DOI : 10.6314/JIMT.202608_37(4).05 R 2026 : 37 1 286-295

Lipoprotein(a) # 8] 2 Bz pk & 32 °
BIERIE 5] 45 2538 ~ 3B L ER
MeBBHEBEXZIER

AL P REE S RExg P

"B A o kAR B I B BT
2 B 5% o kI Ry B A
S B fe 2 ot H]EA Bk

‘B A B
S s b BIE

wm =

Lipoprotein(a) (Lp(a)) & B i 4 ey g & & SALFER L B IR 58K AL M S o B IR
(ASCVD) 4% s JA MR B F o B FRA5 51 (Lo B S B2 6/ BROM 89 Ik 345 4k 22 AL 42 €, ESC/EAS) »
£ B S € (AHA) » m & KSR € (CCS) 12 £ B B RIS Y & (NLA) A & 3 R B o fig
B By Ik AR AL S @ (TSLA) 2026 SF A7 sk 6y L3R A - [ RS ERAF L EZPTA RAE— 4
E VMR — R Lp(a) o S UM LM RA A BRI RIUTRE @Ik 2 — 32 K
AR A R o AX B BAEBER B EE TR Rk E4R348F F 4% (nmol/L 2
mg/dL) Z E& Jk & & ° % % 3% Pelacarsen ¥ Olpasiran % RNA # ik 2 B R 35 i & - 3E50 % AT &
F-EHTRZERT  ERFT L@@ Ch T RREE  EHhepE s EORBELX - 2
RREARMRECHBHERI AL HEIANZITLK -

RAsEEE - BEE A (a) (Lipoprotein(a))
[ ME &P (Cardiovascular risk)
1 RIiE25Z (Testing recommendations)
ERIREAER (Clinical trial)

TS LI ENIR IR BE AL R I E R (ASCVD)
JEBRIXT T~ o HCEi T BB R ~ e BRI

Lipoprotein(a) [ Lp(a) ] 72 — 7 Fb 2K % K AN A B SE B IR IR L 2 A
EEEH (LDL-like) FHKZEAHEE M (a) [apo(a)] PEHIRHRE | - RS BIRRITEHR T - 2ot
DSBS S RAIIEE R - TERE MR FRH 20% HREEHER THE Y Lp(a) 3= - HLEL

NN

|

HiJ

WA BIRE BAUR B THRAIE 138 5% B R KRR B N A - B R K BB R ST R AT



Lp(a) 48] 57

WIREZE ~ &l ~ 5 b1 E BRI 22 5 B R IR
7R BB 2D I RS R N BEE AHRE > o (RS
b PR A 2 B B 38 A E 2 B R R -

EI R BN O B 228 / BN B AR Ak (L 22
& (ESC/EAS) ~ EB L& (AHA) ~ &K
Lol 228 (CCS) A - BN Th#E R I AR
S EINRAE L2 (TSLA) ¥ EAEH M AR 2 5 B
f55 [ LGSRk AR 3K Lp(a) MIAFEE TR
PERSERERRIIIE E - BhAN - EBEBEFIEE
& (NLA) JR B R IR R LR R E M 7 - £
BT o BER R EE R BB S L 2024 FEER
sF AR b O I8 B W AR PR Y 8 5 [ TR L A
1 Lp(a) i Ry JB\ B 584 I K1+ » FEmRLH I B 5o
AR S B R e R s BRI R
Lp(a) & JBBEEEAL ~ Rarflieest « st B A7 BER R
B o B R BE AT T L FE AT A R\ B S8 4 B

3+ 1. BIFR Lp(a) KAlIES|IE%

B R B 287

RIE -

R EIATEINE Lp(a) WIS - U642
HILE A M AT OB + PO (S R
B% - BEEE B BRRTE - ORI -
DB RACERASEE » LUSHRL Lp(a) 164 BERH
AR ECRE L -

Lp(a) tAlZ BIFEIE 5| e

&3 Lp(a) 7£ ASCVD TV EGHE At H 1
T » G BRZBAEL L 1195 22 Bl B 52 H i A A i H
A RN B A B R R A e H - BER RS
eI S AT B EIgE 2R (H5E I
R » eI m s Grt - R —4 8%
—R Lp(a) JREEHIE - DU S-S0 VB 1 R il
HEL T R Y .

PUN B HRTBIAST Lp(a) fRiIFES (2% (&

FHA /0 beie 2l A e T FEA B I beit Rl RS
TSLA (2026)" M ASCVD BUEEE S ~ fEE. 30 my/dL RHETRIHCAE HEEEDRHE—X
P24 FH BA BB IRl 740 LDL-C #&45  — €A 5 50 mg/dL FERGREE
B R R A SO R EIIR At m R e

ACC/AHA (2026)

ESC/EAS (2025)"

NLA (2024)"

AAS (2023)"°

EAS (2022)*

CCS (2021)6

Arpere
FTERA

BEFMARA—EELHE—
Koo BRI EEE H A FH 5 5 %
1 ASCVD » {Hi%H H AR FRAI
@l AT s B # M ASCVD 55
Lp(a) ZE S 5 DU B A rh 3 Jal e
DB A TEIE SRR B, ~ TR
ife JE\sgz 3 A

HEEFT AR AR —R MR - R
Al FH 872 ASCVD

1o BB e I B R B B e ol
HE#: ASCVD ~ SR o I95E FH
i e

B 5% ASCVD, F IR 8195 FH
#

125 nmol/L (50 mg/dL) #8 s &&
JoR\ g B AR

>50 mg/dL (8% >105 nmol/L)

50 mg/dL 8% 125 nmol/L Fy /=
JE\E

7 3 1 B nmol/L » 94 >100

nmol/L

>50 mg/dL (8 >125 nmol/L)
Ry E b

A A nmol/L - ARt
ViE¢

gD — Xkl

BT AR DRl
—R ; FHAEEREHTEIE R
FAERSHYE - =R ARl
— R Ry
EIRRH—K

— R JE s

HEHFTH AZ DR —X

AT A DR
—%

*NLA = National Lipid Association, AAS = Australian Atherosclerosis Society, EAS = European Atherosclerosis Society, CCS
= Canadian Cardiovascular Society, ESC = European Society of Cardiology, ACC = American College of Cardiology, AHA =
American Heart Association, FH = Familial Hypercholesterolemia, ASCVD = Atherosclerotic Cardiovascular Disease, mg/dL =
milligrams per deciliter, nmol/L = nanomoles per liter
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Lipoprotein(a) [Lp(a)] is a genetically determined lipoprotein recognized as an independent risk factor for
atherosclerotic cardiovascular disease (ASCVD). Major international guidelines, including those from the European
Society of Cardiology/European Atherosclerosis Society (ESC/EAS), American Heart Association (AHA), Canadian
Cardiovascular Society (CCS), National Lipid Association (NLA), and Taiwan Society of Lipids and Atherosclerosis
(TSLA) recommend that high-risk individuals, and even all patients, should undergo Lp(a) measurement at least
once in their lifetimes. Although Lp(a) testing is covered by Taiwan’s National Health Insurance, the absence
of unified clinical and policy frameworks has led to low testing uptake. This article reviews current global
recommendations and proposes locally applicable strategies for Lp(a) screening in Taiwan. It also examines the
clinical implications of different measurement units (nmol/L vs. mg/dL). Additionally, we summarize the progress of
RNA-based therapies such as pelacarsen and olpasiran, which are currently under clinical investigation. Given the
lack of approved targeted treatments, we advocate for a multifaceted cardiovascular risk management approach
for patients with elevated Lp(a). Finally, we propose developing an integrated care model in Taiwan to facilitate the
implementation of precision cardiovascular medicine and the future introduction of emerging therapies.



