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[Abstract] Lipoprotein a [ Lp(a) ] is a risk factor for cardiovascular disease. This paper summarizes the
structure,anabolism and mechanism of action of Lp(a) ,and the relationship between LLp(a) and cardiovascular
diseases,liver and kidney diseases,diabetes mellitus and other diseases. It focuses on the traditional lipid-low-
ering regimen to reduce plasma Lp(a) level and the current popular novel therapies,such as mipomersen,pel-
acarsen,olpasiran,and the interfering effect of related drugs on Lp(a) level and the degree of benefit on cardi-

ovascular events. How to reduce plasma Lp(a) level and improve patient prognosis will be the key to future

Lp(a) related research.
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T E a0 M %W (cardiovascular disease.
CVD) KM H B, A 2. 9 (LA NIBH CVD,
CVD HAET R 40 %6 0L BHY . i F R Bl WL AR B 52
PR IEE H al lipoprotein(a), Lp(a) | 5 &0 K . &M
U LAE FE Cacute myocardial infarction, AMI) } £ 3}
IR 975 S5 s L AT ARG MES L AN AT R SR T A
% IR A B B R B O R E R B Lp
() ACFSH Y, HIL, A LR LL Lp(a) 5 CVD 4
PRIG S I S i 22 8] BB 2R 5 8 KSF Lp () ¥R 7 259
R BB Lp Ca) B 2548 6 A8 A0 B0 AL, LA
91 A7 M0 i A 3 ) o P AL i ) B KA
1 Lpla)MNEMEHBILE

Lp Ca) 52 — F il R 5 U0 AH oK 5] & 2 48 5 90 1
CVD XU $5 b, H 3= 22 i DL 3% i 8 A Capoliprotein.,
Apo)B-100 2 F WK % B JIg & H (low density lipo-
protein, LDL) FEAZ% 0 JURL AT Apo (a) 38 3 — i 4 55
gha . Hp Apo(a) & Lp(a) BT EEPL IR, 5 47 5 i
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Jit (plasminogen, Plg) H.A % V) 1 [ 5 1% W& 47
16 7R [ 25 #4950 F1 Kringle 45/ 38 , Lp(a) 4L 4
1K 6926-q27 FHY LpCa) He K 4 15 & W0 B 42 1 G 1
Lo A 3 B £ EON AFIE . AN B E RS S Lp
Ca) AR, B A8 5 T e IR e A3 20 18 6 B3
UM LpCa) K534 (8 BARHLEA T

1M Lp Ca) (3500 ML AT B8 55 35 R 1Pk A2 1l #42 JE mg
L AR B kb FEE AL AEAH G . Lp(a) BB R PE F 2445
o AR AL N LA S R A LT Ak RN AR AE 40 B R R
A5 Lp(a)-@IEH R 2 E 5 A B IE A ¢,
B 25 30BN Kk N B A R B A L i B Jhk ok A A AR Y
RN, R Lp Ca) X I ANEF 5 R G T 1
M. W55 (Pl A EREY, Lp( 2 5
/IR SR AR B2 Pl W0 14 5 4 P 00 i 3ok 2 180 7T i
2 B0 JOR AR B A 0 R 0 VR A XU
2 Lpla)5@iR

A5 Bl 1074 0 IR (ischemic heart disease, IHD)
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Fighe i vk F X (ischemic stroke, IS) 7E N 19 3 Tk 78 ¢
A £k 56 IR 31 ik %% 9% (atherosclerotic coronary artery
disease, ASCVD) )5 Lp(a) B M X, F—Ti
Mgt 4k 2 527 filF ASCVD % 52 Fl Lp (a) /K F
T2 EEZ T 5 FME Y. 458 BRI
EHME LR SBEE Lp(a) K/ T &8,
M —IHA 12 943 B Z K FH WA R4 R 8w, Lp
Ca) 7K 0 789 K /N 76 ol je 18] 22 53 07 &, HL 488 781 K
) LpCa) 5 AMI £ X, Hr, m K Lp(a) &
[Lp(a)>>50 mg/dLIH% FMHKFE& &4 AMI AKX
G RN 1. 48 A5, A L LpCa) o LA 2 4R 1) 7 2K
BT ASCVD & &R . A BFFE I .2 Lp
(a) K FH 30~50 mg/dL B, B # & 4 AMI (8 7
) ASCVD Y XU %8 Lp Ca) K SF 1E #5209 18 55
5.00 /% F0 1. 75 f%, M Lp(a)>50 mg/dL H# &4
AMI(EEZ 1) [ ASCVD KUK 8 Lp (a) K 1E # # 0
A3 SIEEA 10. 00 A% LA F AT 2. 30 455 T R Y — 30
WIEAN T 10 J7BIAFE7E AMI XU 1 83, 45
Z W] LDL $519 AMI,CVD 58 % K 4 K B0 % 1
RS EE 43500 1.30.1. 05 & 1. 01, LpCa) S B K KU
FEIU A3 042 1. 60,1, 18 K& 1. 07, FEHAH I 3848 43 v
LDL 5 AMI f PRSRXUES EEh 2. 1, 10 Lp Ca) (9 PR X
B e 2. 00 A, Lp Ca) AL A Tt % 1 B
J Plg, i H5 LDL He#& . 55 5 5 3 ik P9 5 b o frie 58
A IR EEE A A ARG L B 2005 &5 F 0 i T ATk
IO ISV S B 5 il & B Bk B HE B, & ASCVD Y B i
fER N ZE 2z Pk, A el 4 B AR YT Lp () AR
ARG A8 2514 XU & LU CVD B R B9 TAE T 4,
3 Lpla) 550 BBk HEREL

AL 2 K AT IR 2 AR ISR, W K SE Lp(a) 540
J& Bl ik 75 (peripheral artery disease, PAD) f£ 7E #H &
PE i ApoCa) W B T LPA rs10455872 5 PAD K
B 3 ARG . % FE A RO R . YANAKA 255 58 i
W 108 51 3 & W9 228 S 5 VB 9T AT Y Lp(a) K, &
PR 7KF LpCa) 55 B E B0 RS Ak s A8 RO A0 5%
4 Lp(a)5EzhekikERK

AE Ak M 3 B ik 9% 9K (calcified aortic valve dis-
ease, CAVD) & UL A 3= 3 ok e 52 BB 3B S B0 I
W PRI O B8 o TR 5 K > 7 3 ) S5 i R O
JE, AT, — WAL R EUESE, Lp(a) 5
CAVD HAH R Z" . ZHENG %" ;3 Lp(a)
AT 5 350 Bl RO IR A Ah 2E R L 5 | RS R TR] 520 A
A3k IF B8N 3 h ko R R R BE T R KU .
Ah, LpCa) AT # 47 K e R B 7 A2 85 16 19 A FL B A5 -
Apo(a) K & Ak B i5-ApoB. i & 3 $t CAVD ) %
A BB A A 922 Bl L R B Lp(a) 5
% T B0 o 4% 1k 25 D) A OG L (H S H kR e et
I 7E = B OB s 14 45 4k 1 B Be R 4T Lp () W AT
REf A AL
5 Lp(a)fEHERR SR IRK

LpCa) FUHE PR AR 27 & ASCVD () gk 57 /& 6 &
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SR T 1) 56 2R R 2% L AT 2 R o R B AL AL F
TR S5 H RN,

5.1 Lpla)s 1 & HE & JE (type 1 diabetes mellitus,
T1DM)

HE 5= Lp(a) 5 TIDM A PER T 12 HF5E .
AWE AR WA G B RN . HE AT TIDM M
BRI B B Lp () KOS TH G L 1 B SIREIE % % Lp
() IR IS £ B A o
5.2 Lpla)s 2 B HE &% (type 2 diabetes mellitus,
T2DM)

T2DM H & B A HBARH Lp(a) K, i CVD K
WAl AL T34 IR s . — AT BEPE R ST 4RGE . Lp ()
KF 4 B I — A b o 22, T2DM KUK 384 A 12 %61,
A ZHANG %52 48 55 2 284 I BE A4 & K PO I
B T2DM B # L UEW] Lp(a) 2 T2DM B # &
RO IS F AL E R E T, R, Lp(a) 5
T2DM Z [AJ M e EAF i . WANG &2 i T —
I R BEALALBF 5T . 9 A T 29 80 000 151 H 35 1) 1L 2%
Lp(a) /K, [a Bl & T kringle IV FR#4E A (KIV-2) #
A B BCR A rs10455872 BARLHF IR £ A1 (single
nucleotide polymorphism, SNP), #& % 4§ i T2DM
JRUBR: 348 i ) J A AT B 550K K P Lp () JE 26 (HASREHE
H5S Apo(a) FHE K /N (KIV-2 B & F 4 A 5E)
IR KR, —THFTE9A 109 440 ] Z ik F
7T KIV-2 EEFH[ Apo(a) WK K/N] K FE Lp
() KA AY SNP(rs10455872 Fll rs3798220) 4H 4
T Lp(a) 5 T2DM N R X R, SR EW, 2 4
SNP (A4 & M KIV-2 &5 55 09 e i 4 4010 5k
BRI AR TC I B R . I R E S Lpa)
BRI R AR, H 8 BRE 2R IT K Lp(a) K
FE ARAKIK B LpCa) AT REXG A4 T2DM % 4
JRURE: 2 e W Lp Ca) FDRE 05 149 TR 51 56 2R, %o R sk 48
S Ip(OWBITEXRER, FEFT L Lp(a) 5 T2DM
14 FH S TF 5T K i R B 1 B i)

5.3 Lp(a) 54 kmIF A5

W PR I % iE 32 B R B PR W B9 (diabetic ne-
phropathy, DN) | ## JR Jp5 #2895 A8 FIURE PR 9 40 D) A5
1% (diabetic retinopathy,DR), Lp(a) A fig i i 5 i K
A8 AR 4 w5 IRmIFRIEMN EEEEAR
L ARG A1 057 5l T2DM B3 1 95 11 %) BE BF
FE L RN Lp(a) /K F 5 DR WK I B 2895 A5 Fl
DN % 5 % 5L 1F A 6 (P <<0. 057, XUAN g0
ATR AR R <40 % H B IR Z M2 E 6 257
B, BIRE DT 4. 4 4F S5 R BR Lp(a) 7K 834 in—A4~
Y07, I RE AR XU 80 1. 99 47, A FE A IR G 1Y 32
RE B UEE T RS K. BRI A Lp(a) /K5
W5 A FORE RO O R RE 1Y KA LR R R ] 4y, oK
S-S N I B 2
6 Lp(a)EHMERPOFHAITIIRK

At 5 5 A S T M R JIE I 2 0L 9 (familial hyper-
cholesterolemia, FH) | JiF B9 0% S 18 4 B 96 55 19 R &
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i & B Lp(a) K FEF %S, FH Z—Fh LU 4
R & B LDL BH & F- 55 o 32 24 AIE , S 2 ASCVD i
G T B R UL AR R . 3090 ~50% 1 FH 24
AEFAEEFRBI LDL ZRFEF A, N2 Lp
() KFTHE . AN, LDL A1 Lp Ca) il 2R 6 40t 2
FH 2254 F % k£ ASCVD (4 115K g R &7,
T D P R el A B e S8 vk 2 el 5
FOFFEWR S 00 L L3 Lp Ca) 7K S AT AR L {2 H K
ST it 5 ) il A ok T K 2 B AR MY . B R L8
BT B I RE A & B E B Lp (a) /KF 5 fd A
FELL g, v 4 o 2~ 3 fi5, JE 2 B /N Bk U i R Z A
JE LA G0 SIS % bR B K- 5 i
7 Lp(a)iRiTHHRXHARIRE

LpCa) /K- 32 22 52 35 AL ¥ 1 L A7 7 R Je N Fh 25
SPE, RN E TR 2R — bR, & E X T
LpCa) B G R K F-5a) 43 A7 76 4 0 L o, DR A 7 7K
S LpCa) B2 # (>180 mg/dL 8, >430 mmol/L) Y
CVD K5 FH 224 T 28 34 2oL SR o 3l ks B
fifi Al B 2 U0 500 mg/L AE A FEAE Lp Ca) B {5 K
S, I ESRAE AHR R 1R Lp Ca) KB, T
RO LA 24 2 M HE 28 300 mg/ L AE b 15 K Iif A
i, I W Lp(a)=50 mg/dL(8{>=>100 nmol/L) & F
— R WA B A R JEAT R AU A AS-
CVD JRU B B0

HR A S5 Y — 0 s 7 R B ALk 2 A A Lp (a)
IKF-BEAK 65. 7 mg/dL A ok i I IR 3k 25 5 % LDL
FEA% 38. 67 mg/dL 2L, AH Y T 40 N BE AR 2220 1Y
SeE O KU 78 JE A A A SR P RRAIR 45 %6 14 388 0 5 XL
B, M B A I Lp Ca) K F IR 10
mg/dL 550 KU AR 5. 8 %0 #E L 7E A SR
oA B B KRR R L R A IT PR R AR Lp (a) 7K F
AT FEAR CVD KRS 3085 1k 3 K & K F Lp(a) iR
IgioES 7
7.1 FARF Lpla) gt 57 7 ik

AN )T Al B BT 43 » Lp Ca) AS RE 38 5o 2k £ L V8
iz gy 4 A O U b AT R 3 A RE A A A YT L DR
AL GRS 2GR M 2 W S IR I AE A
FFIIEREZG W AR AE Lp Ca) AR b i 4R T ik, &
A fiE L 8. 826 ~20. 0% 19 Lp(a) K- TH i i .
SR, P BOX — B4 09 I AT R J0 A iF 5% 36 B L mT
fit 5 LPA mRNA Fl Apo(a) [k hnAH 6 . M
R FACIEIT AT FEAR 2 30 % M I3 Lp Ca) K ES,
LU A1 L A0 45 52 R 7E P B 2 5 L H IR IR R X I K
LpCa) 7K A7 0 35 48 FH L 48 1 L A HIL i ot A 35 28
Ub R FoB R 2 Wil T o — A 5T AN
Sk F A R,

MR T g2 5 ApoB-100 & Apo(a) & B il i
T, BB AR 25 % ~40 % B I3 Lp(a) KSR {3
PR HL I o R I 2 200 55 = 1 2 26 AU 5 T g
OB PR T A L R B L B e B AR T R
R BN EZAEFBT,
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7.2 ZHAKRF Lpla) @ #H ARSI 7 ik

HiI2E 5 AL B RS 259 B 2 9 (proprotein conver-
tase subtilisin/kexin 9, PCSK9) 1l i 5] 7E M 55 Y B
LpCa) 259, v A 8K 26. 9% B I 2K Lp (a) K
PR Bk R BT ML E RS R . AT RE S A
BCE B LDL SZ RGP A 0T R e e —
BALE) PCSKY #14fi 71, 2 40 A 25 096 ] 32 i # 1Y
FOURIER #F 58", 28 Bifi 15 % B0 H: A 3 AT [ 41K 1 3¢
LpCa) K-, i 0T [6] Bf a2 0 048 A B35 1R 1 & A=
Lp(a) FELE K, o0 ML N B 7R & AR R T BT
AT, PCSKY ] 5l AN AT A R FEAR I 3K Lp Ca)
IKAF, BRI CVD TG [] B AS 23 368 im0 68 bk 9 19 XL
5. BRI, PCSKO 1 il 550 w] [R] B B I Lp (o) 5 H At A
O 4. R B 3% ) CVD S & 75 R B B IR
LpCa) SEHATS A 0, 3085 2 oK ok PCSK9 1) il 71 ¥4 97
Lp(a) By ®F5E 8 55,

H i E A R 13 56 B B iy 5 AR e L5
% 1 B2 (antisense oligonucleotide, ASO) 25 ¥ Pel-
acarsen, s H AT A AT S K Lp () TR 25 2 — .
ASO i it 45 & I 5 5 % 05 A% TR Tl N D) T 5 i g 1
Apo(a) ) mRNA, 5 Z ik | B AL Lp (a) K19 H
B BB 2 W R R 56 2% W, Pelacarsen A #%
Lp(a) 7K FFEAR 80 % 18 98 % 521X & Lp (a) /K P
F 125 nmol/L(50 mg/dL), i F — K B il PRIk 56 2%
Sk B FEAF I B/ B 1 AR Lp Ca) 7K P02 75 AT LARE
it ASCVD KUK,

KA 35 A A& ApoB 19§ [m] 25 9, 1T LU AE A 2
Apoa) [ BT, #E m 70§ ApoB-100 [ Jig 8 A1 &
J% . #E 9 D Lp () fl OxPI-ApoB 4 ™, B4
I FE R IE KA 56 2B Al Lp Ca) KA BB AR 20 26 ~
50 %0 SR R HAEAE B P L 60 155 5 A AN B
e FEAT e A R Ul

Olpasiran & 1AL F I & H1 B & BN EE N-2 Bk 2k
FLBE e B B /N T 30 RNA (small interfering RNA,
sIRNA) . FLHEZ40 ] BT 40 i b i) LPA mRNA B2, 7]
AR 71 % ~97 % 1 Lp(a) 7K. Olpasiran Bl
BEiEA 3 3G RIS, — BB 5% 45 S 8 UE B o] i i B
i LpCa) 7Kk ASCVD KUK, I Lp Ca) 5 1 Ky
ASCVD KUFG & FLAY T — 88 W) g 42 .

N85 M 1L 3% & e (lipoprotein apheresis, LA) f&—
FHREASRF 5 | A5 0 4 i DI 3 % I 3¢ Hp ok % 25 Bk
60 % ~80 201y LpCa) , [m) B REAR.Co 1 48 < 11 XU 1936
S7 05 FH TR YT K SF Lp Ca) I RE 85 52 15 M v JE 5
BEILAES . AR 52 BR TG AP A B SR R L LA R
REERZEER DT ZNH.

8 INESRE

Lp(a) ] GEA T RAE A FI L7 o F1 24 5 L 22
J& CVD.PAD J& CAVD Ry 37 fa b I & . Lp(a) K
FEARAE T2DM H 35 o B AR, (E )5 8K 2 0 R s 1 3
CVD Bt IR I A i i fa By R 2%, BRI ZKSF Lp ()
FHE N T2DM KR . 5 UL A% 5 B I E /) [ SR T ik
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CERE Ul T A 3 BB 45 e A e B B VA 7 (Ml 7T 26
259 B IR TCERE K Lp(a) /KF , ASOsiRNA
PCSKO il 37 55 2 A 44T 1B LR Lp () 259, H
H, PCSKO # i 35) ASX E A 8% B IR Lp () F1 LDL 7K
S, 18 T U /D s LA R RO DR 1 22 XU 5 siR-
NA FEHE ] FEAIK Lp Ca) 7K - 5 6] s AS 52 g L Ath i 5%
ERAEIE Lp(OBIT 259,
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