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Despite numerous breakthroughs in Preventive Cardiology, control of key cardiovascular disease (CVD) risk
factors including blood pressure and diabetes has stagnated in the past decade, driven in part by the obesity
epidemic and population aging. Improving dissemination and implementation of the latest guidelines and
evidence-based recommendations is a key national priority for CVD prevention. The ABCs of CVD Prevention is a
structured framework identifying actionable domains for CVD prevention, first published in 2001 and last
updated in 2021, designed to maximize clarity and uptake of key preventive recommendations. In this State-of-
the-Art review, we provide a comprehensively updated version of the ABCs reflecting what we know in 2026,
with two practice pearls per domain and accompanying figures and materials to support dissemination. The ABCs
of CVD Prevention are: Assess CVD Risk, Antiplatelets, Blood Pressure, Body Fat, Cholesterol, Cigarettes &
Alcohol, Diet, Diabetes & Cardiovascular-Kidney-Metabolic Syndrome, Exercise, Extend Healthspan, Heart
Failure, and Atrial Fibrillation. The ABCs have the potential for population-level impact with clinical uptake and

educational efforts across specialties and settings, supported by the evidence and materials herein.

1. Introduction

Cardiovascular disease (CVD) remains the leading cause of morbidity
and mortality despite decades of progress in its prevention, particularly
for atherosclerotic CVD (ASCVD) and heart failure [1,2]. With currently
available tests, tools, and therapies, CVD risk can be identified and
addressed at any life stage through lifestyle optimization and risk factor
modification [3,4]. Despite this, national rates of obesity, blood pressure,
and diabetes control have remained stagnant or declined over the past
decade [5]. Preventive progress in the face of population aging and the
obesity epidemic will require widespread high-fidelity implementation of
contemporary guidelines across specialties and disciplines: a major chal-
lenge in the current healthcare environment. To improve outcomes and
implementation of prevention guidelines, the Johns Hopkins Ciccarone
Center has long advocated for a streamlined approach that can be
reviewed at each visit, known as the ABCs of CVD Prevention.

The ABCs of CVD Prevention were first published in 2001 [6] as a
structured framework to identify key actionable domains of prevention for
both patients and clinicians. Multiple iterations with guideline-focused
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updates have been published, reflecting significant advances in the field
of Preventive Cardiology [7-12]. Prior versions featured several major
updates, including the introduction of risk estimators, primary and sec-
ondary prevention tools for both atrial fibrillation and heart failure, and
expanded evidence on social and biological drivers of ASCVD [8-10]. In
the years since the most recent updates, Preventive Cardiology has
continued to expand, with notable advances including the development of
more contemporary and accurate cardiovascular risk estimators [13,14],
identification of risk enhancers [15,16], novel cardiometabolic [17-20]
and lipid-lowering therapies (LLT) [21-23], large trials guiding preven-
tive therapies and goals [21,24,25], and increased focus on the inter-
connection between cardiovascular, kidney, and metabolic health,
reflecting the crucial link between adiposity and inflammation on CVD
risk [26].

Several epidemiologic trends, including population aging and the
obesity epidemic, have also resulted in a need for an updated approach.
Rates of obesity, a key risk factor for both Cardiovascular-Kidney-
Metabolic (CKM) Syndrome and CVD [5], are rising, with an expected
prevalence of over 50% in the US in the next five years [27].
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Additionally, as the number of older adults with cardiovascular risk
factors and CVD increases, in part due to continued advancements in
CVD prevention, the proportion of patients with CVD over age 80 will
double to nearly 25% by 2050 [28]. Although a suboptimal surrogate of
biologic aging, chronologic age remains the strongest risk factor for
development of CVD across prediction models [29]. To meet the needs
of an aging population, insights from Geriatric Cardiology to personalize
CVD prevention in older adults are increasingly essential to optimize
patient-centered care [30,31].

Despite significant progress in Preventive Cardiology, many
population-level gaps remain, including inadequate implementation of
CVD risk factor screening and identification of those at elevated risk
[32], suboptimal integration of clinical guidelines into practice [33],
and insufficient initiation or intensification of proven pharmacother-
apies [34]. For example, nearly 80% of adults in the United States have
blood pressure readings above goal of <130/80 mmHg [35], approxi-
mately half of adults with diabetes achieve glycemic control [5], and
almost 75% of patients with a prior ASCVD event have low-density li-
poprotein cholesterol (LDL-C) above 70 mg/dL [5]. Given these chal-
lenges, in this State-of-the-Art review, we provide an updated
framework and toolkit for CVD prevention based on the latest evidence,
ready for implementation by any clinician in any setting.

2. Methods

We aim to provide a systematic approach to CVD prevention using a
clearly defined framework updating the established ABCs of CVD pre-
vention, targeting actionable areas of prevention to support dissemina-
tion of evidence-based recommendations across clinical settings [10].
This framework is intended for all clinicians caring for patients with
cardiovascular risk factors and CVD. This can be useful to practitioners
and patients in all clinical settings, including cardiology, internal
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medicine, family medicine, geriatrics, nephrology, endocrinology, and
beyond. To maximize retention and recall, the framework includes two
domains per letter and two practice pearls per domain.

3. ABCs of CVD prevention

To support dissemination and depth, the evidence and details of the
ABCs of CVD Prevention are detailed below, accompanied by a figure
(Fig. 1), flyer (Fig. 2), table (Table 1), educational slide deck (Supple-
ment 1), and SmartPhrase template (Supplement 2).

4. Assess risk

Assessment of CVD risk in primary prevention has evolved with
development and dissemination of various risk estimators [13,14,36]. In
2023, the Predicting Risk of CVD EVENTs (PREVENT™) Equations were
introduced by the American Heart Association (AHA) [14], representing
a major leap forward in CVD risk assessment.

4.1. Calculate risk using PREVENT™ equations, personalize with risk
enhancers, and reclassify borderline-intermediate risk with CAC

In comparison to the widely utilized Pooled Cohort Equations
(PCEs), which were created using a population of ~25,000 adults and
introduced in 2013 [13], the PREVENT™ equations were developed and
validated using large and more contemporary data sets of ~6.5 million
individuals aged 30 to 79 years old to estimate both 10- and 30-year (in
persons up to age 60) risks of CVD, ASCVD, and heart failure [14]. In
contrast to the PCE, the PREVENT™ calculator does not include race and
incorporates new variables such as social deprivation index (zip code)
and CKM syndrome risk factors [26]. While risk models provide a
straightforward approach in evaluating risk at the population level,

The ABCs of Cardiovascular Disease Prevention

Assess CVD Risk
Assess PREVENT™, risk enhancers
Evaluate Life’s Essential 8

Target <130/80 mmHg

Blood Pressure
* Close follow-up & home monitoring

Antiplatelets

Consider in high-risk 1° prevention
Prescribe for 2° prevention

Body Fat

* Measure waist, assess complications
e Target >5% weight loss
Cholesterol

e Assess regularly in all life stages

* Consider combination therapy

Cigarettes & Alcohol
e Assess and address at every visit
e Use medication-assisted therapy

Diet
e Mediterranean, DASH, plant-based
* Calorie deficit for weight loss

Diabetes & CKM Syndrome
¢ Screen with Alc, eGFR, UACR
e Target CKM with SGLT2i, GLP-1 RAs

Exercise
* Target >150 minutes/week
* Resistance training >2x/week

Extend Healthspan
* Assess physical & cognitive function
* Multidisciplinary care, cardiac rehab

Heart Failure
* Identify & optimize in Stage B HF
*  GDMT in Stage C HF

Atrial Fibrillation
* Anticoagulate for CHA,DS,-VASc 22-3
* Consider early rhythm control
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Fig. 1. Figure summarizing the ABCs of CVD prevention.
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Assess CVD Risk ‘ ?&

* Calculate PREVENT-CVD 10-year B [
risk to guide BP and lipid-lowering :;’

e Estimate 30-yr CVD risk in ages 30-59

v If >20% - consider statin

v’ Personalize using risk enhancers

v' Reclassify with selective CAC scoring
* Review Life’s Essential 8 at each visit

%~
Q

- oy “©
e e o

Antiplatelets
1° prevention: consider aspirin for CAC
2100 and especially CAC 2400

e 2°prevention: DAPT for up to 12 months in
ACS, or up to 6 months in CCS

Blood Pressure Q@’
Target BP: <130/80 mmHg
PREVENT-CVD 10-year risk 27.5% CVD,
diabetes, or CKD -> start antihypertensive
therapy alongside lifestyle interventions

Improve lifestyle: increase exercise,
reduce sodium, follow DASH diet L \.

Body Fat >
Assess for clinical obesity: use BMI, waist
circumference & clinical complications

e Target >5% weight loss: improve lifestyle

& selective use of GIP/GLP-1 agonists

Cholesterol

e Check LDL-C early & often to target
v’ Intermediate risk: <100 mg/dL
v' High risk: <70 mg/dL
v’ Very high risk: <55 mg/dL

e PREVENT-ASCVD 10-year risk 5-10% —>
assess risk enhancers & CAC, consider
initiating statin after shared decision-making

Cigarettes and Alcohol

» Assess at every visit and consider: ¢
v" Tobacco: NRT, varenicline, bupropion
v’ Alcohol: naltrexone, acamprosate

Diet g
e 4
+  Recommend Mediterranean, 6})(/ )
DASH, or plant-based diets
* Encourage more fruits, vegetables, seafood
* Promote weight loss with 300+ kcal/day
deficit & portion control

=22

Diabetes and CKM Syndrome
+ Screen with Alc, eGFR, UACR
¢ Pre-DM: Alc 5.7-6.4%, DM: Alc 26.5%
e CKD G3: eGFR <59, A2: UACR >3
* Identify CKM stage (0-4) - treat risk factors
¢ Encourage cardioprotective therapies
(e.g. SGLT2i or GIP/GLP1-RA)

. \»/(
Exercise =0
* Target 2150 min/week of moderate/brisk

activity or 275 min/week vigorous exercise
* Engage in resistance training >2x/week

Extend Healthspan m’i‘#'ﬁ‘*”

* Assess physical and cognitive function in older
adults: Katz ADL Index, FRAIL Scale, Mini-Cog

* Personalize prevention with Life’s Essential 8,
shared decision-making, cardiac rehab,
multidisciplinary care, social supports

=k =
Heart Failure -
* Prevent progression in Stage B HF -
optimize risk factors & comorbidities
e Stage C HF - Treat with GDMT with beta-
blocker, ARNi/ARB/ACEi, aldosterone

antagonist, SGLT2i ,‘ | W
. 1

w/ L Pal| FANAVN ‘k Py

Atrial Fibrillation

e Initiate DOAC for CHA,DS,-VASc 22 in men
and 23 in women

¢ Consider early rhythm control, especially in
early AF or co-existing heart failure
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Fig. 2. Flyer summarizing the ABCs of CVD prevention.

further personalization is crucial to guide decision making, especially
for patients who fall between low and high-risk categories. Therefore,
shared  decision-making  surrounding  initiation = of  LLT,
anti-hypertensives, antiplatelet agents, and broader preventive phar-
macotherapies (e.g. sodium-glucose cotransporter 2 inhibitors [SGLT2i]
and incretin mimetics) requires Consideration of patient-specific bene-
fits and risks, Listening to patient priorities, then incorporating those
into a shared Decision [37].

As a result of the recalibration within the PREVENT™ model, 10-
year risk estimates are generally around 40-50% lower than the PCE,
highlighting the need for a personalized approach to avoid under-
treating individuals who may otherwise benefit from escalation of
therapies [38]. To further refine clinical decision making, assessing for
risk enhancers is vital [15,26], which include elevated lipoprotein(a)

[Lp(a)] and high sensitivity C-reactive protein [38], persistent LDL-C
>160 mg/dL, family history of premature ASCVD, inflammatory con-
ditions, sex-specific factors (e.g. preeclampsia), cardio-oncologic risk
factors (e.g. anthracycline exposure), and geriatric risk factors (e.g.
frailty) [39]. In patients with borderline (3 to <5% 10-year ASCVD risk)
or intermediate (5 to <10% 10-year) ASVCD risk, incorporating risk
enhancers supports the decision-making process. For borderline or in-
termediate risk individuals in whom uncertainty remains about whether
to start or intensify pharmacotherapy, coronary artery calcium (CAC)
scoring may provide further refinement in risk assessment and guide
initiation or escalation of therapy [40]. For younger patients (30-59
years old), estimation of 30-year PREVENT-CVD risk may be helpful to
guide risk discussion, with risks >10% considered elevated [41].
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4.2. Evaluate Life’s Essential 8 to create a personalized plan for
cardiovascular health

In 2022, the AHA created an updated checklist of behaviors assessing
cardiovascular health initially constructed in 2010, known as Life’s
Essential 8 [42]. This framework highlights 8 foundational domains for
cardiovascular health, which include dietary patterns with whole foods,
lean proteins, and fresh fruits and vegetables; engaging in physical ac-
tivity of at least 2.5 h of moderate or 75 min of vigorous exercise per
week; avoiding nicotine products; prioritizing at least 7 h of sleep per
night; maintaining a healthy weight; and lowering lipids, glucose, and
blood pressure to heart healthy levels [42]. This checklist should be
reviewed at nearly all visits through a positive lens with the goal of
shifting from treatment only to promoting cardiovascular health across

the life span.

Table 1

American Journal of Preventive Cardiology xxx (xxxx) xxx

5. Antiplatelets

5.1. Consider antiplatelet medications in primary prevention for
individuals at highest cardiovascular risk

Aspirin therapy for primary prevention should be considered for only
high-risk individuals age 40 to 70 years of age without increased
bleeding risk, as detailed in the 2019 ACC/AHA Guideline on the Pri-
mary Prevention of CVD [4]. CAC scoring is a valuable marker of cor-
onary plaque burden to help identify those who are at highest risk and
may benefit from aspirin initiation for primary prevention [43]. Spe-
cifically, the benefits of aspirin are likely to outweigh risks and should be
considered for primary prevention for patients age <70 without high
bleeding risk who have CAC >100, with even stronger consideration for
those with CAC >400 [44]. There is clinical equipoise for the utilization
of primary prevention aspirin therapy among individuals with elevated

ABCs of CVD prevention [14,15,42,44,45,46,50,50,53,55,56,57,59,60,58,61,42,62,63,63-67,69,70,17-19,26,4,73,75-77,4,55,82,86-88,29,93,50,94,95,26,101,

101-103,108,114,116,117].

| | Domains Pearls Impact References
LW Assess Risk Calculate risk using PREVENT Individualized risk assessments & [14,15]
equations, personalize with risk risk enhancers promote appropriate
enhancers, & reclassify borderline- | initiation of cardioprotective
intermediate risk with CAC therapies & can further refine CVD
risk
Evaluate Life's Essential 8 to Implementation of Life's Essential 8 | [42]
create a personalized plan for shifts the clinical focus from disease
cardiovascular health management to health promotion,
identifying preventive priorities
across the lifespan
.\ Antiplatelets Consider antiplatelet medications CAC scoring & Lp(a) can identify [44. 45]
in primary prevention for high-risk patients in primary
individuals at highest prevention who may benefit from
cardiovascular risk aspirin to reduce MACE
Prescribe antiplatelet medications | DAPT for >6-12 months after PCI [46]
for secondary prevention, reduces MACE and CVD mortality
personalized by ischemic &
bleeding risk
13 Blood Target blood pressure <130/80 Targeting BP <130/80 mmHg [50]
Pressure mmHg using lifestyle & reduces risk of dementia, orthostatic
medications, particularly for those | hypotension, CAD, HF, AF, stroke,
with clinical CVD, diabetes, CKD, | CKD, and mortality
or PREVENT-CVD >7.5%
To achieve blood pressure targets, | Team-based care improves BP [50]
ensure close follow-up with team- | control. Single-pill combinations
based care & HBPM, & consider improve adherence, reduce MACE
single-pill combination therapy for | and hospitalization.
those with stage 2 hypertension
i1 Body Fat Assess for clinical obesity with Obesity increases risk for HF, OSA, [53, 55, 56]
BMI, weight circumference & metabolic syndrome, hepatic
clinical complications steatosis & AF
Target >5% weight loss using 10% weight loss reduces risk for [57]
lifestyle, & selectively, use of MACE & 5-10% weight loss can
GLP-1 agonists improve hepatic steatosis or stress
incontinence
Cholesterol Check lipid levels early & Starting LDL-C reduction early with | [59, 60]
regularly to prevent & manage lifestyle and pharmacotherapy
ASCVD risk prevents atheroma and ASCVD
Stratify risk & intensify lipid- Target-directed LLT (e.g. <55 [58, 61]
lowering using combination mg/dL) for patients at high ASCVD
therapy for patients at high-risk or | risk reduces MACE and CVD
not reaching targets mortality
Cigarettes & Assess & address substance use, Tobacco & alcohol use increases [42, 62,63]
Alcohol particularly tobacco & alcohol at CVD risk, inflammation &
each visit endothelial dysfunction
Utilize evidence-based tools and Behavioral & pharmacotherapies are | [63-67]
therapies to support tobacco and effective in reducing tobacco &/or
alcohol cessation alcohol consumption

(continued on next page)
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Table 1 (continued)
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1) Diabetes/CKM | Screen Alc, eGFR & UACR, & Screen for & treat albuminuria & [69, 70]
Syndrome personalize Alc targets CKD; target hemoglobin Alc of
<7% for most patients to prevent
microvascular complications &
improve glycemic control
Identify CKM stage & encourage | SGLT2i improve CVD mortality, HF | [17-19, 26]
cardioprotective therapies, hospitalizations, & progression of
including SGLT?2 inhibitors & CKD; GLP-1 agonists reduce CVD
GLP-1 agonists mortality & body fat
1) Diet Encourage Mediterranean, DASH, | Dietary patterns consisting of lean [4, 73, 75-
or plant-based diets proteins, fruits, vegetables & whole 77]
grains can reduce CVD risk, lower
BP & improve glycemic and lipid
control
Focus on portion control & calorie | A 500 to 750 kcal/day deficit can be | [4, 55]
deficit in weight-loss discussions effective in promoting weight loss
198 Exercise Aim for >150 minutes/week or ASCVD benefits from physical [82]
moderate/brisk activity or > 75 activity occur in a dose-response
minutes/week of vigorous activity | fashion
Engage in resistance training at Resistance training improves [86-88]
least 2x per week strength, mood, sleep, & reduces risk
of CVD morbidity & mortality
198 Extend Assess physical & cognitive Frailty & dementia are [29, 93]
Healthspan function in older adults with bidirectionally associated with
cardiovascular risk factors or ASCVD, HF, AF, CV
disease hospitalization, & MACE
Personalize prevention throughout | BP, LDL-C, DM, & HF control, as [50, 94, 95]
the life course with Life’s well as cardiac rehab participation,
Essential 8, shared decision- improve frailty, cognition, MACE, &
making, cardiac rehab, and mortality.
multidisciplinary care addressing
health-related social needs.
108 Failure Identify patients in Stage B heart Medication optimization, whole- [26, 101]
failure & prevent progression to scale preventive assessment &
Stage C using neurohormonal & treatment of comorbidities (e.g.
cardiometabolic therapies HTN, DM, obesity) can halt further
progression of HF
Treat Stage C heart failure with Rapid GDMT titration & close [101-103]
GDMT to prevent hospitalizations | follow up improves symptoms,
& mortality quality of life, HF hospitalizations,
& mortality
28 Fibrillation Initiate oral anticoagulation for Reduces risk of stroke, with DOACs | [108]
CHA2DS2-VASc score > 2-3 having lower stroke and bleeding
risk than warfarin
Consider early rhythm control, Early rhythm control strategy [114, 116,
especially for adults with early reduces atrial remodeling, HF, stroke | 117]
atrial fibrillation &/or coexisting & atrial fibrillation related deaths
heart failure

Legend: CAC = coronary artery calcium; CVD = cardiovascular disease; Lp(a) = lipoprotein(a); MACE = major adverse cardiovascular event; DAPT = dual antiplatelet
therapy; PCI = percutaneous coronary intervention; CKD = chronic kidney disease; BP = blood pressure; CAD = coronary artery disease; HF = heart failure; AF = atrial
fibrillation; HBPM = home blood pressure monitoring; BMI = body mass index; OSA = obstructive sleep apnea; GLP-1 agonist = glucagon-like peptide-1 receptor
agonists; LDL-C = low-density lipoprotein C; ASCVD = atherosclerotic cardiovascular disease; LLT = lipid-lowering therapy; eGFR = estimated glomerular filtration
rate; UACR = urine albumin-to-creatinine ratio; CKM = Cardiovascular-Kidney-Metabolic; SGLT2i = sodium-glucose cotransporter 2 inhibitors; DASH = Dietary
Approaches to Stop Hypertension; CV = cardiovascular; DM = diabetes mellitus; HTN = hypertension; GDMT = guideline directed medical therapy; DOAC = direct

oral anticoagulant.

Lp(a), though risk-benefit discussions may be helpful [45].

5.2. Prescribe antiplatelet medications for secondary prevention,
personalized by ischemic and bleeding risk

Selection of antiplatelet therapies for secondary prevention requires
an individualized approach based upon assessment of bleeding and
thrombotic risk [46]. In patients who received percutaneous coronary
intervention (PCI) for acute coronary syndrome (ACS), the 2025
AHA/ACC Guideline for the Management of Patients With Acute Coro-
nary Syndromes recommend a default strategy of dual antiplatelet
therapy (DAPT) for up to 12 months for most patients, with

individualized consideration based on comorbidities, risk of bleeding
and ischemic risk, and likelihood of adverse events [46].

For patients at higher bleeding risk following PCI, deescalation
strategies involving shorter durations of DAPT (1-3 months) followed by
P2Y12 inhibitor monotherapy may be considered. In patients with low
bleeding risk and history of myocardial infarction, it may be reasonable
to extend DAPT past 12 months and for up to 3 years to reduce major
adverse cardiovascular events [47]. For patients already on anti-
coagulation and undergoing PCI, triple antithrombotic therapy is rec-
ommended for no more than 1 to 4 weeks followed by transition to oral
anticoagulation and single antiplatelet therapy, typically clopidogrel for
6 months in chronic coronary disease and 12 months for ACS [46,48].



L.R. Goren et al.

After this timeline, which can be personalized according to ischemic and
bleeding risk, oral anticoagulation monotherapy is recommended. For
individuals with chronic coronary disease or polyvascular disease
without an indication for oral anticoagulation who are at high ischemic
risk and low bleeding risk, the addition of low-dose rivaroxaban 2.5 mg
twice daily to aspirin 81 mg may be considered [49].

6. Blood pressure

Hypertension is the most prevalent modifiable risk factor for incident
and recurrent CVD events. The recently published 2025 AHA/ACC/
Multisociety Guideline for the Prevention, Detection, Evaluation, and
Management of High Blood Pressure in Adults provides key updates and
management strategies for clinicians treating hypertension [50].

6.1. Target blood pressure <130/80 mmHg using lifestyle and
medications, particularly for those with clinical CVD, diabetes, chronic
kidney disease, or PREVENT-CVD >7.5%

Elevated blood pressure is defined as systolic blood pressure (SBP)
120-129 mmHg and diastolic blood pressure (DBP) <80 mmHg. Hy-
pertension is further classified into Stage 1 and Stage 2, defined by SBP
130-139 mmHg or DBP 80-89 mmHg and SBP >140 mmHg or DBP >90
mmHg, respectively. Clinicians should target blood pressure goals
<130/80 mmHg and encourage a target of <120/80 mmHg via
continued lifestyle optimization, especially in patients at increased
cardiovascular risk to reduce the risk of CVD and mortality [50]. The
decision to initiate anti-hypertensive pharmacotherapy should be based
on both blood pressure and clinical risk, including the PREVENT™
estimated CVD risk [14]. Pharmacotherapy is recommended for patients
with SBP >130 mmHg or DBP >80 mmHg and CVD, chronic kidney
disease (CKD), diabetes, or increased 10-year CVD risk (> 7.5%) based
on PREVENT™ [50], replacing the 10% threshold previously recom-
mended using the PCEs. In adults with blood pressure >130/80 mmHg
without clinical CVD and <7.5% 10-year PREVENT-CVD risk, a 3- to
6-month trial of lifestyle modifications should be considered prior to
initiating medications [50]. In patients who are overweight or have
obesity, clinicians should counsel patients on weight loss with a goal of
at least 5% of their body weight [50]. A focus on heart-healthy dietary
patterns, including the Dietary Approaches to Stop Hypertension
(DASH) diet, mediterranean diet, and sodium reduction, as well as
structured exercise programs are recommended [50].

6.2. To achieve blood pressure targets, ensure close follow-up with team-
based care and home blood pressure monitoring, and consider single-pill
combination therapy for those with stage 2 hypertension

Treating uncontrolled hypertension is a global challenge, requiring a
multidisciplinary team, close interval follow-up, and home blood pres-
sure monitoring [50]. In adults with stage 2 hypertension, starting 2
medications is recommended, prioritizing single-pill combination ther-
apy with 2 first-line agents [50]. Patients with resistant hypertension
should be screened for underlying causes of secondary hypertension,
such as obstructive sleep apnea and primary hyperaldosteronism [50].

7. Body fat

Obesity, a chronic condition and powerful CVD risk factor [51],
impacts over 40% of adults in the US, with obesity-associated mortality
rising (1.8 per 100,000 in 2010 to 3.1 per 100,000 in 2020) [5,52],
highlighting a critical need for strategies to achieve a healthy body
weight.
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7.1. Assess for clinical obesity with BMI, weight circumference, and
clinical complications

The Lancet Diabetes and Endocrinology Commission issued updated
guidelines in January 2025 outlining how to diagnose clinical obesity,
defined by BMI >40 or confirmation of excess body fat via waist
circumference or direct fat measurement [53]. Based on this updated
definition, obesity can be further classified into clinical obesity, with
associated organ dysfunction or functional limitation, and preclinical
obesity, without associated deficits [53]. To screen for excess body fat,
BMI should be calculated and waist circumference should be measured
using a flexible, non-stretchable tape measured at the level of the iliac
crest [54]. Once obesity is diagnosed, screening for clinical complica-
tions of obesity through detailed history and physical examination is
vital. Clinical complications include heart failure, obstructive sleep
apnea, metabolic syndrome, hepatic steatosis, venous thromboembo-
lism, and atrial fibrillation [53,55,56].

7.2. Target >5% weight loss using lifestyle, and selectively, use of GLP-1
agonists

Specific weight loss goals for clinical benefit are provided in the 2025
American Association of Clinical Endocrinology Consensus Statement
[57]. For example, a 10% weight reduction reduces the risk for major
adverse cardiovascular events and sleep apnea, while a 5 to 10%
reduction may improve hepatic steatosis or stress incontinence [57].
Lifestyle modifications and individualized counseling are recommended
to achieve and maintain weight loss [4,57]. Pharmacotherapy with
incretin-based therapy may be beneficial for individuals with clinical
obesity and CVD or high cardiovascular risk [57]. Glucagon-like pep-
tide-1 receptor agonists (GLP-1RAs) are the primary option given the
cardioprotective effects in patients with and without type 2 diabetes
[18-20]. Importantly, primary care clinicians, endocrinologists, and
cardiologists are key collaborators in initiation and dose titration of
GLP-1RAs.

8. Cholesterol

Dyslipidemia is the leading direct driver of ASCVD, and prevalent in
over 25% of Americans [58]. Both the degree of LDL-C elevation and
duration of elevated LDL-C drive plaque formation [59] and lower
LDL-C is better for longer [60].

8.1. Check lipid levels early and regularly to prevent and manage ASCVD
risk

Lipid panels should be assessed around age 9-11, age 19-21, and at
least every 5 years thereafter, and Lp(a) levels should be measured at
least once in a person’s lifetime. Both the 2026 ACC/AHA/Multisociety
Guideline on the Management of Dyslipidemia [58] and the 2025
Focused Update of the 2019 European Society of Cardiology/European
Atherosclerosis Society (ESC/EAS) Guidelines for the Management of
Dyslipidemias promote this approach, with a shift towards earlier and
individualized management [61]. For primary prevention, a stepwise
approach of lifestyle modification and statin initiation, lipid panel
recheck 4 to 12 weeks after starting therapy, and addition of other
therapies if goals are not reached is recommended, with more rapid and
intensified lipid-lowering strategy in high risk primary prevention or
secondary prevention patients [61]. For patients with LDL-C >160
mg/dL, family history of ASCVD, and/or >10% 30-year risk of ASCVD,
LLT should be strongly considered [58].

8.2. Stratify risk and intensify lipid-lowering using combination therapies
for patients at high-risk or not reaching targets

Personalized algorithms are recommended to classify CVD risk and
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guide pharmacotherapy initiation. The 2026 ACC/AHA/Multisociety
Dyslipidemia Guideline promotes a CPR approach, focused on Calcu-
lating risk, Personalizing estimated risk with patient-specific risk en-
hancers, Reclassifying with CAC scores if uncertainty remains, and
Reassessing recommended treatments. For example, patients with
PREVENT™ 10-year ASCVD risk >5% and <10% are classified as in-
termediate risk and statin therapy should be discussed in a shared
decision-making conversation after consideration of risk enhancers and
commonly a coronary artery calcium scan [58]. For men age >40 and
women age >45, CAC scoring is a safe and validated marker of risk,
especially useful for reclassifying patients in whom lipid-lowering
decision-making is unclear. For very high, high, and
borderline-intermediate risk, target LDL-C goals <55, <70, and <100
mg/dL, respectively [58]. In adults age 40-75 with diabetes or CKD
stage 3-4, LLT should be initiated regardless of LDL-C. Reflective of the
link between inflammation and CVD, all patients living with HIV who
are at least 40 years old should be prescribed statin therapy that does not
interfere with their retroviral therapy [58,61]. Use of early combination
therapies with high-intensity statin, ezetimibe, and proprotein con-
vertase subtillsin/Kexin Type 9 inhibitors (PSK9i) can aggressively
lower LDL-C and newer agents such as bempedoic acid can also be
considered [58,61].

9. Cigarettes and alcohol

9.1. Assess and address substance use and readiness, particularly tobacco
and alcohol at each visit

Tobacco use and exposure, including second-hand smoke and inha-
lation of nicotine products through electronic cigarettes or vaping,
should be assessed at every visit, as cigarette smoke is a critical modi-
fiable risk factor for the reduction of CVD. Alcohol use should also be
reviewed, as excessive alcohol consumption, i.e. binge or heavy drink-
ing, has negative CVD impacts, including systemic inflammation,
endothelial dysfunction, and adverse cardiac remodeling [62]. For pa-
tients with ongoing tobacco and/or alcohol use, clinicians should assess
cessation readiness at each visit, offer treatment options, including both
behavioral and pharmacotherapy support, and connect patients with
appropriate resources [63]. For patients who are not ready to quit, close
follow-up and reassessment are critical. Preparation and planning may
lead to increased cessation success, so Setting a quit date, Choosing a
cessation method, Deciding on psychosocial support or pharmacother-
apies, and Preparing for the Quit day are key and should be discussed in
clinical visits [42].

9.2. Utilize evidence-based tools and therapies to support tobacco and
alcohol cessation

Patients should be counseled on behavioral therapies and pharma-
cologic strategies that align with individualized goals and preferences.
For both tobacco and alcohol cessation, cognitive behavioral therapy
may be effective [64,65]. Motivational interviewing techniques are
commonly used in combination, a strategy which reinforces behavior
change through patient-centered counseling and relies on patients to
identify their own motivation to change [63]. For patients with tobacco
use interested in pharmacotherapies, first line options include nicotine
replacement therapy (via nicotine patch, lozenge, gum, inhaler, or nasal
spray), varenicline, or bupropion, which are all safe for patients with
CVD [63]. Telephone quit lines, such as 1-800-QUIT-NOW are addi-
tional resources that can be utilized to assist in smoking cessation [66].
For patients interested in alcohol cessation pharmacotherapy,
naltrexone and acamprosate are first line options, and disulfiram,
gabapentin, or topiramate may also be considered [67].
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10. Diabetes/CKM syndrome
10.1. Screen Alc, eGFR, and UACR, and personalize Alc targets

The American Diabetes Association recommends screening asymp-
tomatic adults without risk factors for diabetes every 3 years beginning
at age 35 years in patients without prediabetes or diabetes [68]. Risk
factors include history of CVD or hypertension, physical inactivity,
first-degree relatives with diabetes, and clinical conditions associated
with insulin resistance [68]. While several screening laboratory tests for
diabetes exist, hemoglobin Alc testing is typically the most convenient.
Prediabetes is defined as hemoglobin Alc 5.7-6.4% or fasting glucose
100-125 mg/dL, whereas diabetes is defined as hemoglobin Alc >6.5%
or fasting glucose >125 mg/dL [68]. The target hemoglobin Alc for
most patients with diabetes is <7%, with an Alc goal of 6.5% for select
patients with low risk of hypoglycemia and long life expectancy, and a
less stringent goal of 8% for patients with significant comorbidities,
limited life expectancy, or concerns that harms of treatment may
outweigh the benefits [69]. In all patients with type 2 diabetes, a spot
urine albumin-to-creatinine ratio (UACR) and estimated glomerular
filtration rate (eGFR) should be assessed, regardless of treatment [70].
For patients with type 2 diabetes who have progressed to CKD, UACR
and eGFR should be monitored 1-4 times yearly depending on CKD
stage, with more severe CKD necessitating more frequent monitoring
[70]. Initiation of either an angiotensin-converting enzyme inhibitor
(ACE]) or angiotensin receptor blocker (ARB) is recommended for pa-
tients with moderate albuminuria (UACR 30-299 mg/g creatinine) and
strongly recommended for patients with severe albuminuria (UACR >
300 mg/g creatinine) and/or eGFR <60 mL/min/1.73 m? to delay
further progression of CKD and reduce cardiovascular risk [70]. SGLT2i
should be considered for patients with eGFR >20 mL/min/1.73 m? with
or without the presence of type 2 diabetes to reduce progression of CKD
and improve cardiovascular outcomes [71].

10.2. Identify CKM stage and encourage cardioprotective therapies,
including SGLT2 inhibitors and GLP-1 agonists

The increasing prevalence of diabetes and obesity has resulted in a
rising recognition of CKM syndrome, defined as a systemic disorder
reflecting the connections between CKD, the cardiovascular system, and
metabolic disease, resulting in risk factors for CVD or clinical CVD [26].
To improve population-level CKM health, the AHA released a Presi-
dential Advisory defining a CKM staging system, ranging from Stage
0 (no risk factors) to Stage 4 (clinical CVD in CKM syndrome) [26].
Clinicians should identify CKM stage and use PREVENT™ for stratifi-
cation of risk and identification of targeted therapies based on risk
across each stage [14]. Stage O through 3 CKM focuses on CVD pre-
vention, while stage 4 CKM focuses on CVD management. Notably, this
staging system also identifies subclinical CVD (stage 3), through incor-
poration of imaging tools including CAC scoring and echocardiogram
abnormalities. For patients in CKM stage 2 (those with established risk
factors but without CVD), the focus should be placed on treating
metabolic risk factors and CKD, while preventing progression to Stage 3
or 4 (those with progression to subclinical or clinical CVD, respectively).
Given the complex physiology underlying the development of CKD and
diabetes, combination cardioprotective therapies targeting both type 2
diabetes and CKD progression, such as SGLT2i and finerenone, can
improve cardiovascular risk and should be prioritized [17,72].
GLP1-RAs should also be considered especially for patients with he-
moglobin Alc >9% or elevated BMI >35 kg/m? [26]. In patients with
Stage 3 or 4 CKM, the focus should be on prevention of CVD progression,
as well as management of CKD and metabolic risk factors.
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11. Diet
11.1. Encourage mediterranean, DASH, or plant-based diets

A diet rich in whole grains, lean proteins, fruits, and vegetables is
beneficial in preventing CVD [73]. In contrast, dietary intake of pro-
cessed foods, refined carbohydrates, and saturated fats are associated
with increased CVD risk, obesity, and inflammation [74]. Dietary ap-
proaches such as the Mediterranean and plant-based diets have
demonstrated superiority in preventing major cardiovascular events
[75-77]. The Mediterranean diet, plant-based diets, and DASH diet have
also demonstrated improvement in glycemic control, reduction in
cholesterol, weight loss, and decrease in CVD risk [4]. The DASH diet in
particular is also an effective intervention for lowering blood pressure,
with an expected mean reduction in SBP of 5 to 8 mmHg in patients with
hypertension [50].

11.2. Focus on portion control and calorie deficit in weight-loss
discussions

In discussions with patients, healthy eating and lifestyle changes
should be emphasized and framed in a positive light. A 500 to 750 kcal/
day deficit is recommended to promote weight loss in patients with
obesity [4,55]. Types of food consumed and portion control also matter.
For example, clinicians can recommend filling half of the plate with
vegetables, a quarter with protein, and a quarter with carbohydrates.
There is not one ideal diet, but instead the best choice is a healthy food
pattern to which a patient will adhere over time [57]. Additionally,
barriers contributing to nutritional insecurity, such as financial strain,
digital isolation, homebound status, and transportation disadvantages
should be addressed [78].

12. Exercise

12.1. Aim for >150 min/week of moderate/brisk activity or >75 min/
week of vigorous activity

Lack of regular physical activity is a significant risk factor for the
development of CVD [79,80] and strategies are needed to improve
physical activity in adults [81]. Clinicians should promote regular
moderate to brisk physical activity at each visit. Current guidelines
recommend at least 150 min per week of moderate intensity aerobic
exercise or 75 min per week of vigorous activity [4]. For individuals
unable to meet these goals, physical activity should still be encouraged,
as ASCVD reduction benefits occur in a dose-response fashion [82].
Implementation of physical activity tracking technologies may be a
successful strategy in meeting these goals [83]. For patients with a
recent cardiovascular event, chronic coronary artery disease, and/or
heart failure, cardiac rehabilitation should be encouraged, and is an
essential, multidisciplinary strategy which improves mortality, func-
tional status, and quality of life [84,85].

12.2. Engage in resistance training at least 2x per week

In addition to aerobic activity, resistance training at least twice per
week is recommended to improve functional status, glycemic control,
lipids, and body composition [86]. Resistance training, which involves
muscular contraction against an external force, not only maintains or
improves strength, but is also associated with lower risk of CVD
morbidity and mortality [87]. Resistance training does not need to be
time intensive, with at least two 30-minute sessions per week demon-
strating benefit [87]. Resistance training also improves nontraditional
CVD risk factors, such as enhanced sleep quality and improved mood
[88,891.
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13. Extend healthspan

With global population aging, extending cardiovascular healthspan
(years spent in good health) is a central goal of Preventive Cardiology
[90]. Exercise, healthy diet, and lifelong lipid and blood pressure
lowering, for example, attenuate vascular aging processes and support
vascular resilience [91]. Moreover, the evidence in older populations is
growing to guide patient-centered prevention to enhance longevity and
quality of life [31].

13.1. Assess physical and cognitive function in older adults with
cardiovascular risk factors or disease

Physical and cognitive function intersect bidirectionally with car-
diovascular health [29]. These domains can be evaluated in busy
outpatient clinics using brief (<3-minute) validated tools such as the
Katz Activities of Daily Living Index and Duke Activity Status Index for
function [92], Clinical Frailty Scale or FRAIL Scale for frailty [93,94],
and basic 2-item screens, Mini-Cog, or AD8 for cognition [95]. Biologic
aging processes and cardiovascular risk factors contribute to disability,
frailty, and cognitive impairment, and these geriatric conditions
strongly influence cardiovascular outcomes and the benefit-risk profiles
of cardiovascular medications and procedures [29,95].

13.2. Personalize prevention throughout the life course with Life’s
Essential 8, shared decision-making, cardiac rehab, and multidisciplinary
care addressing health-related social needs

Lifestyle interventions, particularly aerobic and resistance exercise,
Mediterranean diet, adequate sleep, and smoking cessation, directly
target cardiovascular aging processes and synergistically improve
physical, cognitive, and cardiovascular health [42,94-97]. For preven-
tive medications and procedures, shared decision-making using a
Consider, Listen, Decide framework and decision aids when possible,
should incorporate physical and cognitive status [31,98]. For example,
maintaining blood pressure <130/80 mmHg is protective against
cognitive impairment and orthostatic hypotension as well as other
adverse cardiovascular events [50]. However, in the setting of
moderate-severe frailty, disability, or cognitive impairment, evidence
for net benefit is more limited and pharmacokinetics vary, supporting a
thoughtful, individualized approach with close home blood pressure
monitoring [93,99]. Cardiac rehabilitation improves cardiovascular
healthspan and longevity yet remains underused, although covered by
Medicare for patients with stable angina, chronic heart failure with
reduced ejection fraction (left ventricular ejection fraction [LVEF]
<35%), and those post-myocardial infarction, revascularization, valve
repair/replacement, or transplant [100]. As social drivers of health
continue to accelerate cardiovascular aging, the clinical and social
complexity of the aging cardiovascular patient population is increasing
and multidisciplinary care teams that assess and address cardiovascular,
geriatric, and health-related social needs are essential to optimize car-
diovascular health and independence [78].

14. Failure: Heart failure

14.1. Identify patients in stage B pre-heart failure and prevent progression
to stage C using neurohormonal and cardiometabolic therapies

Asymptomatic patients with structural heart disease, evidence of
increased filling pressures, or increased levels of natriuretic peptide or
cardiac troponin as well as risk factors for heart failure are considered to
have stage B pre-heart failure [101]. Identification and treatment of
patients with pre-heart failure is a key opportunity to delay or prevent
transitioning to heart failure through prompt, complete preventive
assessment and optimization [119]. The 2022 AHA/ACC/HFSA Guide-
line for the Management of Heart Failure recommends ACEi/ARBs and
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beta blockers for patients with LVEF <40% to prevent symptomatic
heart failure (stages C-D) and reduce mortality [101]. Comorbidities
should also be assessed and treated promptly given the overlap between
hypertension, diabetes, and obesity with CKM [26]. For example, cli-
nicians should consider ARBs or mineralocorticoid antagonists (MRAs)
for patients with hypertension or CKD, whereas SGLT2 and GLP1-RAs
should be discussed for patients with diabetes, CKD, and/or obesity.

14.2. Treat stage C heart failure with GDMT to prevent hospitalizations
and mortality

Stage C heart failure is defined as structural heart disease with
symptoms of volume overload or hypoperfusion [101]. For patients with
stage C HF, the pillars of guideline directed medical therapy (GDMT) are
recommended to reduce mortality and hospitalizations. Specifically,
SGLT2i (empagliflozin or dapagliflozin) and MRA (spironolactone,
eplerenone, or finerinone) are recommended for all patients with HF,
with beta blockers (sustained release metoprolol, carvedilol, or biso-
prolol) and angiotensin receptor-neprilysin inhibitors, ACEi, or ARB
being indicated for HFrEF as well [101]. For most patients, a rapid
GDMT initiation and up-titration strategy is supported [102,103].
Additionally, diuretics are recommended for patients with fluid reten-
tion to improve congestive symptoms and prevent hospitalization [101].
Multidisciplinary care has also been shown to improve survival [104].

15. Fibrillation: Atrial fibrillation

Atrial fibrillation is the most common cardiac arrythmia with rising
prevalence despite modifiability of risk factors such as hypertension,
tobacco use, and obesity [105-107]. Optimization of these risk factors is
foundational to reduce the morbidity and mortality associated with
atrial fibrillation. In particular, stroke remains a devastating complica-
tion of atrial fibrillation and clinicians should continue to assess stroke
risk, target modifiable risk factors, treat comorbidities, and manage
symptoms [108].

15.1. Initiate oral anticoagulation for CHA2DS2-VASc score >2-3

For patients diagnosed with atrial fibrillation, thrombotic event risk
stratification should be performed using a validated risk scores
[108-111], such as CHA2DS,-VASc. Anticoagulation is generally not
recommended in patients with non-valvular atrial fibrillation and
CHA2DS;-VASc scores of 0 or 1 in males and females, respectively [108].
For males with CHA;DS5-VASc >2 or females with CHA5DS5-VASc >3,
anticoagulation is recommended due to increased thrombotic risk [108].
For patients with intermediate risk (males with CHA3DS5-VASc score of
1 and females with CHA,DS,-VASc of 2), further consideration of indi-
vidual risk factors, such as hypertension control and atrial fibrillation
burden, can provide an additional personalized risk assessment [108].
Direct oral anticoagulants are recommended over warfarin for patients
without moderate to severe rheumatic mitral stenosis or mechanical
heart valves given decreased risks of stroke and bleeding [108]. For
patients with a prior severe bleeding event or risk of serious bleeding
due to fall risk, left atrial appendage occlusion is reasonable [108,112].

15.2. Consider early rhythm control, especially for adults with early atrial
fibrillation and/or coexisting heart failure

Large trials and meta-analyses have demonstrated that a rhythm
control strategy, which involves antiarrhythmic medications and/or
catheter ablation, is favored over rate control alone, especially in pa-
tients with heart failure [113-115]. An early rhythm control strategy
and restoration of sinus rhythm is favored to prevent adverse atrial
remodeling as well as incident heart failure, stroke, and atrial
fibrillation-related mortality [114,116,117]. In patients with reduced
left ventricular function and persistent atrial fibrillation, a trial of
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rhythm control is recommended to assess whether atrial fibrillation is
contributing to the reduced ventricular function [108]. Choice of
rhythm control therapy should be individualized, with early electro-
physiology referral recommended for consideration of catheter ablation
and advanced antiarrhythmic agents such as dofetilide.

16. Conclusion

The ABCs of CVD Prevention is a practical tool for clinicians to
incorporate contemporary evidence and guidelines into practice
(Table 1). This framework can inform clinical decision making and
individualize patient-centered care. We highlight important clinical
updates and recognize that many questions in CVD prevention exist and
opportunities for future research are vast:

o Assess Risk: With clear guideline recommendations that incorporate
PREVENT™ estimated risk, the next step is improving nation-wide
dissemination and implementation into clinical care and electronic
medical record systems.

Antiplatelets: Comorbidities such as atrial fibrillation and increased
bleeding risk create additional complexity in antiplatelet manage-
ment. Further studies are needed to determine and confirm optimal
selection and durations of therapy, including dual antiplatelet ther-
apy and antiplatelet plus oral anticoagulant therapy for secondary
prevention and chronic coronary disease.

Blood Pressure: Nearly 80% of adults with hypertension have blood
pressures above guideline-recommended targets. Improving national
rates of blood pressure control will require improved implementa-
tion of team-based care, optimal monitoring, and single-pill combi-
nation use.

Body Fat: As the clinical definition of obesity continues to be refined
and the prevalence of obesity increases, developing universal phys-
iology- and evidence-based obesity measures will be crucial to guide
optimal population-level use of GLP1-RAs and other weight loss
pharmacotherapies.

Cholesterol: Recent updates in lipid guidelines support earlier LDL-
C lowering and for longer, which will require a shift in management
towards more intensive and earlier treatment with combination
therapy. As novel and more intensive LLT, such as PSK9i, become
more affordable and as novel therapies targeting Lp(a) are poten-
tially introduced, a new generation of evidence will be required to
guide the optimal use of these therapies in clinical practice.
Cigarettes: As marijuana use and vaping become more prevalent
with evolving regulations, understanding the impacts of these sub-
stances on cardiovascular health will be crucial in developing
optimal patient guidance.

Diabetes/CKM Syndrome: As GLP1-RAs and other cardiometabolic
therapies evolve, deeper understanding and implementation of CKM
syndrome staging and its implications for optimization of car-
diometabolic therapies will grow.

e Diet: With the 2025-2030 Dietary Guidelines for Americans both
overlapping and diverging from Mediterranean and DASH dietary
patterns [118], further study is needed to elucidate the cardiovas-
cular impacts of the new national recommendations.

Exercise: Suboptimal rates of physical activity in the US continue to
contribute to high rates of CVD. Emerging wearable technologies
may motivate individuals to engage in physical activity and provide
more granular data to develop tailored physical activity recom-
mendations to improve cardiovascular health across the nation.
Extend Healthspan: As the global population ages, the development
of optimal clinical models and workflows integrating physical and
cognitive assessments and interventions into clinical practice will be
required to meet the needs of the geriatric population.

Heart Failure: With the CKM syndrome epidemic and population
aging, the prevalence of stage B heart failure will continue to rise,
necessitating prompt recognition of patients in this stage and
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initiation of appropriate therapies. Future research is required to
guide therapy for patients with stage B heart failure, especially for
those with overlapping comorbidities, such as obesity or diabetes.

e Atrial Fibrillation: Ongoing studies investigating utility of novel
screening methods including wearables, benefits and risks of inno-
vative anticoagulants such as Factor XI inhibitors, and impacts of risk
factor control will shape the management of atrial fibrillation in
coming years.

CRediT authorship contribution statement

Lea R. Goren: Conceptualization, Writing — original draft, Writing —
review & editing. Allison W. Peng: Writing — review & editing, Visu-
alization. Alexander C. Razavi: Writing — review & editing, Visualiza-
tion. Michael J. Blaha: Writing — review & editing. Roger S.
Blumenthal: Conceptualization, Writing — review & editing. Aaron L.
Troy: Conceptualization, Supervision, Visualization, Writing — review &
editing.

Declaration of competing interest

The authors declare the following financial interests/personal re-
lationships which may be considered as potential competing interests:
Alexander C. Razavi is supported by the National Heart, Lung, and Blood
Institute grant L30-HL175751. Michael J. Blaha has received research
grants or contracts from the National Institutes of Health, Food and Drug
Administration, American Heart Association, Novo Nordisk, and Bayer;
consulting fees from Scene Health and Autonomy Bio; honoraria for
lectures and legal testimony from Novo Nordisk; and has served on data
safety monitoring boards or advisory boards for Novartis, Novo Nordisk,
Bayer, AstraZeneca, Boehringer Ingelheim, New Amsterdam Pharma,
Agepha, Idorsia, and Genentech. Roger S. Blumenthal served as the lead
author of the 2026 AHA/ACC/Multisociety Guideline on the Manage-
ment of Dyslipidemia. Aaron L. Troy was supported by the National
Heart, Lung, and Blood Institute Ruth L. Kirschstein Institutional Na-
tional Research Service Award T32-HL007227. The content is solely the
responsibility of the authors and does not necessarily represent the
official views of the National Institutes of Health.

Supplementary materials

Supplementary material associated with this article can be found, in
the online version, at doi:10.1016/j.ajpc.2026.101570.

References

[1

—

Ahmad FB, Cisewski JA, Anderson RN. Leading causes of death in the US, 2019-
2023. J. Am. Med. Assoc. 2024;332(12):957-8.

Naghavi M, Kyu HH, A B, et al. Global burden of 292 causes of death in 204
countries and territories and 660 subnational locations, 1990-2023: a systematic
analysis for the Global burden of disease study 2023. The Lancet [Internet] 2025;
406(10513):1811-72.

Kaminsky LA, German C, Imboden M, et al. The importance of healthy lifestyle
behaviors in the prevention of cardiovascular disease. Prog. Cardiovasc. Dis. W.B.
2022;70:8-15.

Arnett DK, Blumenthal RS, Albert MA, et al. 2019 ACC/AHA Guideline on the
primary prevention of cardiovascular disease: a report of the american college of
cardiology/american heart association task force on clinical practice guidelines.
Circulation. NLM (Medline) 2019;74(10):e596-646.

Wadhera RK, Dhruva SS, Bikdeli B, et al. Cardiovascular statistics in the united
states, 2026. JACC 2026;87(9):1094-100. https://doi.org/10.1016/j.
jacc.2025.12.027.

Braunstein JB, Cheng A, Fakhry C, et al. ABCs of cardiovascular disease risk
management. Cardiol. Rev. [Internet] 2001;9(2):96-105.

Gluckman TJ, Baranowski B, Ashen MD, et al. A practical and evidence-based
approach to cardiovascular disease risk reduction. Arch. Intern. Med. [Internet]
2004;164(14):1490.

Kohli P, Whelton SP, Hsu S, et al. Clinician’s guide to the updated ABCs of
cardiovascular disease preventionJ. Am. Heart Assoc. 2014;3(5):e001098. John
Wiley and Sons Inc.

[2]

[3

=

[4

=

[5

—

[6

—

[71

[8

—

10

[9

—

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]
[21]
[22]
[23]
[24]
[25]

[26]

[27]

[28]

[29]
[30]

[31]

[32]

[33]

[34]

[35]

[36]

American Journal of Preventive Cardiology xxx (xxxx) xxx

Arps K, Pallazola VA, Cardoso R, et al. Clinician’s guide to the updated ABCs of
cardiovascular disease prevention: a review part 1. Am. J. Med. 2019;132(7):
€569-80. Elsevier Inc.

Feldman DI, Wu KC, Hays AG, et al. The Johns Hopkins Ciccarone Center’s
expanded ‘ABC’s approach to highlight 2020 updates in cardiovascular disease
prevention. Am. J. Prev. Cardiol. 2021;6:100181. Elsevier B.V.

Hsu S, Ton V, Dominique Ashen M, et al. A clinician’s guide to the ABCs of
cardiovascular disease prevention: the johns hopkins ciccarone center for the
prevention of heart disease and american college of cardiology cardiosource
approach to the million hearts initiative. Clin. Cardiol. 2013;36(7):383-93.
Blaha MJ, Bansal S, Rouf R, et al. A practical “ABCDE” approach to the metabolic
syndrome. Mayo Clin. Proc. 2008;83(8):932-43.

Goff DC, Lloyd-Jones DM, Bennett G, et al. 2013 ACC/AHA guideline on the
assessment of cardiovascular risk: a report of the American college of cardiology/
American heart association task force on practice guidelines. Circulation. LWW
2014;83:932-41.

Khan SS, Matsushita K, Sang Y, et al. Development and validation of the american
heart association’s prevent equations. Circulation 2024;149(6):430-49.
Agarwala A, Liu J, Ballantyne CM, et al. The use of risk-enhancing factors to
personalize ASCVD risk assessment: evidence and recommendations from the
2018 AHA/ACC Multi-Society Cholesterol guidelinesCurr. Cardiovasc. Risk Rep.
2019;13:18. Current Medicine Group LLC.

Grundy SM, Stone NJ, Bailey AL, et al. 2018 AHA/ACC/AACVPR/AAPA/ABC/
ACPM/ADA/AGS/APhA/ASPC/NLA/PCNA Guideline on the Management of
blood cholesterol: a report of the american college of cardiology/american heart
association task force on clinical practice guidelines. J. Am. Coll. Cardiol. 2019;
73(24):285-350.

Rangaswami J, Bhalla V, de Boer IH, et al. Cardiorenal protection with the newer
antidiabetic agents in patients with diabetes and chronic kidney disease: a
scientific statement from the American Heart Association. Circulation 2020;142
17).

Kosiborod MN, Petrie MC, Borlaug BA, et al. Semaglutide in patients with obesity-
related heart failure and type 2 diabetes. N. Engl. J. Med. 2024;390(15):
1394-407.

Lincoff AM, Brown-Frandsen K, Colhoun HM, et al. Semaglutide and
cardiovascular outcomes in obesity without diabetes. N. Engl. J. Med. 2023;389
(24):2221-32.

Packer M, Zile MR, Kramer CM, et al. Tirzepatide for heart failure with preserved
ejection fraction and obesity. N. Engl. J. Med. 2025;392(5):427-37.

Sabatine MS, Giugliano RP, Keech AC, et al. Evolocumab and clinical outcomes in
patients with cardiovascular disease. N. Engl. J. Med. 2017;376(18):1713-22.
Bohula EA, Marston NA, Bhatia AK, et al. Evolocumab in patients without a
previous myocardial infarction or stroke. N. Engl. J. Med. 2026;394(2):117-27.
Navar AM, Mikhailova E, Catapano AL, et al. A placebo-controlled trial of the oral
PCSK9 inhibitor enlicitide. N. Engl. J. Med. 2026;394(6):529-39.

Cannon CP, Blazing MA, Giugliano RP, et al. Ezetimibe added to Statin therapy
after acute coronary syndromes. N. Engl. J. Med. 2015;372(25):2387-97.
Schwartz GG, Steg PG, Szarek M, et al. Alirocumab and cardiovascular outcomes
after acute coronary syndrome. N. Engl. J. Med. 2018;379(22):2097-107.
Ndumele C.E., Rangaswami J., Chow S.L., Neeland 1.J., Tuttle K.R., Khan S.S.,
Coresh J., Mathew R.O., Baker-Smith C.M., Carnethon M.R., Despres J.P., Ho J.E.,
Joseph J.J., Kernan W.N., Khera A., Kosiborod M.N., Lekavich C.L., Lewis E.F., Lo
K.B., Ozkan B, Palaniappan LP, Patel S.S., Pencina M.J., Powell-Wiley T.M.,
Sperling L.S., Virani S.S., Wright J.T., Rajgopal Singh R., Elkind MSV; American
Heart Association. Cardiovascular-Kidney-Metabolic Health: A Presidential
Advisory From the American Heart Association. Circulation. 2023 Nov 14;148
(20):1606-1635. 10.1161/CIR.000000000000118410.1161
/CIR.0000000000001184. Epub 2023 Oct 9. Erratum in: Circulation. 2024 Mar
26;149(13):€1023.10.1161/CIR.0000000000001241. PMID: 37807924.

Health effects of overweight and obesity in 195 countries over 25 years. N. Engl.
J. Med. [Internet] 2017;377(1):13-27.

Joynt Maddox KE, Elkind MSV, Aparicio HJ, et al. Forecasting the burden of
cardiovascular disease and stroke in the united states through 2050—prevalence
of risk factors and disease: a presidential advisory from the american heart
association. Circulation 2024;150(4).

James K, Jamil Y, Kumar M, et al. Frailty and Cardiovascular Health. J. Am. Heart
Assoc. 2024 American Heart Association Inc.

Goyal P, Kwak MJ, Al Malouf C, et al. Geriatric cardiology: coming of age. JACC:
Adv. 2022;1(3):100070.

Troy AL, Anderson TS, Razavi AC, et al. Personalizing prevention for healthy
cardiovascular aging: geriatric cardiology in the 2024-2025 hypertension and
dyslipidemia guidelines. Am. J. Prev. Cardiol. 2026;25:101410.

Tuzzio L, O’Meara ES, Holden E, et al. Barriers to implementing cardiovascular
risk calculation in primary care: alignment with the consolidated framework for
implementation research. Am. J. Prev. Med. 2021;60(2):250-7.

Prescott E, Aktaa S, Abdin A, et al. Clinical practice guideline implementation:
challenges and solutions for improved cardiovascular care. Eur. Heart. J. Qual.
Care Clin. Outcomes. 2026;qcaf161. https://doi.org/10.1093/ehjqcco/qeaf161
(Online ahead of print).

Dixon DL, Sharma G, Sandesara PB, et al. Therapeutic inertia in cardiovascular
disease prevention. J. Am. Coll. Cardiol. 2019;74(13):1728-31.

Hardy ST, Jaeger BC, Emanuel E, et al. Blood pressure above goal among US
adults with hypertension. JAMa 2026;335(9):816.

Wilson PW, D’Agostino RB, Levy D, Belanger AM, Silbershatz H, Kannel WB.
Prediction of coronary heart disease using risk factor categories. Circulation
1998;97(18):1837-47. https://doi.org/10.1161/01.cir.97.18.1837.


https://doi.org/10.1016/j.ajpc.2026.101570
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0001
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0001
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0002
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0002
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0002
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0002
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0003
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0003
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0003
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0004
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0004
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0004
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0004
https://doi.org/10.1016/j.jacc.2025.12.027
https://doi.org/10.1016/j.jacc.2025.12.027
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0006
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0006
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0007
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0007
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0007
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0008
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0008
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0008
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0009
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0009
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0009
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0010
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0010
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0010
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0011
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0011
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0011
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0011
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0012
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0012
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0013
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0013
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0013
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0013
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0014
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0014
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0015
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0015
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0015
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0015
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0016
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0016
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0016
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0016
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0016
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0017
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0017
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0017
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0017
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0018
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0018
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0018
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0019
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0019
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0019
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0020
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0020
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0021
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0021
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0022
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0022
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0023
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0023
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0024
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0024
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0025
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0025
https://www.doi.org/10.1161/CIR.0000000000001184
https://www.doi.org/10.1161/CIR.0000000000001184
https://www.doi.org/10.1161/CIR.0000000000001184
https://www.doi.org/10.1161/CIR.0000000000001241
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0027
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0027
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0028
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0028
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0028
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0028
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0029
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0029
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0030
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0030
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0031
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0031
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0031
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0032
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0032
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0032
https://doi.org/10.1093/ehjqcco/qcaf161
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0034
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0034
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0035
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0035
https://doi.org/10.1161/01.cir.97.18.1837

L.R. Goren et al.

[37]

[38]

[39]

[40]

[41]

[42]

[43]

[44]

[45]

[46]

[47]

[48]

[49]

[50]

[51]

[52]

[53]

[54]

[55]

[56]

[57]

Goyal P, Nanna MG. Stable coronary artery disease in the age of geriatric
cardiology. J. Am. Coll. Cardiol. 2023;81(17):1710-3.

Razavi AC, Troy AL, Sperling LS, et al. Bundled measurement of LDL-cholesterol,
lipoprotein(a), and high sensitivity C-reactive protein across the spectrum of
cardiovascular risk. Am. J. Prev. Cardiol. 2026;25:101384.

Selvam PV, Sharma R, Ganz P, et al. Cardiovascular disease risk estimates using
the new PREVENT equation: the good, bad, and the ugly. Am. J. Prev. Cardiol.
2025;24:101288. Elsevier B.V.

Golub IS, Termeie OG, Kristo S, et al. Major global coronary artery calcium
guidelines. JACC Cardiovasc. Imaging. 2023;16(1):98-117. Elsevier Inc.
Krishnan V, Huang X, Zhang S, et al. Age and sex-specific percentiles of 30-year
cardiovascular disease risk based on the PREVENT equations. JACC 2025;86(21):
2017-27.

Lloyd-Jones DM, Allen NB, Anderson CAM, Black T, Brewer LC, Foraker RE,
Grandner MA, Lavretsky H, Perak AM, Sharma G. Life’s essential 8: updating and
enhancing the American Heart Association’s Construct of Cardiovascular Health:
a presidential advisory from the american heart association. circulation 2022;
146:E18-43. https://doi.org/10.1161/CIR.0000000000001078.

Khera A, Greenland P. Coronary artery calcium: if measuring once is good, is
twice better? Circulation 2018;137(7):680-3. https://doi.org/10.1161/
CIRCULATIONAHA.117.031951. PMID: 29440196.

Cainzos-Achirica M, Miedema MD, McEvoy JW, et al. Coronary artery calcium for
personalized allocation of aspirin in primary prevention of cardiovascular disease
in 2019: the MESA study (Multi-Ethnic Study of Atherosclerosis). Circulation
2020;141(19):1541-53.

Razavi AC, Dzaye O, Bhatia HS, et al. Modeling benefit of aspirin according to Ip
(a) and coronary artery calcium. JACC. Cardiovasc. ImAging 2026:51936-878X
(25)00705-3. https://doi.org/10.1016/j.jcmg.2025.12.008.

Rao SV, O’Donoghue ML, Ruel M, et al. 2025 ACC/AHA/ACEP/NAEMSP/SCAI
guideline for the management of patients with acute coronary syndromes: a
report of the american college of cardiology/american heart association joint
committee on clinical practice guidelines. Circulation. Lippincott Williams and
Wilkins; 2025. p. €771-862.

Virani SS, Newby LK, Arnold SV, et al. 2023 AHA/ACC/ACCP/ASPC/NLA/PCNA
Guideline for the management of patients with chronic coronary disease: a report
of the American Heart Association/American College of Cardiology Joint
Committee on Clinical Practice Guidelines. J. Am. Coll. Cardiol. 2023;82(9):
833-955.

Kumbhani DJ, Cannon CP, Beavers CJ, et al. 2020 ACC expert consensus decision
pathway for anticoagulant and antiplatelet therapy in patients with atrial
fibrillation or venous thromboembolism undergoing percutaneous coronary
intervention or with atherosclerotic cardiovascular disease. J. Am. Coll. Cardiol.
2021;77(5):629-58.

Steffel J, Eikelboom JW, Anand SS, et al. The COMPASS Trial. Circulation 2020;
142(1):40-8.

Johnson HM, Shimbo D, Abdalla M, et al. 2025 AHA/ACC/AANP/AAPA/ABC/
ACCP/ACPM/AGS/AMA/ASPC/NMA/PCNA/SGIM Guideline for the prevention,
detection, evaluation and management of high blood pressure in adults: a report
of the American College of Cardiology/American Heart Association Joint
Committee on Clinical Practice Guidelines. Circulation 2025;152(11):e114-218.
Lichtenstein AH, Appel LJ, Vadiveloo M, et al. 2021 Dietary guidance to improve
cardiovascular health: a scientific statement from the American Heart
Association. Circulation 2021;144(23):E472-87.

Achara KE, Iyayi IR, Erinne OC, et al. Trends and patterns in obesity-related
deaths in the US (2010-2020): a comprehensive analysis using Centers for
Disease Control and Prevention wide-ranging online data for epidemiologic
research (CDC WONDER) data. Cureus. 2024;16(9):e68376. https://doi.org/
10.7759/cureus.68376.

Rubino F., Cummings D.E., Eckel R.H., Cohen R.V., Wilding J.P.H., Brown W.A.,
Stanford F.C., Batterham R.L., Farooqi L.S., Farpour-Lambert N.J., le Roux C.W.,
Sattar N., Baur L.A., Morrison K.M., Misra A., Kadowaki T., Tham K.W.,
Sumithran P., Garvey W.T., Kirwan J.P., Ferndndez-Real J.M., Corkey B.E.,
Toplak H., Kokkinos A., Kushner R.F., Branca F., Valabhji J., Blither M., Bornstein
S.R., Grill H.J., Ravussin E., Gregg E., Al Busaidi N.B., Alfaris N.F., Al Ozairi E.,
Carlsson L.M.S., Clément K., Després J.P., Dixon J.B., Galea G., Kaplan L.M.,
Laferrere B., Laville M., Lim S., Luna Fuentes J.R., Mooney V.M., Nadglowski J.
Jr, Urudinachi A., Olszanecka-Glinianowicz M., Pan A., Pattou F., Schauer P.R.,
Tschop M.H., van der Merwe M.T., Vettor R., Mingrone G. Definition and
diagnostic criteria of clinical obesity. Lancet Diabetes Endocrinol. 2025 Mar;13
(3):221-262. https://doi.org/10.1016/52213-8587(24)00316-4. Epub 2025 Jan
14. Erratum in: Lancet Diabetes Endocrinol. 2025 Mar;13(3):e6. https://doi.
org/10.1016/52213-8587(25)00006-3. PMID: 39824205; PMCID:
PMC11870235.

Ross R, Neeland 1J, Yamashita S, et al. Waist circumference as a vital sign in
clinical practice: a Consensus Statement from the IAS and ICCR Working Group
on Visceral Obesity. Nat. Rev. Endocrinol. 2020;16(3):177-89.

Zahid S, Peng AW, Razavi AC, et al. B is for body fat: a practical implementation
of the new clinical obesity definition into preventive cardiology clinic. Am. J.
Prev. Cardiol. 2025;23:101281. Elsevier B.V.

Yao Z, Tchang BG, Albert M, et al. Associations between class I, II, or III obesity
and health outcomes. NEJM. Evid. 2025;4(4).

Nadolsky K, Garvey WT, Agarwal M, et al. American Association of Clinical
Endocrinology Consensus Statement: algorithm for the evaluation and treatment
of adults with obesity/adiposity-based chronic disease —2025 update. Endocr.
Pract. 2025;31(11):1351-94.

11

[58]

[59]

[60]

[61]

[62]

[63]

[64]

[65]

[66]

[67]

[68]

[69]

[70]

[71]
[72]

[73]

[74]

[75]

[76]

[77]

[78]

[79]

[80]

[81]

[82]

[83]

[84]

American Journal of Preventive Cardiology xxx (xxxx) xxx

Blumenthal RS, Morris PB, Gaudino M, et al. 2026 ACC/AHA/AACVPR/ABC/
ACPM/ADA/AGS/APhA/ASPC/NLA/PCNA Guideline on the Management of
Dyslipidemia: a report of the American College of Cardiology/American Heart
Association Joint Committee on Clinical Practice Guidelines. Circulation 2026:
S0735-1097(25)10254-4. https://doi.org/10.1161/CIR.000000000000142.3.
Domanski MJ, Tian X, Wu CO, et al. Time course of LDL cholesterol exposure and
cardiovascular disease event risk. J. Am. Coll. Cardiol. 2020;76(13):1507-16.
Mhaimeed O, Burney ZA, Schott SL, et al. The importance of LDL-C lowering in
atherosclerotic cardiovascular disease prevention: lower for longer is better. Am.
J. Prev. Cardiol. 2024;18:100649.

Mach F, Koskinas KC, Roeters van Lennep JE, et al. 2025 Focused update of the
2019 ESC/EAS Guidelines for the management of dyslipidaemias. Eur. Heart. J.
2025;46(42):4359-78.

Gupta S, Ahimsadasan N, Dalsania K, et al. Alcohol and cardiovascular disease.
Am. J. Cardiol. 2026;259:132-8.

Barua RS, Rigotti NA, Benowitz NL, et al. 2018 ACC expert consensus decision
pathway on tobacco cessation treatment. J. Am. Coll. Cardiol. 2018;72(25):
3332-65.

Chang J, Kim J, Lee ES, et al. The effectiveness of cognitive behavioral therapy for
smoking cessation: a systematic review and meta-analysis. J. Behav. Med. 2025;
48(6):941-54.

Magill M, Kiluk BD, Ray LA. Efficacy of cognitive behavioral therapy for alcohol
and other drug use disorders: is a one-size-fits-all approach appropriate? Subst.
Abuse Rehabil. 2023;14:1-11.

Mann NH, Murphy-Hoefer RL, Davis K, et al. The long-term impact of the tips
from former Smokers® campaign on calls to 1-800-QUIT-NOW, 2012-2023.
Nicotine Tob. Res. 2025;27(2):326-32.

McPheeters M, O’Connor EA, Riley S, et al. Pharmacotherapy for Alcohol use
disorder. JAMa 2023;330(17):1653.

Bajaj M, McCoy RG, Balapattabi K, et al. 2. Diagnosis and classification of
diabetes: standards of Care in diabetes—2026. Diabetes Care 2026;49:527-49.
Supplement_1.

ElSayed NA, McCoy RG, Aleppo G, et al. 6. Glycemic Goals and hypoglycemia:
standards of care in diabetes—2025. Diabetes Care 2025;48:5128-45.
Supplement_1.

ElSayed NA, McCoy RG, Aleppo G, et al. 11. Chronic Kidney Disease and Risk
Management: standards of Care in diabetes—2025. Diabetes Care 2025;48:
$239-51. Supplement_1.

Empagliflozin in patients with chronic kidney disease. N. Engl. J. Med. 2023;388
(2):117-27.

Bakris GL, Agarwal R, Anker SD, et al. Effect of finerenone on chronic kidney
disease outcomes in type 2 diabetes. N. Engl. J. Med. 2020;383(23):2219-29.
Reedy J, Krebs-Smith SM, Miller PE, et al. Higher diet quality is associated with
decreased risk of all-cause, cardiovascular disease, and cancer mortality among
older adults. J. Nutr. 2014;144(6):881-9.

Babalola OO, Akinnusi E, Ottu PO, et al. The impact of ultra-processed foods on
cardiovascular diseases and cancer: epidemiological and mechanistic insights.
Asp. Mol. Med. 2025;5:100072. Elsevier B.V.

Delgado-Lista J, Alcala-Diaz JF, Torres-Pena JD, et al. Long-term secondary
prevention of cardiovascular disease with a Mediterranean diet and a low-fat diet
(CORDIOPREV): a randomised controlled trial. The Lancet 2022;399(10338):
1876-85.

Yuan F, Wen W, Shu XO, et al. Plant-based diets and mortality in Black and low-
income Americans: findings from a large prospective cohort study. Am. J. Clin.
Nutr. 2025;121(6):1346-53.

Estruch R, Ros E, Salas-Salvadé J, et al. Primary prevention of cardiovascular
disease with a Mediterranean diet supplemented with extra-Virgin olive oil or
nuts. N. Engl. J. Med. 2018;378(25).

Troy AL, Bhatla A, Berkowitz SA, Blumenthal RS, Cudjoe TKM, Goyal P, Le DE,
Ndumele CE, Wadhera RK, Gerstenblith G, Damluji AA. Social determinants of
cardiovascular aging. JACC: advances 2025;4(12):102331. https://doi.org/
10.1016/j.jacadv.2025.10233.

Sacheck JM, Mozaffarian D. Physical activity in patients with existing atrial
fibrillation: time for exercise prescription? Eur. Heart J. 2020;41:1476-8. 15,
Oxford University Press.

Franklin BA, Thompson PD, Al-Zaiti SS, Albert CM, Hivert MF, Levine BD,
Lobelo F, Madan K, Sharrief AZ, Eijsvogels TMH. American Heart Association
Physical Activity Committee of the Council on Lifestyle and Cardiometabolic
Health; Council on Cardiovascular and Stroke Nursing; Council on Clinical
Cardiology; and Stroke Council. Exercise-Related Acute Cardiovascular Events
and Potential Deleterious Adaptations Following Long-Term Exercise Training:
Placing the Risks Into Perspective-An Update: A Scientific Statement From the
American Heart Association. Circulation 2020;141(13):e705-36. https://doi.org/
10.1161/CIR.0000000000000749. Mar 31, Epub 2020 Feb 26. PMID: 32100573.
Patterson R, McNamara E, Tainio M, et al. Sedentary behaviour and risk of all-
cause, cardiovascular and cancer mortality, and incident type 2 diabetes: a
systematic review and dose response meta-analysis. Eur. J. Epidemiol. 2018;33
(9):811-29.

Sattelmair J, Pertman J, Ding EL, et al. Dose response between physical activity
and risk of coronary heart disease. Circulation 2011;124(7):789-95.

Martin SS, Feldman DI, Blumenthal RS, et al. mActive: a randomized clinical trial
of an automated mHealth intervention for physical activity promotion. J. Am.
Heart. Assoc. 2015;4(11):e002239.

Brown TM, Pack QR, Aberegg E, et al. Core components of Cardiac Rehabilitation
Programs: 2024 update: a scientific statement from the American Heart


http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0037
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0037
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0038
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0038
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0038
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0039
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0039
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0039
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0040
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0040
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0041
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0041
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0041
https://doi.org/10.1161/CIR.0000000000001078
https://doi.org/10.1161/CIRCULATIONAHA.117.031951
https://doi.org/10.1161/CIRCULATIONAHA.117.031951
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0044
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0044
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0044
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0044
https://doi.org/10.1016/j.jcmg.2025.12.008
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0046
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0046
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0046
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0046
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0046
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0047
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0047
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0047
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0047
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0047
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0048
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0048
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0048
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0048
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0048
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0049
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0049
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0050
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0050
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0050
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0050
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0050
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0051
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0051
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0051
https://doi.org/10.7759/cureus.68376
https://doi.org/10.7759/cureus.68376
https://doi.org/10.1016/S2213-8587(24)00316-4
https://doi.org/10.1016/S2213-8587(25)00006-3
https://doi.org/10.1016/S2213-8587(25)00006-3
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0054
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0054
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0054
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0055
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0055
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0055
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0056
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0056
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0057
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0057
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0057
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0057
https://doi.org/10.1161/CIR.0000000000001423
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0059
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0059
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0060
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0060
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0060
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0061
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0061
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0061
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0062
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0062
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0063
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0063
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0063
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0064
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0064
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0064
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0065
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0065
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0065
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0066
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0066
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0066
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0067
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0067
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0068
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0068
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0068
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0069
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0069
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0069
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0070
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0070
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0070
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0071
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0071
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0072
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0072
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0073
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0073
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0073
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0074
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0074
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0074
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0075
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0075
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0075
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0075
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0076
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0076
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0076
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0077
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0077
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0077
https://doi.org/10.1016/j.jacadv.2025.10233
https://doi.org/10.1016/j.jacadv.2025.10233
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0079
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0079
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0079
https://doi.org/10.1161/CIR.0000000000000749
https://doi.org/10.1161/CIR.0000000000000749
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0081
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0081
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0081
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0081
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0082
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0082
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0083
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0083
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0083
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0084
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0084

L.R. Goren et al.

[85]

[86]

[87]

[88]

[89]

[90]

[91]

[92]

[93]

[94]

[95]

[96]

[97]

[98]

[99]

[100]

Association and the American Association of Cardiovascular and Pulmonary
Rehabilitation. Circulation 2024;150(18):e328-47.

Damluji AA, Tomczak CR, Hiser S, et al. Benefits of cardiac rehabilitation:
mechanisms to restore function and clinical impact. Circ. Res. 2025;137(2):
255-72.

Paluch AE, Boyer WR, Franklin BA, et al. Resistance exercise training in
individuals with and without cardiovascular disease: 2023 update: a scientific
statement from the American Heart Association. Circulation 2024;149(3):
e217-31.

Momma H, Kawakami R, Honda T, et al. Muscle-strengthening activities are
associated with lower risk and mortality in major non-communicable diseases: a
systematic review and meta-analysis of cohort studies. Br. J. Sports Med. 2022;56
(13):755-63.

Kovacevic A, Mavros Y, Heisz JJ, et al. The effect of resistance exercise on sleep: a
systematic review of randomized controlled trials. Sleep. Med. Rev. 2018;39:
52-68.

Gordon BR, McDowell CP, Hallgren M, et al. Association of efficacy of resistance
exercise training with depressive symptoms. JAMa Psychiatry 2018;75(6):566.
Bahls M, Kavousi M, Bakker EA, et al. Physical activity and mortality: towards
healthspan-oriented metrics and outcomes. A Scientific Statement from the
European Association of Preventive Cardiology (EAPC) of the ESC. Eur. J. Prev.
Cardiol. 2025;zwaf578. https://doi.org/10.1093/eurjpc/zwaf578.

Shapiro MD, Nasir K. Risk matters for atherosclerotic cardiovascular disease: but
vascular resilience may decide. Am. J. Prev. Cardiol. 2025;24:101348. Elsevier B.
V.

Thompson A, Fleischmann KE, Smilowitz NR, et al. 2024 AHA/ACC/ACS/ASNC/
HRS/SCA/SCCT/SCMR/SVM Guideline for Perioperative Cardiovascular
Management for Noncardiac Surgery: a report of the American College of
Cardiology/American Heart Association Joint Committee on Clinical Practice
Guidelines. Circulation 2024;150(19):e351-442.

McCarthy CP, Bruno RM, Brouwers S, et al. 2024 ESC guidelines for the
management of elevated blood pressure and hypertension. Eur. Heart J. 2024;84
(19):3912-4018. Oxford University Press.

Tjaz N, Buta B, Xue QL, et al. Interventions for frailty among older adults with
cardiovascular disease: JACC State-of-the-art review. J. Am. Coll. Cardiol. 2022;
79(5):482-503. Elsevier Inc.

Jamil Y, Krishnaswami A, Orkaby AR, et al. The impact of cognitive impairment
on cardiovascular disease. J. Am. Coll. Cardiol. 2025;85(25):2472-91. Elsevier
Inc.

Zhang R, Wu M, Zhang W, et al. Association between life’s essential 8 and
biological ageing among US adults. J. Transl. Med. 2023;21(1):622.
Subramanian V, Tucker WJ, Peters AE, et al. Cardiovascular aging and exercise:
implications for heart failure prevention and management. Circ. Res. 2025;137
(2):205-30.

Nanna MG, Wang SY, Damluji AA. Management of stable angina in the older
adult population. Circ. Cardiovasc. Interv. 2023;16(4):E012438. Lippincott
Williams and Wilkins.

Nguyen TN, Woodward M, Butt JH, et al. Optimizing cardiovascular
pharmacotherapy in older adults with frailty. Nat. Rev. Cardiol. Nat. Res. 2026
Online ahead of print.

Brown T.M., Pack Q.R., Aberegg E., Brewer L.C., Ford Y.R., Forman D.E.,
Gathright E.C., Khadanga S., Ozemek C., Thomas R.J. American Heart Association
Exercise, Cardiac Rehabilitation and Secondary Prevention Committee of the
Council on Clinical Cardiology; Council on Cardiovascular and Stroke Nursing;
Council on Lifestyle and Cardiometabolic Health; and Council on Quality of Care
and Outcomes Research. Core Components of Cardiac Rehabilitation Programs:
2024 Update: A Scientific Statement From the American Heart Association and
the American Association of Cardiovascular and Pulmonary Rehabilitation.
Circulation. 2024 Oct 29;150(18):e328-e347. 10.1161/CIR.0000000000001289.

12

[101]

[102]

[103]

[104]

[105]
[106]

[107]

[108]

[109]

[110]

[111]

[112]

[113]
[114]

[115]

[116]

[117]

[118]

[119]

American Journal of Preventive Cardiology xxx (xxxx) xxx

Epub 2024 Sep 24. Erratum in: Circulation. 2025 Apr 29;151(17):€965-e966. 10
.1161/CIR.0000000000001338.

Heidenreich PA, Bozkurt B, Aguilar D, et al. 2022 AHA/ACC/HFSA Guideline for
the management of Heart Failure: a report of the American College of Cardiology/
American Heart Association Joint Committee on Clinical Practice Guidelines.
Circulation 2022;145(18).

Thibodeau JT, Givertz MM. Rapid uptitration of guideline-directed medical
therapy regardless of risk. JACC. Heart. Fail. 2024;12(9):1583-5.

Mebazaa A, Davison B, Chioncel O, et al. Safety, tolerability and efficacy of up-
titration of guideline-directed medical therapies for acute heart failure (STRONG-
HF): a multinational, open-label, randomised, trial. The Lancet 2022;400(10367):
1938-52.

Hajaj A, Abdel-Rahman ME, Abdul Hadi M, et al. Does multidisciplinary disease
management program lower hospitalization and mortality among patients with
heart failure? A systematic review and meta-analysis of randomized controlled
trials. BMC. Health Serv. Res. 2026;26(1):226.

Andrade JG, Jackson LR, Diaz JC, et al. Atrial fibrillation in the Americas. The
Lancet Regional Health. Americas. (Engl. ed) 2025;47:101110.

Elliott AD, Middeldorp ME, Van Gelder IC, et al. Epidemiology and modifiable
risk factors for atrial fibrillation. Nat. Rev. Cardiol. 2023;20(6):404-17.
Elshafeey A, Yao Z, Mhaimeed O, et al. Association between cardio-kidney-
metabolic syndrome and early or very early onset atrial fibrillation. Am. J. Prev.
Cardiol. 2026;17(1):101561.

Joglar JA, Chung MK, Armbruster AL, et al. 2023 ACC/AHA/ACCP/HRS guideline
for the diagnosis and management of atrial fibrillation: a report of the American
College of Cardiology/American Heart Association joint committee on clinical
practice guidelines. Circulation 2024;149(1):109-279.

Singer DE, Chang Y, Borowsky LH, et al. A new risk scheme to predict ischemic
stroke and other thromboembolism in atrial fibrillation: the ATRIA study stroke
risk score. J. Am. Heart. Assoc. 2013;2(3):e000250.

Fox KAA, Lucas JE, Pieper KS, et al. Improved risk stratification of patients with
atrial fibrillation: an integrated GARFIELD-AF tool for the prediction of mortality,
stroke and bleed in patients with and without anticoagulation. BMJ Open. 2017;7
(12):e017157.

Lip GYH, Nieuwlaat R, Pisters R, et al. Refining clinical risk stratification for
predicting stroke and thromboembolism in atrial fibrillation using a novel risk
factor-based approach. Chest 2010;137(2):263-72.

Osmancik P, Herman D, Neuzil P, et al. Left atrial appendage closure versus direct
oral anticoagulants in high-risk patients with atrial fibrillation. J. Am. Coll.
Cardiol. 2020;75(25):3122-35.

Zafeiropoulos S, Doundoulakis I, Bekiaridou A, et al. Rhythm vs rate control
strategy for atrial fibrillation. JACC. Clin. Electrophysiol. 2024;10(7):1395-405.
Kirchhof P, Camm AJ, Goette A, et al. Early rhythm-control therapy in patients
with atrial fibrillation. N. Engl. J. Med. 2020;383(14):1305-16.

Zhu W, Wu Z, Dong Y, et al. Effectiveness of early rhythm control in improving
clinical outcomes in patients with atrial fibrillation: a systematic review and
meta-analysis. BMC. Med. 2022;20(1):340.

Camm AJ, Naccarelli GV, Mittal S, et al. The increasing role of rhythm control in
patients with atrial fibrillation. J. Am. Coll. Cardiol. 2022;79(19):1932-48.
Bunch TJ, Poole JE, Silverstein AP, et al. Prognostic impact of Sinus rhythm in
atrial fibrillation patients: separating rhythm outcomes from randomized strategy
findings from the CABANA trial. Circ. Arrhythm. Electrophysiol. 2024;17(5).
Miller M, Aggarwal M, Allen K, et al. A clinician’s guide for trending
cardiovascular nutritional controversies in 2026. JACC: Adv. 2026;5(3):102591.
Grant J.K., Zhang S., Khan S.S., Ozkan B., Blumer V., Nambi V., Echouffo-
Tcheugui J.B., Pandey A., Blumenthal R.S., Ballantyne C.M., Selvin E., Matsushita
K., Shah A., Coresh J., Ndumele C.E. Predicted Risk, Preclinical Heart Failure
Measures, and Incident Heart Failure: The ARIC Study. JACC Heart Fail. 2025
Nov;13(11):102659. 10.1016/j.jchf.2025.102659. Epub 2025 Oct 3. PMID:
41045906.


http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0084
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0084
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0085
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0085
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0085
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0086
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0086
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0086
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0086
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0087
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0087
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0087
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0087
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0088
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0088
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0088
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0089
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0089
https://doi.org/10.1093/eurjpc/zwaf578
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0091
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0091
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0091
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0092
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0092
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0092
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0092
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0092
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0093
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0093
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0093
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0094
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0094
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0094
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0095
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0095
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0095
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0096
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0096
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0097
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0097
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0097
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0098
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0098
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0098
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0099
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0099
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0099
https://www.doi.org/10.1161/CIR.0000000000001289
https://www.doi.org/10.1161/CIR.0000000000001338
https://www.doi.org/10.1161/CIR.0000000000001338
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0101
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0101
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0101
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0101
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0102
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0102
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0103
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0103
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0103
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0103
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0104
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0104
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0104
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0104
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0105
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0105
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0106
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0106
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0107
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0107
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0107
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0108
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0108
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0108
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0108
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0109
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0109
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0109
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0110
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0110
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0110
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0110
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0111
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0111
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0111
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0112
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0112
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0112
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0113
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0113
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0114
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0114
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0115
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0115
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0115
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0116
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0116
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0117
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0117
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0117
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0118
http://refhub.elsevier.com/S2666-6677(26)00164-9/sbref0118
https://doi.org/10.1016/j.jchf.2025.102659

	The ABCs of cardiovascular disease prevention: communicating what we know in 2026
	1 Introduction
	2 Methods
	3 ABCs of CVD prevention
	4 Assess risk
	4.1 Calculate risk using PREVENT™ equations, personalize with risk enhancers, and reclassify borderline-intermediate risk w ...
	4.2 Evaluate Life’s Essential 8 to create a personalized plan for cardiovascular health

	5 Antiplatelets
	5.1 Consider antiplatelet medications in primary prevention for individuals at highest cardiovascular risk
	5.2 Prescribe antiplatelet medications for secondary prevention, personalized by ischemic and bleeding risk

	6 Blood pressure
	6.1 Target blood pressure <130/80 mmHg using lifestyle and medications, particularly for those with clinical CVD, diabetes, ...
	6.2 To achieve blood pressure targets, ensure close follow-up with team-based care and home blood pressure monitoring, and  ...

	7 Body fat
	7.1 Assess for clinical obesity with BMI, weight circumference, and clinical complications
	7.2 Target >5% weight loss using lifestyle, and selectively, use of GLP-1 agonists

	8 Cholesterol
	8.1 Check lipid levels early and regularly to prevent and manage ASCVD risk
	8.2 Stratify risk and intensify lipid-lowering using combination therapies for patients at high-risk or not reaching targets

	9 Cigarettes and alcohol
	9.1 Assess and address substance use and readiness, particularly tobacco and alcohol at each visit
	9.2 Utilize evidence-based tools and therapies to support tobacco and alcohol cessation

	10 Diabetes/CKM syndrome
	10.1 Screen A1c, eGFR, and UACR, and personalize A1c targets
	10.2 Identify CKM stage and encourage cardioprotective therapies, including SGLT2 inhibitors and GLP-1 agonists

	11 Diet
	11.1 Encourage mediterranean, DASH, or plant-based diets
	11.2 Focus on portion control and calorie deficit in weight-loss discussions

	12 Exercise
	12.1 Aim for >150 min/week of moderate/brisk activity or >75 min/week of vigorous activity
	12.2 Engage in resistance training at least 2x per week

	13 Extend healthspan
	13.1 Assess physical and cognitive function in older adults with cardiovascular risk factors or disease
	13.2 Personalize prevention throughout the life course with Life’s Essential 8, shared decision-making, cardiac rehab, and  ...

	14 Failure: Heart failure
	14.1 Identify patients in stage B pre-heart failure and prevent progression to stage C using neurohormonal and cardiometabo ...
	14.2 Treat stage C heart failure with GDMT to prevent hospitalizations and mortality

	15 Fibrillation: Atrial fibrillation
	15.1 Initiate oral anticoagulation for CHA2DS2-VASc score ≥2–3
	15.2 Consider early rhythm control, especially for adults with early atrial fibrillation and/or coexisting heart failure

	16 Conclusion
	CRediT authorship contribution statement
	Declaration of competing interest
	Supplementary materials
	References


