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LIPOPROTEIN(a)

Molecular Architecture: The Weaponized LDL THE GENETIC ABSOLUTE

GENETIC DETERMINATION
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LIFELONG STABILITY
Levels lock in and remain permanently stable -
over the patient’s lifetime beginning at age 5.
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CLINICAL STATUS
Apolipoprotein B-100 Critical Link: An independent, causal. and progressive
(ApoB-100) Single covalent risk factor for ASCVD.
disulfide bridge <>
—= iy~ o—b M
Clinical Insight: The presence of the Apo(a) chain transforms a standard [ndeplendent Ca ugl Progressive
LDL particle into a highly toxic, multi-weaponized vascular threat. J

ASCVD : Atherosclerotic CardioVascular Disease



A Lipoprotein(a): Pathogenic Mechanisms, and Clinical Impact

( 4

Lipoprotein(a) [Lp(a)]

1. Atherogenesis (The Artery)

Promotes accelerated arterial atherosclerosis, Decreases fibrinolysis via Apo(a), OxPL transforms valvular interstitial cells into
leading to heart attack, stroke, and impairing clot breakdown and increasing osteogenic-like cells, causing aortic stenosis
L peripheral artery disease (PAD). L ischemic risk. Land requiring surgical replacement (AVR).

Clinical Outcomes Clinical Outcomes Clinical Outcomes
@ Heart Attack, Stroke, PAD Ischemic Risk, Clot Formation (J0) Aortic Stenosis, AVR



An estimated
20% to 30%

of people

worldwide have
igh levels
olasma
lipoprotein(a)




‘ A The Hidden Culprit of Residual Risk
LDL-C (Controlled)

Lp(a): Silent Inflammation
& Thrombosis




MEDIC

ACC Guidelines 2026: Lp(a) Concentration & ASCVD Risk Stratification

The 2026 ACC Guidelines stratify Lipoprotein(a) [Lp(a)] blood concentration into four distinct tiers. As Lp(a) levels increase
from baseline to extreme concentrations, the relative risk of developing Atherosclerotic Cardiovascular Disease (ASCVD) scales

up significantly.

Optimal / Moderate Risk High Risk Extreme Risk
Safe Zone 75 - 124 nmol/L 125 - 249 nmol/L > 250 nmol/L

<75 nmol/L

Baseline 1.2x Risk 1.4x Risk 2x to 4x Risk

Baseline concentration Mildly elevated Lp(a) level High concentration tier Severe elevation drastically
level representing optimal associated with a 20% carrying a 40% increased increasing cardiovascular
cardiovascular health risk. increase in ASCVD risk. risk of ASCVD events. risk up to fourfold.

ACC/AHA Multisociety Guideline on the Management of Dyslipidemia. Journal of the American College of Cardiology (JACC), Vol. 87, No. 11, 2026



Increase

Renal Diseases Drive Highest Increases

i \ Nephrotic syndrome increases
Lp(a) levels by 3-5x

=

Hormonal Changes & Pregnancy Double Levels

Peritoneal dialysis
causes a 2x increase

Growth

. } hormone Pregnancy
therapy causes a 2x
causes a 2x increase in
increase in concentration
concentration

Decrease

Targeted Therapies & Diets
Reduce Levels

Tocilizumab reduces
levels by 30%-40%

Non-Genetic Influences on Lipoprotein(a) Levels

No / Minimal Change

Postmenopausal HRT
reduces levels by ~25%

7

\

%

Fasting & Exercise Show
Minimal Impact

Physical activity

Fasting exerts no
or minimal effect exerts no or minimal
effect

Endogenous sex hormones
and Menopause exert no or
minimal effect



Lp(a) Screening Indications: ESC 2019 vs. ACC 2026 Guidelines

Clinical guidelines for Lipoprotein(a) [Lp(a)] screening have evolved from conditional consideration in specific
high-risk adults to strong, universal adult screening and family cascade testing recommendations.

ESC 2019 Guidelines

COR: LOE:

lla C

Targeted Lifetime Risk Screening

Lp(a) Measurement

Measurement should be considered
at least once in adults to detect
inherited levels >180 mg/dL.

Targeted Lifetime Risk Screening

VD)

Identifies adults with ASCVD risk

A~ equivalent to heterozygous familial
\@ hypercholesterolaemia.

ACC 2026 Guidelines

Universal Adult Screening
Lp(a) Measurement

Measurement of Lp(a) concentration
is recommended at least once in all
adults for ASCVD risk assessment.

Family Cascade Testing

a Cascade testing of first-degree relatives
—— recommended for individuals with FH,
AKA premature ASCVD, or high Lp(a).




CLINICAL INDICATIONS

Suspected or

Confirmed Familial
Hypercholesterolemia (FH)
Recommended for youth with

clinically suspected or genetically
confirmed FH.

Family History of
Premature ASCVD
Indicated if 1st-degree relatives

had ASCVD at <55 years (men)
or <65 years (women).

High Family Lp(a) or
Unexplained Ischemic
Stroke

Applies to cascade screening

(parent/sibling with elevated
Lp(a)) or unexplained stroke.

OPTIMAL AGE WINDOWS FOR TESTING

Level Stabilization
at Age 5
Lp(a) concentrations reach

adult-equivalent stability
starting at age 5.

X

Golden Window:
" Ages 9-11 Years
= Optimal time to test
- high-risk children
alongside universal
pediatric lipid screening.

Pediatric Lipoprotein(a) Screening & Risk Guide

Lp(a) RISK CONCENTRATION LEVELS

LOW RISK
THRESHOLD

Concentration under
75 nmol/L (< 30 mg/dL).

INTERMEDIATE RISK
THRESHOLD

Concentration between 75
and 125 nmol/L (30-50 mg/dL).

HIGH RISK
THRESHOLD

Concentration at or above
125 nmol/L (= 50 mg/dL).



(ESC 2025 )

http://www.eas-society.org/LPA_risk_and_benefit_algorithm

Enter your health information below Your risk of having a heart attack or stroke

Cholesterol unis Héght units: Weght units
® mmol/L. 0 mg/dL ®cm Oiin ®kg Olbs 25 _
— Your ritk without induding the effect of Lp(a)
Sex Height (¢m) — Your rigk including the effect of Lp(a) Lp(a)
20 Your risk including the effact of your Lp(a)
Male Female sfter lowering your LOL or blood pressure

Age (ages 30-75) Waight (kg)

~ 15

O

-
Cholesterol Your BMI is calculated as 2 10

o o
Tetal Cholesterol (mmal/L) (range 3 5- 8.0) B LP(a)

5 normal
LOL Cholestercd (mmol/L) (range 20+ 5.0) Do you have diabetes’
62 70 80
HDL Cholestercd (mmcd/L) (range 0.6- 2.8) Do you currently amoke? ot 2 e
¥ A y \
- Age (years)
Systolic Blood Pressure (mmig) (range 90 - 200) Have you ever smoked?
No Yes

ith an Lp(a) level of 213 nmol/L, your estimated risk of having a heart attack or
Are you taking & medsCing 1o lower blood préssure? Has anyone in your family had & hean attack of stroke? stroke up to age 80 changes from 14.2%to: 24 -I

%

ithan Lp(a) of 213 nmol/L and an estimated risk of 24.1%, lowering your LDL by
2 mmol/L beginning at age 62 will reduce your risk of having a heart attack or
Lp(a) units stroke to:

Calculate Risk

onmovl. Umg/dl How much should | lower my LDL? - 2 How much should | lower my SBP? -0

(=]

Enter your Lp(a) level below 10 see how much it increases your risk of heart attack and stroke

0c-




Conventional
Lipid-Lowering Therapies

Standard therapies offer 0% Lp(a) reduction

D2 Lifestyle )
- modification

O
(0 High-intensity 0 /O

& statins Lp(a)
Reduction

p" Ezetimibe > @

Show zero effect on Lp(a).

6 Lp(a) Therapy: Comparative Impact of Lipid-Lowering Treatments

Differential efficacy of standard vs. advanced therapies on LDL-C and Lipoprotein(a) [Lp(a)] levels, specifically highlighting targeted drug options.

Targeted & Novel Lp(a) Therapies

Advanced treatments for significant Lp(a) reduction

9

PCSK9
Inhibitors

Lipoprotein
Apheresis

e

RNA Therapies
(ASO/siRNA)

PCSK9 Inhibitors yield moderate Lp(a) reduction

Massi S no —
LDL-C Drop 20% to -30%
Lp( i

a) Reduction
Specific Drug Names: Alirocumab, Evolocumab

Lipoprotein Apheresis yields transient reduction

-60% to -80%

a) Reduction (Transient)

RNA Therapies provide maximum sustained Lp(a) drop

Neutral / Slight -70% to -95%
LDL-C Drop

Sustained Lp(a) Reduction
Specific Drug Names: Pelacarsen, Olpasiran




4-Step Clinical Workflow for Managing Elevated Lp(a)

Outline the clinical management protocol for patients with elevated Lipoprotein(a)
based on international guidelines (ACC/AHA, ESC/EAS, CCS).

\

Step 1: Re-Stratify Risk Tier

Upgrade baseline risk tier using
PREVENT or SCOREZ models with
Lp(a) as arisk enhancer.

VERY HIGHRISK \

0

HIGH RISK

Target LDL-C Goal
(Post-Restratification)

High Risk <70 mg/dL (1.8 mmol/L)

2 | Very High Risk | < 55 mg/dL (1.4 mmol/L)
<40 mg/dL (1.0 mmoIIL)j

‘ Risk Stratum

Step 2: Combine

Lipid-Lowering Therapies

Maximize Statin + Ezetimibe + PCSK9
inhibitor (lowers Lp(a) by 20-30%).

= 2

STATIN EZETIMIBE

PCSK9

Consider low-dose Aspirin (75-100
mg/day) to mitigate Lp(a)-driven clot risks.

LOW-DOSE
ASPIRIN

o

MITIGATE Lp(a)-DRIVEN
CLOT RISKS

Step 3: Optimize Comorbidities

Strictly control blood pressure (<130 mmHg),
blood sugar (HbA1c), and active lifestyle.

%

ACTIVE
LIFESTYLE

<130 mmHg

Step 3: Manage Step 4: Conduct Family
Thrombotic Risk Cascade Screening

Order a once-in-a-lifetime Lp(a) test
for all first-degree relatives.

ONCE-IN-A-
LIFETIME




44F
Chief complaint: Intermittent dyspnea.

Past medical history: Hypertension
BP 160/100 mmHg, P 85 bpm

VUNG KHAO SAT : SIEU AM TIM MAU
1-That trai day nhe. Cac budng tim khac trong giéi han binh thuong LVDd= 45mm
Khéng réi loan véan ddng khu tri.Chirc nang tm thu that tréi tét EF= 74%(Teichholz)
Chirc néng tém thu that phai binh thuimg TAPSE= 22mm

2-Van 2 la day, hé 1/4. Van dong mach chi day, ha 1/4
Khdng téng ép dong mach phdi PAPs=28 mmHg
Dong mach chi ngue kich thude binh thuing

3- Khéng tran dich mang ngoai tim.

KET LUAN DAY THAT TRAI NHE CO THE DO CAO HUYET AP
HO VAN 2 LA 1/4, HO VAN DONG MACH CHU 1/4

KET LUAN

: THEO DOI TANG GANH THAT TRAI

VUNG KHAQ SAT : SIEU AM DOPPLER MACH MAU THAN
- GAN: b&r déu, cau tric phan am day, gidm am ving siu, x6a mé mach mau va duimg mit trong gan, mé vom
hoanh, déng dang, khéng sang thuong khu tri.

- MAT: tii mat khong séi. - Duomg mét trong gan khong dan.

- Ong mit chi khéng séi, khéng dan.

- TUY: Binh thuimg. LACH: khéng to.

- THAN P- THAN T: kich thutc dai d=112-122 mm, tity - v phan biét, khéng séi, khéng &t nuwoc, Déng mach thin
(P) PSV=195 cm/s, Dong mach than (T) PSV=177 cm/s, RI trong gi&i han binh thudimg.

- BANG QUANG: khéng s6i, khong butu.

- Dong mach cha bung khong phinh.

- tir cung: néi mac 8mm, thanh sau c6 nhan xo d=21x33 mm, buéng tnimg khéng u

- Ascites (-). Khéng hach bénh ly. - Khéng tran dich mang phéi.

KET LUAN : Hep nhe dong mach than (P>T)
Gan nhiém mé, nhan xo tir cung



MEDIC

TEN XET NGHIEM KHOANG THAM CHIEU |MA QT
Calcium oxalate dihydrate o (0- 6)
Amor.Phosphate 1] (0-6)
Uric acid o ©0-6)
Casts 1 (0-6)
Epithelial Cells 33 H|(0-10)
Bacteria 60 (0-130)
II1. SINH HOA - BIOCHEMISTRY
HbA1C (HPLC)®: * QTSHO12
HbAlc (IFCC) 46.23 (20 - 38 .80 mmol/mol)
HbAlc (NGSP) 6.38 g‘g_%gggmu)myémmh 5481/QD-
Glucose (mmol/L) (FPG)* 5.57 (3.90 - 5.60 mmol/L) QTSHO01
Glucose (mg/dL) 100.3 g%,z,;)}fgﬁr";%’:;" Quyét dinh
IONOGRAMME?: - QTSHO67
Na 136.9 (130 - 145 mmol/L)
K 3.96 (3.40 - 5.1 mmol/L)
Ca 2.30 (2.1 - 2.80 mmol/L)
Cl 99.64 (96 - 108 mmol/L)
Uric Acid/Serum* 8.29 H|(Nam:3.4-7.0: Nir 24-5.7 mg/dL) |QTSHO14
*P§ Loc Cau Than (CKD-EPI) »
Creatinin/Serum? 0.689 (Nam: 0.6 - 1.3; Nir0.5- 1.1 mg/dL)  |QTSHO27
eGFR (CKD-EPI) 110 (= 90 mL/min/1.73 m?)
» LDL Cholesterol? 5.60 H|(<2.59; Nguémg: 2.59-4.13 mmol/L)  |QTSH093
- (Cao: 4.14 - 4.91; Réit cao = 4.92)
HDL Cholesterol? 1.69 (21.55; Ngudng: 1.04-1.54 mmol/L)  |QTSHO84
- (Thip: < 1.04)
Triglycerides® 1.81 (<1.70; Nguimg: 1.70-2.25 mmol/L)  |QTSHO15
. (Cao: 2.26 - 5.64; Rit cao = 5.65)
LIPOPROTEIN_APO-B 168.0 (Nir: 53.0 - 182.0 mg/dL) QTSHO97
mssssssm) Lipoprotein (a) (nmol/L) 188.0 H|(= 105 nmol/L)
Lipoprotein (a) (mg/dL) 87.99 H|(= 50 mg/dL)
GGT* 58.50 H|(Nam < 55 U/L, Nir < 36 U/L) QTSHO04
SGOT (AST)* 37.68 H|(<35UL) QTSHO05
SGPT (ALT)* 43.33 H|(< 30 UML) QTSHO13
IV. MIEN DICH - IMMUNOLOGY
TSH u.sensitive (3rd G)'| 1.34 (032 -5 plU/mL) Jerpoos

XQ Long Ngue Thang [Film]
Thanh ngye
Mang phéi
Trung tht
Tim
Déng mach chil
Huyét phé quan
Phéi
Co hoanh

Cém nghi : BENH TIM MACH DO X0 BONG MACH VA/HAY CAO HUYET AP

Dé nghi : két hop siéu am tim, ECG

Khéng c6 anh bt thuimg
Khdng c6 anh bt thuimg
Khdng c6 anh bt thuimg
Khdng c6 anh bt thuimg
bung ring

Khéng co dnh bét thwimg
Khong co dnh bat thwimg
Khéng c6 anh bt thuimg




TREATMENT GOAL FOR LDL-C

LDL CHOLESTEROL 5.6MMOL/L

+ SCORE2/SCORE2-OP 210% and <20%

+ Markedly elevated single risk factors, in particular

TC>8 mmol/L (310 mg/dL) g
orBP 2180/110 mmHg

« FH without other major risk factors

« Moderate CKD (€GFR 30-59 mL/min/1.73 m?)

+ DM w/o target organ damage, with DM duration 210 years

or other additional risk factor

ESC 2025 GUIDELINE

Lp(a)
188 nmol/I

ESC: European Society of Cardiology

<1.4mmol/L
mump VERY HIGH gy | (<55mg/dL)

Treatment goal
for LDL-C




LP(a) 80 YEARS CVD RISK (ESC 2025 )

Your risk of having a heart attack or stroke

Lp{a) 188 nmol/l
——— Your risk without i ding the effect of Lp(a)

vour rizk induding the effect of Lo(a)

S0

Age (years)

Your risk of having a heart attack or stroke up to age 80 is:

with an Lp{a} level of 188 nmol/L, your estimated risk of having a heart attack or
stroke 1o age 80 changes from 86.7% to:
2 HE g e Lp(a) 188 nmol/l

Your risk of having a heart attack or stroke

LDL 5.6 mmol/]

induding the o
ering your LDL o

LDL 2 mmol/fI

<
S0 60 70 80 20
Systolic BP 160 mmHg LDL 5.6 mmol/l
With an Lp(a} level of 188 nmol/L, your estimated risk of having a heart attack or :',‘:kz'iﬁ(;L'::eg:g;;i?gzz‘f:gh\y;:rrisx?m[Ed riskiothovinga heamatiackor 94 .3%
stroke up 1o age 80 changes from 86.7% to: e = e s i =4 0
- 3 . R . With an Lp{a) of 188 nmol/L and an estimated risk of ©4.3%, lowering your LDL by
with an Lp{a} o_f 1.88 nmol/L and an estimated n_sk of ‘;-’-.3_%, lowering your SBP by 2 mmol/L beginning at age 44 will reduce your risk of having a heart attack or
20 mmHg beginning at age 44 will reduce your risk of having a heart attack or stroke to:
stroke to:
SBP 140 mmHg LDL 2 mmolfl]
> P - <
Howr rmuch should | lowvwer rmiy SBP7 - 20 Howw rmuch should | ilowvwer rmys e T ——
. = = ~—




FAMILY SCREENING
(F1: 22 F)

MEDIC

TEN XET NGHIEM KHOANG THAM CHIEU
Epithelial Cells 10 (0-10)
Bacteria 38 (0-130)
I11. SINH HOA - BIOCHEMISTRY
HbA1C (HPLC)': . QTSHO12
HbAlc (IFCC) 41.75 (20 - 38.80 mmol/mol)
HbAlc (NGSP) 5.97 e  AL) Qupkh ich SABMR:
Glucose (mmol/L) (FPG)* 4.80 (3.90 - 5.60 mmol/L) QTSHOOI
Glucose (mg/dL) 86.40 g‘%fb:ﬁgﬁr’g%’;&’ Quyiét dioh
hs CRP 1.72 (= 3mg/L) QTSHO28
*P¢ Loc Céu Than (CKD-EPI) .
Creatinin/Serum? 0.690 (Nam: 0.6 - 1.3; Nir0.5- 1.1 mg/dL)  |QTSH027
eGFR (CKD-EPI) 126 (= 90 mL/min/1.73 m?)
LDL Cholesterol? 3.42 (<2.59; Nquimg: 2.59-4.13 mmol/L)  |QTSH093
" (Cao: 4.14 - 4.91; Rat cao = 4.92)
HDL Cholesterol? 1.27 (=1.55; Nguimg: 1.04-1.54 mmolL)  |QTSH084
. (Thap: < 1.04)
Triglycerides’ 3.03 H|(<1.70; Ngwimg: 1.70-2.25 mmollL)  |QTSHO15
a (Cao: 2.26 - 5.64; Rat cao = 5.65)
Cholesterol, Total® 5.43 (<5.18; Nguwimg: 5.18-6.21 mmollL)  |QTSH003
. (Cao: = 6.22)
LIPOPROTEIN APO-B 103.5 (Nir: 53.0 - 182.0 mg/fdL) QTSHO97
—— Lipoprotein (a) (nmol/L) 168.0 H|(= 105 nmol/L)
Lipoprotein (a) (mg/dL) 78.82 H|(s 50 mgfdL)
SGOT (AST)! 60.62 Hl|(<35UML) QTSHO05
SGPT (ALT)* 104.1_H|(< 30 UL) QTSHO13

FES RETEORT TAEATT  TRARETIRIAT SAOSNS

KET LUAN :

Dé nghi :

VUNG KHAO SAT : SIEU AM DOPPLER MACH MAU THAN
« GAN: bir déu, cau tnic GAN THAM MO NANG , déng dang, khong sang thuong khu tri.
- MAT: tii mét khong soi. - Duémg mét trong gan khong dan.
- Ong mét chii khéng s6i, khéng dan.
- TUY: Binh thuomg. IACH:‘khénq to. _ ) ) i
- Khéng u thuong than THAN P-T: khéng sbi, khong @ nuéc. DOPPLER DONG MACH THAN HAI BEN KHONG
HEP

- BANG QUANG: khong s6i, khong budu.
- Dong mach chii bung khong phinh.

- TC - BT khéng u.

- Ascites (-). Khong hach bénh ly.

GAN THAM MO. (DO 3)
DOPPLER PONG MACH THAN HAI BEN KHONG HEP

= , . = :
VUNG KHAO SAT : SIEU AM TIM MAU
1- Cac buéng tim trong giéi han binh thuomg LVDd=53 mm

Khang rdi loan van dong khu tri.Chirc nang tam thu thit tréi tét EF=80 %(Teichholz)
Chirc nang tam thu that phai binh thuéng TAPSE= 22mm

2-Van 2 la day, hé <1/4. Van déng mach chi day, hé <14
Khéng tang ap dong mach phdi PAPs=28 mmHg
Dong mach chi nguc kich thute binh thuimg

3- Khong tran dich mang ngoai tim.

HO VAN 2 LA <1/4, HO VAN DONG MACH CHU <1/4




Lp(a)
188 nmol/I

Lp(a)
168 nmol/I




11D RN 1ma | W 55 G P WS B, W |11 | 1) SO ) e

VUNG KHAO SAT : SIEU AM TIM MAU y | [ i | | 4 )

1- Day thét tri nhe. Cac budng tim khéc binh thudmg LVDd= 41mm : . 7 A | A o i ; ) )
Khéng réi loan van déng khu tri. Chirc nang tam thu thét trai t6t EF= 67%(Teichholz) . e e S g vzl L | e e A
Chirc nang tam thu that phai binh thuémg TAPSE= 22mm ' | { { |
MEDIC 2- Van hai 1a day hé 1/4; Van DM chi 3 manh , day hd 1/4 ] | ; | |‘ | i | ) ' |
Khéng téng 4p phdi PAPS=25mmHg o | oM A aaval - | S/ I = A
BPong mach chu ngyc dan doan lén d=38mm. = I -y !
3- Khong tran dich mang ngoai tim. | | |
|- | )
WAVR] - S 12va AN 1A\ |4 ‘! [\
M \ L —| | —\
i l
- “ '
IAVE] b i i VSIS A oA
| | I | | ‘ I
IIAVE | \ ;. 4 I | A 1ave| | A i
4] | P | S | g - - 2 \ J| — —
a a ” N . . o o o N NGHIEM U KHOANG THAM CHIEU MA
U - [ KET LUAN : DAY THAT TRAI NHE CO THE DO CAO HUYET AP B tm‘ i 9Q l e l ¥
HO VAN HAI LA 1/4, HO VAN BM CHU 1/4 e oL il
» A - RP II1. SINH HOA - BIOCHEMISTRY
. : HbA1C (HPLC)': » QTSHO12
2 P e c - % 20 - 38.80 mmol/mol
0 VUNG KHAO SAT : SIEU AM DOPPLER MACH MAU THAN Hhalc (IFCC) 2219 e :’"’“ O
- GAN: b déu, ciu tric phin 4m day nhe, déng dang, khéng sang thuong khu tri. HbAlc (NGSP) 6.01 ) IO Y i o A
DD A/ N ' < - MAT: t!l: mé_l cn')‘palyp_.}mnz - Dm_‘mg mat trong gan khong dan. Glucose (mmol/L) (EPG)* 5.40 (3.90 - 5.60 mmol/L) QTSHOO1
= = O + Ong mjt chil khdng s6i, khéng dan. (70.2 - 100.8 mg/dL) Quyét dinh
- TUY: Binh thuomg. LACH: khéng to. Glucose (mg/dL) 97.20 it
» : b « THAN P- THAN T: kich thudc dai d= 105-108mm, tily - vo phan biét, khong séi, khong & nwdc, Déng mach than IONOGRAMME2: = QTSHOG7
(P) PSV= 220cm/s, Dong mach than (T) PSV=130 cm/s, RI trong giéi han binh thuimg. Na 138.8 g y
- BANG QUANG: khéng séi, khéng budu. = 113
- Dong mach chi bung khdng phinh. - (3.40 - 5.1 mmal/L)
- Vang chéu khéng u. Cal 2.40 (2.1 - 2.80 mmal/L)
- Ascites (-). Khdng hach bénh ly. - Khéng tran dich mang phéi. Cl 102.4 (96 - 108 mmol/L)
MICRO.ALB/Urine (Quantitative): e QTSHO099
Micro Albumin/Creat 6.45 (< 30 mgfg)
Uric Acid/Serum? 11.76 H|(Nam:3.4-7.0; Ni- 24-5.7 mg/dL) |QTSHO14
*P§ Loc Cau Than (CKD-EPI) s
Creatinin/Serum? 1.08 (Nam: 0.6 - 1.3; Nir.0.5 - 1.1 mg/dL) QTSHO27
eGFR (CKD-EPI) 87 (= 90 mL/min/1.73 m*)
LDL Cholesterol? 3.52 (<2.59; Nguimg: 2.50-4.13 mmol/L)  |QTSH093
- (Cao: 4.14 - 4.91; Rit cao = 4.92)
HDL Cholesterol? 0.910 L|(=1.55; Ngudmg: 1.04-1.54 mmol/L}  |QTSHO84
. (Thép: < 1.04)
Triglycerides! 1.52 (<1.70; Nguimg: 1.70-2.25 mmol/L) QTSHO15
VI - » . 2 6.5 64, R4 5.65)
KET LUAN ; Xo vira, hep nhe dong mach than phai. - -
Gan nhiém mé nhe, polyp tii mét. ! Lipoprotein (a) (nmol/L) 238.0 H|(= 105 nmol/L) !
PP ¥ ey T ——
GGT? 22.53 (Nam < 55 U/L. Nir < 36 U/L) QTSHOO4
SGOT (AST)* 22.37 (< 35 U/L) QISHO0S
SGPT (ALT)* 16.02 (< 30 U/L) QTSHO13




Lp(a)
238 nmol/I

Lp(a) Lp(a)
234 nmol/I 22 nmol/I




CONCLUSION

Recognize Lp(a) as a causal driver of atherogenesis,
thrombosis, and valve calcification that is entirely immune
to lifestyle interventions.

Atherogenesis,
Thrombosis, =P &
Calcification

— \
S% RESPECT THE GENETIC ABSOLUTE

=
T OFFSET THE RISK 1!

In the absence of RNA therapies today, the immediate clinical
response to high Lp(a) is dramatic risk reclassification and
aggressive LDL-C lowering (Statin + Ezetimibe + PCSK9i).

High Risk i am Z
> -p [ -
Lp(a) Reclassification m @ . V\
L] - - _ j

~
U'"'. TEST ONCE IN A LIFETIME ['. 2]

Universal screening is now a Class | (ACC) / Class lla (ESC)
manfate for all adults. Do not guess; measure directly in
nmol/L.

Universal Screening M’d

Fasting is not required for Lp[a) testing.

y

PROTECT THE FAMILY 1]

Immediately execute cascade screening for all first-degree
relatives.

@ it I Ages 9-11 Years
@ Optimal time to test
high-risk children
alongside universal
pediatric lipid screening.
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