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Abstract

The structure of Lipoprotein a [Lp(a)] is similar to LDL, although it contains a kind of glycoprotein
apolipoprotein a, which is attached to the apolipoprotein B-100, despite of apolipoprotein B-100.
Epidemiological, genetic data indicate that Lp(a) is the cause for atherosclerotic cardiovascular
diseases as well as calcification of the aortic valves. Though the risk of atherosclerotic cardiovas-

AR .
il HAER o

XEFIF: EXMR, # BEA a O ME SN PR R L] ImKE 23R, 2023, 13(1): 272-279.
DOI: 10.12677/acm.2023.131042


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2023.131042
https://doi.org/10.12677/acm.2023.131042
https://www.hanspub.org/

EMR, T

cular disease (ASCVD) risk has been reduced as the result of intensive lipid-lowering therapy, the
high level of Lp(a) has been the residual risk of ASCVD. Thus this review aims to outline the struc-
ture of Lp(a), its mechanism of the development of cardiovascular disease and the progress of
therapies of lowering Lp(a).
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1. 518

O 1ML 7 (cardiovascular disease, CVD) B R AISET - R AE 2 BKE T 5 0r, Forh el IR 3l ik sh ik ok #¢ g
A 51U I TR O A BRAE T ) R B R A [1] . /R BEHLEA BRI TR KR BA BRI TR B, (R ERE &R
FHK A AT 37K O IE 525 Sl ks R AL O I8 5973 (ASC VD) A SIS (R A R A %, £ 30
JCIE S A — 20 & 5| R A S ok s . SR, BFRRI, REHMTIRERIRGTT, REEO M
BIR2]. — T HE-CI STy T (0 BE AL ARG 10 45 A 2R b o, RIS 5 I A 1 I ]
(LDL-C)iEid i Tya T ik bR, (H#128 ASCVD &I Lp(a)Ftmi(>50 mg/dI) iy s 2O I8 P2 9 1) JXU 5 1S
I 31%, ASCVD HAFRA%K 41.5% [2]. 73— WG K 8525 441 70 R AR BY AT EVE A S e 285 R R
TEVEE ARG O i FERG R 2R 5, BE AR 1 a /53R 5 A DR A0 TR I 590 AH SR IR AT T 25 L AH 55 [3] - Lp(a)
P57 (10 SE AT I AN AT (6 Bl ke 2 ST sh 3N, B nl % S AL AN R R Sk EEIE RS, (A S A 4T i s 4
L1 LDL J5 TR RGOERANAL, MRSl ks R e A R JE (4] At Lp(a) Rl 45 5 i S AL B i vl
k%o I FIBE [ J5 200 B ) (2 Fs 1/ AT 3 SO RS 45 40 A2 R e [5] [6]0 R ast AL 2% . AL B A8 ¥ 7 T %) e
FLR A E KIS AE BT RS 7, BT 3 BN KOIEBE A W] DAUL A B 5 — PR Z 250036 7 KUk G2 i 1 g
(1) = B AR [ 7] [8] Lp(@) T it Sk o LA S A4 P B i XU B 3= 20 BI85 e 2 A e IR I e
B Lp@) I 25l AR 72 A e, BT Sk Z 45 5E FEAIG Lp(a) A AR Z5 WO BT FUAIESE o« A SCHE )& Lp(a) 4544 &
FLAE O A I TR AR F L RIS 7 A S BRI Lp(a) 7 iE T st itk e .

2. Lp(a) & S5

Lp(a)/e —FhiZ O 45 ) SR FERR 8 A 2R U B A, B H il =B A [ WE2E R, AME B R A
T RH E A A, HLR AR ER 2 R R 1 B-100 5 AN R AR AR 1 a AR EEAIZE[9] [10].
WIEE A a £ LT 584 ARG BUR 23 i — PSR T-4IE 82 1 B-100 B 2 SRR IR = b R E,
1RSSR ARX . R EREE K Kringles IV 37 & 1A LA B 25 R38R0 1 AN SN2V il I
[) Kringles V 54 24 B Lp(a) BA B B LPA E KR E , 125 K gmbt i i5 d 1 a. LPA FE[KI 2 4 Kringle
gER g (Kringles IV-V [KIV-KV]), H KIV G5 A 10 N EA(KIV-KIVig) [9], 1T KV 5 KIVye fil—A4N 5%
T ARG IEANE . KIV, 3T B SEOTAB R ¥ D3R S, 801 3 40 2[RI Z 5 L,
KFHEEMEES a BERNA— BEEE a MERFRNEA B, A5 HZERT Lpa) K/
A, IEREAN KIV TE SRR T2 7 [9]. fERZ ANBEF, Lpik/E 58 kEA a WHANE
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FUAH K. Lp(a)H 3R AAEF AR e Disse [AIFR, 3= AFEACH, (EREA o B A
[11]. Lp(@)7ERTREMIFI 2 ACHERZ M A E 2TE . Bt RIL, LDL-C M LEA . IR E
HEMEEZA. BRI AEERZAETERS 50T Lp@) R AGERR[12], HEEATS BERN KT
HLFIIAE 2 [12]. LDL-C it 5 P40 i (1) LDL 524k 45 & J5 440 i UM & i 2 s i o
SRIG % AR LDL-C 45, B BI40AiE, 1 LDL-C 7E A B iR /e F N 8o i@ i B8 BE [ B [13]. BT
Lp(a)55 LDL Z5#425100L, LDL ARG AN AT HES 5 Lp(a)is bk i 5 252 AR T3R5 OG0 - (B LDL 32185 Lp(a)
(25 G B IR AR & 2 4, RS — SR A S A 22 UE B LDR SZAK7E Lp(a) P E i1
[14] [15] [16], {EEB4HEFE N AF A 45 SR [17] [18], HH RN IF 74 B R IFR S 1R85 B4 5B
e LDL SEARThfe A S0 v RE ] e 28 20 L8R 31 g 2 1 (@) K P A ma[19], I HAE— DXt 69
2 TR A SR 1 P v L e 1o B8 2 (I PR ARG P i B PCSKO HIIIFRI B A5 4 2R (1) Lp(a) FEAK 28.4%
[20]. fH % T H TR FT PSCKO HII B Lp(a) KT BRIMLE B 587 A2 1 A B JE B 25 SR  AE Sl L T
PCSKO #fill 5%t Lp(a)/K-FrIsZmaa] A T Lp(a)r= A R AR [21]. SR, fedfi 78— A5 7% I 240 A 2
HER], PCSKO IR I a 02 HAR I #UIREE 1 B /- b Ss R[22]. SAT, AEMEZ, x5l
Lp(a)i B2 Tt i (¥t VT SR 259036 T 1) S8 AT (W80 77 220 58 R B, PCSKO ikl RIS N 1 # IR 2 1 a 140 fi
R, (HXEAEE a AR EEM[23]. Kk, R E KB SRR R LDL SZ4R7E Lp(a)
G ITER, E2 BARERNLHITEAR RIE T — P AR R . Bk | AEE R 2R S Lp(a) /AR
5 R AR FERE & A L — 30 B Lp(a) Bk ik £ 1 1o i B B B2 [24] . BE4h, Lp(a)i
BNRE A a MENRE A B-100 5 nl# Bk [ G TE RS2 N 10[24]. & MERBRKE & %28, Megalin 52
S S Lp() AR, Btk &R R EIER A, 5 Lp(a)tH <1 Al 2 A % (ApoH . ApoClIII. ApoE)
AT RETE Lp(a) UKL I B R HEAE I [25] [26] [27], (H'EAITE Lp(a)fR i 2 o i BARMLHIAT 75 33— D
FLEh. HeAh, 18T N AR Lp(a) K H g B &, SR B IETE G 8 1 a I B A% rp v i b e 2
YEF[28].

3. Lp(a)fE M EERHERHLS

W FCUE B K Lp(a) 5 b RS GR AR G . OULEEAE. R 540k = sh ks 4 & A 95[29]
[30] [31] [32] [33]. Lp(a)F i (R #AE RBIKMFEAE . RIFEFUS 5.0 ME TR R EKE.
Lp(a)ifi it 7> 7L NSk N B, FEAS LA RN, SECEEANIER, @ Gmp fmE . B
AR T IR 2 A 2 PR R L RS B AR . AL IR TR B B i S R AR A, DA
Az LR 0 A 4 S Ik B8 RE B AL BEH B R R [11] . Lp) & A K IE R A B 5 4A AAL B Mg (oxidized
phospholipids, OxPL), OxPL @i LM SRR 11 a £5A[11], RS R GBI RGN A1 I8 1 fE B A ¢
oy FHEA[34], B K S ASCVD FIEG AL I 3= Zh kIR 72 AR Ik R AH 6 1A I B A 4 i A4 A6 [5] [35] [36]
FEARSL, Lp(a)yidid H OxXPL Ry b i A R 40 B G PR 431 A 4B DN 1 (1) 380, IRk iz 4B e #4371
BEAh, Lp(a)tf 5 4 i B s 2 At A A F b R Sk 2 M 4 M R 7 R0 26 [4]. 24 Lp(a) ik B s o i
S PRI B Il o 26 B 2 B ) I AN SRR, S B D Re kR . METHERR . SR SORE . R R
i A2 0 Pk o A L AN RS A 2 S BRI 1 S BRI ,  (ELJ & Tt i 32 B T 3= sh Rk 1 Ak R
HA o Lp(a) 275 Reid i %t 1M e 3 2 BREF VA T RS2 40 0E N 28 AR T B 72 Hh R AR F i AN e . IR R
H a &A 545 AR B ET R S5 M, (A TETE, 38R Lp(@) v SBUZMIA B INE . S8, A
AT TR BE R KIEREAS Lp() X AR S 23 i Ve AT AT 52 e [38] o AT 3 22 AN B A% 2 UF 4 A 3CRF Lp(a)
T TE B K AR T O /R FI[39] [40]. 12 Lp@) BN N AT TELF4ER 1 b, 1 R 1 2175 i Tt 1)
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REWm, Mifedt im0, B, Lp(a)ral fEACKRBNBRGHAEREAL . 540 3= 20 ke A A At AR 17 i
Z BRI — R

4. B Lp(BXiair A EmMRiER

LP()F+ /R4 5 ASCVD LA A A6 P = Bl kR A5 2 A) A 5 ZU 7 R R SR OG & (R R Lp(a) 1 7
HERARE, WET AR T AR g B41], 3 H BT ARG 25905 1T T 41K Lp(a)
YEIT[2] [42] [43] [44] [45] [46].

FE B 43 B A2 I R T B Lp(a) A 20 i, (BAEBRIK 3 &8 4 /NBFHIRR YT I FE R, Lp(a)ik /&
RESUR K 50% % 85%, [l AL TG tAH 2D, BRIZAR Lp(a)dh, AR EE 43 Bk nl R B IR 2 ik
FE FAIK 60% %2 85% [47] [48]. NEHE [ 43 B8 CAIE B ] AR/ 552 Lp(a) TH i v6 97 AN (1) 0 I8 2R [49]
TEHERE AT I — DURTHEPERE ML EXTHR. BE . S XHFFEH, 20 4 Lp(a) KT 500 mg/L (1) il 4 00 45
JEEEZ TIREO A BAR, H A AR O MU R ILIR VT A5 (1 8O WIS 2 280 I 32 B T DL R B ik
SEAEREAL A IE BN RE ST PR AR I 5 IR B R G [50]. AR, TR 2N, Bz KAUEE
BUOT AT, S WS A I 70 85040 SCRFAR 88 1 70 BSAE Lp(a) T s i 1RO I 572 s — 2 T3y i i) 2
YER, AHC I AR gD OB DIRE R A AE — e A E L. i T Z R BEHL G B8 R, T HoR 24K
ATRAMIRE A B EER T A SHEED B WEED, BRI EBESM Lp), XEFMEED
FOVE FHAR AR BOR, PRIk, 3dsd 20 B B AIK Lp(a) DA = R iR O LB S A (V8 £ 2 AL R AN TS A

YT AR ZE A AR RORAIS Lp(a)ilk e, 12 FUR FE S i 30%, (H'EA151E M Lp(a) sl
ARHE IR L S R A [2] [46] [51]. FOURIER W FE 4047 45 SR 2o, PCSKO il F——4& & JL s hife 48
AT BEKs Lp(a) A 2 LU R LR B AIK 26.9%,  FF H LP(a) i T HH A7 (37 mmol/L) i 58 5 22 BRI 2 AH
b MACE F£1IK 23% [52], Ff HiGREAEZZA5 10 ke sk 45 13 2 [53]. ODYSSEY-OUTCOMES i 7
Tseta e i R o, PCSKO il 7l ——Ril BLJC BB AE4E 4 /N H J5# Lp(a) Ak 23%, Jf H. Lp(a)FE2k
KPR, A BT B RS LR R K, I B 25080 MACE R4, 1X5 LDC-L KP4k
K[42]. [Htk PCSKO il 77 m] 7E AR KB AIK Lp(a) 77 A BT R S i 5

R FERZEBR(ASO)FI/NT-HE RNA(SIRNA)ZH: TR, B LPA JER = H)——(5 1 RNA J4E 51 F%
fiX Lp(a) 1 25%[54] . Tsimikas 55 A KT ASO I IR T 45 SR R IAE 47 4448 R RLAE N A S 19 iR 2 1)
fi F IONIS-APO(a)Rx HE T 3 F#(% Lp(a)/K-F, i LhFEZE 2K 78% [55]. Pelacarsen /& 55— ASO, &
IONIS-APO(Q)Rx [FZRMUY, fe AW PR Lp(a), ARl Lp(a) Btk L /KT FEK 92%
[44]. Tsimikas 25 AW FC & B, 7E6H12 8 CVD H3E4k Lp(a)/K ik 285 150 nmol/L (60 mg/dL)H &3,
5z EFAARLE, pelacarsen 7£ 6 AN H I AR & AR 77 2022 FRAK Lp(a), FRAR/KSF &k 80%, EE M
AN RPN (12%) Sk (11%) Bt BEREE R (11%) [45]. Horizon B 7842 —TIELEREAT (1) 3 HAkE
Bl BRI BRI R 5SS AEVE ASCVD (BEAEACIURESE . SR a4 Hh XURH/ B IR (14 41 8 20 k094
BEREH RS 80 Z 501 pelacarsen J5 I AR R5ORT 22 4 1t DA St 32t 910 ML 87 <A1 45 ) 1) 520
Olpasiran (AMG890; Amgen) & —Fh% 141 % LPA mRNA #it1 siRNA. 7E Lp(a)7K°FA 70 nmol/L B¢
o AN F B VR 4 24 i S A B AHSME 1 RO BRI Lp() /K, R ELESE 43 RAIES 71 K2 (0], LP(a)fx
KBEIEIEF] 90% L E[43]. H T F Olpasiran B Lp(a)f10x 1fi 3 244 (1) OCEAN(a)-DOSE #f 7T IE 7E 3£ 4T
. SLN360 /& —Fh L LPAMRNA N#E &5 /) siRNA. APOLLO #F55K 32 4 Lp(a)7K~F->y 150 nmol/L (60
mg/dL) Bl 5 1) 52 4 R AR R, BT A R R BIBEE SLN360 IS N, SxRAAMLL,
Lp(a)/K-F &35 B, I+ B s fIEn, Lp(a) ik 0r B 23t BRI 95%JF BLity 52 P [ 45 [56] -
HABBEI AR T FAC Lp() M 20 B F6 IR . PUIR AR . KIAZEA . DR b, el Rk
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TAT I 2 AN A% 22 AH SS T 7T SCRF Lp() W BT i 55 ASCVD URS: 1 it AR 5 Sl ikl e 7 2 1] FA) 7 A2 A

RRAR, REHCEMmAATT 25 LA BAKHT 2241 1697 AR LDL-C, {HF 7RI Lp(a) /K F T i A& o0 IfiL
HHRRIRAR AR . fEE B B R RS Lp@) /K-, I H ST 7t K BA B 7T IEHE 22 B g B 3 7 B9 7E
Lp(a)Ft i 3 Ty O i F A R AR B EAE A, AT B = KB BE LI RS 2 — eSS . H i PCSK9
FPHIFRE T PR Lp(a)idE— b O M A S A AR R Y R AP I AT 5, (H ik = 58 25 2 BRI Lp(a) 7K
2. RE BT AER T LPA ZER= PR X B R TR 7%, B SiRNA FI ASO 97, 4]
AR T REREFFC Lp)/K-F, FERTREAEA A KPR TR, AR FREE 2 A 8K Lp(a) 2
VIR R T, DAtk — 35 A B AR O I/ IRV PR I PR S R B A1 4R =«
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