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Abstract

Eleveated concentration of lipoprotein(a) [Lp(a)] is an independent risk factor for atherosclerotic cardiovascular disease
(ASCVD), including coronary artery disease, ischemic stroke, and peripheral artery disease as well as calcific valvular
aortic stenosis. Clinical studies show that Lp(a) remains as a contributor for the increased risk of cardiovascular events
even in the setting of effective reduction of plasma low-density lipoprotein cholesterol. Nevertheless, there are numerous
puzzled issues regarding Lp(a) assay, screening of eligible individuals for analysis, cut-off value of increased risk, and
therapeutic recommendation. Hence, current statement will present the detailed knowledge concerning Lp(a)-related studies

in combination with domestic population observations in order to provide reference document guiding the clinical practice of

domestic medical professionals in this field.
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SEERD R LDL-C KA, Lp(a) KFAE
NP 2RSS, 280K (29 70% )1 Lp(a) 7KF-
< 30 mg/dl, & EIRBIGA T R A AT L0 A 531
144 B 1254, Lpla) BAERE A SRHEAEX—HKIT]
AN CVD XSt . 450 8/R, Lpa) AKFESmS
A, AN (340+400) me/dl, HAECH 17 mg/dl,
Hr Lp(a) >30 mg/dl 1 EE 5] 28 35%, Lp(a) >50 mg/dl
S 24960 TRIRE , H ERER Lp(a) K Pt S A 25504
55 80 E A {EAHNT AR . O F VLR A B
9 238 %4 /R, Lp(a) FAZECH 5.6 mg/dl, H
VERFAES 80 A 41AL(H 20.7 mg/dl, FPERHAZS 80
HAONE 14.5 mg/dl™,

HEAh, W F Apo(a) B Z &M, T2 Lp(a) Il 3K
IS AE—E RN s v 22 5. — TR 5 L 4
HEA. FIFAFIEER EE AL Lpa) K, 45515
s EC R AREES 35 E MK Lpa) K
Y H AL EC3 1 R 8.0 me/dl, 9.0 mg/dl A1 33 mg/dl, HY
FE R LR A2 Lp(a) ZKSF- 14 S A4 50 A1 AN A 6 4
g, AYS5EEEEAFEREES
(P<0.001) ™ KT Lp(a) KFTH i AR b: 4
AMEOL, 2018 473 [ [ 37 flt A 5 iir ( NHLBI ) TAE
g, LR 14 12N Lpa) KFmF
50 mg/dl, Hrr, JEUNZH 30%, BRgH. db3E K
ML 20%, FE3EZ) 15%, BRITL 25% 4b, HiAt
M HLIX 298 10%, $&7R AN AP Z 18] Lp(a) 7K F
M) AAFAE—E 25 5 o

EREL1
‘ Iﬂ@i%@%ﬁ,ﬂﬁ%&%ﬁﬁi%,¢§
AR Lp() K EARAMEE R ERRK,
2 ERAFMRESSE Lp(a) ARHWEE

3 A58 F — 2 B E T Lp(a) 5 CAD F1 8 il
PERG A AR DG . S AERBEALLAF R EE R, Lp(a)
5 CAD HA MY, PROCARDIS A5 %4 5 4>
FE A CHR 4B W, P LPA BT R (SNP)
( SNP rs10455872 Fl1 153798220 ) 7515 Lp(a) /K-
FE = L CAD KU 36 T4 YT AR 56 70 — 35 GWAS #iff
FEIAN 1403 (il4552 28 Je b IR B kA A ( PCI )IRYT Y
CAD HHMIR 45 RARR, LPA JE (1 17770628 |
rs73596816 I 156926458, SLC22A2 %t o
15144217738 5 Lp(a) K FMSF MG, Hoh LPA JE[H
HHH 17770628 F rs73596816 5 CAD 5 P ik 2%
A2 M S — T4 I IR A AR TE 8 A =4 BRI B R

FR TG T 6 942 1] = S IS A0 AN 3 795 il —2%
IREEAL B JEIRGINSE RA BL, LPA {375 SNP
(rs10455872 ) %F E B KORES 0 LA B2 & L (B4
S5 FL R OR=2.05, P=9x10™""), H7F HAthpA%1
R EESE 1Y,
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K HT B E P REAL, 7E S R IR ) REGE &
FHRTE . M Lpa) K540 sl 59 A —3K,
HA8 28 J5 I L BB AR YT T B PRI Lp(a)
AN, e, FHRFTRES R Lp(a) KF T 4k
KR ZEWHEA —E IR,
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Lp() KF 2 &% ARIEH, HHFEERE |
RS LSS R i
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i, gk s kR A RAE RN P Rk, 5 LDL-C
HILE, Lp(a) [F] B 38 0] 38 5o 412 1A% T8 A A A 28 4
I ASCVD W kA SRR, fa, Bk fmsig
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Lp(a) FFE 220 CVD A5G CAD . SR 1 i 45 o
FAESAEPE £ S BOIEe 2 (CAVS ) S50 0 37 5
5475 =g

CAD: Z2 30 £ 1 AT 90 0 5 D] 4 2 i 5 ik 5
Lp(a) Ft & & CAD B9k 7 fa ik [ & . AIM-HIGH i
3R /K8, LDL-C ik %) 65.2 mg/dl ( 1.62 mmol/L) &
Lp(a) >50 mg/dl 1 H & 5 LDL-C /K SF-AH 4, HY
Lp(a) KPART 50 me/dl BB E AL, F28 RO
BHM (MACE) MRS S 909%™, —IRZE A4 al
AT T 29 069 BT TIHST IBEALY BEAIEY, 4521
s, BMEZAITIAIT S LDL-C BAREOL T, Lp(a)
FrE et cvD KU U RREA AR ST O ERIF 5
30T 7 524 BISZE OB, BEVIE TG IR 16 4F, 45
AR, Lp(a) FHE S CVD XU 5 5 35 IR ARG
R TR R RIS 98 B, Lp(a) J& CAD 1Y
MG . FET CCSSSCC Hd FEHEA T [l i 43
Mr, SN 1522 Bk aPE D IUESE (AMI) S5
1 691 il JG CAD X} B 3, &5 34w, Sxfied
(LDL-C <2.6 mmol/L, Lp(a) 55 1 A~ FAM%EL ) A,
Lp(a) Tk AMI (%) OR {EARYE Lp(a) FAM 025,
TR AMI () OR {E43510 1.51, 184, 1.86 Fll 2.66™,

Bt P A TEIE MRS PRI 7 18 S a8t 1 2
FI53HT, Lip(a) 2475 it P i 2 o 1 e XU AH O . T
A AR — M N BRI Sk i o SR 0 A 6 T 42 151
Hm e AR R, SRER, mAKEN Lpa) 5
Sl it A A o A XUBS 3 IR 6 . 5 Lp(a) 7K <10
mg/dl FJAMARI L, Lp(a) >93 mg/dl B ifi 14 5 2
LA BIE I G He o 1.60, WZEE 2 B v, it
F Lp(a) K >50 mg/dl, 5 14 R 2 o il 45 38 Fn b
SR S R Ty 1.20%0, VBT iR E X T
2010 4F 3 H 2 8 H F#LAhHE 10 375 44 40 % L) I )%
AL AFNEE, 8500 & Z iR E WAL 4
KRB, M Lp(a) K15 062 H & A= XU 22 0] £
FEEACNE (P<0.05), 2R IEMrER, 5
1% Lp(a) AKF2HAR L, 5 Lp(a) 2KSF2H % A i 26 i
HR 4y 1.34 P, HAE/RBEVLALATFFTIT 40 T3 A3 B
R Lp(a) 5 K sh Bk P 20 MG A< AR DG, /i
B DA FEPE RN A Hp R oG ),

CAVS:Lp(a) L & CAVS 1 f& f& | % .
ASTRONOMER WF5¥ #E 220 5l — v B8 3 8l fiopk 45
(AS) HEFM G Lpa), FIREDT 3.5 4. 457 E
/R, Lp(a) KR FHES CAVS Bt M . A
WFFE LA Lp(a)=58.5 mg/dl I &, K ITE Lpa) T+
B, AS BYHE R, 2R Lp(a) AT T 4% -

HE CAVS BYBERE P, 84N, Liu KB E 652 4]
HHE CAVS HE MM Lp(a) K, SEXEETT (3.16
+ 274, IR IRZ S SO T8kl B AR (AVR)
AL NEEFET- M A4 8. B A, 5 Lpa) 56
— LS A A R A E, Lpa) 55 =0z 4l
BE T E KRR AL H I S (46.2% vs. 33.9%,
P=0.005 ). BLAh, Lp(a) 18 & o3 0 B0 ™ 5 8) ik
ok A B Ak %) i 37 10 [ F- (OR =1.78, 95% CI:
1.18~2.66, P=0.006 ). #XT1fi, Lp(a) i =551 IR
FEZ AR B E A P

EASFE H 102, Lp(a) Fhgte & FH FI 2 BUBEIR
i B R CVD 1 fEkd R 2 . SAFEHEART {F
WHHFTAIA 2 404 FIREFAETJC ASCVD /Y FH B3, W
NEBETT 5.5 4F, 4381 R Lp(a) 7K P08 FH B3 & 4
ASCVD [y 7 B R & 2 — P 55— 20 op [ i 5T i
SR 393 il 2% A1 FE A e REL T B LRE ( HeFH)
B, ML Lpa) =404l (<19.7, 19.8~51.9
Je= 52.0 mg/dl), ~FIRETET R 36.5 S0 A
K, 5 Lp(a) HICFH A1 5 8 E PR (P=0.004 );
28 0 B AL B FE LR Lp(a) 538 A0 1A B0z, O
I35 A AU 29 38 i — A3 P, [, Lp(a) THE S
W PR 93 401 FOBE PR O AR ASCVD Z R 38 i i 3
FHOE B2 e ] PR 2E Rl 2 B B A I e F 5 141 BAA
2011 4F 4 H 2 2017 4F 3 H, LA 2 284 il
AT CVE J S 19 2 RUBE PR 8 3, PR 3 4F
W45 RN, 24 CVD HE &3 2 BB R I,
Lp(a) 4 2R A AH &0 1M 8 KU 7T R 2 i — 27t i s
IbAh, WA EE R R, Lp(a) Fr & 5 sl ki 45
BRI AR R AR DG, H MR P R
WA

TREM3 3

| Lp(a) 7+ & & CAD. &k o bk i & & fo CAVS
RPN E f
5 Lp(a) #m A B

AR Lp(a) 7K 3 28 f st A4 L R
PEAE— A R AR E o (1 X — B TE A £
W, ARREEB T /DR I E—IK Lp(a) B
552019 AERRIN I G 55 46 7 — B0 R A iR
NI — A v 2 /0y 2 RN — R, AR e AR 2
JEH R B 8L Lp(a) KT 34 5 19 A [>180 me/dl
(>430 nmol/L.) |, X AFEATREEA 5 HeFH #[H
) ASCVD FYZAE RS 7. (2) FEFEEIUERST “Lp(a)
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K ASCVD (R “HIASEIEE, ARlEE
FEAELLT HER AT Lp(a) B4 -

(D ASCVD i AHE [ 2 LI 2019 AFERRPH-CE
i ex (ESC) / Bk shikakreasifbas2: (EAS )FE RS o
PRIME 5 2%, Lp(a) 0ol F R F 1. 41,
Lp(a) K55 &N CVE KBS AHSE, Lp(a) WEA
BT R0, IREAR SR e KU B,

@ F & ASCVD Z ks ( BM <55 %, Ltk
<65 % ). MKk ASCVD ZKk L 14~k CVD KUK
| A il D € e E e = S o7 G 0 = S v A ]
Lp(a) M T S b— 25 m s sk A XU, PRI A %)
Hk ASCVD FKi s i B35 4T Lp(a) UTHiA o

GHEF KB M Lp(a) 7K F-FHE >90 mg/dl( >200
nmol/L ), Lp(a) /K FJ& T AL, Lp(a) KF K
TXFF Lp(a)>90 mg/dl ( >200 nmol/L ) JRHIA H R FK
BERLA T BEELA CVD RS TEME S Ml

@ FH A At 3 15 M 1A% 5% o Lp(a) K J2
FH &% & £ ASCVD () 3 3 Fim [ % 2 — ¥, H
1 ASCVD [—AEHZE “fedE” 7, & FH ZKiEH
Lp(a) EXIH# 9 — N EhR . BEAEDFSSS KM, 78
ASCVD 1 FH & T W Lp(a) 2A 751 .

® CAVS Hi# . Lp(a) /& CAVS By 1L fG K
2 P T Lp(a) FHe 09 B T RERT 0 L T,
Tf#ERE Lp(a) ZKF- 1T LLFS S5 R IG5 F0 R 1 (1] B
B ra]

EREN 4 ;
 AWERTAR PR i Lpa) K1)
| ASCVD #.#% EAR;(2) T4 ASCVD AL |
(B <55, k<65 ¥ )3(3) AAF Bk
| Lp(a) KFFH% >90 mg/dl (200 nmol/L) ;(4) FH |
SRR R (5) CAVS B |

RE AR HIRST Lp(a) K] S H9RT5

6 Lp(a) MRKEIES TR

RUEH REWFRHER, Lpla) KFETHE 5 CAD,
ki Z R A CAVS A5G, -2 MACE U TR st
PR, 24 5% Lp(a) BEHI CVD JRURS 38 w55 (14 U] 14
M TCER. 2 b, Lpla) (XU 1S 2 U0 S i
T B RAEARANBER R R s . 1E Qe r ik,
AN R FlOE Lip(a) & BE A7 7E 22 57, PR O OAS ] Ao 1
Lp(a) KU @ U1 IR R, AR WF 58 FIZE 2503
B, BRAWNNA Lp(a) FESKAFE MLFETE B A XU
AR Lp(a) 7K SFZI7E 30~50 mg/dl ( 75~125 nmol/L)
Z I,

AN, KT CVD KRS 3 = A9 Lp(a) U1 5 (.,
ASTA) [ 2 48 m AR rp g HE R L AE — 3K 2016 4F
& RO M 2% 4 (CCS) MRS 55 4 45 /g 7,
Lp(a) >30 mg/dl Ft5E N CVD KUK =5 19 fE G 1 &
FEm XS Lp(a) 4700 &8 DL S UK, FrAlETE
A HR CAD ZEHE s i o BE AU A BE A7 6 v XL
W6 b o B AR R R b 2016 [ A I RS S B
IRFE R AL, FEHEBR A Rl T S B LT
Lp(a) FFE A K2 ASCVD B9 fEf 25, Lp(a)
L F LA 30 mg/dl Sk AR 3G @5 V) A, i T KSR &
FBCAD W FE B BH Sl 38 =5 . DO 3 ik s A+ i 1k =
22 (EAS) NG 5 # 48 H4s v A E ZK g i p 2 (NLA )
Lp(a) 7E I PR 52 8 b 5 0 36 30 2y 42 i B 41
Lp(a)>50 mg/dl £7 76 RS 2 38 . 7636 97 45 #E
LDL-C J&, U HEAH - & B CVD KU i B
AT Lp(a) T4y

IR E B ER S Lp(a) KU ) s ) B
gy 2 3B (K1), ZHAFRAE IR, Lpa) >30
mg/dl S CAD G LR G A Ry s B R - PRI,
AREEBOE TR E BRI B, 0 TS ek
30 mg/dl 1R ELAEE Lp(a) BRI E YT, BD Lp(a)
I 30 me/dl JCo i/ XURS: T BE RS i

ANBEKR HAZ (fl) FEZLS & Lpla) vs. 1 Lp(a) FELER Lp(a) P12 (mg/dl)
Rk AR 9238 UEIE  Lpla) <16.7 mg/dl 5 Lpla) >16.7 mg/d| = Lpla) 5 OHEIEBAR AR 17.00
BiEH CAD S¢EsEE > 7562 EXMCVE Lpla) % 1 =91 (<8.88 mg/dl) 5 Lpa) & Lpla) 5 CAD B&HE %M CVE 26.45

25 3 =4 (= 26.45 mg/dl) RS Ih <7 48 5%
S PCATTMTRERI CAD B8E"Y 4078 CVE Lpla) <15 mg/dl 5 Lp(a) >30 mg/di = Lpla) 5 CVE #83% 30.00
B O RE BE 3864 CVE Lp(a) 8 1 4L (< 8.19 mg/dl) 5583 & Lpla) KFEEZHEROMES 18.84

743 (18.84~41.43 mg/dl) HRERMCIEMTTRXEZERS
40 % L RS A BE 8500 fisi z& cp Lp(a) <26 mg/dl 5 Lp(a) >26 mg/d| & Lpla) 5ixzec BEAR X 26.00
RZEch (Bt R M) gF 2149 fxZech Lpla) % 1 47 (<4.6 mg/d) 5 Lpla) & Lpla) Sk {4z ohF0 H mE 23.20

% 4 WAL (>23.2 mg/dl) iz ch B2 AR 3C

JE:CAD: L EHR; CVE: LI ESEH: PCl. £ RFNBXNANEST: Lpla): FEEH (a)
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EREMS ;
| #F LpQ) $ov o R & slh, <R |
B R R T RE R 5, BB
R 50mg/dl. AR AABGAA LS, AL
CBURE T LA 30 me/dl AR A RIb g b b, |
7 Lp(a) B9SELE =/l

Lp(a) /& ASCVD HYZHS KB R 3, k= Lp(a)
L R AR ELL, 13 Lp(a) 5 CVD BYAHCHE
i = WERRITAL . X2 R, Lp(a) FURZINAL
A BT XFA Lp(a) T 55 10 -5 2089 30 ks 1 6 46 A2 1
P JRURS: B £8 3 UEA T AT SE (A2 T A0S, ARG Jr v
PREALXTTFHEE CVD RS PEAG TR R, MGeERE
e HoA R L,

Lp(a) 12 R Iy A HE 2.0k . BERCH
VKRN E s, HETIG R S50 % 5 i 2 3
ik e OB 53 Hr%: (Sandwich ELISA ) FlayE
ek (ARG Fe s A i ek ), AriboiAk
FFEBL Apo(a) Fl ApoB100 HYEAEL Z T biiA . Lp(a)
Sz s A H AT PR (1) Lpa) B/, %%
JERBAES—VERD Lp(a) MM, X Lp(a) W5E
PRUEAL A fe R XE 7 T Apo(a) H KIV2 5
DUVBCAEAE 22 5%, T SR A 6 FH 0 2 B — K V2 $%
DI Apo(a) RHES:, SAEM T Apo(a) 3 F/N T AL HE
Pref Apo(a) HeRERT, 052 45 SR D) WA A 5 T 244
Y Apo(a) 73 F K F R UEY H Apo(a) 7B, il
SEGR SR . A Apo(a) S¢A AR G g2 S0 1
AR, AN R 5 2) AR T AR H
BRI 8 — B o 40 S5 RN 5 R e kg A M o o (L
(3) Lp(a) Il R #5255 2 A5 00 432 Jox o v 5 3%
(mg/dl )" Fl “BEIRUREEVL (nmol/L )" “ BT EELL”
JR BRPEAE T, T R AA A o A B ok VR F Atk B R
SR Lp(a), 1K ZEAASEH A AR Lp(a) Fik:
(ACUE . BRI ), X PFPEURIAY Apo(a) K/, Lp(a) it
ALy PAFEZE S, TG SE i) & 2 7 &
F. NG SRS Lpla) HEATHERE /. TR
7 Lip(a) FURLH Y “BE IR MR BEVE ™ I THBRIX — 1R 22 5
Ik, E BRI IR AR 50 B2 22 A 25 (TFCCO)3ME
K “mmol/L” VEA Lp(a) 2550 . T2 E AT,
CEEIRWREEVE T N R KIV2 Al AR X LA HOAS
5L g R 28 U R SR e R AR, DLl &
RS

Lpla) 52 36 2 Ko 0 0 2 e Bt R 390 1 R S5

O 8 (VA = 11 B S FS R <9 2y N i o | Y 1 S
K% (NWLRL) i T Apo(a) K IV 9 B i P s %
a—40 1 K IV 8 AIL M YL@ 7 al-1 HL3E PR E T
f) Sandwich ELISA JriEBi A B “EinifE” K
e, ZTEARZ Apo(a) AE—VERIREI . 2003 4
WHO i & TFCC [ SRM=2B iy Lp(a) %55 1l & — %%
S5 (WHO/IFCC SRM-2B ), AT #iJ5 %) iR
— R/ SHEY, Lp (a) ik (107.1 £8.6 ) nmol/L.
EIEZMESP & =1aF a7 SOM. g halll R 7 VAL N
% WHO/IFCC SRM-2B"" *1, T ¥ B a2, Anf
A AR R R R R 1 (mg/dl )" 0 JBE IRV JiE
2 (nmol/L )" K IMEIA] (5L 45 R 7~ (L H R AR SE
BRABEE R AR B T (mg/dl ) B
o, B, FEICH e 8 — “BE /R e ( nmol/L )7
b (1O 5 = R 1 = R < ] R (B 78
SRM-2B (1B /R B i dee £ o
EREN 6 |

| Lp(a) 89 S8 E 4l :( 1) Ak A —#F 5t Apoa) |
| R RO L SRR R R R AR
(2) B S THK S WHO/IFCC SRM-2B 4 |
 EMRARAE R (3) A TIR, RELRAKE
RERFBEREGEFHTOREREGERE ), 2F
 BRCERRHFE RS R T AR R R,
8 Lp(a) K EASEENEAETIE

124 1 il Z AT AR Lp(a) 7K BIIG T 5 4%,
IR L I F A Lp(a)o XF Lp(a) Fhi 64
B, EHENE (1) B ASCVD RUE;(2)
T A B 1 At 1 A T S I A S

ATE T AT RAEERIKE . B EE T
IAYT O E R Lp(a) ZKF, (H 2 o BUR 45
il Al AT e ) il A AE R P ER R TR Lp(a)
Fh e AR A SO i A KU AT SR B T S
M. TE EPIC-Norfolk W52, Lp(a) F+i& (>50 mg/dl)
FLC MA@ e (AFRR T4 HRIRE .
WG Bl WRHRR B I LR DR s I [ K
) B 5E, HSOMERBETES RGNS EEH
I, CVD R R KRR (#21EJ5 HR=0.33, 95% CI:
0.17~0.63, P=0.001), /=Xt Lp(a) FFim B,
Fr B e A v R BB Y X Lp(a)
Fhim ) ASCVD AR AE ANHE, I 206 Jr =0T
XFF ASCVD HfE K DL NEE, BR T nas A= 36 Jr
AT, FTERIE LDL-CIGYT.
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MTTIRYY : B A LDL-C AT RAREAIK Lp(a)
FhEH B CVD KBS ), 2018 4 35 L0 IE NG 2F
2 (ACC) / EFELATHIME CAHA ) IASHE R R P
TE ASCVD H & AFE( 10 4 ASCVD JXUK: 7.5%~19.9% )
B —ZLF T, Lp(a) = 50 mg/dl 5= 100 nmol/L 2
— A PR RS ISR R T, 5 TR Bl o Bl R R
JEMIT R4 iR Y7 e B, T BRI, B
fdi4s LDL-C 2 il 76 IR A 7KK, & Lp(a) & 1Y
MACE U ATS SR (3 3 1K Lp(a) MR P12, 42
7 Lp(a) 7K P s ok 04 XU A 23 R Al 7T 45 R i
25 B8 FH AT LDL-C B3k 5 1 58 4 TH B . B I,
43 Lp(a) FH =5 11 £8 5 7T g 23 DA B R 1 fth 7T 1%
LDL-C i@¥7 Hak2h . (HA4E e, miHd A ot
FBRMTTIRTT TR TS L Lp(a) KF, FHE e
) Lp(a) Z {2 &2t — 30 CVE KUK i 7 22 F
— 5% .

AR : JHIR T Lp(a) KFREALY 239%™, (HZ,
AIM-HIGH #/F 5% 1 HPS2-THRIVE WF 5% i 7~ , 1EAMD
VTR SE Al T KRR I R B AR ASCVD & fi B 5
15 Lp(a) THE B0 CVE KUK, B i 234 ™ A
R RS 2, s R R R 75 [ AIM-HIGH 1
HPS2-THRIVE At A#EH Lp(a) KV FF3E 8271 5
ARMATERE. B, LRKHNNERFE Lpa)
(A R S R it — R0 o

PCSK9 i 71 . B4 H0HE B~ , PCSKO H o [
B KA ] PCSKO {5188 RNA B9/ T4 RNA( siRNA )
259 AT fF Lp(a) 7K F B AR 20 20%~30%, 7
FOURIER HF5% #1 ODYSSEY i 9% B #8 2 1k 43 Hr v
Lp(a) B 9328 CVE KU B 1 48 - Bk 01,
A2 FB RN FR A/ FR AR B i 2 KUt oy, ik
RN BRI 23852 B 22T Lp(a)
1) REATG o 75 B i — 2P SRR S . LDL-C 1 Lp(a) Y
FEARAE 3Rk 45 Hh o i 45 T 2 KAR B Y Tk to 0
AT (HARE e, BAER VLR LR,
TF A — AR Lp(a) 48 X5 {8 P& I8 (65.7~100.0
mg/dl ), A AT BE ARG R A R S I A5 XU [
IR, Pk, BRABW, X Lpa) = 30 mg/dl
) ASCVD fE 3, NS ] fe (il A o 45 5 B 1) de K]
it 32 AT T FRAT Z2 AT IEYT L LDL-C ik bnfuds
T PCSKO il 30 . (025 JR 24 2 5% 24 FEAT Uk
APl AR, AR g BORHESE LARE Lp(a) M
2 H B PCSKO i3]

JIE 25 B R (LA) LA J5 B ZI %F T Lp(a)
() B I8 1T 55 509%~70%, — Ji N 1 SF- 25 [ e 24

309%~35% """, HEART UK $RR§EEIL, XFE 4R
e KRR BRRRVAYT AN AT 2470 CAD %4k, H Lp(a)
>60 mg/dl, LDL-C AI5HE 125 mg/dl (3.3 mmol/L ) LA I
M, A% IR LARYT '™ A 2008 4E LIk, 1E
FEE A2 1500 f] Lp(a) 7K P43 60 me/dl ) &
Z T LA BT ' BUE BTG B, B2 1A
() CVD XU B BRI, AH ELYARYT RS, LA JRYT
J& CVE S50 2 809, 1y ok, i iy — 37 fiti
LR BGRIG 7R, X Lp(a) >60 mg/dl HIMETAME L
LR, LA Al ueE O, RSkt
Witk fr, FERARO SR R AR, BT LA W
JBRPE (HPER 2. A— IR RE R, 2R AR
FENBETFRE LA b 0dEw A RS ), AERAN
A7 LA WA TIRYY Lpa) e p B o A4S
g 5, X TR LDL-CIRYT LR AR H:
flfEl I Z )5, Lpa) = 60 me/dl, H.3hkok kAL,
AT A B PR B R RS Y T SR A
K IE R LA IRYT .

WF & v B B T 25 ). RNA i) 97 v % B A5
mRNA HAT & e B Ef By, 84 2 Wil
N T 2 g sk Y, R B TR A R
FHFBEAK Lp(a) B9 T T4 i o %0 1] iFJIE LPA RNA
() 5 SCBE A% T R T LA 3 T Bk Apo(a) 2 R A 35
ik, BHWT Apo(a) 2 1AL, T A RU KR AR A1 20
H Lp(a) 7K o 76 B 58 ALY — A0 — I A6
BT BRIT X} Lp(a) (P& 0E =% 80% LA |,
HZ sz a7 Bar, BEWFA IR X
AT TRYT Xt Lp(a) THE B O LS 45 )R 52 i 11 42
BR = W0 KR 56 ( HORIZON, NCT04023552 )1FAE
AT, IR R E AT Lp(a) THE BE
DI T AL, FFXS LPA RNA 1 siRNA
JP AL T R L B BE( NCT03626662 ), K1,
F¥ Lp(a) ) RNA #8597 BE AR CVE XU B 15
W

HoA 25 . A SCHRARE, 5 IR [ AR i B 2R
FH (CETP) il 5], >KiA3E4: ( Mipomersen ) AT R I
Lp(a) 7K ik 20%~30%"7, {HE = UE R 372 H 36
ST A 3RS

EREN7 |
| Lp(a) 7 & 89 & & % 2 a9 b B 2 AR %
AR ASCVD WM, 63535 %) 4 M 69 &0 A 16 R |
PECENE 3
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9 th[E AE Lp(a) BB A H

AR, R AR Lp(a) W T AR E &
A TR EMIEL, (AELETF Lp) REHRE
KA, AN Lp(a) MaR DG RS R AR . o 2 AR 3
SERRIESE, A R TR MR R 2 IR R . %
F Lp(a) /K09 53 A5 16 BN [R) Rl AP A7 16 2
HES, REPAFIFREKE, KA, HEA
[] DX SR T A TR 9T, DAE— 25 B o
FEEY Lp(a) KA BN, DASCHE & A Y
Lp(a) KB INPI AT o AT H& 5 Lip(a) A (4 o
B AAE ) Lpa) B BAR AL, 2 AR R A 5T
L PR AL BRI AR B8 G 50 T DR S
FEAIR Lp(a) 9T 16 IR, 40 IR RIS 25 Al
LA, %I Lp(a) FHs 3% CVD FUE 0. % T—%%
MR, VAR B, W FH A1 CAVS, #B
IO 2% FE A FAF L e R T TS

ERERSHRA: TAE (TRAEFHFREIER ),
LA (BHREARFHELTENER ), BEA (GHEH
RKEWBILTERER ), "RF(LFTIFER ), T F(#F
KERERE EFFS), o (AFRFARER), 5
F(HBRFMBELER ), &M% (H2LEKFH—W
BB ), kg (LERBRFEFRREREER ), &
KE(FPHRFRE—ER ), BE-F (LZXEHEILHE
%), A (HAEFERFWEREER ), TFM (P LK
FWES—ER ), A ( LAERBRFEFREWERLE
%), BER(FPHRFHE_ER), BHEA(LTRXES =
Ers), ZF(FTER), AM(TEESFHERENER ),
e (FPEAFER ), 3# (GAHREHXZHELT L]
B ), Stk (TEEFHPREIER ), K& (GAHE
HRXEFRBELTENER ), 2MF (FPEEFAFRENSE
%), MW KFETGER )

FIEMZE: AL RAF AP ARBBRRESRE
W, FAEATH S Ad R
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