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GRAPHICAL ABSTRACT
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Advances in Lipi ing Therapies:
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This review highlights key insights from the 2024 ASPC Congress on CVD Prevention,
focusing on innovative strategies in CVD prevention and recent advancements in lipid-lowering therapies,
with an emphasis on translating research into actionable approaches to enhance patient outcomes.

ARTICLE INFO ABSTRACT

Keywords:

Preventative cardiology
Lipids

Precision medicine

Groundbreaking strategies for preventive cardiology were showcased at the 2024 American Society for Pre-
ventive Cardiology (ASPC) Congress on Cardiovascular Disease (CVD) Prevention held in Salt Lake City, Utah,
from August 2nd to 4th, 2024. The event featured 69 moderators and 13 scientific sessions comprised of 98
topics, 36 satellite events, 133 poster presentations, and 27 lifestyle classes.

The conference highlighted innovative strategies focused on integrating cardiovascular, kidney, and metabolic
health, presenting a cohesive approach for managing complex, interrelated conditions. Pivotal studies have
addressed the role of lipid-lowering therapies, the benefits of early statin initiation, and the importance of
precision medicine in preventing CVD.

The ASPC’s emphasis on translating this research into practical clinical tools has the potential to revolutionize
preventive care strategies, making strides toward reducing the burden of CVD globally and improving long-term
patient outcomes through personalized and early intervention approaches.

1. Introduction

This article aims to present the latest data and findings from the 2024
American Society for Preventive Cardiology (ASPC) Congress on Car-
diovascular Disease (CVD) Prevention, held in Salt Lake City, Utah, from
August 2nd to 4th, 2024. By highlighting key studies and discussions
from this national conference, this review seeks to convey the most
innovative approaches in preventive healthcare to the greater cardiol-
ogy community. The conference underscored the importance of trans-
lating groundbreaking research into practical strategies that can
advance clinical care and improve patient outcomes across the field of
cardiology.

2. Opening session

2.1. Honorary fellow award lecture: lipid lowering 2024 and beyond
(Christopher Cannon, MD)

The history behind low-density lipoprotein-cholesterol (LDL-C)
associated risk and lowering methods is vast. Yet, there is no consensus
on target values for patient groups with elevated LDL-C [1]. The
determination of LDL-C targets for patients based on risk stratification
has been studied, specifically with regards to initiating medical therapy
[2]. However, viewpoints against relying on LDL-C targets do exist [3].
Current primary prevention guidelines recommend initiation of statin
therapy using risk assessment tools that heavily rely on age [4]. Such
alternative viewpoints also include the unknown magnitude of addi-
tional atherosclerotic cardiovascular disease (ASCVD) risk reduction
with one target value compared to another and a known risk continuum
over LDL-C target goals.

IMPROVE-IT, a randomized trial that has improved understanding of

lipid-lowering therapies, has been key to understanding lipid-lowering
therapy in adults with a recent acute coronary syndrome (ACS).
IMPROVE-IT randomized 18,144 patients with ACS to simvastatin alone
or ezetimibe/simvastatin with a median follow-up of 6 years. Inclusion
criteria included men and women >50 years old with a maximum LDL-C
level of 125 mg/dL in patients not receiving long-term lipid-lowering
therapy and 100 mg/dL in patients receiving lipid-lowering therapy. At
1 year follow-up, the mean LDL-C level was 69.9 mg/dL in the
simvastatin-monotherapy group and 53.2 mg/dL in the simvasta-
tin-ezetimibe group (p < 0.001). IMPROVE-IT further noted a statisti-
cally significant lower rate of cardiovascular death/nonfatal myocardial
infarction/coronary revascularization/stroke (Hazard Ratio (HR) 0.94,
95 % Confidence Interval (CI) 0.89-0.99, p = 0.016) in the simvastatin/
ezetimibe group as compared to simvastatin alone (2572 events, 32.7 %
vs 2742 events, 34.7 %), demonstrating superiority of an LDL-C
lowering strategy with statin and ezetimibe combination therapy [5].
Proprotein convertase subtilisin/kexin type 9 inhibitors (PCSK9i)
monoclonal antibodies have further emerged as lipid-lowering therapy
options, with data showing very low LDL-C values confer a benefit in
secondary prevention. In the FOURIER study, a randomized study of
27,564 patients with ASCVD and LDL-C >70 mg/dL or non-high-density
lipoprotein cholesterol (non-HDL-C) >100 mg/dL on statin therapy,
there was a statistically lower risk of CVD, acute coronary syndrome
(ACS), stroke or coronary revascularization in the PCSK9i group (evo-
locumab) as compared with placebo (14.6 vs 12.6, HR 0.85 95 % CI
0.79-0.92, p < 0.0001) [6]. Of note, at 48 weeks, LDL-C was reduced to
70 mg/dL or lower in 87 % of the patients in the evolocumab group
compared to 18 % in the placebo group. Moreover, when combined with
statin therapy, PCSK9i use was noted to significantly reduce the percent
of atheroma volume (p < 0.001) [7]. The ODYSSEY outcomes trial
evaluated alirocumab, a PCSK9I monoclonal antibody, in 18,924
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patients with recent ACS already on high-intensity statins, LDL-C >70
mg/dL, non-HDL-C >100 mg/dL or apolipoprotein B >80 mg/dL. Alir-
ocumab significantly reduced the risk of major adverse cardiovascular
events (MACE, HR 0.85, 95 % CI 0.78-0.93, p < 0.001), and lowered
all-cause mortality compared to placebo (3.5 % in treatment arm vs 4.1
% in placebo, (HR 0.85, 95 % CI 0.73-0.98) [8]. Importantly, both
PCSK9i monoclonal antibodies demonstrated further decrease of MACE
even at very low levels of LDL-C. These findings suggest that an
approach of “the lower, the better” for LDL-C lowering, as opposed to a
purely target-driven one, should be considered in secondary prevention.

Bempedoic acid has recently gained traction as a lipid-lowering
therapy, particularly in statin-intolerant patients. A randomized
double-blind trial by Nissen et al. involving 13,970 patients unable or
unwilling to take statin, demonstrated that bempedoic acid resulted in a
21.1 % greater reduction in LDL-C compared to placebo and signifi-
cantly decreased the risk of MACE [819 patients (11.7 %) vs. 927 (13.3
%); HR 0.87, 95 % CI, 0.79-0.96, p = 0.004). However, its use was
associated with increased rates of gout and cholelithiasis [9]. As a result,
it has emerged as a viable alternative for lowering MACE risk in
statin-intolerant individuals, complementing other therapeutic strate-
gies for high-risk patients.

Inclisiran, a small interfering ribonucleic acid (RNA) therapy tar-
geting hepatic PCSK9 synthesis, was also discovered to achieve sus-
tained LDL-C reduction with biannual dosing. In one trial by Ray et al. in
2017, inclisiran demonstrated a 35.5 % to 52.6 % reduction in LDL-C in
patients with ASCVD or equivalent risk, compared to placebo (p <
0.001) [10]. The ORION-10 and ORION-11 trials further demonstrated
LDL-C reductions of about 52.3 % (95 % CI 48.8 %-55.7 %) and 49.9 %
(95 % % CI 46.6 %-53.1 %), respectively over 510 days with inclisiran
administered biannually, with mild injection-site reactions as the pri-
mary adverse event [11]. Overall, LDL-C reductions of approximately 50
% were achieved with inclisiran. Future advancements in lipid-lowering
therapies are likely to focus on long-acting PCSK9i, easier administra-
tion routes (such as oral) and novel small molecule inhibitors [12].

2.2. Joseph stokes III, MD pioneer in prevention award lecture (Sergio
Fagzio, MD, PhD, FASPC)

The ASPC faces challenges in establishing preventive cardiology as a
distinct subspecialty. A key challenge is functional overlap with general
cardiology, which often views prevention as part of its core practice, and
from organizations such as the National Lipid Association and Car-
diometabolic Health Alliance. However, the ASPC’s strength lies in its
specific focus on cardiovascular health, setting it apart from groups
concentrating on lipids or metabolic conditions. With a membership
primarily comprising cardiologists and cardiovascular professionals, the
ASPC is well-positioned to lead in preventive cardiology. As part of the
strategic framework for this process, a proposal was made for a
comprehensive training and certification process to ensure nationwide
and global adoption of preventive cardiology practices. Advocacy for
cost regulation and insurance coverage of essential tests was also
emphasized to enhance accessibility.

2.3. The nanette wenger award lecture: where are we now? — From WISE
to Chest Pain guidelines and improving CVD care for Women (Noel Bairey-
Merz, MD)

Non-obstructive coronary disease is more prevalent in women than
in men, particularly in the context of ST-elevation myocardial infarction
(STEMI) and non-ST-elevation myocardial infarction (NSTEMI). Women
and non-White individuals with chest pain are also more likely to have
non-obstructive coronary artery disease (CAD) [13]. This is thought to
be linked to sex/ethnicity-specific conditions such as post-menopause,
low estrogen levels, and polycystic ovarian syndrome, which elevate
cardiovascular risk factors like hypertension, obesity, and hyperlipid-
emia, leading to coronary endothelial dysfunction [14]. Pharmacologic
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interventions from studies such as WISE (Women’s Ischemia Syndrome
Evaluation) were discussed at ASPC 2024 and noted to have advanced
existing knowledge regarding this topic [15].

There is particular interest in the recently completed WARRIOR Trial
(Women’s Ischemia Treatment Reduces Events in Non-ObstRuctive
Coronary Artery Disease Trial) which randomized 4422 women with
symptomatic, non-obstructive CAD to intensive medical therapy (on a
statin and an angiotensin-converting enzyme inhibitor (ACEi)/angio-
tensin receptor blocker (ARB)) vs usual care to study the reduction in
MACE [16]. Overall, observational studies have demonstrated myocar-
dial ischemia with non-obstructive coronary arteries is more common in
women, and mechanisms include traditional cardiac and sex-specific
risk factors. Interventional trials are ongoing, and translational work is
crucial to success in therapeutic development.

2.4. American journal of preventative cardiology (AJPC) Editor’s update
and Top 5 papers in prevention (Nathan D. Wong, PhD, MASPC)

An update of the AJPC was presented. Through July 2024, sub-
missions for the year have exceeded all submissions during 2023, and
there has also been a more selective process required for article accep-
tance. With the more significant number of submissions, processing has
increased slightly to 7.4 weeks for the first decision. Of note, while many
journals saw a decrease in their impact factor, the AJPC’s impact factor
remained strong, increasing slightly to 4.3. Moreover, the AJPC
currently ranks 45 out of 220 (79.8th percentile) worldwide after only
4" years of publication. AJPC is frequently cited by the Journal of the
American College of Cardiology, Circulation, and the New England Journal
of Medicine. The Journal’s editorial board is diverse, with 77 editorial
board members representing 20 countries, 27 % being women, similar to
the 29 % of cardiovascular authors being women; however, the Journal
continues to seek greater diversity in both its editorial board as well as in
geographic distribution of its published articles. The top 5 editorial picks
for articles related to preventive cardiology (among all journals)
included:

2.4.1. Semaglutide and Cardiovascular outcomes in obesity without
diabetes (SELECT)[17]

The SELECT trial was designed to evaluate whether adding sem-
aglutide to the standard of care was more effective than a placebo in
reducing MACE among patients with obesity and pre-existing CVD who
did not have type 2 diabetes (T2DM). The trial included participants
who met the following inclusion criteria: 1) 45 years or older, 2) Body
Mass Index (BMI) >27 kg/mz, and 3) Established CVD. The trial found a
statistically significant reduction in the primary endpoint (MACE, CV
death, nonfatal Myocardial Infarction (MI), and nonfatal stroke) with
semaglutide (HR 0.80, Absolute Risk Reduction (ARR) 1.5 %, 95 % CI
0.72-0.90, p < 0.001). There was also a notable reduction in cardio-
vascular death (HR 0.85, ARR 0.5 %, 95 % CI 0.71-1.01, p = 0.07), heart
failure composite endpoint (HR 0.82, ARR 0.7 %, 95 % CI 0.71-0.96),
and death from any cause (HR 0.81, ARR 0.9 %, 95 % CI 0.71-0.93).
Notably, there was also a 73 % reduction in the risk of incident T2DM.
Thus, over a mean follow-up period of 39.8 months, weekly subcu-
taneous injections of 2.4 mg semaglutide were superior to placebo in
reducing composite cardiovascular outcomes and its components among
patients with pre-existing CVD and overweight or obesity but without
T2DM.

2.4.2. Cardiovascular-kidney-metabolic health: a presidential advisory
from the American heart association[18]

Cardiovascular-Kidney-Metabolic (CKM) Health refers to the inter-
connected pathophysiology of heart disease, kidney disease, T2DM, and
obesity, which collectively contribute to poor health outcomes. CKM
health is categorized into stages, each with specific treatment guide-
lines, as outlined by the American Heart Association (AHA).
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e Stage 0 (No CKM Risk Factors): Focuses on prevention through
school and family-based interventions to promote healthy lifestyles.
Stage 1 (Excess or Dysfunctional Adiposity): Targets weight loss to
address obesity and its associated risks.

Stage 2 [Metabolic Risk Factors or Chronic Kidney Disease (CKD)]:
Involves managing cardiovascular risk factors, such as hypertension
and T2DM, to prevent disease progression.

Stage 3 (Subclinical Cardiovascular Disease in CKM Syndrome):
Utilizes medications like statins, ACEi, and beta-blockers to manage
subclinical cardiovascular disease.

Stage 4 (Clinical Cardiovascular Disease in CKM Syndrome): Re-
quires intensive pharmacologic therapies to manage advanced car-
diovascular disease and its complications, including kidney failure.

This structured approach emphasizes early intervention and tailored
treatment strategies to improve outcomes across the CKM health
spectrum.

2.4.3. When does a coronary calcium score equate to secondary prevention
[19]?

This study involved 4949 patients from the multinational Phase 1
and Phase 2 CONFIRM (Coronary Computed Tomography Angiography
(CCTA) Evaluation for Clinical Outcomes: An International Multicenter)
registry, with a mean age of 57.6 years and 56.0 % being male. The
authors performed a cohort study comparing event rates of patients with
established ASVCD (documented history of MI, stroke, or peripheral
artery disease (PAD)) to event rates in persons with no history of ASCVD
and known coronary artery calcium scores (CAC) to ascertain at what
level elevated CAC equates to the risk associated with existing ASCVD.

The study assessed outcomes, including all-cause mortality and
MACE, over a median follow-up period of 4 years. Participants with a
CAC >300 Agatston Units (AU) had a risk of MACE that was equivalent
to those with pre-existing ASCVD who were already undergoing treat-
ment. This finding supports the concept of a risk continuum between
primary and secondary prevention, strongly supporting the use of CAC
for risk stratification and consideration of aggressive preventive thera-
pies for those with CAC >300 AU, even in the absence of clinical ASCVD.

2.4.4. High Lipoprotein(a): actionable strategies for risk assessment and
mitigation[20]

This review discussed the clinical guidelines and consensus state-
ments from various national and international cardiovascular organi-
zations on Lipoprotein(a) [Lp(a)] detection and treatment strategies.
The report highlighted that multiple societies recommend Lp(a) testing,
recognizing that elevated Lp(a) levels are causally linked to ASCVD,
calcific aortic stenosis, and may contribute to thrombotic conditions.
Additionally, identifying high Lp(a) levels can help clinicians tailor in-
terventions to reduce cardiovascular risk factors more effectively.
Additional research focusing on non-White populations and therapeutic
outcome trials is necessary and currently underway, with results antic-
ipated in the coming years.

2.4.5. Atherosclerotic coronary plaque regression from lipid-lowering
therapies: a meta-analysis and meta regression[21]

This study assessed the impact of various lipid-lowering therapies on
plaque regression, using multiple markers and conducting subgroup
analyses based on the type of therapy and post-treatment LDL-C levels.
The therapies evaluated included low and high-intensity statins, eico-
sapentaenoic acid (EPA), ezetimibe, and PCSK9i. The primary outcomes
measured were changes in percent atheroma volume, plaque lumen
volume, and vessel volume. Lipid-lowering therapies resulted in a sig-
nificant reduction in total atheroma volume, with a mean decrease of
-5.84 mm?® (p < 0.001), and in percent atheroma volume, with a mean
reduction of -1.10 % (p < 0.001). Significant plaque regression was
observed particularly with high-intensity statins, low-intensity statins
combined with ezetimibe, lower-intensity statins combined with EPA,
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and PCSK9i. High-intensity statins were the most effective, driving the
largest reduction in total atheroma volume (-7.60 mm?3, p < 0.01).

3. Cohort Studies & population health

3.1. Lessons from the multi-ethnic study of atherosclerosis study (MESA,
Khurram Nasir, MD, MPH, FASPC)

Studies utilizing MESA have offered important insights into CVD
prevention. One such study was conducted by Detrano et al., which
included 6722 men and women over a mean 3.8-year period to learn
whether CAC predicted coronary heart disease [22]. The study found
that across four racial and ethnic groups, compared to participants with
no CAC, the adjusted risk of a coronary event was increased by a factor
of 7.8 among participants with CAC between 101 and 300 AU and by a
factor of 9.7 among participants with scores > 300 AU (p < 0.001 for
both comparisons). Based on these findings, the 2010 American College
of Cardiology (ACC)/AHA Guidelines recommend using CAC to assess
the burden of atherosclerosis in patients with borderline or intermediate
ASCVD risk when cardiovascular risk remains uncertain [23].

3.2. Lessons from progression of early subclinical atherosclerosis (PESA,
Ines Garcia Lunar, MD, PhD)

The PESA study, a longitudinal investigation involving 4200 par-
ticipants (1500 women) with over 16 years of follow-up, included
asymptomatic individuals free of clinical CVD who underwent screening
for subclinical atherosclerosis with ultrasound and CAC [24]. The study
has advanced to include sophisticated imaging techniques, such as
Positron Emission Tomography/Magnetic Resonance Imaging (MRI)
and cardiac MRI, for nearly 800 participants. Key findings from PESA
include the high prevalence and rapid progression of subclinical
atherosclerosis among middle-aged subjects.

Additionally, PESA has revealed that plaque in the carotid or femoral
arteries is present in approximately 40 % of participants with a zero
CAC. Looking ahead, the principal investigators plan to conduct a 5-year
randomized trial. This trial will involve 4184 asymptomatic middle-
aged patients aged 20-39 with LDL-C levels >70 mg/dL and no his-
tory of CVD, comparing active treatment (including statins, metformin,
Sodium-glucose cotransporter-2 inhibitors (SGLT2i), etc.) against stan-
dard care (defined as annual follow-up). The objective of this trial is to
determine whether early treatment of asymptomatic subclinical
atherosclerosis in this patient population may result in better long-term
outcomes [25,26].

3.3. Lessons from the coronary artery risk development in young adults
(CARDIA, Sadiya Khan, MD, MSc)

The CARDIA study began enrollment in 1985 with an initial group of
5115 Black and White men and women aged 18-30 years and has
examined the development of clinical and subclinical CVD [27]. The
study has been broken into 3 Phases: Phase 1 (Lifestyle, Determinants of
Future Risk), Phase 2 (Subclinical Disease) and Phase 3 (Emerging
Events). A key finding from the CARDIA study is that cardiac risk factors
present before age 35 are significant predictors and potential targets for
preventing heart failure across different racial groups [28]. The study
has further documented the detrimental impact of healthcare disparities
across racial groups and delineated drivers of racial inequality,
including factors such as lifestyle, depression, and socioeconomic
background. These healthcare disparities have been linked to premature
CVD [29,30]. Recently, CARDIA has evaluated the impact of a history of
gestational diabetes on CAC in women. Women with a history of
gestational diabetes have a two-fold increased risk of CAC across all
subsequent levels of glucose tolerance [31].
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4. Innovative strategies in CVD prevention

ASPC featured a discussion panel about innovative strategies for CVD
prevention. This included lectures on the experience of the Korean Lipid
and Atherosclerosis Society for CVD prevention, advances in lipid
management for atherosclerosis prevention, and advancements in pre-
ventive cardiology (including genomics and precision medicine).

4.1. Korean lipid and atherosclerosis society and korean society for
preventive cardiology (Hyeon Chang Kim, MD, PhD)

In the initial discussion of this topic, it was shown that mortality
linked to CVD has been declining over recent years. However, the
incidence of MI and stroke varies according to age groups and countries.
The Korean experience highlighted how leveraging big data for real-
time collection has significantly influenced CVD prevention efforts
[32]. This approach is exemplified by the National Health Insurance
(NHI) of Korea, which enables rapid population-level analysis and fa-
cilitates large-scale interventions and recommendations. However,
despite its promising potential, this database has limitations, including
biases in data collection, a lack of deep phenotyping, and the exclusion
of non-covered services and treatment outcomes [33].

4.2. LDL-C goals in cardiovascular prevention: IMPROVE-IT and
RACING trials (Jung-Joon Cha, MD, PhD)

Aggressive LDL-C lowering in high-risk patients is an area of active
research [34]. An important topic discussed was the importance of
primary and secondary prevention in the Korean LDL-C treatment al-
gorithm [2,35]. However, gaps persist in achieving treatment goals,
potentially due to concerns about the side effects of high-intensity sta-
tins in the Asian population [36,37].

Ezetimibe has emerged as an alternative therapy to tackle these side-
effects. The effects of ezetimibe combined with moderate-intensity sta-
tins (as opposed to high-intensity statins) are particularly notable while
offering a safer drug profile [38,39]. RACING, a randomized
non-inferiority trial, included those with ASCVD receiving
moderate-intensity statin with ezetimibe (rosuvastatin 10 mg with
ezetimibe 10 mg) vs. high-intensity statin monotherapy (rosuvastatin 20
mg) and showed noninferiority among both types of treatment, sup-
porting this concept [40].

4.3. Genetic approach of the cardiovascular prevention medicine
(Michael Honigberg, MD, MPP)

Precision medicine is defined as an approach to cardiovascular pre-
ventive medicine that considers a person’s genetics, lifestyle, and ex-
posures as determinants of cardiovascular health and disease
phenotypes [41]. Genetics play a critical role in diseases such as familial
hypercholesterolemia and various cardiomyopathies [42]. The role of
genetics in CVD has been increasingly recognized, as many genomic
regions linked to CAD are not associated with traditional risk factors,
underscoring the need for deeper biological exploration [43]. Genomics
can be a helpful tool when it is correlated with conventional factors[44]
and risk scoring, including cross-ancestry generalizability [43,45].

Further, proteomic analyses are being utilized to predict ASCVD risk
across various cardiovascular conditions, marking a significant
advancement in precision medicine [46,47]. Advanced
machine-learning techniques are being used to identify ASCVD risk
through imaging modalities such as CT and chest X-rays, allowing
earlier and more accurate diagnosis [47,48]. In this way, precision
medicine is increasingly being informed by polygenic scores, multi-omic
markers, machine learning for opportunistic risk identification, and
personalized care strategies, showing a promising future in CVD
prevention.
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5. Advances in obesity management: integrating glucagon-like
peptide-1-based strategies into clinical practice (Ann Marie
Navar, MD, PhD, FASPC and Ashish Sarraju, MD)

This session provided a comprehensive exploration of advances in
obesity care, mainly focusing on the integration of Glucagon-like Pep-
tide-1 receptor agonists (GLP1 RA) into clinical practice. The discussions
began with an insightful review of the historical context of obesity
management, highlighting the limitations of traditional methods and the
emergence of pharmacological interventions that target the metabolic
processes contributing to obesity.

5.1. Look AHEAD research group (Ambarish Pandey, MD)

Novel data on obesity trends have emphasized the increasing prev-
alence of obesity and its direct correlation with heightened CVD. Data
from the Look AHEAD Research Group (2013, 2016) has provided a
foundational understanding of the long-term implications of obesity on
cardiovascular health [49]. The group studied over 5000 patients with
T2DM with BMI> 25 kg/m2, aged between 45 and 75 years old, and
demonstrated that lifestyle modification was associated with a signifi-
cant reduction in weight. It was also noted that participants who ach-
ieved a 10 % reduction in body weight experienced a significant
decrease in MACE.

GLP-1 RA such as semaglutide and tirzepatide have shown promising
results in reducing not only weight but also the incidence of cardio-
vascular events [50-52]. In one retrospective cohort study completed by
Chuang et al. of 14,834 patients with T2DM treated with tirzepatide vs.
125,474 patients with T2DM treated with GLP-1 RA, tirzepatide treat-
ment was associated with lower all-cause mortality (HR 0.58, 95 % CI
0.45-0.75) and MACE (HR 0.80, 95 % CI 0.71-0.91) compared with
GLP-1 RA [53].

Although emerging data on tirzepatide is available, the SURPASS
CVOT is ongoing and anticipated to conclude in late 2024. SURPASS
CVOT is a randomized, double-blind study including 13, 299 partici-
pants from over 30 countries [54]. The inclusion criteria for this study
was men and women over 40 years old with T2DM (HbA1C >7 % and
<10.5 %) and BMI >25 kg/m2 associated with either documented CAD,
cerebrovascular disease or PAD. The objective of the study is to compare
the effect of weekly tirzepatide (dose-escalated up to 15 mg) with
once-weekly dulaglutide (1.5 mg) in patients with T2DM and estab-
lished ASCVD. This would be the first trial comparing GLP-1 RA with a
dual GLP1 RA/gastric inhibitory peptide (GIP) agonists in participants
with T2DM and established ASCVD.

Next-generation therapies, such as GLP-1 co-agonists and triple ag-
onists, are poised to offer broader cardiometabolic benefits. They are
currently undergoing rigorous clinical trials to evaluate their efficacy
and safety on a broader population [52,55].

5.2. LEADER and SUSTAIN: liraglutide and semaglutide (Petra Zubin
Maslov, MD, PhD)

The LEADER trial investigated the effects of liraglutide in patients
with T2DM at high cardiovascular risk [56]. This trial demonstrated a
significant reduction in MACE, marking a milestone in the management
of T2DM with cardiovascular comorbidities. Over 9000 patients were
divided into two cohorts (liraglutide vs placebo) and followed for 3.8
years. This study observed that patients taking liraglutide experienced
fewer deaths from cardiovascular causes compared to those receiving a
placebo. Additionally, there was a non-significant reduction in the
incidence of non-fatal strokes, nonfatal myocardial infarctions (MI), and
hospitalizations for heart failure.

The SUSTAIN-6 trial evaluated semaglutide in over 3000 patients
with T2DM who were randomized to receive once-weekly semaglutide
or placebo over 104 weeks. The trial demonstrated a significantly lower
rate of cardiovascular death, non-fatal MI, and non-fatal stroke among
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patients receiving semaglutide compared to placebo, reinforcing the role
of GLP-1 RA in reducing cardiovascular risk [57].

Trials such as SURMOUNT and PIONEER have shown GLP-1 RA can
lead to significant reductions in systolic blood pressure, primarily
through weight loss [55,58,59]. This finding is particularly relevant
given the high prevalence of hypertension secondary to obesity in the US
[55,60].

6. Society of computed tomography at the aspc congress (Sneha
Shah Jain, MD and Khurram Nasir, MD, MPH, FASPC)

The Society of Cardiovascular Computed Tomography (SCCT) ses-
sion at the ASPC Congress emphasized the critical role of cardiac CT in
CVD prevention. The session explored its importance in the early
detection of CAD and the evaluation of plaque characteristics and high-
risk features. Discussions also focused on the integration of cardiac CT
into real-world preventive cardiology applications. The session finally
examined emerging technologies in cardiac CT and their potential to
transform preventive cardiology.

6.1. Revolutionizing risk stratification: the role of cardiac CT in early
detection of CAD (Maros Ferencik, MD, PhD, MCR)

CCTA is a tool that can detect obstructive and non-obstructive CAD
in the early stages of the disease [61]. The diagnostic accuracy was
validated by Knuuti et al [62]. in a meta-analysis involving 132 studies
and 28,664 patients; the study found a high diagnostic accuracy with an
area under the curve of 0.72 in comparison with functional studies of
0.64 in predicting cardiovascular events. The PROMISE trial corrobo-
rates this data, showing that CCTA can better predict cardiovascular
events in patients with non-obstructive CAD compared to functional
testing methods [63]. The PARADIGM study provided crucial data on
the impact of statins on plaque volume, showcasing examples where a
CCTA-driven strategy led to significant reductions in total and
non-calcified plaque volumes, typically accompanied by an increase in
calcified plaque, an indicator of plaque stabilization [64].

6.2. Beyond lumens: cardiac CT for assessing plaque characteristics and
vulnerability (Damini Dey, PhD)

Common high-risk plaque (HRP) features include low-attenuation
plaque (LAP), positive remodeling, and the napkin-ring sign which are
all associated with MACE. The SCOT-HEART and PROMISE trials
demonstrated that many patients who experienced MACE did not have
visually assessed HRP, underscoring the challenge in predicting which
individual plaques may lead to ACS [65]. Quantitative coronary plaque
analysis aids in this risk stratification. Data from the SCOT-HEART
showed that patients with a higher burden of LAP are almost five
times more likely to experience MI [51]. The development of artificial
intelligence (AI) and deep learning has reduced the computation time of
quantitative plaque analysis to 5.6 seconds from 25.7 minutes, thus
revolutionizing coronary plaque analysis [66,67].

6.3. Integrating cardiac CT in preventive cardiology: guidelines and real-
world applications (Ron Blankstein, MD, FASPC)

Although primarily recommended in patients with borderline or in-
termediate 10-year ASCVD risk, CAC scoring shows significant prog-
nostic utility in low-risk individuals with an elevated Lp(a) or strong
family history [68]. CCTA is increasingly recognized for effective
assessment in selected asymptomatic individuals, particularly in those at
high risk of noncalcified plaque, and for monitoring the effect of pre-
ventive therapies [68]. Data on patient with sequential CCTA showed an
independent association between Lp(a) >125 nmol/L and increased
plaque volume, the presence of LAP, high pericoronary adipose tissue
attenuation and plaque progression, all of which are linked to MACE
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[69]. These imaging modalities may be helpful in personalizing pre-
ventive strategies and optimizing CVD outcomes.

6.4. The future of cardiac CT: emerging technologies and their potential
impact on preventive cardiology (Leandro Slipczuk, MD, PhD)

The ISCHEMIA trial noted that an initial invasive approach was not
superior to conservative management in reducing the recurrence and
total number of cardiovascular events in patients with stable CAD and
moderate to severe ischemia [70]. This trial challenged the assumption
that an invasive approach necessarily provides superior long-term ben-
efits for stable CAD patients and highlighted the role of CCTA in diag-
nosis and management.

The advances in hardware development were underscored, high-
lighting photon-counting CT and spectral CT, allowing enhanced im-
aging quality with reduced radiation exposure and contrast dosage,
boosting safety and effectiveness [71]. There has been an increased
usage of routine chest CTs to identify CAC and thoracic aorta calcifica-
tion (TAC), serving as early detection to allow prevention of cardio-
vascular events with pre-existing data [72]. Furthermore, the
application of Al, deep learning, and machine learning in cardiac CT was
highlighted as not only the future but also a current reality. However,
the deployment of Al in research and clinical settings must be
approached cautiously to prevent bias and ensure equitable healthcare
outcomes across diverse populations of patients [73,74].

In addition, the concept of the CCTA-based radiomics signature for
predicting coronary plaque behavior was explained. This approach
holds the potential to tailor cardiology treatments basing the therapy on
the specific patient phenotype [66]. New risk markers and special
populations, such as young adults and patients with
metabolic-associated steatosis liver disease (MASLD) or osteopenia,
could potentially benefit from the use of cardiac CT in improving
prognostic outcomes; for example, the identification of CAC and TAC in
young patients with LDL >190 mg/dL can help in risk stratification and
management [75]. Selective use of CTA-guided prevention therapies
may change the way we practice preventive medicine[76]; the impor-
tance of the SCOT-HEART 2 and TRANSFORM trials may provide new
possibilities for CCTA, but cost-effectiveness analyses will be necessary
[771.

7. Debates & emerging therapies

Debates featuring controversial issues in preventive cardiology have
been a long-standing tradition of the ASPC (including in collaboration
with the AHA) since its early years. The 2024 ASPC Congress featured
debates on the therapeutic impact of colchicine on LDL-C, CAC vs CCTA
in refining ASCVD risk prevention, and Lp(a) as an actionable lipid
marker.

7.1. Reducing residual cvd risk: adding colchicine vs. aggressive lipid
lowering (Daniel Soffer, MD vs. Michael Wilkinson, MD)

Both residual LDL-C levels and inflammation represent essential
components of residual ASCVD risk. The impact of colchicine on LAP
volume was reported by Vaidya et al. in 2018 [78]. Their observational
study included 80 patients with recent ACS ( < 1 month) receiving either
0.5 mg/day colchicine + optimal medical therapy (OMT) or OMT alone
over 1 year and noted a significant reduction in LAP volume and
high-sensitivity C-reactive protein (hsCRP) in the colchicine + OMT arm
[78].

In a randomized, double-blind trial involving 5522 patients with
chronic coronary disease, colchicine 0.5 mg daily significantly reduced
the risk of MACE compared to placebo, with a hazard ratio of 0.69 (95 %
CI 0.57-0.83, p < 0.001) [79]. The secondary endpoint (cardiovascular
death, myocardial infarction, or stroke) was also reduced (HR 0.72).
However, non-cardiovascular mortality was higher in the colchicine
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group, highlighting potential trade-offs in its use for cardiovascular risk
reduction. In another randomized, double-blind trial of 4745 patients
treated with colchicine within 30 days of MI, low-dose colchicine (0.5
mg daily) significantly reduced the composite risk of cardiovascular
events, including cardiovascular death, resuscitated cardiac arrest,
myocardial infarction, stroke, or urgent revascularization (HR 0.77, 95
% CI 0.61-0.96, p = 0.02) [80]. Colchicine offers the advantages of easy
accessibility and safety. However, its role in preventive therapy is still
highly underutilized in clinical practice.

Conversely, the arsenal for further LDL-C reduction has significantly
expanded, with a ’lower is better’ approach in secondary prevention
gaining increasing support. Bempedoic acid has also recently gained
popularity as a lipid-lowering therapy, mainly due to prior reports of a
21.7 % reduction in LDL-C, particularly in statin-intolerant patients as
previously discussed [9]. In conclusion, there was consensus that both
approaches are complementary and should be considered in managing
high-risk individuals.

7.2. CAC/CCTA is the imaging modality of choice in refining ascvd risk in
primary prevention (Matthew Budoff, MD, FASPC vs. Seamus Whelton,
MD, MPH)

The MESA study has previously documented that a higher CAC in-
creases the short and long-term risk of ASCVD. Zero CAC has been
specifically noted to portend a favorable long-term prognosis, while CAC
> 300 AU or >75th percentile portends a higher CV risk, requiring more
intensive preventive care [81,82]. CAC is less expensive, requires less
training to analyze, and has less radiation risk with comparable risk
prediction to CCTA. CCTA appears useful in certain patient groups such
as younger patients (<45-50 years old), those with a significant history
of family CVD, and in those in whom surveillance of non-calcified pla-
que is being monitored after lipid-lowering therapy, with this last
concept currently exclusively within research.

The conclusion was that while CAC is currently recommended for
asymptomatic individuals[83] while CCTA is not, emerging research
suggests that CCTA may offer benefits in specific subgroups. Ongoing
research will shed more light into the role of CCTA in asymptomatic
patients within the next few years.

7.3. Lp(a) in primary prevention is actionable today (Vera Bittner, MD,
MSPH vs. Roger Blumenthal, MD, FASPC)

AJPC recently published an article regarding Lp(a) diagnostic and
treatment algorithms [84]. In one study across five academic health
centers associated with the University of California, only 0.3 % of 5553,
654 patients had prior Lp(a) testing [85]. Importantly, there are racial
differences in Lp(a) measurements as non-Hispanic Black individuals
have higher odds of Lp(a) >50 mg/dL as compared with non-Hispanic
White individuals [86]. Overall, these aforementioned studies have
shown a benefit in prioritizing Lp(a) measurement for individuals with
prevalent ASCVD, calcific aortic valve disease, family history of pre-
mature ASCVD and suboptimal response to high-intensity statin therapy.
Barriers to universal Lp(a) measurement have been previously described
to be lack of a universal assay, physician burden from increased testing,
and lack of clear consensus for management of high Lp(a). Current
practice has focused on traditional risk factor control but future data on
this topic may support Lp(a) treatment as an important step in primary
and secondary prevention.

8. Inflammation and CVD (Brittany Weber, MD and Michael
Garshick, MD)

The session provided an in-depth exploration of the inflammatory
pathways contributing to atherosclerotic plaque formation and the role
of inflammatory markers in CAD. The findings underscored the signifi-
cance of combining lipid-lowering and anti-inflammatory therapies to
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address cardiovascular risks, especially in patients with autoimmune
diseases. The session also emphasized the importance of multidisci-
plinary approaches, involving cardiology, rheumatology, and derma-
tology, to effectively manage cardiovascular risks in patients with
autoimmune diseases.

8.1. From Inflammation to plaque formation: tracing the pathways to
atherosclerosis (David Patrick, MD, PhD)

There are multiple inflammatory pathways leading to atherosclerotic
plaque formation in CAD. The process begins with LDL being engulfed
by macrophages, forming modified LDL, which recruit other inflam-
matory cells, including T-cells and dendritic cells [87]. This process
contributes to the formation of foam cells and fatty streaks [87]. Addi-
tionally, nitric oxide (NO) plays a central role in regulating endothelial
cell function. Still, traditional risk factors such as smoking, hyperten-
sion, hyperlipidemia, and T2DM can disrupt NO production, leading to
inappropriate endothelial cell activation [87]. This triggers an inflam-
matory cascade and the activation of Transforming Growth Factor-B,
Platelet-Derived Growth Factors, Heparin-binding EGF-like growth
factors, and Fibroblast Growth Factors, resulting in smooth muscle cell
migration, proliferation, and plaque progression.

Moreover, multiple studies have examined the relationship between
increasing quartiles of baseline hsCRP and LDL-C levels as predictors of
cardiovascular deaths, MACE, and all-cause deaths [88]. It was found
that hsCRP was a strong predictor of future cardiovascular events. In the
AFCAPS/TexCAPS trial consisting of 6605 participants with elevated
LDL-C and hsCRP, lovastatin therapy reduced the hsCRP level by 14.8 %
(p < 0.001) which was associated with a lower rates of coronary events
(number needed to treat for five years to prevent 1 event, 47; p = 0.005)
[89].

A comparison conducted by Conrad et al. of 446,449 individuals
with one or more autoimmune diseases and a 2102,830 individuals
matched cohort, cardiovascular disease rates per 1000 person-years
showed an increased risk across ages and sexes in the autoimmune
cohort (HR 1.56, 95 % CI 1.52-1.59) [90]. The increased risk is sec-
ondary to traditional risk factors, heightened inflammation driven by
cytokines, T-cell-mediated injury, neutrophils, and complement activa-
tion, which can directly activate endothelial cells and contribute to
plaque progression [88].

These findings underscore the need for combined therapies,
including effective lipid-lowering and possibly anti-inflammatory drugs,
to reduce residual cardiovascular risk. For instance, in the CANTOS trial
comprising of 4833 patients with stable coronary atherosclerosis dis-
ease, patients receiving canakinumab (a monoclonal antibody targeting
interleukin-1 beta) who achieved IL-6 levels below the median showed a
32 % reduction in MACE, a 52 % decrease in cardiovascular mortality,
and a 48 % reduction in all-cause mortality (p < 0.001) [91].

8.2. Targeting inflammation in autoimmunity to reduce cardiovascular
disease: ready for primetime? (Jon Giles, MD, MPH)

In a meta-analysis by Zubieta et al. consisting of 24 studies and
111,758 patients, rheumatoid arthritis (RA) was associated with a 50 %
increased risk of cardiovascular mortality compared to matched non-RA
controls (meta-standardized mortality ratio 1.50, 95 % CI 1.39-1.61)
[92]. Patients with RA also have a higher burden of atherosclerotic
plaques, as detected by CCTA [93-95]. These plaques tend to be more
inflamed and prone to rupture [96]. RA contributes to this increased risk
through both a higher prevalence of traditional CVD risk factors, such as
smoking and hypertension, and RA-specific factors, including elevated
levels of inflammation, cytokines, T cells, and monocytes [97-99].

Furthermore, a meta-analysis of 34 studies consisting of 456,734 by
Roubille et al. showed that the use of methotrexate (MTX) was associ-
ated with a 28 % reduction in all CVD events across eight cohort studies
(HR 0.72, 95 % CI 0.57-0.91), while TNF inhibitors were linked to a 30
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% reduction in CVD events across 16 cohort studies (HR 0.70, 95 % CI
0.54-0.90) [99]. Similar findings were reported by Kang EH et al. and
Giles JT et al. for abatacept, tocilizumab, and etanercept [97,100].

In the TARGET trial by Solomon et al., tumor necrosis factor in-
hibitors (TNFi) were compared with triple therapy (sulfasalazine,
hydroxychloroquine, and TNFi) in 115 RA patients with an inadequate
response to MTX (median age of 58 years, 71 % women) [101]. The trial
showed an 8 % decrease in fluorodeoxyglucose uptake (p = 0.001), a
marker of vascular inflammation, in both the TNFi and triple therapy
groups. Solomon et al. reported that individuals with lower
multi-biomarker disease activity scores, which is composed of multiple
inflammation biomarkers, experienced the greatest reduction in arterial
radiotracer uptake [101].

However, there are multiple adverse effects of immunomodulators.
The ORAL Surveillance Safety Trial conducted by Ytterberg SR et al.
involved 1455 RA patients undergoing MTX treatment and compared
the JAK inhibitor tofacitinib with TNFi and observed the occurrence of
MACE [102]. Tofacitinib was not non-inferior to TNFi, indicating that
the risk of MACE was higher in tofacitinib. However, there was a
numerically lower incidence of MACE among those at the highest CVD
risk who were treated with statin therapy at baseline and received
tofacitinib, underscoring the cardioprotective role of statins in miti-
gating adverse effects of JAK inhibitors.

8.3. Practical Insights from cardio-inflammation clinics: lessons learned
and future directions (Michael Garshick, MD)

Conrad et al. demonstrated that in a cohort of 2.5 million patients in
the United Kingdom, the development of CVD was 15.3 % in the auto-
immune population compared to 11 % in matched controls [90]. The
risk of CVD increased with the number of autoimmune diseases present
and was observed across a broad spectrum of autoimmune and
organ-specific conditions. Diverse cardiovascular manifestations were
noted, including arrhythmias such as atrial fibrillation and supraven-
tricular arrhythmia, as well as myocarditis, pericarditis, endocarditis,
and accelerated atherosclerosis [90].

Autoimmune diseases like systemic lupus erythematous and RA
adversely affect lipid profiles. In the KALIBRA study by Robertson et al.,
initiation of immunomodulatory medications of IL-6 inhibitors in 11 RA
patients decreased the LDL catabolic rate to 0.27 pools/day compared to
0.53 pools/day in controls (p = 0.006), leading to worsening dyslipi-
demia [103]. Additionally, in a meta-analysis of 66 RCTs enrolled 38,
574 patients, Magsood et al. showed that JAK inhibitors used in auto-
immune diseases increased the risk of venous thromboembolism in
clinical trials lasting 12 months or more (odds ratio (OR) 2.38, 95 % CI
1.24-4.57, p = 0.01) [104]. The results for MACE were similar but did
not reach statistical significance (OR 1.19, 95 % CI 0.86-1.64) [104].

Similarly, Ytterberg et al. found that tofacitinib, a JAK inhibitor, had
adverse effects on lipid profiles and increased the risk of MACE [102].
Therefore, when initiating JAK inhibitors, a comprehensive cardiovas-
cular risk evaluation, including history, cardiovascular risk score, Lp(a),
and hsCRP, should be performed [105]. In patients with high cardio-
vascular risk, cardiologists should be involved in mitigating the risk
through aggressive lipid-lowering therapy, antiplatelet agents, and
subclinical CAD testing thought CAC [105].

Despite the relationship between autoimmune disease, inflamma-
tion, and CVD risk, a survey of 100 patients with psoriasis revealed that
only 36 were recommended for CVD screening, and only 34 were
informed by healthcare professionals about the association between
psoriasis and increased CVD risk [106]. However, 84 patients indicated
they would be more receptive to discussing CVD risk through a multi-
disciplinary approach [92]. This led Garshick and Berger et al. to pro-
pose multidisciplinary management involving rheumatology,
dermatology, and cardiology for effective and comprehensive care of
autoimmune diseases with a high risk of developing CVD [107].
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9. Nutrition, exercise, and metabolism (Danielle Belardo, MD,
FASPC, Dharmesh Patel, MD, FASPC)

The session provided valuable insights into the relationship between
diet composition, processed foods, and obesity. It explored the ongoing
debate over low carbohydrate versus low-fat diets, discussing how each
impacts fat oxidation, insulin secretion, and energy expenditure. Addi-
tionally, it highlighted the dangers of consuming ultra-processed foods,
which significantly increase caloric intake and contribute to weight
gain. The session underscored the importance of a well-balanced diet,
emphasizing the need for caution with processed foods while promoting
healthier eating habits.

9.1. Carbs, Calories, and processed foods: insights into obesity and diet
composition (Kevin Hall, MD)

There is ongoing debate over whether a low-carbohydrate or low-fat
diet is more effective in promoting a healthier lifestyle. Hall et al.
compared a reduced carbohydrate (RC) diet to a reduced fat (RF) diet in
19 men and women without T2DM and with a BMI of > 30 kg/m? [108].
The RC diet led to decreased daily insulin secretion, which in turn
reduced calorie deposition in fat cells, increased fat oxidation (p <
0.001), and reduced energy expenditure (p = 0.099) [108]. However,
the RF diet resulted in greater cumulative body fat loss (p < 0.001).
Similarly, Hall and Guo et al. found that the RF diet increased energy
expenditure and led to more significant body fat loss [108].

Additionally, when Hall et al. compared a baseline diet to a low-
carbohydrate ketogenic diet in 17 men without T2DM and with a BMI
of > 25 kg/m?, the ketogenic diet led to a rapid and sustained decrease in
insulin secretion, an increase in ketosis, and increased fat oxidation,
though with no significant difference in energy expenditure [109]. The
session also emphasized the varying effects of diet composition: a
low-carbohydrate, high-fat diet caused a greater drop in postprandial
insulin, whereas a high-carbohydrate, low-fat diet led to lower energy
intake and more body fat loss [110]. Thus, the debate between RC and
RF diets remains a significant topic.

Furthermore, there are multiple dangers of widely available pro-
cessed foods. Ultra-processed foods were shown to increase energy
intake significantly and lead to weight gain, primarily through increased
body fat [111]. This underscores the importance of being cautious about
consuming ultra-processed foods despite their convenience and
availability.

9.2. Combating cardiovascular risks: nutritional interventions for lipids,
hypertension, and diabetes (Robert Ostfeld, MD, ScM)

Multiple studies have reported that there is a widespread deficiency
of a healthy diet within the population and underscored the critical role
of a healthy lifestyle in improving lipid profiles, hypertension, and
T2DM management. According to the National Health and Nutrition
Examination Survey of 11,696 participants from 2011-2018, only 0.7 %
followed an ideal healthy diet, which has the potential to prevent 42.4 %
of CVD events [112].

The 2019 ACC/AHA Primary Prevention of Cardiovascular Disease
Guideline recommends a diet rich in fruits, vegetables, legumes, nuts,
seeds, plant proteins, and fatty fish as optimal for the prevention of
ASCVD (Class I recommendation) [4]. Numerous studies have demon-
strated the positive impact of cholesterol-lowering diets on lipid profiles.
Jenkins et al. found that in 34 patients with hyperlipidemia, randomized
to a very-low-saturated-fat diet (control diet), the same diet plus 20 mg
lovastatin (statin diet), and a diet high in plant-based products (portfolio
diet), LDL-C levels decreased by 8.5 + 1.9 %, 33.3 &+ 1.9 %, and 29.6 +
1.3 %, respectively, after four weeks [113]. Additionally, a 30-year
follow-up by Glenn et al. on a plant-based portfolio diet in 73,924
women showed a reduced risk of total CVD (pooled HR, 0.92 [95 % CI,
0.89-0.95]), coronary heart disease (pooled HR 0.92, 95 % CI
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0.88-0.95), and stroke (pooled HR 0.92, 95 % CI 0.87-0.96) [114].

Plant-based diets have also shown favorable effects on hypertension
management. In the CARDIA study by Steffen et al., a 15-year follow-up
of 4304 participants aged 18-30 years revealed that plant food intake
was inversely related to the development of hypertension [115]. The
relative hazards of elevated blood pressure for higher quintiles of plant
food intake were 0.64 compared to 0.83 in the lowest quintile (p = 0.01)
[115]. Neal et al. demonstrated that in individuals over 60 years of age
with hypertension, the rates of stroke, MACE, and all-cause mortality
were lower with a salt substitute (75 % sodium chloride and 25 % po-
tassium chloride) than with regular salt (100 % sodium chloride) [116].

The Adventist Health Study, comprising of 60,903 Adventist Church
members in the US by Tonstad et al., found that a complete vegetarian
diet had the lowest incidence of T2DM at 2.9 %, compared to lacto-ovo
vegetarians, pes-co-vegetarians, semi-vegetarians, and non-vegetarians
[117]. Moreover, Sullivan et al. showed that over a 22-year follow-up
of 11,965 patients with ASCVD, higher plant-based diet index scores
were associated with a lower risk of T2DM (quintile 5 vs 1 HR 0.89, 95 %
CI 0.80-0.98, p = 0.01) [118].

Multiple risk factors for ASCVD—including T2DM, hypertension,
and hyperlipidemia—can all be mitigated by adopting a healthier diet
rich in plant-based foods. This is in line with the 2021 European Society
Guidelines, which advocate for a healthier diet to prevent adverse car-
diovascular outcomes and ensure comprehensive care [119].

9.3. The fiber factor: dietary strategies in diabetes and obesity prevention
(Nicola Guess, RD, PhD)

Fiber has a pivotal role in diet for weight management, T2DM con-
trol, and CVD risk reduction. Fiber aids in weight management by
enhancing satiety, promoting energy balance by increasing calorie
excretion through feces, and diluting energy by lowering the caloric
density of food [120]. Prior studies have reinforced the importance of
incorporating vegetables and fiber into the diet to reduce calorie intake
and support weight loss [121]. Additionally, a study by Simpson HC
et al. in 27 patients with T2DM, demonstrated that a high-fiber diet
improved glycemic control compared to a low carbohydrate diet (mean
postprandial glucose 7.6 + 1.2 vs 9.0 + 1.9, p < 0.001), independent of
weight loss [122]. The session concluded with innovative strategies to
increase fiber intake, such as partially replacing meat with legumes,
incorporating more soy and pea protein products, and trying new unique
recipes such as legume-based pastas.

10. Conclusion

The 2024 ASPC conference presented innovative research and
valuable insights into the evolving field of preventive cardiology, with a
particular focus on lipid-lowering therapies, cardiovascular-kidney-
metabolic health, and the integration of precision medicine. This
year’s discussions and studies highlighted the growing understanding of
interconnected cardiovascular, kidney, and metabolic diseases,
emphasizing early intervention and the use of innovative diagnostic and
therapeutic strategies like GLP-1 RA and advanced imaging techniques.
The findings presented not only reinforced the importance of addressing
traditional cardiovascular risk factors but also underscored the critical
role of emerging technologies and novel therapies in shaping the future
of preventive cardiology. As the field advances, these insights promise to
help optimize clinical outcomes through personalized but also accessible
and equitable care, offering new hope for reducing the burden of car-
diovascular disease.
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