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Abstract

In recent years, despite the rapid development of China’s medical level, remarkable progress has
been made in the prevention and treatment of coronary atherosclerosis, and the mortality rate of
coronary heart disease has shown a decreasing trend. However, coronary heart disease mortality
in young- and middle-aged people has not been significantly improved. Lp(a), as an independent
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risk factor for CAD, differs from other lipids in which its levels cannot be altered by traditional
lifestyle interventions and statin therapy, and is therefore considered a more dangerous choles-
terol than LDL. At present, there is a relative lack of long-term treatment options that can signifi-
cantly keep Lp(a) level low, so it is of great clinical significance and research value to use Lp(a) as
a new therapeutic target to reduce the risk of cardiovascular events.
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1. 5]

P (hELO MR R S PRk ) (2022 BEEDHRGE, JELETIPT 5077 O MU R 7 R E S b T
AEOT AR5 BT A S IR K, (R T A BFRR B 22, 72187 O L e EIRE B BT A fEAEIR 3 00 f4H .
TEEDR Bl ik ok R TR Ak M SO0 IR (coronary atherosclerotic heart disease, CHD)YE v 0 ML 207 o 1) S5 B35 4y, 1R
I AU 5 A0 T RS AT A TP TH B B [ 1] S RBIK R AL FEREAGJS 38 B T A Bl PR 28, 0
JULEE 2 17 A A R L SR AR IR TR I G, X i T N SRS R 2 4 1) EE B AR CHD . HARBE AR TS
AFREE ST S IAE ., TAERB RS OB ) B38 I DK A4 & SR Nt [l g ose 2
CHD ) AR 08 1B W e TR 584k, SE R — 0k X 2 kR A A0 XU M I 78 rh 28 B, S O I AR 3R
BE MR Z (2], CHD OA R YW ANTE A AE S 2R . ST O 8" e AFEE
Z, HETRA G2 M ER AR “FR” —RFEEMN<40 % 2I<55 & . 750 MRS A RAT
WE T, BZEPARTRE CREBRABCOIERFLY , B E NN AR RO AL E L
<S5 %o [EESCERIRIE T, SRR 250, WHO H bR HER 2 LEFESHE, BIES(<44 %), I
(45~59 %), EHE60~89 H)MFEH(>90 %) [3]. HAETHHFFENRRAL S L BER AR, — B
AL I R SR BRI A7 4 . SRTITEAT 1) 07 A 2L 28 T Pl e K ey CHD HUAEAR B8, TG
THHER OISR, T RTINS [4]. BRI — IR B AR, i A, FE
AR TR0 FR A B T BLOM LS A ) F 4 (Major adverse cardiovascular events, MACEs)Fl-Uh R P8 T2 & AR
AR RGBT [5]. T, XI5 4 5w O B A S AL e B

2. REH a SHBEFE LR

SR 7L Lo 2 e TR A% 22 1 I3 A 4 K %55 82 T 2 1 I [ % (low denssity lipoprotein cholesterol, LDL-C). JI§
5 M (a) [Lp(a)]~ =% & 5 & A H [E B% (high-density lipoprotein cholesterol, HDL-C). H i =Hs(Triglyceride,
TG), H, S/KFR) Lp(a) CHUESEATAES CHD BIAZ S 3, ml AT jak /Cog S5 3 10 I S A
Jo BRI N RS2 45 LDL-C H%k i X, RIS 69718 2] LDL-C HARE R EE S, Lp(a)
WAL T LDL-C HISERRI R [6], [R5 B A et Co o 268 1R 74 7™ B R JB2 2 B AH R [ 7]

E— T o 8 R BEATLA 437 w8 A% 000 Lp(a) 57 23 2 (AR A0 5 68 Co o XU O R SR 2R A G, W 72 3R K
Lp(a)iRFEREFEAK 10 m/dL, B A 76 0o T HE R AR 5.8% [8]0 — Ti3& T BFASHE AR Ik 117 Co AERIF LA T —
BN FVREFE 73T IESE s Lp(a) /K1 > 30 mg/dL ARG UESEXES TH e Lp(a)ZK P > 100 mg/dL (13218 &

il
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A2 BB () AR A b <5 mg/dL B2 380 2.4 £5([9]. AR F 5 S ks RERE AL AN O ML SR (R 0 5706
BB, E Tk Co8 N R 78 FP Ll U B RV 7 S 5, T AP AR KRR L B T4 65 apo(a) ) Lp(a)
FEH(LPA)DE S AE S [10]

CHD R ML DAL IR 20 ik o A A A0 BE R REAE (1) 2 K o AR A0 2 5 DL IR . FRE— TR 5T CHD
ER TR K AR SR 5 I3 Lp(a) AR S AOARIE 78 57, 1035 R Lp(a) 7K VBt 25 e IR 3 ik ple 745 i 88 ™ 8.
BEYRRE LUK, HACHaR S, RLE ARSI A KPP AR R i FE v Lp(a) K% 1 B RAEH
[11], Lp@)MXSBERG A IS, T DAL BESAME I SA2E ME[12], 16 SRR (E AIRIERL O 1)
P ) I PR R AR ST AR DG, TEARE Ml R Bk Z R 2638, Lp(a)iid (i i3 &) 451 B e e 21 ik e Sk 3t n 2h
Jok 5k A A 200 ML 597 (Atherosclerotic Cardiovascular Disease, ASCVD)XU&:[13]. SPETREIKEE &1L (Acute
Coronary Syndrome, ACS)J& e IR 20 ik 6 1 B A0 AN A2 8 BE il 24 sl BE 12 BT 3 B R Bk N S AR T BT
SR O IE S B MG RS A AE[14]. 54 CHD B3 FIa AkBEE 2 A& H K EREM R Het, H
SYEIRRGE . S KRR 05 RIEA R, BN A mE g, AR &R RR,
I FER KO S 2 R AL HURRAREENLEI e, Snrsliem ke, HE2RATRBR, FH
MAEAZE, ZiGE RO IgEMEkii . B4, R, WMTE & &4 MACEs MAELE T1E et 20 N 2
52151 [16] [17]. BIf#i#E LDL-C #5# B #f(LDL-C < 1.4 mmol/L)i ¥, Lp(a)’K°F-5 MACE ALt AL
PBESESE RIS . — T I 3000 22 5 451t R s 7 48 Hi[ 18], Lp(a)BHE 0 10 mg/dL, <45 2 KR
NIKA ACS BRI RETEIE N 4%, 45~60 % [ N AE ACS [PEZE IS N 2% . RIS 0L fE RS R & )
Lp@)FFm 548 NI AR AE ACS [T REMEREINFISC, R Lp(a)s2 45 % LU ABER A ACS 1k
SLFERE R ER, Lp(a)d s al i ACS [R 9 KB 3E 0 3 £ -

3. EER a ik

Lp(a)#2&—Ff 1 2 FE IR 28 1 (LDL)BURE 1 #1628 1 B AIE 2 138006 2 (1 (a) [apo(a) | INE &R (1, P4
BRI S5 G . apo(a)fe — P FEREAL ISR EE B, FEIA BGERALERT IR g0 R, o5
Lp(a) Sl & 1) 25%~40%, {HILLH B S W IC IR e 18, R N s i 06 34 P 5E AR AT RE . apo(a) ik
AFAKERE T LPA 2S5, FHET 6 SEA LRI E AR, BT 130 kb X, WE
LA B Kringles 45 #4938 [kringles I-V (KI-KV)], &4 KIV Bl NS T4, 4hETFH—
K& TR, HAKERRTHAER KIV 258, apo(a)f 2 1 K 45 HIR(KIV/KV), 3 kringle V 451
BRI RIS 10 A kringle IV (K IV)Z5 #8845 — MR 2 AR UEHY KIV-2 # DIE(KIV2-CN)H &F
FAEAREE 2R, HIEMEZESIH apo(a) K/NEM, &R () E IR E )R A
PIRRE[19]. BTFEARSE T H S s, EIERRAMKE Lpa) X775 & 1K/
A1 Lp(a) R AEE BRI A ], 3% 2 I Lp(a)/K 5 apo(a) B9 R /IN 5 1) AF € B2 0 I 1k 52 9 [20]
[21]. ANFEIFREEZ 0] Lp(a)ik BRI AT R A RRI, AMEEFZR 2%, A ARKF—REAEmEE A
MI7KFAR[22]0 LIS Lp(a)i B 5 Z@ A8 5 A (a) 1A B R R, A& 88 5 M (a) 1 B .
Lp(a) /- iR AN 2 . IUME, fE— S P MIAIT S & RS, PR A 2T B G
W Lp(a) R BT, AR CEME [ IEERZA B-1 (SR-B1) 54 E )5 52 /& PIgRKT 7£ Lp(a) /i
JRAECS AR P R — AR, AHEEAS Lp(a)foks i K 1) 22 P2 AR ATH AR M AR FE ), 5157 Lp(a)iii b
1 Z AR FIBLETI AR B[ 23] I6F — S H/N RSB EAT AR A R A B IR RIS S b thdh, NME3) 1%
WK, Lp(a)f1 7 ARHIAH L LDL PR, 5 Lp()E TR [7]. BT Lp(a) Bk /MR 54
BI5IME, Lp(ay FERIM e BA — e SR BRI, H AT BA bR A e 7 2500 52 IS B 2% Lp(a) /K, Wl
I HE 1 (2) bR G 8 T e R 2 AR B IE , 0 B B 1 (o) S AR O BB I AN e, AT AV 22 T T 25 SR
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LA RIS, F P BORZ AL IR B K e DR 1A B 5 2 FRAR Lp(a) AT (193 ft 14 34 )
DIN R SRR A PR Bl SR T — P e Bl € LAk i, B Denka A&, iZuli & 5 2+l
AL ARHE ] RO RS B R KR 22, e IERIES ELISA ARG Lp()EMZERUh, RWIER
RIER A RAFH—BUk[24]. AR, Lp)fE B E<30 mg/dl BYZCERF, A3 B B0R KU
A AZREANTE25]. AT AR MU S E ARE, 2010 AEERNENIKGRAFIEL 2 LR A B s e, Ak
B ZE DR Lp(a), X AT SR EAE S8 & ASCVD FR S8R Lp(a) 5 52 HIEH AR AT R
AfER R RNEE, ERETIHER6].

4. Lp(a) B Brim 4%l

LDL 5 Lp(a)fi5 M [F (45, B apoB, fE4EEURL LDL 8% Lp(a)t{X LA—AN B f74E . 76 LDL 1, apoB
FEME— R AFURSY: ME Lp(a)H, apoB 5 apo(a) tifréh . A AN RN &5y R IR e A, #
1T B B EHE AR K2 (1) lias Bjornson FIAKET apoB 7K~V 5 b 00 Z (B 8 RIATHEAR[27], @I I8 4E /4T
77 1F4E Lp(a)-apoB F1 LDL-apoB 7KF-, #27~ Lp(a)-apoB Mzl #EAE{L M L LDL-apoB % 6.6 i, B[4
AR apoB (& EMIFER, Lpa)al#in ASCVD KUK 6.6 fi5, Lp(a)fR KGR T i e Nk
T T- IR H bR [FIHAR 53— DS B s oK = BB A, EATTAE apoB 2t ik 2 Lp(a) i
i, DENAE Lp(a) LG 0 B0Ri 4, A4S H 45 14[28]: 9F Lp(a)-apoB & F 1 100 nmol/L, M 5%,
1M Lp(a)&:Ft i 100 nmol/L, == ZE.0 U A4 RS I 24% . Lip(a) k% Fus KU (I sk LA & Lp(a) 8l
EEMRORL S T Ff, R Lp(a) i i fi AN B B XU DX R 25291« 3 P TR 72 3248k 17 UE 4HiE B
Lp(a)BUhi bt LDL ki 58 &) S ESIAKEFERELL, oMK Lp(a) BEFRYRTTHE 0 T IR i B R s .

Lp(a) ek 7k o T AT % JEE FOMLE AL LA R JUA: 1) Lp(a) T iA B R IE R HEL T ok, 5 27 15 g R E
EAILRSER), (BT IABR IR 45 5 A kringles (KI-KV)Fl—NE A BE4E 4R, 1 Lp(a) 4SS KI. KII 8
KI. Fod i 447 R BNk P B2 3k NBIKEE 5, 7T DLSE 4 14 (0 300 21 v i S s, AT TR AR N 4R 0
R PT AV R AT 4E B AR D, TRk T A A ZE R TR AK[25]- 2) Lp(a)5 LDL-C FUNRRE AT, 5
SRR FE G B [ B2 (ox-LDL)AHIE], H AT LUS 8N = I ERE, 5158 RZHMEE, Hhing
WA SRR E R IZ s N, SIS T LA A, ) B A P 434k Jo AR SRR, TR v A 4
i, Bl aRHAIGA, (R sh koA REIL I R Es thah, HATLLE LDL-C ABAR RN E, (HY
LDL-C AHLG, Lp(a)%f 3k i (14 8 505 A 4t 4 5 A A TR S5 A s, 7R M RE 15
R TRIRE K S5, B4 e 7 R R In, BB 2155 S s Bk REEAL 301 3) Lp(a) IRl 2 — i 46 B F[22],
HRG FEHEH OXPL AL IS B, M3 F 50%1) OXPL 5 Lpa)F %, ALt 4k
Lp(a) 119 KS Fr B e vk, J8 2 IS A R 40 i ik A6 i 2 i 2 R, JE I 302 98 RE S
BRI s Lp(a) ol LA 5 MR A A 1) 50 28 14 D8 7 ik, (R dE an iR SR AE R F-(TNF-a0) . AR 36
-1 (IL-1). A4 R-8 (IL-8) 5 M AN AIZEAE[31] [32], AT 51 A AH 5% 98 AE 2 Bk S5 7 78 I/ B ) R A
[33], FHEE TS RFEIFRIEL S, SN ER R AL G5 IO M KU B &1 [34]. AMA L,
OxPL L RE 51 S E WM A T2, 51EBER AT SH R . [ 4h— I AFIRE 700 B8 AN [ 7 s A
CAD (M EF AT VAR T AIBE DT, B BIRNIE W SR Lp(a) 75O M8 &L F e, I
UESE T 7E4 52 et IR B ik i 52 1 e £ BA S BB 38 R i A Lp(a) AU L35

5. Lp(aEE S EFHRZSHSE IO

Lp(a)if & 5 2 iy AN R (LPA) 1], LPA 2 N R ih 2 SR 3R K 2 —, L e 242 H apo(a)
K/NZASVERD KIV B 2 $2 DA R (KIV-2 CNV)2 Lp(a)y/K P EE R E R &R, KIV-2 B K4 40 FiAs

DOI: 10.12677/acm.2024.1451650 2057 I IR = =23t e


https://doi.org/10.12677/acm.2024.1451650

R, AR

[ AR, AT LATERZ) 1600 Fhal GEMIE R AL . fEEAEESA b, KIV-2 HI45 DS Lp(a)ik FE S kH %,
KIV-2 ¥ I ZE, Lp(a)iREEEE, >22 A KIV-2 5 DUE AR Lp(a)iR B 2&<22 AN 1/5, AlRef A
VIR T B R A4 Apo(a) ToVETE A HH IE 3 B, FRAE 20 WA Z T4 B A 2 3536 KIV-2
CNV 1] DL #RE Lp(a)il BEARAL I — 3873 (19%~77%), KIV-2 EEH S Lp(a)y/K V2 [MFFER R R,
1M Lp(a)ZK-F 1 iR B e Lol R fE B R 3 . fE—28 ABEH, % KIV-2 CNV S5 07 B[R L IE B 5 5 0o
ARSI INA K [37]. ANFEH Lp(a)/K-F )2 RAE MR A a] LUA F] ET%, 40%~70%(1) Lp(a)/K-1-2 7 7]
PUHPE - KIV-2 CNV, 64k, AR Z SNP RIEEIEH. (Hig, HT LPA BRMER AL, —LLI)
Re 1k BAZ R £ A5 (single nucleotide polymorphism, SNP)AEAF: 4 KIV-2 CNV FI/EH AT i, IX A0 72 i
BT AR KT AR [38].

IEAh, BT KIV2-CNV Z 4k, FEHFE[] LPA [X3(LPA SNPs) ' EAE]J LA SNP 5 /MH Lp(a)lE. AN
Lp(a)i 14 B 506 . LR BT 75 (GWAS) AT E T 200 £ Fl SNP, H Hup AN} Lp(a) /K-
R AN R . AR AL AR S 2 BRI LPA A% TP 20 5 CAD AR O I 15075 SR AR G,
FH A Lp(a) SNP (191401 rs10455872 F1 rs3798220) 7 Fr 5 Lp(a) /K11 36% [10]. F&E —TiK T Lp(a)dt
IR 2 251 5 7t O A S PE ) Meta 20 B e, IER Lp(a)2& R rs10455872 il rs3798220 £ 71 5 76t L5 1) 50
RUGE 2 25 SR HE[20], IX AP snp #RS /DRI KIV2 EE L B/ apo(a) MR Lp(a) Bk fE A . 2 E F
FHEEALBE RIS b )35 A5 A8 e A 3 AN KR HAR R KPP AL 18 AL PR AIK Lp(a) PRIRALUG R, 3 1 M=k
FEAI% Lp(a)7K~F-(28 mg/dL) A FEAIK 29% ) 7k 09 AURS: R 45 12 [39] o

TEARBN KA A2 CAD I ZE TN K, 7ETREE T &l el R R (EREFE . Ml k. A ERE
WRH B PR I DA R B i 25 M RN BE IR 250 2 e s 110455872 5 ik ARSI AKES A 2 1A] R DR BRATI SR\
F[40]0 E AT Stk SE A AE B E IFE AL, Lp(a) e R ABEH AR I &8, JF H SR
T R e R ko AT R A 112 SRR g AT M IR B K A O [41]. B AMEIE SRR, 5% SNP
AL, A0 HAET S Lp(a)iREEIG A DG SNP B BEAA nl e s k0w, HHBERSIE
SEE AR B AR A1 H IS K RERRE AL R I [42] 0 — TR T 2R B 1 (A) T 2R T8 %R S5 1 Lip(a) ¥ 1) 4 25 (R 2H G Ik
ZERE T AR H P L v A A FE TR rs10455872 F rs3798220snp 455 & A H =i 1) Lp(a)/KF,
T S g 4 SO U, 4R T BART AR R I —Ff SNP, 1186696265 % Lp(a) Ik % K /s
i, £ CAD M7 T, AT 2/ DA 2 T EE 240 T A0 8 K ) SNP [43]. FEIAMA ] 3= U B & Lp(a)
LA T AR T 2 TA] (96 2 b 28 B LPA H rs 10455872 5 A Sfe U IL 85 95 A s I LA AH 5% ) 32 2
TEAADG, 3T LATHO R4 i V6 I B A B 100 SR SR 0o I 5 03 ARG [44]

Raimund Erbel 5 Matthew Budoff $i 1[45], iARZNIKEGH(CAC) 2 CAD F G A (1) B 224845, H ™
HFERE S BRI e 25 UIAE DG SR E M — I O RS R B, BE VTSRO UEEAE 1R
BB CAC [F3G N3G 0, 3 B3 CAC FFE FE AT DLBE S Bt oA Sk o I 45792 09 A o A RS 3B AT A 288 T
F BN (AVC) 5 O U FEAN O ML FE T A IAR DG, 2 el RSk FERE Ak (1 R AR . —IAE
SR TUERR M AR AT BT TR A [46], LPA ZEA rs10455872-G S K 5 5 Lp(a)/KF5 AVC &
B BT ORIBE. WIER H d i R BE LA B OB FEAE | LPA B[R A 57 (rs10455872) 5 3 ik 4%
AP35 2 B 1) S 35 ORI, IXHEAIF FE R W Lp(a) 5 E S BKIRAS AL R 2 [IEAE R R [41] [47]. B4, B
WL rs10455872 5 CAC [AH I RIS 72 U 4 A e PR 3R e A0 i 2 AH O, #2758 1s10455872 SNP W] i
TR Lp(a)/KF,  FEGR BB REIE A0 i e 5 S0 I8 B0 b A HE 4F F (48]

6. Lp(a)Bia 77
ZAEK, KT Lp()ifiayr bR E EORAE T S R BIEERAB). SRR
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T A FE AL B R 595 B (Proprotein convertase subtilisin/kexin type-9, PCSKO)IHI A, (H 52 WA £ 1524
BOER . R BHATFK Lp)iiayT ik A /D, (HEEE Lp()fias7 iEEVHY, XN Lp(a)
RS T AR ) S R R R R T AT e, (RIS D TR Lp(a) ¥R T T B R 8 DAV 2 23T R
[49].

— T i AR B 5 Al T TR B Lp(a) FAK -5 e 00975 U B AR SS M [50], $2 HE Lp(a) P4
65.7 mg/dL 57597 14 LDL-C 7K-F-98/> 2] 40 mg/dL A HAH R IR IR 28, ARG LAl TH Lp(a)7K-~1-45 F
fi% 10 mg/dL, 7& 095 5 3 XU BAEG 3.7%, 2842 IURG TT FRAIG 8.8%, I H 24T 7oL JRURE: 26 38 PN FRAIG 22%s
TEHEAN A= iy JEL I P 7 o0 UG BRI 45% . H BTIRR BB 2 B AIK Lp(a) i F IS it e s a0 s B T
P Lpa)4h, FREE 40 B ¥ LDL IACEIRD 50%LA E[51]. — 3kt b 85 1) 43 TEEHLA IR
954t %+ PCSKO 1) 5 70 B H AR (R 56 2008 S 7 PCSKO B 5w B HUAAR AT {8 Lp(a) /KT8 PR 25% % 30% [52]
[53]. MHBRAE A V28 F IR E BRK Lp()BVaTT 712, AMUAT LK Lp(a)/KFREAE 25%~40%, & 1] [%
ik LDL, #2&m HDL. 247 B RFERE M PR Co A RS, S OB iz FH Ty TR 2903897 4 Bh 254«
B H BTIUA IS UE B 5 66 F 24 22 40 SR BRI R AR 2 AT . IR RN 7T 58 HDL-C FHis . ApoB
FHOC I R RIORL ) BEAIS, HOHR /2 753 7T LAREAIR Lp(a), HllmPRAE I A REAR I . 3 H ATl A HHRR % Lp(a)
() A5 R RS LD [ 5410 T 41T FRAR Lp(a) K107 TT F-B, = B A R I PR S5 L A4l 1 S 4%,
T F#AIC LDL 5 apoB ZAKCFII757%, A REA R AK i 7K P Lp(a) iy K AR 5O IR XU o

HATHF AR T — B Lp) B &R, BT RNA siRNA, SLN360, ifiid5 LPA mRNA
i, VAR B LPA RIS EARE A ()14, MK ISR Lp(a) Em, FIE Lp(a)/K-FFRFE
fErmik 90%LA b, AHERR FOCT HAH S AL T 5 & S5 IR R I By, 1E TR eI IR a YT bk
A7 T 3 P O R L 2 A M RN AT AT [55]. 28 AN 78 B0 — TR IR B 1 (a) s S 1 O I U IR
Bl Pelacarsen, — i IT #HREE KB, Ay v BRI Lp(a)/K-F&iA 80%. FHAEFMLHIE SLN360 FH2
Bho & ) T RS IEAEEAT v, KA BT B W AE 258 02 O U5 S5 38 0 L8 1005 7 THD PRV AE AR
H[56].

7. INGR

Bt Lo SO AR R AR AL, FRATIAY Lp(a)7E o5 4576 0o JE oh al oA i 78 3T 4. PRk,
ARERIR BAETHE Lp(a) 5 a5 WA NE, b e O 3 I I R B DK, DT Hia )T
L S CIR

&E 3k
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