-1 v

Lipoprotein(a): Jadgdagylun1sussiiuanudeddsailanasvaanifoniunngnis;

a

UNNEIAAY ey

9

EJ']E!’iLLWVIEIGI?J%JhVIE]LL@&’LSJGI']‘U@%H%J

MATVIDYIAEANT AMSUNNYAEAT UNIINYIRBULTAT

1. UNUI

Tumsmanevmssuiiniuan masnwamgluiuludesiaunfganunisansed LDL-C Wundn
aenalsfinny LL;I@'J&J%:M@JH&@@S%U LDLC lomudmunsnas undpamuaiudemnans (residual
risk) men1siAnlsavaenidoniiila ﬂaqﬁuaqmﬂwémwﬁﬂiw Lipoprotein(a) %38 Lp(a) 1iundidly
penUsznauddiitaunennudsmnaaiina Tnenurdssanslanysvanasesas 20-25 fiszeu
Lp(a) geinUnd Faududadeidesdasy (independent risk factor) Mifinaandssnelsaiilauaguaon

LAOA 2-3 LN

wumnansUfiRseduanaaan via 2026 ACC/AHA Guideline waw 2025 ESC/EAS Focused
Update léaﬂszé’umméﬁzyﬁuaq Lp(a) sgnadumens tnedeln Lp@) wu “frufudeunnudes
(risk modifier)” way “Uaduanaiumuides (isk-enhancing factor)” Saunmeynauasthanfionsan
sulumsuszifiuanudsanelsavilauasnasnidionanvasaidenunsids (ASCVD) ttethlugmssnwn

NRANIZLAEIWALVUIANIN DY

2. Lipoprotein(a) Aoazls?
1A396519

Lp(a) idusunialalulusiuiiilassasspaneadeiu LOL wilanuwnnanaiidifty Ae dlusiu

=

anefAuiiisona Apolipoprotein(a) wie apo(a) Weumeiiu apoB-100 muiusgladalvia (disulfide

bond) fisguin 1



Lipoprotein(a) KSa Lp(a)

KIV,

g \; Apolipoprotein(a)
oumaaae LDL \ & #So apo(a)
KIV,
= I g W) LA, KIV
suwaalwawa ~ A
(Phospholipid monolayer) S ) 2 \ I
N I 2 :
/ A
e o -~ ) = P, T -
uaunawni e > o — w.usJ.nuaMQ
cholesteryl esters 5 2 Y 3 (Disulfide bond)
uas triglycerides .+, = . 2 KV
. 6’0' / A\ KIVg
Apolipoprotein B-100 \ K%
(apoB-100) Kive
*\) oS KIVe
é@ Oxidized
N\ phospholipids L ivyo

[ Lp(a) = LDL-like particle + apo(a) attached to apoB-100 ]

gﬂﬁ 1 Lipoprotein (a) %38 Lp(@) (nMmlay wey.fing dses)

9

ANNLANAT9RTN LDL Un@

wen1NN5il apola) WWeunesguad Lp) adudim (carrier) iddgyues oxidized
phospholipids FsiigndnszAuUNITENIAUDENITULS aenaln Lp(a) Irnuduiivnenasndonuinna

LDL UnfitllelUSeuiiguhuuaunaneayna
NUFAHATUAZNITAIENDANIINUTNTTY

sz Lp(a) ludengnivualaeiugnssuaingu LPA unninsesay 90 awalnsesu Lp(a)
AOUYNATINARATIN fundBwnauticieyivey uenantl Sanunussnnsiiiveaeueninvselowde

Indindlsgau Lp(a) asnnuszuningudu
Jadeilasnanasziu Lp(a)

v A ‘o (% = aadaa ! o w !
o Uadeilunulufing: n15USuasudnTin 1w esiazn1seaniiaene uwnuluaunse

Wasuwassedu Lp) I
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o Uadgiilna: Neiasnananisasasenisaanslusiu wu tsalasess lsasu lsalnsaen ng
AIATIA ToNUAUTTINADU UATAMEENIAUITESI TNV 913V lnseAU Lp(a)

Wasuwdadladnuee

3. WYNSEITINYN

naln?vinlu Lp(a) iudunsienesyuuimlalasvasndonUsenaunie “3 l@vMan” WasNansznune

auiila Town

1. mafanaenidonunsuds (Atherosclerosis): Lilosniilassassnats LDL aymA Lp(a) 39
aunsounanduanguisiuluremasndon (intima) theeawmesealiavay waznslman
plaque la (pro-atherogenic)

2. msinduden (Thrombosis): 1A5d519w89 apo(a) SiAuAaeAFeiy plasminogen 39
ansauesduiusiusarsuanssuiunsaansauiden (fibrinolysis) asalvaudonaansila
1Nt (pro-thrombotic)

3. n139nLaU (Inflammation): Oxidized phospholipids 1'7i|,mza§jw Lp(a) azfsgnilinidenand
yiauueAlasng (macrophage) lngniiviaanidon wagnsznulmAnnssniauasguuse (pro-
inflasmmatory)

4. ﬁugmmxéuﬁﬂa (Aortic valve calcification): Lp(a) finmduiusiBsanivg (causal link)
ognsdnaurensnsznuimAniiuywnediauiilawossin dailuglsnduiilaiiu (Caldific

Aortic Valve Stenosis; AVS)

4. dgdrAgyn1enaiin

INVBYANWITLUININYATNTANYININUTNTTY 520U Lp(a) Ngelinnuduiiusiulsaneadtn

famaluil

e ASCVD: TANUFUNUSHLUULUSHUATI98190BLU9 (continuous association) Na1IAB 895¢AU

Lp(a) &4 AnsiFeadaiiudu
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« Premature Coronary Artery Disease: siwuszdiu Lp(a) aslugielsavaenidoniilafiunau
fosums (wenguasnm 55 9 uasndorguosnn 65 T) wnasdiseu LDL-C Unffaa

« Calcific Aortic Stenosis: Lp(a) tulalulusfufisswiaioafiiménguiusussnsdaauidy
awmuedlsnauilalooasiniy

o Stroke wag Peripheral Arterial Disease (PAD): 5¥6U Lp(a) ﬁquﬁummﬁaw{a‘[iwaam
FonauesiunarlsavasmdenuasauUansAuLLiL UATyFUATMTULIIUBIANLIEDS

(relative risk) UaaNANULFELIRBNANULLHELAANY (MI) hag AVS

5. Tasunsiinasladunsnsne?
AMuuzthannuumsfifiatan (2026 ACC uag 2025 ESC)

. nvaseues 1 assludiadwiduglugmnau (Class 1) Wovsziduaudsme ASCVD Tu
suvem 1esnsedu L) gnivuslasiugnssy Falusudumesmradivesads uagla
ﬁﬂLﬁuéTaﬂﬂﬂaﬂwﬁiﬁaumm (fasting is not required)

. uuzhnsnsaafansasluasauada (Cascade testing) (Class 1) asiasysiu LpG) luede
QIFEIERTIAIAULIA (first-degree relatives) %aﬂﬁgﬂaﬁﬁﬁﬁzﬁu Lp(a) g4 Ejﬂ?ﬁl Familial

[N

Hypercholesterolemia (FH) wionfiiuseiinsounsadu ASCVD newlusuais

Y

wuaelun1s3a (nmol/L vs me/dL)

e nmol/L GLﬁgfﬂ?ﬁﬁmumgmﬂ (particle concentration)

«  me/dL lnmalasiusau (mass concentration)

o vanrsar: luasnsnligragaviovnauuuneiaiiouUamnessrsiulaesiuug,
Hosmnuuneynia (isoform size) T0suAazyARAUANANTTL Fauuztilvaemnunam e

WnsgIuvesuiRnisuly
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6. NSHUANANIINTID

[

LNAITINSAAAT (cut-off values) dwsudsziiiunnuidesnelsa ASCVD ans 2026 ACC Guideline ilgail

526U Lp(a) 320U Lp(a)

ﬂ’J"I&ILgEJ\i ASCVD §unns (Relative Risk) ﬁLﬁﬁJ%u

(nmolL) (mg/dL)
<125 nmol/L <50 mg/dL

ANULEEITEAUUTEINSILY (population median)

WNTUUIZINUTRaY 40 (~1.4 n1) waziiordy risk-

>125 nmol/L >50 mg/dL
enhancing factor
>250 nmol/L >100 mg/dL U 22
~430 nmol/L ~180 mg/dL WU ~a w1 Wisumenudesestse HeFH

WIIENYIR): UUINN ESC 2025 Falnszd 30-50 me/dL 4l “grey zone” FemaaiiaIsalsaunulade
1aENDY
YaINANIWBIUHURANT

\Wesanlusiu apo(a) YoeunazyAnaiivwn (isoform size) Inannvangann N13nTI9inlnd
AaLINg1IanedleransIanlignsunIuINTWINTY apo(a) (isoform-insensitive assays) wazlasu

ﬂ’?‘iaE]ULﬁEJUWWlIlIWﬁi’]uaEJNQﬂG]EN

7. BUINIINITSNEI

JagUudalufiendilasunissusesann FDA dmsu “ansediv Lp(a)” tnemnss oenslshionny

Wimngveamsauasnwinensanaidedlagsiu (total risk reduction)
Step 1: NM1sUSULUABUInT N (Lifestyle Modification)

o WNNIAUANDIMSHAZNTRENMAINBIElNANNIIanTEAY Lp@) 1o wan1sintdinnfnuman
Life’s Essential 8 a1xnsaannudedlaesiunanisiin ASCVD lafissesas 67 lunguniisisysiu

Lp(a) &4 et N1599auys nseuaudIviin wasniseenmainieduduveyiandndu

(Class 1)
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Step 2: naqmamiamxﬁu LDL-C 9819101490 (Aggressive LDL-C Lowering)

WiayUiediseau Lp(a) g9 (=50 mg/dL) agfieniimnuideaiindy fetiu s¥eu LDL-C Anuey

Y

Tofin warszduihmaludenimedaiumaniuauosaaunaniung

. Statins: Wugndsuusniinediiieanaanuidesme ASCVD Taesau uwia statins 9199ilnszsu
Lp(a) Wiisdudnues (~1 me/dL) ustsslowuannnisan CV events flognaunn 5&1&'@35%&;@
statins WiB9Ns1Z 081526 Lp() dufiT

e PCSK9 Inhibitors: Lsul‘u Evolocumab, Alirocumab &g Inclisiran wananazanszay LDL-C 19;

pe9iUsEANSA LD SYausnanszivu Lpa) laUszunusesaz 15-30 wuavnsainaiuziinlu

'
a a

finnsauly PCsKoi idusnaiulugiae ASCVD Aiflsedy Lp(a) genardiluussquimane LDL-C
(Class 1)

« Lipoprotein Apheresis: 8315819154881 (FDA) auﬁﬁiﬁiﬁﬁuéﬂwﬁﬁszﬁu Lp(a) 60
me/dL (130 nmol/L) saufurdulsa FH waxil ASCVD manddn laun CAD 30 PAD

Step 3: #1aaszAu Lp(a) Tuaunan (Emerging Therapies)

'
o w

winnssuengulvuiisadudinisasns apola) MFumategseransaaeIneaiinsyezn 3

LAYAIAIIAENANIRUWLININTS Nl usUIAnsUlng 9l 2026-2028 Tan

e Antisense Oligonucleotide (ASO): Pelacarsen
e Small Interfering RNA (siRNA): Olpasiran, Lepodisiran ez Zerlasiran Faanansnansediu
Lp(a) lndlsseuay 80-95

« Oral Small Molecule: Muvalaplin #uduensulsznuiidnvnenisasiseynia Lp(a)

8. Clinical key pearl

1 | “n379 1 A39lUAIN” (Measure Once): L9 N5E6U Lp(a) gniviunlagiugnssuwazdl
ANUAInanTIn Jauugthlvlvgmnauladunisnsisessues 1 A
2 | Wuunnan LDL-C: Lp(a) neluinasndeswuy “Triple Threat” lawn nsas@sunisiie

waandenwAIula (atherogenic) n1siindudonansiu (thrombotic) wazn1senLay

(inflammatory)
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3 | avssedinseddlugiaengues: mnmugienaudertilame (M) neutesunslaeludidade
Heoadu Asasdenng Lpla) Qﬂl’iama

¢ | delufiendnuianis Seasatunisaauauauideslaesan: mnsedu Lp) >50 me/dL
Asansedu LDL-C arwduladin way HbAlc nshitanumilansosilaeensuaende

5 | Statins Sensfiunumddey: lumsuganierzasnslu statin wiiis189um statin anaviily
529U Lp(a) Wadudnues Wewnusdlenidlauiiinnnesnsdnmy

6 | PCSK9i 11;11‘1J'3'318°U1jﬁmc;'1u: mﬂhimm'iaqumzé’u LDL-C p8 statin 53U ezetimibe
19; PCsK9i Wusdeniivinzauaenss Lﬁaamﬂmmsaaﬂlgﬁz LDL-C wae Lp(a) (~25%)

7 | dlansraguieuan luaasdunsvaundnluasauna: mwih cascade screening 1o Lo
NedoyRmonsiiionaiisziu Lp) gilaglmsuinneu

8 | Aamuesnenluaunan: siRNA 1wy Olpasiran way Lepodisiran aidueniindnlaunissne
(came changer) TugnluAdurom

9. unagy

Lipoprotein(a) lulaiduiisanansranemesufjifinisiuauladnaely unidudadeidesdings

[y

nulavssuayaNansENUATInUoUIBRe NS s fuRsedvainalud 2025-2026 1n

1% '

enszAUN13R33a Lp) lmdunisesiaunmsgiu (Class 1) dwsuylngynau vnfiveswnne e N3

Y v 9

[y

AsENENNIRNUEAY ANTINVLIUMINZEN UWUARABYINYNABY UAZIANITAUFLIUUUDIATINDYNY

TITmazLNnian dWelnUssieanmgnmsumeidlauasvaendeniianunsaUasiule
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