TS SR R 25 . {5 PCI R 5 BB 2 R SRR I A2 3t e 5 Lp(a)
FHOGPE B Z UL, 2 HoC I RIS, SR A G A B TIAIR PCI AR S5 it & fa R 43 12 Kol i f i
&, MiMsEE PCl B KN HiE .

5. Lp(a) 53541 ERIAKIIRAE

CAVD 52— 3= 2 ik 220 149 JEEAT5 A A0 3= Bl KT 11 3288 B A 1) 8 Lo I« BEAE I CAVD
SE— P “GRATYE” AR, (HBEE X CAVD IR N FL R I 98 AEAE K AR R S AR R R HEVEM . Lp(a)
J A OXPLs & CAVS KA. KBS FEKINZE, OxPLs 1] GEEILE 28 & 2 Bl 1 45 182 (e 2h
G4k B4 [22].

CHD & CAVS CAIfal Rz, A X7t HEME7E CHD &, Lp)ish & CAVS el #,
S CAVS R B A S AR [23] . I — T R G LR FI LB M 45 927K, 4 Lp(a)/K°F = 50 ml/dL )
CVAD A4/ 1.76 £%(RR, 1.76; 95% Cl: 1.47~2.11), #&snim Lp(a)ZK>F(>50 mg/dL) & 4 /il CAVD X,
[Gi[24] . N — T RTAE M BABI BT S9N 652 5] CAVS B2, F3BE 15 (3.16 + 2.74)4, WL 45 37N, Lp(a) >
38.15 mg/dL &3 ™ 5 B kB FE ARk HL 151 757 (46.2%, P = 0.005), It4k, Lp(a) > 38.15 mg/dL & ™ & s ik
FEREAL [R5k ST T (K 7-(OR = 1.78, 95% Cl: 1.18~2.66, P = 0.006) [25]. #Rifi, AT 734 Lp(a)f1 CAVD 2
B AL SR OC R DI 4510, 7R 2E— 2 kAT v 0T 52 R 78 4 i VR 21k R 2R R DK RS TS BA I 7

6. PRAETT &
6.1. BGITE

6.1.1. £/ FXNFM
TRITMEAR TS 7 T TR CVD XU G — RN — 2R T A RGBT S, (B PR AR Lp(a) 7K e 2% [26]
2 FE AR S AR B ik s RE AT A P o0 ML 3000 U, AT Lp(a) T i A s A= 3% 7 20 193]

6.1.2. ZH¥IFTE

MyTRLWRAENG IR LN e 2 IR RE 259, AHXIRE S a BRARIERTE . 7L RBhYT
R 51 Lp@@)/K- I, HHMUHIMAE . — TR RER, 5B B, hiT22
YIE Lp(a) /K P48 hn T %1 20% (95% ClI: 1.07~1.14; P < 0.0001) [27]. Fil & PLAK ] FA% Lp(a), {HILHLHITRA
TEAE, vTRE SRR LARPU ML MR SR AR F ARG . 2 U FE 4R/~ IR T 4K Lp(a), A P ML AT RE 2 Jd i
6 25 A M B A BT 75 P JH = B A )R B AR Apo(a) 5% 38 FIT 5 (AT . cAMIP /K- R 4F, Lincoff [28]
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At NTIF 5T TR ] s P 2 o il 2 11 401 77 B2 PRI LDIL-C AT s v 5 2 I 2 (1 IE [ B o, SR AT BRI Lp(a)
K45 20%.

6.2. WMBETE

6.2.1. JEHFRMEME(R Lp(a)Z540

AT A A B A R AT T 2R 1 Bl kexin 2B (PCSKO) il 771 3= 2Lil i H i LDL 24K %8s, 8 Lp(a)
(35 B R PR Lp(a). — T 250 #r4h 27k, PCSKO M7 mT LAfHE Lp(a) /KT FEAK L) 28%., i A & Bl At
TT2525W%) Lp(a) /KT B S BRI (1 1 1 [29]. 2019 ESC/EAS I g 7 & BEAE Fe d 180T AR A 5 AT 32 71 &
Ty T R FKITZATBENG, {2 LDL-C /K- AIE AR 2t i IR R A R 2R, e it T Ik 2R A ik
PR A I PCSKO ##77)[30]. Incisiran s2%F % PCSK9 /T3 RNA(SIRNA), @il BHKT PCSK9
(EAE PR IR R AR AR, BRARAN B N AN A ) PCSKO 7K, TRJ4235 1 LDL 52 %5 B R0 T4 g v
PERR, 2R R BT, IEALT 3 WIRPRSCERR BL[31]. BuAh, E4fi 3R-6 ZMAE ST IFERRk b
(Tocilizumab). 3 75 St (Ziltivekimab) o] 8 i # FFAHAR T 1L-6 15 51 LPA 5 RN AZ IR AN £ 1 )5 1)
FILRPEK Lp(a), AT BT T E S RIB ST R SOEMERR, 58 IEAT IR ARRIER B

6.2.2. R MHMEE LpFBEAMRER

/NFHE RNA(SIRNA) 77 AMGS890 J&—Fii AUHE [ LPA JERI /T3 RNA, 5 LPA L[R5t
MRNA 4%, B HFEACABARE A (), MK Lp(a)/KF-. AMG 890 rl4f 7K Lp(a), HAT#E &
B, IEAET N I PR SE 5 (NCT04270760) . Mipomersen & 1 N Jx 5 #% H R (ASO) il il 771, 5
Apo(B)MRNA ZwtLIX H Ak, w52 454, MM Apo(B)IHEH L2, FEIK Apo(B)& k. i il—wiZs
RO T 45 RIRIR, Mipomersen 8 FFIRIMLAE 57 5 & 1) LP(a) 117K “F[32] . Pelacarsen (TQJ230) /& 4= ] ASO
254, B Apo()TERFIEH G, AIEEFEK Lp(a)/K~Fo 1T 3HIE PRSL 50T 78 (HORIZON) IETE#EAT
o, DLPEAE pelacarsen F&AX Lp(a)Xt ASCVD #i#% MACE (5201 . SLN360 & —Fh#E[a Apo(a)i) N-Z.fE>F
FUBENZ - /D40 RNA, IR AT S O IE S B 8 SLN360 f& Lp(a) T2 > 95% [33], Hijclit
NIEHRARIG B . BREE A5, W “BRE AR st “Mmigieib” . EEH T2 bR mIGTT
J& LDL-C Aikbr#, JCHEE Lp(a) s 0 5 et e B B i 2 o fedlls— TRl Bipe . A B T 7o 4
N, BEEE 5 BSIRYT AT LDL-C Al Lp(a)7K P43 51 24(5.20 + 2.94) mmol/L F1[428.70 (177.00, 829.50)] mg/L,
N HE A 43 B 677 )5 RIZI LDL-C Al Lp(a)/K P34 w35 BRIk, 4377 % 22(1.83 + 1.08) mmol/L 71 148.90 (75.90,
317.00) mg/L (P fE¥ <0.001), FME4S> 51k 64.2941 59.8%. HARARE AN BEREATHES, HBTERA
FHORWE TR, HT7 8O 22 A G Fr itk — B 0Pl B RAEE N TR [34].

7. REERE

H 1963 E R LP() AR, X LP() FIHRZE A IR 7T b i R, RS Lp()id 1 f AN iR 2248 HL
BT KB, HE Lp@R & —Fh R 78RR H . Lp()Ffi )& A Qa2 i s H 2
FRAE. BT, KIS HME . 5 CVD FHCTENLH]. S E AR Lp(a)iayr & 7 1 #8 A 2 B IR R 5%

E&WE

A tH 4R 3642 (2022D01E23) .
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