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What is
Preventive

Cardiology

Risk Assessment and identifying high
risk primary prevention patients

Personalized Risk Assessment
Proactive management

Early disease detection /Advanced
Diagnostics

Lifestyle Optimization
Patient education and empowerment

Medical management/Risk Reduction




Think C-P-R

e C- Calculate Risk

 P-Personalize

* Risk Reclassification



Primordial-Primary-Secondary Prevention

Current target for treatment

Imaging

CTA plaque quantification

CTA perivascular fat attenuation
Machine learning & radiomics
'8F-FDG PET + MRI

Primary Prevention: Lifestyle Changes and Team-Based Care é}(? Polygenic risk score
) MicroRNA
Q@ Inflammatory biomarkers
> & :
&, Improved risk calculator
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Pharmacotherapy + behavior
interventions recommended
to maximize quit rates

Diet
Emphasis on intake
of vegetables, fruits,
nuts, legumes, fish
and whole grains

Physical Activity
Perform 2150 mins/week
of moderate or 275mins/week
of vigorous physical activity

Prevention
of CVD

Aspirin Use
Low-dose aspirin
for primary prevention
now reserved for select
high-risk patients

Type Il Diabetes
Control through
diet and
exercise.

Type Il diabetes, Uncontrolled hypertension, Moderate hyperlipidemia

Metformin (primary therapy),
SGLT-2 inhibitor or
GLP-1 receptor agonist
(secondary)

DOI: 10.1016/j.jacc.2019.03.010

“Breaking the Cycle of Coronary Artery Disease in Young Adults"




Risk Assessment: Prevent Calculator

» Intended for primary prevention
in patients aged 30-79 years

* 10-year risk estimates for individuals

Individuals Without
an ASCVD Event
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- aged 30-79 years

* 30-year risk estimates for individuals
aged 30-59 years

» 10-year risk for CVD categories
* Low risk (<5%)

* Borderline risk (5%-7.4%)
Reclassified to

1 Higher Risk * Intermediate risk (7.5%-19.9%)
# gfs fgfgg;t':m » High risk (220%)
B Reclassified to

Lower Risk

» Components
* Sex
* Age (range)
* Total cholesterol (range)
* HDL (range)
+ SBP (range)
* BMI (range)
* eGFR (range)
* Diabetes, smoking status,

antihypertensives, lipid Rx (yes/no)

* Optional info: UACR, HbA1C, zip code

[social deprivation index]



Cardiovascular Risk
Factors: Modifiable
and Non- Modifiable

Non-modifiable Modifiable

* Age * Blood pressure » Smoking
» Gender * Total * Diet
« Family history cholesterol « Exercise

of CVD « HDL « Stress
« Ethnicity cholesterol
« Genetic * Smoking

evidence * Blood
« Previous sugar/diabetes

history of CVD * BMI

» Markers of
chronic

inflammation

Social

* Income

» Social
deprivation

* Environment



CV Risk
Enhancers

Family history of premature ASCVD (men aged <55 years; women aged <65 years)

Primary hypercholesterolemia (LDL-C 160-189 mg/dL [4.1-4.8 mmol/L); non-HDL-C 190-219 mg/dL [4.9-5.6
mmol/L]*

Metabolic syndrome (increased waist circumference, elevated triglycerides [2150 mg/dL], elevated blood
pressure, elevated glucose, and low HDL-C [<40 mg/dL in men; <50 mg/dL in women] are factors; tally of 3
makes the diagnosis

Chronic kidney disease (eGFR 15-59 mL/min/1.73 m? with or without albuminuria; not treated with dialysis
or kidney transplantation)

Chronic inflammatory conditions such as psoriasis, RA, or HIV/AIDS

History of premature menopause (before age 40 years) and history of pregnancy-associated conditions
that increase later ASCVD risk, such as preeclampsia

High-risk races/ethnicities (eg, South-Asian ancestry)

Lipids/biomarkers: Associated with increased ASCVD risk
= Persistently= elevated, primary hypertriglyceridemia (=175 mg/dL)
= If measured:

1. Elevated high-sensitivity C-reactive protein (2.0 mg/L)

2. Elevated Lp(a): A relative indication for its measurement is family history of premature ASCVD. An
Lp(a) 250 mg/dL or 2125 nmol/L constitutes a risk-enhancing factor, especially at higher levels of
Lp(a).

3. Elevated apoB 2130 mg/dL: A relative indication for its measurement would be triglycerides 2200
mg/dL. A level 2130 mg/dL corresponds to LDL-C 2160 mg/dL and constitutes a risk-enhancing factor

4, ABI<0.9



Absolute Risk for End-Organ Damage

Stage A Stage B Stagt.a s Stage _D
At risk for MetS, At risk for MetS, Met without MetS with
no criteria met =1 criterion damage damage
W h e n d O We Patients with: Patients with: Patients with: Patients with:
« Overweight « 1 or 2 criteria = 3/5 criteria + CVD
» Ectopic fat - WC - WC * Diabetes
Sta rt ? * Racial — — > -°BP L » - CKD
. susceptibility - Glucose - Glucose « OSA
. Pgt?‘:_lr;hysmal - TGs, HDL-C - HDL-C « NAFLD
actvi = .
. . * Oth
« Parental MetS Al risk factors Alt risk factors er
Therapy Therapy Therapy Therapy
Physical activity All measures under stage A All measures under stage B All measures under stage C
Nutrition Medical therapy & +HRPP Disease-specific therapies
Obesity Risk Factor Modification Medical therapy &

Adiposity reduction surgery



LDL 4
BP 4 What’s next for high-risk

HbA1c 4 - .
e f primary prevention?

hs-CRP 4/

PCSK?9i & inclisiran

ooch to the High Risk
'revention Patient

GLP-1RA
SSC:QHn
LA LT2i
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New Paradigm: '_' SRS dmocinicd,
High Risk Primary L3
Prevention
Patients (HRPP)
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Definition Risk

= 3 or more of: = 2x risk of developing cardiovascular
» Waist circumference (WC) 2102 cm (40 in) disease over 5-10 years
H R P P o (mgn) or.288 ail=0.0n) (\ivomen) = 5-fold increase in risk of type 2
g * Triglycerides 2150 mg/dL diabetes mellitus

* HDL-C <40 mg/dL (men),
<50 mg/dL (women)*
WH AT tO - SBP 2130 mmHg and/or gay Prevalence
HEy egd mmtig = 34% of the US has metabolic syndrome
 Fasting glucose 2100 mg/dL*
l.O O k fO r A J * Obesity with metabolic syndrome:

*or taking a medication to address this problem

, o , * 65% of men, 56% of women
WC cutoff for South Asian population is 290 cm (35.5 in) for males

and 280 cm (31.5 in)for females




PATIENT MANAGEMENT GROUPS

Secondary Primary
prevention prevention
Adults with
Adults with prim:ryssv;:lere Adults with Adults without
clinical ASCVD hypercholesterolemia diabetes diabetes
(LDL-C 2190 mg/dL ¥
[24.9 mmol/L))
v L 4 -

FACTORS TO CONSIDER:

» Adherence to lifestyle modifications and adherence to evidence-based,
guideline-recommended statin therapy

« Patient on guideline-recommended statin therapy

* Risk-enhancing factors

o
« Control of other risk factors
« Clinician-patient decision about the potential benefits, potential harms, and

patients preferences with regard to the addition of nonstatin therapies

* Percentage LDL-C reduction and absolute LDL-C or non-HDL-C level achieved

* Monitoring of response to lifestyle modifications, adherence, and therapy
‘ ’ C O I l a ry * Cost of therapy
» Statin-associated side effects
t .

* Persistent hypertriglyceridemia

v

OPTIONAL INTERVENTIONS TO CONSIDER IN APPROPRIATE
PATIENT GROUPS:

* Referral to a lipid specialist and registered dietitian/registered dietitian
nutritionist

* Ezetimibe

* Bile acid sequestrants
* PCSK9 mAbs*

* Bempedoic acid

* Inclisiran

« LDL apheresis may be considered by lipid specialist for patients with familial
hypercholesterolemia

* Lomitapide (only in HoFH)

* Evinacumab (only in HoFH)




FAB
— : : Treatment
—_— I Risk Assessment PR
—0) § : Indications
PREVENT
Be il Pooledog?ggr; Equations (PCE) : Familial hypercholesterolemia with
SCORE 2 :
Diabetes mellitus in individuals
Coronary Artery Calcium Score : e aged 40-75 years
Genetic risk markers

« Lipoprotein (a)
» Polygenic risk score

VD “Ri 2

« Family hx of premature ASCVD
* Primary hypercholesterolemia
* Chronic kidney disease
« Metabolic syndrome
* Preeclampsia
+ Premature menopause
« Chronic inflammatory disease
« South Asian ancestry
» Peristent hypertriglyceridemia (2175
mg/dL nonfasting)
« Elevated hs-CRP 22.0 mg/L
« Elevated Lipoprotein (a) 2125 nmol/L
« Elevated Apoprotein B 2130 mg/dL
« Ankle-brachial index <0.9

n X Q®

Individuals aged 40-75 years with LDL-C =70
10 <190 mg/dL without diabetes mellitus

A

"High ASCVD Risk”
PCE predicted risk 220%

‘Intermediate ASCVD Risk"
PCE predicted risk 27.5% to <20%

*Borderline ASCVD Risk®
PCE predicted risk 5% to <7.5%
+ risk enhancers

Primary ASCVD Risk Reduction

Lipid Lowering Therapies

Statin

Ezetimibe
PCSK9 inhibitor
Bempedoic Acid
Icosapent Ethyl

Therapeutic Goals

D)

\"4

LDL-C 5100 mg/dL
(preferably <70 mg/dL if PCE risk >20%)

L

non-HDL <130 mg/dL
(preferably <100 mg/dL if PCE risk >20%)




Calcium scoring (CAC) Management

B CAC 1-99AUSE ©  CAC>/=1000R | - e o T
‘ < 75% for age/sex/race ) ( >/= 75% for age/sex/race \ L CAC >/=1,000 AU ]
A4 v h 4

Consider moderate-intensity Consider moderate- to Consider high-intensity
statin therapy high-intensity statin therapy statin therapy
30-49% reduction LDL-C | % reduction based on statin [ >/=50% reduction LDL-C
(and LDL-C <100 mg/dL) intensity (and LDL-C <70 mg/dL) | (and LDL-C <70mg/dL)

® ® ® & K- ®

__Increase to high- [ May consider ezetimibe ] [ May consider ezetimibe ]
intensity statin therapy
May consuder
PCSK9 mAb
v v v v v v %

[ Monitor adherence to lifestyle modifications, medications, and LDL-C response to therapy

If noted coronary calcifications on alternative
imaging- No additional value in obtaining

CAC Score.



10-year risk 27.5%, diabetes-specific risk ) 2 30%-49% LDL-C reduction (and LDL-C <100 mg/dL or non-
enhancers, or subclinical atherosclerosis HDL-C <130 mg/dL) on at least moderate-intensity statin

Statl n Increase to high-intensity statin therapy Increase to high-intensity statin therapy

t h e ra py [ 10-year isk =20% ]—@

is still the &
250% LDL-C reduction (and LDL-C
CO r n e rStO n e <70 msldL or non-HDL-C (<1 00 mg/dL)
on maximally-tolerated statin

of treatment ®
v v h 4 v
; " Monitor adherence to lifestyle modifications,
May consider ezetimibe ' medications, and LDL-C resyponse to therapy. J

Lloyd-Jones D, et al. Am Coll Cardiol. 2022; 80(14):1366-1418.




Non-statin
Therapies
options

[ Adults with possible SASEs

Adults with SASEs with

rhabdomyolysis or

autoimmune reaction

(see Section 5.6)

Intolerant of at least 2 statin therapies with 1 attempt at the lowest
FDA-approved daily dose and a trial of alternative dosing regimens

v

[ Consider referral to lipid speciali

st or drug therapy options below ]

!

l

l

l

l

~
Adults with clinical ; ;
Adults with Adults without . .
RoCViatvery clinical ASCVD clinical ASCVD Adults withiour Adults itiout
high risk or with e and with clinical ASCVD clinical ASCVD
; I 3 5
LDL.(?ii?)I(')nag/dL Ver) biab sk LDL-C >190 mg/dL and with diabetes or diabetes
J
v ~ h 4 h 4 h 4 h 4

Consider
first-line therapy
with ezetimibe
and/or PCSK9 mAb,*
second-line therapy
with bempedoic
acid or inclisiran,*
and third-line
therapy with
evinacumab
for HoFH

Consider first-
line therapy with
ezetimibe and/or
PCSK9 mAbS$ and

second-line therapy
with bempedoic
acid or inclisiran®

Consider first-
line therapy with
ezetimibe and/or

PCSK9 mAb,$

second-line therapy
with bempedoic
acid or inclisiran,*
and third-line
therapy with
evinacumab
for HoFH

Consider
first-line therapy
with ezetimibe,
second-line therapy
with BAS,!
and third-line
therapy with
bempedoic acid"

Consider
first-line therapy
with ezetimibe,
second-line therapy
with BAS,!
and third-line
therapy with
bempedoic acid"

For consideration of the addition of nonstatin therapy,
consult Figures 2-6, as relevant to the patient’s clinical scenario




Summary of Data of Pharmacotherapy

Lipid Lowering Data

Statins

Ezetimibe

PCSK?9 inhibitors

Bile acid
sequestrants

Inclisiran

Bempedoic acid

LDL-C
Reduction HPL-C Le LP(a)
18-63% 1 5-15% | 7-30% neutral
18% 1% 1 7% neutral
40-60% neutral l 1 ~20-30%
15-30% 1 3-5% OQor1t neutral

~50-60% 1 ~5% | ~7-12% 1 ~15-20%

18%

1 6% 1 3% neutral

*RCT evidence of ASCVD risk reduction when added to statin therapy

CV RR Reduction
1° 1 2° Prevention

25-39% / 19-34%
fRimal data / 6.4%

19-25%" [ 17%"
19% / minimal data

no data / 26%"

30% / +/- 13%



4 New Clinical Trial Data \

Qn-Statin The?




CLEAR Outcomes Trial: Bempedoic Acid

= N = 13,970 patients with (1) ASCVD or
at high risk, (2) LDL-C 2100 mg/dL, and
(3) statin intolerance

* Primary endpoint: 13% RR reduction
in MACE

= Secondary endpoints:

* 15% RR reduction in nonfatal MI,
nonfatal stroke, or CV death

* 13% RR reduction in fatal & nonfatal Ml

* 19% RR reduction in coronary
revascularization

Cumulative Incidence (%)

N
o
J

-
a
|

-
o
1

&)
|

o

Hazard ratio, 0.87 (95% CI, 0.79-0.96)
P=.004

Placebo

Bempedoic acid

|
6 12

T | | | | | T |
18 24 30 36 42 48 54 60

Months from Randomization



HRPP Bempedoic Acid Reduced CV Events

POPULATION . INTERVENTION FINDINGS
Composite end point occurrence
f;‘g; ﬁ;:nen - (4206 Patients randomized) P P
. | o g g Bempedoic acid
tatin-intolerant adults
without a prior 2100 2106 5.3%
cardiovascular event Bempedoic acid Placebo (111 of 2100 patients)
Mean age: 68 years 180 mg qd Matching placebo Placebo
7.6%
LOCATIONS PRIMARY OUTCOME (161 of 2106 patients)
1250 Composite of cardiovascular death, - -
Centers ~ nonfatal myocardial infarction, nonfatal Relative Risk
worldwide stroke, or coronary revascularization Reduction
MACE
(MACE) 30%
HR 0.70 (95% CI, 0.55-0.89) P = .002




VESALIUS-CV: Evolovcumob for risk reduction in HRPP

Stable patients at high-risk for CV events

but no prior Ml or stroke* *At least one of the
l following:
= CAD without MI
LDL-C 290 mg/dL or .
non-HDL-C 2120 mg/dL or = CVD without stroke
ApoB 280 mg/dL = PAD

On optimized statin therapy (* ezetimibe) = High-risk diabetes

I mellitus

1:1
Randomization

Evolocumab SC Placebo SC

140 mg Q2W Q2w

N =12,257

Follow-up Q4mo
Median follow-up >4.5y



VICTORIAN-MONO: inclisiran as monotherapy

Study design: 6-month randomized, double-blind,
placebo- and active-comparator-controlled trial

:Screening Double-blind treatment period* Safety follow-up:

Inclisiran arm: Inclisiran s.c. + Placebo p.o. (N=174)

Ezetimibe arm: Ezetimibe p.o. + Placebo s.c. (N=89)

Placebo arm: Placebo p.o. + Placebo s.c. (N=87)

N S R
o ﬁ! K4 q.‘gl .
Study Day -14 1 30 90 150 180
Visit  Screening® V1 (Baseline) V2* V3 V4t V5 (EOS)*

! 1

Randomization Primary endpoint



LS mean percentage change in LDL-C from baseline to Day 150 between inclisiran and
placebo was —-47.9% and that between inclisiran and ezetimibe was -35.4% (p<0.0001 for both)

Mean % change in LDL-C

10 4
-47.9%*
s Odoe .= = =" =8 "= m e e e, T e i = = 3
1] 0/ *
»n -10- -35.4%
# 1 N\ e — ]
@ -20.
=
& -304
©
< 40
£
£ -501 —T
_60_.
Inclisiran |174 165 163 163
Ezetimibe | 89 87 87 85
Placebo | 87 86 84 82
1 T T T
Baseline Day 30 Day 90 Day 150
Visit
—+#— Inclisiran --0-- Ezetimibe --0--Placebo

Taub PR et al J Am Coll Cardiol. 2025 Jul 22;86(3):196-208



CORALreef Lipids

enclicitide (oralPCSK 9 inhibitors) LDL-c Reduction

Trial Design

0.0 Enlicitide 20 mg daily Primary Outcomes
rﬁrQ“Tﬁ 9 = LDL-C percent change from baseline @ 24-weeks
N=2,912 = -59.4% (95%CI: -65.6%, -53.2%; p<0.001)

e = Percent of participants with AEs
Key Inclusion Criteria ; = Similar rate of serious AEs
Patients with EITHER (10% enlicitide vs 12% placebo)

ﬁﬁ’%%\?g“‘ahg{gjg 5,,7"1 gr%;d?R : = Percent of participants with discontinuation secondary to AEs

= Similar proportion disenrolled secondary to AEs

Stable LLT, includi tati
able LLT, including a statin (3% enlicitide vs 4% placebo)

Key Exclusion Criteria Secondary Outcomes
: Recent (3 mo) ASCVD event = LDL-C percent change from baseline @ 52 weeks

Active/Recent PCKS9i Tx = -61.5% (95% Cl: -69.4%, -53.7%; p<0.001)

Uncontrolled diabetes
TG >400 mg/dL @ screening

Ballantyne CM et al. JAMA.. Published online November 09, 2025



Mean (SE) % Change

in LDL-C From Baseline

| | |

16 24 36

. Week
No. of participants

Placebo 101 96 95 04 96 94
Enlicitide 20 mg 202 197 196 195 198 195

—o— Enlicitide 20 mg ¢ Placebo

Ballantyne CM et al. JAMA. Published online November 09, 2025.




Injectable PCSK9 mAbs | | Injectable Small Oral Small-molecule
Interfering RNA PCSK9 antagonist

Alirocumab, Evolocumab | | Inclisiran Enlicitide
Human monoclonal siRNA binds PCSK9 Enlicitide prevents
antibodies bind MRNA, causing its PCSKO9 binding at the
circulating PCSKO9 to degradation and LDL receptor.
prevent its binding to LDL | | inhibiting the production
receptors. of PCSK9

PCSK9 Targeting

Therapies



Secondary
revention:

Non statin

therapies

Adults with clinical ASCVD and baseline LDL-C 2190 mg/dL
not due to secondary causes* without clinical or genetic
diagnosis of FH, on statin therapy for secondary prevention

-

250% LDL-C reduction and LDL-C <70 mg/dL (or non-HDL-C
y

<100 mg/dL) on d statin therapy

=

. Evaluate and optimize lifestyle modifications, adherence to
guideline-recommended statin therapy, risk factor control,
and SASEs

Increase to high-intensity statin therapy, if not already taking

w N

Consider referral to lipid specialist and RD/RDN for all patients,

especially for HoFH?*s

=50% LDL-C reduction and LDL-C <70 mg/dL (or non-HDL-C
<100 mg/dL) on maximally-tolerated statin therapy'

Consider the following as the initial nonstatin agent
and addition of other agents as needed to achieve desired
reduction of LDL-C

I
1
1
Consider :

ezetimibe
and/or
PCSK9 mAb

+

May consider
LDL apheresis

May consider

bempedoic acid
or inclisiran™

under care of lipid
specialist**

250% LDL-C reduction and LDL-C <70 mg/dL
(or non-HDL-C <100 mg/dL) on ®7
maximally-tolerated statin therapy'

- -

~

2

~

a

Monitor adherence to
lifestyle modifications,
medications, and
LDL-C response to

therapy. If persistent

= hypertriglyceridemia,*
1. Refefralx} to lipid refer to the 2021 ACC
specialist ECDP on Management of

2.Referral to RD/RDN

Hypertriglyceridemia**




CAC score
>3001s
ASCVD
equivalent

Cumulative Incidence

Cumulative Incidence

20%

15% ~

10% =

5%

0%

20% 1

15%

10%

5%

0% =
0

40%

MACE + LR

o
1]
c
8 30%-
[
£
0f -
‘g 20%
=
2 10% -
g
Q
T T T 0%
2 4 6 0
Time to MACE Event, Years
40% S
-
ACM L g
=
@
2
3]
£
=]
=
5
3
E
=
Q
T T T 0%
2 4 6 0

Time to All-Cause Mortality, Years

— CAC=0
T CAC=1-99
2 4 6 8
Time to MACE and LR Event, Years — CAC = 100-299
— CAC >300
M Prior ASCVD

2 4 6 8
Time to Ml Event, Years

Budoff MJ, et al. J Am Coll Cardiol Img. 2023;16(9):1181-11889.



Considerations

for FH

Heterozygous
FH

Homozygous
FH

Family history
of FH

LDL-C 2160 mg/dL (4 mmol/L) for children
and 2190 mg/dL (5 mmol/L) for adults and
with 1 first-degree relative similarly affected
or with premature CAD or with positive
genetic testing for an LDL-C-raising gene
defect (LDL receptor, apoB, or PCSK9)

LDL-C 2400 mg/dL (10 mmol/L) and 1 or
both parents having clinically diagnosed FH,

positive genetic testing for an LDL-C-raising

gene defect (LDL receptor, apoB, or PCSK9)
or autosomal-recessive FH

If LDL-C >560 mg/dL (14 mmol/L) or LDL-C
>400 mg/dL (10 mmol/L) with aortic valve
disease or xanthomata at <20 years of age,
homozygous FH highly likely

LDL-C level not a criterion; presence of a
first-degree relative with confirmed FH

Presence of 1 abnormal LDL-C-raising
gene defect (LDL receptor, apoB, or
PCSK9)

Diagnosed as heterozygous FH if LDL-
C-raising defect positive and LDL-C
<160 mg/dL (4 mmol/L)

Occasionally, heterozygotes will have
LDL-C >400 mg/dL (10 mmol/L); they
should be treated similarly to
homozygotes

Presence of both abnormal LDL-C-
raising gene defects (LDL receptor,
apoB, or PCSK9) and LDL-C-lowering
gene variant(s) with LDL-C <160 mg/dL
(4 mmol/L)

Presence of 2 identical (true
homozygous FH) or nonidentical
(compound heterozygous FH)
abnormal LDL-raising gene defects
(LDL receptor, apoB, or PCSK9);
includes the rare autosomal-recessive
type

Occasionally, homozygotes will have
LDL-C <400 mg/dL (10 mmol/L)

Genetic testing not performed



Primary Severe
Hypercholesterem

ia/ FH
additional options

May consider
evinacumab,
lomitapide, and/or
LDL apheresis
for HoFH under care
of lipid specialist'!




Hypertriglyceremia

Fibrates: For patients whose triglycerides remain =500
mg/dL after general measures and optimal LDL lowering
therapy who do not warrant additional ASCVD risk reduction,
any prescription strength omega-3 fatty acid (including
icosapent ethyl) or a fibrate (fenofibrate preferred) is
reasonable

Icosapent ethyl (Vasepa) : patients whose triglycerides
remain =150 mg/dL after general measures and optimal LDL

lowering therapy who warrant additional ASCVD risk reduction
(ie, those with established ASCVD

or diabetes mellitus plus >2 risk factors for ASCVD), use
icosapent ethyl over other triglyceride lowering therapies

-NOT over the counter fish oil (no efficacy data)

Olezarsen (Tyngolza) : FCS, severe hypertriglyceremia with
inclusion criteria

Ploasiran (Redemplo) : FCS, severe hypertriglyceremia with
inclusion criteria



What's Next?

Advancing therapies in Risk Reduction




Residual
risk target

Residual
risk-lowering
therapies

Precision
medicine
toolbox

Lipoproteins

Inflammation

Metabolism

Platelets

Beyond Lifestyle Modifications and Lipid therapy

Coagulations

l

Ezetimibe, bempedoic Canakinumab N Extended DAPT
acid, PCSK3 inhibitor Methotrexate o< hiox Low dose ea0ee
Omega-3 fatty acids Colchicine 9 ticagrelor
y y h
Standard lipids hs-CRP; biomarkers Antiplatelet risk ;

(eg, LDL, HDL, TG), of inflammation, FIovont scores (eg, DAFT, ol Dl MIE
advanced lipid T cell and immune Hb Alc PARIS, PRECISE- bleediFr)'n '
testing, Lp(a), dysregulation, and HOMA-IR DAPT), platelet ok sc orgs

HDL efflux capacity, clonal hematopoiesis; BMI. viscaral function testing, coagulati Sh

genetic risk scores, systemic inflammatory adiposity, liver fat pharmaco- hiorarkers

atherosclerosis imaging

disease (eg, psoriasis)

genomics




Next frontie—Al generated plaque analysis

e % °
e? o °
r ]

e o ° 0 P L4
[ . ..Q- . Q B
. QQ
No coronary Early, inflamed Non-calcified Plaque rupture Fractional flow
artery disease coronary plaque rupture-prone and acute event reserve and wall
Coronary computed Coronary computed plaque Coronary computed shear St:.ess aldd
tomography angiography tomography angiography Coronary computed tomography angiography prognostic value
allows assessment i is a safe first-line
tomography angiography diagnostic modality in Coronary computed
tomography angiography

can help effectively
rule out coronary
artery disease

of consequent changes
in adipogenicity
in surrounding
perivascular fat, ie,
fat attenuation index

allows characterization
of high-risk features

the emergency setting

can help evaluate
hemodynamics and
wall stress

PLAQUES THAT LOOK DIFFERENT BEHAVE DIFFERENTLY.

Low-density
Non-calcified Plaque
(red)

Non-calcified Plaque
(vellow)

Non-calcified (yellow) All Plaque Types

Calcified Plaque
and Calcified Plaque (blue)

(blue)

LOW RISK INTERMEDIATE RISK HIGH RISK



Thank you

jana.galbreath@mercyone.org
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