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Abstract: 

Cardiovascular disease is a serious and rapidly expanding issue in the worldwide , contributing to about one-third of 

all fatalities and causing a substantial amount of morbidity. Additionally, it is of urgent concern as developing nations 

undergo lifestyle changes that bring new cardiovascular disease risk factors, sparking an increase in risk of 

cardiovascular disease in underdeveloped nations. Since careful risk reduction can lessen the burden of 
cardiovascular disease, primary prevention should be a top focus for all those who establish health policy. 

International guidelines are highly consistent about the need to stop smoking, optimise weight, and emphasise the 

value of exercise. However, guidelines differ slightly about how to treat hypertension and significantly about how to 

achieve an optimal lipid profile, which is still a concern. While once-popular concepts like the polypill seem to have 

no in-vivo value, there are still areas of potential future research, such as the advantages of lowering homocysteine 

and serum urates. 

Keywords: Primary prevention, cardiovascular disease, statins, exercise, diet, hypertension, smoking, alcohol, 

polypill, uric acid 

Corresponding author:  
JS Venkatesh, 
Department of Pharmacy Practice,  

S C S College of Pharmacy,  

Harapanahalli, Karnataka, India 
 

Please cite this article in press Sofy Sunny et al., Primary prevention of cardiovascular disease: A review of 

contemporary guidance and literature, Indo Am. J. P. Sci, 2024; 11 (01). 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

QR code 

 
 

https://zenodo.org/records/10614905
http://www.iajps.com/


IAJPS 2024, 11 (01), 201-210                        Sofy Sunny et al                           ISSN 2349-7750 

 

 

w w w . i a j p s . c o m  
 

Page 202 

INTRODUCTION: 

Coronary heart disease, peripheral artery disease, 

cerebrovascular disease, rheumatic and congenital 

heart illnesses, and venous thromboembolism are all 

included under the general term "cardiovascular 
disease" (CVD). 31% of deaths worldwide are related 

to CVD, with the bulk of cases being CHD and 

cerebrovascular accidents.1As the incidence of CVD 

risk factors rises in previously low-risk countries, the 

rate of CVD is predicted to climb globally.2 

 

As of right now, 80% of deaths from CVD occur in 

developing countries. In most of these countries, CVD 

is predicted to surpass infectious diseases as the 

leading cause of death. Not only is cardiovascular 

disease (CVD) the world's largest cause of death, but 

it also accounts for the majority of years of life lost due 
to disability.3Over 75% of premature CVD is thought 

to be preventable, according to the World Health 

Organisation (WHO), and lowering risk factors can 

help lessen the increasing burden of CVD on patients 

and healthcare professionals.4 Despite the fact that age 

is a in later years is not inevitable,5 thus risk reduction 

is crucial recognised risk factor for CVD, autopsy data 

indicates that the disease's development process. 

 

The INTERHEART trial showed the preventive 

benefits of eating a diet high in fruits and vegetables 
and engaging in regular physical activity, while also 

clarifying the impact of several CVD risk factors, such 

as smoking, diabetes, hypertension, dyslipidemia, and 

abdominal obesity.These risk variables contributed to 

the viability of standardised approaches to primary 

prevention of CVD worldwide since they were 

consistent across all populations and socioeconomic 

levels evaluated.6 

 

In this review, we examine the key elements of 

primary CVD prevention as they are covered in the 

most recent best practice guidelines from Europe and 
America, and we make an effort to give physicians a 

concise overview of these guidelines. 

 

METHODS: 

Specifically, we examined the most recent NICE 

(National Institute for Health and Care Excellence) 

guidelines.7-9Guidelines from the American Heart 

Association (AHA), American College of 

Cardiologists (ACC)12–14, and the European Society of 

Cardiology (ESC) 3–9, as well as those referred to by 

the ACC in the case of hypertension, are all 
recommended.16 We conducted a review of recent 

literature and highlighted the areas that these 

guidelines are intended to address. The search terms 

"Primary prevention in cardiovascular disease," 

"hypertension",‘lipids’, ‘exercise’, ‘smoking’, 

‘alcohol’‘polypill’, ‘weight’, ‘blood glucose’ and the 

term ‘cardiovascular disease prevention", were used to 

conduct a literature search. Data, guidelines and their 

scientific underpinning were extracted from the above 
and compared. 

 

DISCUSSION 

Here, we go over the key areas targeted for CVD 

primary prevention, including current 

recommendations, the information that backs them up 

as well as any differences in the guidelines' 

suggestions. 

 

LIFESTYLE MODIFICATIONS 

Exercise:It is widely acknowledged that exercise 

improves most health outcomes, and cardiovascular 
disease is no exception. Even at very high levels of 

exercise, there is very little direct correlation between 

mortality and morbidity from exercise, and for the vast 

majority of people, the advantages of exercise 

outweigh the hazards.16 

 

NICE recommend 150 minutes of moderate intensity 

aerobic activity per week, or 75 minutes of vigorous 

aerobic activity.This can be defined either subjectively 

or in terms of relative changes in metabolic rate.7The 

guidline also states that any form of exercise provides 
CVD risk reduction,with those newly starting exercise 

achieving greatest benefits and any subsequent 

increases providing significant but diminishing 

returns.17 

 

Diet:Diet is assumed to be a major factor in CVD risk, 

however there is conflicting evidence to support this 

claim, and there is also a lack of overwhelming 

consensus over recommended practices. 

 

The Dietary Approaches to Stop Hypertension 

(DASH) diet, which is high in fruits, vegetables, and 
whole grains and low in sweets and saturated fats, is 

advised by the American Heart Association. This does 

not aim to demonstrate a direct decrease in the risk of 

CVD; rather, it has been demonstrated to be a means 

of lowering blood pressure (BP) and low-density 

lipoprotein cholesterol (LDL-C), which are 

independent risk factors for CVD.12 

 

NICE advises consuming less saturated fat, more 

monounsaturated fatty acids, and five servings of fruits 

and vegetables daily. They also recommend eating two 
servings of fish per week and a diet high in fibre. 

Although they concede that there is insufficient 

evidence to support a direct influence of these 

adjustments on CVD risk, they do note that other 
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aspects of health appear to benefit from 

them.Interestingly, most of the studies cited were 

conducted before the 1990s, when dietary habits were 

very different, and nearly all of their findings on the 

risk of CVD were underpowered.18 
 

The ESC suggests moving away from saturated fats 

and towards polyunsaturated fats, increasing your 

intake of fibre, fruit, vegetables, and seafood, giving 

up alcohol, and following a Mediterranean-style diet.It 

has been demonstrated that all of these significantly 

lower the risk of CVD.10Furthermore, there is 

convincing evidence linking industrially produced 

transfats to CHD19; as a result, ESC and NICE 

guidelines specifically prohibit these transfats.The 

differences between the suggestions are caused by a 

variety of factors. When it comes to fibre intake, for 
instance, the NICE guidelines only consider 

randomised controlled trials (RCTs) from the 1980s; 

in contrast, the ESC refers to meta-analyses of data up 

to the 2010s. 

 

Regarding attention to the recommendations for 

saturated fats, the AHA guidelines make no particular 

mention of CVD risk, whereas the ESC guidelines 

employ modelling data—rather than epi-demiological 

or RCT—to infer a reduction in CVD risk from a 

decrease in LDL-C. In this domain, NICE guidelines 
stand to gain from an expansion of their use of 

prospective or epidemiological data to support 

recommendations, as well as an updating of their 

evidence base. 

 

In conclusion, it appears that there is solid data 

supporting the recommendation of diets low in simple 

carbohydrates and salt and high in fruit and vegetable 

intake and fibre.Following a Mediterranean-style diet 

seems to have additional cardioprotective benefits. 

 

Smoking:The primary risk factor for CVD has long 
been recognized to be smoking20.30 percent of CVD 

deaths are related to smoking, while European data 

show that smoking doubles the 10-year CVD mortality 

rate12. It is harmful in addition to having no known safe 

lower limit and being doserelated.21 A considerable 

decrease in CVD events is linked to UK public health 

initiatives, such as smoking bans, and workplace 

exposure to tobacco smoke raises the risk of CVD by 

30%. Therefore, passive smoking is just as 

dangerous.10 

 
The most economical measure for preventing CVD is 

quitting smoking, and there are some immediate 

advantages.10, 12 All standards recommend quitting, 

and regardless of the duration or severity of a smoker's 

habit, there are both short- and long-term benefits. It is 

generally accepted that buproprion, a norepinephrine 

dopamine reuptake inhibitor, and especially 

varenicline, a partial nicotine receptor agonist, should 

be used in conjunction with nicotine replacement 
therapy (NRT). Although varenicline doubles 

abstinence, the two former both increase rates of 

abstinence by 50–70%.22,23 

Patient-led medication selection is recommended, with 

special attention to side-effect profiles. Although 

evidence suggests that quitting smoking has more 

advantages than disadvantages, NRT has already 

issued warnings about its usage in people with 

CVD.24Physician intervention is also suggested as an 

economical means of quitting smoking,25especially 

useful for secondary prevention following myocardial 

infarction (MI).14 
 

Concerns about the danger of CVD remain with e-

cigarettes. Even if the amount of harmful substances 

in cigarette smoke has decreased, animal models of 

nicotine exposure still show impacts on CVD, with 

mice models showing higher levels of atherosclerotic 

plaques.26 We are awaiting long-term data to 

investigate the impact on humans. 

 

Weight: Although the lowest all-cause mortality is 

observed at BMI 19–24, having a body mass index 
(BMI) > 25 is a risk factor for CVD. Reductions below 

this level are not commonly advised due to the 

increased all-cause mortality with BMI < 

20.27Maintaining a healthy weight is advised to lower 

the risk of CVD, but no specific weight management 

is recommended by the guidelines.Although visceral 

adiposity and liver fat are significant risk factors at all 

BMI levels, BMI is an excellent predictor of CVD risk, 

especially at higher levels.28 The heterogeneity in the 

CVD risk profile observed in overweight individuals, 

which changes based on the location of adipose 

deposition, is explained by this. There are indications 
that lowering waist circumference, which serves as a 

stand-in for lowering visceral fat, should be prioritized 

in addition to lowering BMI in order to lower the risk 

of CVD. 

 

Alcohol: Because frequent and excessive alcohol use 

have known consequences, alcohol intake is a 

contentious topic. The challenge arises from the 

historical evidence of a J-shaped curve for risk, where 

low alcohol intake is linked to a lower level of CHD 

and abstinence is associated with an increase in CVD 
compared to light drinkers.29 In addition to the well-

known physiological consequences of alcohol, such as 

its interference with platelet aggregation, evidence 

from the INTERHEART trial would seem to support 
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these statements, demonstrating lower risk for 

individuals who drink alcohol moderately or 

lightly.30On the other hand, a recent large mendelian 

investigation by Holmes et al.31 has demonstrated that 

drinking less alcohol is linked to a lower risk of 
cardiovascular disease (CVD) across a genetic 

subgroup for alcohol dehydrogenase. This implies a 

lower risk of CVD is linked to reducing alcohol use, 

especially for individuals who drink in moderation. 

Accordingly, there is no safe threshold of alcohol 

consumption, according to the ESC standards.10.NICE 

guidelines7 were produced prior to this data being 

released and continue with advice on moderate intake, 

advising not more than four units per day for men and 

three for women, despite these being arbitrary figures. 

The ACC also advise moderation along the same lines, 

with one to two drinks per day for men, and one drink 
per day for women.32As yet there does not seem to be 

a consensus of opinion regarding safe levels, but high 

levels are evi-dentlydeleterious. Prior to the release of 

this data, NICE guidelines7 were developed. They 

maintain their recommendations for moderate intake, 

recommending no more than four units per day for 

men and three for women, even though these are 

arbitrary numbers. Along similar lines, the ACC 

recommends moderation as well: one drink for women 

and two for men each day.32 Although there does not 

appear to be agreement on acceptable amounts just yet, 
excessive doses are clearly harmful. 

 

MEDICAL TREATMENT 

Lipid-Lowering Therapy:Primary prevention 

strategies that aim to lower cholesterol levels have 

been around for a while, and research has been done to 

distinguish between the various impacts of serum lipid 

subfractions on the risk profile for CVD. With a high 

association between LDL-C levels and CVD risk, 

LDL-C is the most well-understood atherogenic 

subfraction. Reducing LDL-C by 1.0 mmol/L results 

in a commensurate 20–25% risk reduction in CVD 
mortality and nonfatal MI.9Although the causal 

relationship between elevated high-density lipoprotein 

cholesterol (HDL-C) and cardioprotection has not 

been shown, the idea has been supported. This debate 

is supported by the unfavorable CVD profile of HDL-

raising medications like torcetrapib and a recent 

mendelian randomization research that indicates there 

is no inherent advantage to naturally elevated HDL-C 

levels.10 

 

While blood triglycerides may not have the same 
statistical power as LDL, they are nevertheless a 

significant risk factor for CVD. Apolipoprotein B 

(ApoB) appears to be a similar predictor of CVD risk 

to LDL.103-Hydroxy-3-methyl-glutaryl-coenzyme A 

reductase inhibitors, commonly referred to as statins, 

have been used since the 1980s to reduce LDL-C 

levels. Their side- effect and risk profile is well 

recognised, with a reported 5–10% experiencing 

significant side-effects, commonly in the form of 
myalgia, arthralgia and temporary gastrointestinal 

upset.33The ESC recommends statins in high-risk 

individuals or those whose cholesterol levels have 

increased to > 4.9 mmol/L, while the AHA 

recommends statins for primary prevention in all 

patients with a serum LDL-C > 4.9 mmol/L regardless 

of risk profile.13 While they are more cautious when it 

comes to their overall application, they do propose 

them as the best first-line monotherapy without 

offering dosage recommendations.         Cancer 

prevention in individuals under 85 years old with a 

QRISK2 score greater than 10%. Despite a dearth of 
supporting evidence, it also mentions that individuals 

older than 85 years old are probably going to gain from 

a similar CVD risk decrease. NICE suggests 

consulting a specialist if total lipid levels exceed 9 

mmol/L or non-HDL exceed 7.5 mmol/L, however it 

does not consider specific cholesterol levels or ratios 

as individual risk signals. There are no 

recommendations defining a normal range, therefore 

satisfactory lipid levels continue to be a contentious 

issue.7Since statins are among the most often 

prescribed drugs in the world, there is a wealth of data 
supporting their usage. Of the many risk profiles, 

atorvastatin has been demonstrated to be the most cost-

effective and to dramatically lower LDL-C. According 

to NICE, therapy is still cost-effective for patients with 

a QRISK2 < 10%; however, because of the side-effect 

profile that has been shown, NICE recommends that 

statins be used as primary preventive if there is a 10% 

risk of CVD.7There are two sides to the 

aforementioned controversy. First off, a 2013 study by 

Abramson et al. asserted that their reanalysis of the 

data revealed no decrease in low-risk population 

mortality or morbidity34, leading to iatrogenic harm in 
the form of unacceptable side effects that were 

recorded in 5–10% of patients. Second, the practically 

universal prescription of statins in otherwise healthy 

people would be the consequence of this 

recommendation. Even with an ideal BMI, excellent 

cholesterol, and no comorbidities, a 65-year-old male 

would have a 10% risk; the same would apply to a 70-

year-old female.35 The medical community is reluctant 

to use blanket therapy on a population-wide scale for 

theoretical gains because of the present side-effect 

recommendations. However, a reanalysis by Collins et 
al. revealed that there is a significant underreporting of 

the side-effect profile, which causes the riskbenefit 

ratio to swing back in favor of statins.36During the 

course of five years of statin therapy, their study 
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identifies a 1% risk of diabetes, 1% risk of muscle 

soreness or weakness, 0.1% risk of hemorrhagic 

stroke, and 0.05% risk of myopathy. This is a 

considerable reduction in the rate of adverse effects. 

Although there is still debate, the data strongly 
suggests using it in people with high risk of CVD and 

may also be suitable for people with more moderate 

risk profiles; however, prescriptions should be 

carefully customized for each patient. Table 1 presents 

an overview of the guidelines' suggestions for 

lowering LDL levels. 

 

TABLE 1. 

Guidelines for LDL reduction. 

Guideline NICE8 ACC13 ESC11 

Level at which to attempt 

LDL reduction 

QRISK2 score > 10% 

if < 85 yrs 

>4.9 mmol/L irrespective 

of risk 

>4.9 mmol/L if high risk 

of CVD 

Recommended 

pharmacotherapy 
Atorvastatin 20 mg 

Statin – no preferred 

version 

Statin – no preferred 

version 

 

LDL: low-density lipoprotein; CVD: cardiovascular disease. 

 
When statin monotherapy is unable to optimize a 

patient's lipid profile, non-statin treatments are 

frequently employed. Bile acid sequestrants, fibrates, 

and nicotinic acid are commonly used medications; 

however, because of adverse effects and a lack of 

reduction in CVD events, these medications are not 

advised as monotherapy.10Combination treatments can 

lower serum LDL levels even further. While no 

specific combination is advised by guidelines, in 

circumstances where a patient is resistant to a statin or 

is not tolerant of them, they do propose combining 
them with additional lipid-lowering medications. 

Phase III findings from proprotein convertase 

subtilisin–kexin type 9 (PCSK9) monoclonal 

antibodies, including alirocumab, indicate that new 

treatments for decreasing cholesterol levels are on the 

horizon. They have a major effect on CVD events and 

can be administered as monotherapies or as 

supplements to statins.37Recently, NICE approved 

evolocumab and alirocumab for the prevention of 

CVD in people with mixed dyslipidemia, primary 

hypercholesterolemia, or in cases when statins are 

insufficient to manage cholesterol.38 With additional 
phase III and IV clinical trial data and a potential cost 

reduction, their use is probably going to spread. 

 

Anti-Hypertensive Therapies: A major predictor for 

the onset of cardiovascular disease is hypertension. A 

continuous and exponential effect happens when blood 

pressure is raised over 115/75 mmHg; for every 20 

mmHg increase in systolic blood pressure, also known 

as SBP, or every 10 mmHg increase in diastolic blood 

pressure (BP), the risk of a cardiovascular event 

doubles.39 

 

Previous meta-analyses have demonstrated a decrease 

in CVD risk throughout a broader range of BPs, 

indicating that the benefits of BP reduction are not 

restricted and that there is no clear threshold beyond 

which further reductions are detrimental.40,41 
 

According to recent systematic reviews, there may be 

conflicting or even harmful effects from reducing 

blood pressure from a baseline of less than 140.42 

Combining these data would imply that lowering 

blood pressure in hypertensives lowers mortality; 

however, there is minimal support for early 

intervention in normotensive or pre-hypertensive 

individuals.Most people agree that treating 

hypertension in people at risk of CVD should start at a 

lower threshold because it works both independently 

and in concert with other risk factors to increase the 
risk of CVD.43 

 

There is some variation within guidelines with regard 

to the timing of action and specific goal ranges, which 

is mainly evident in Table 2. 

 

 

 

 

 

 

 

 

 



IAJPS 2024, 11 (01), 201-210                        Sofy Sunny et al                           ISSN 2349-7750 

 

 

w w w . i a j p s . c o m  
 

Page 206 

TABLE 2. 

Guidelines for commencement of anti-hypertensives and target BP. 

Guideline NICE8 
ACC recommended 

guidelines15 
ESC11 

Commencement of treatment – 

no comorbidities 
>160/100 mmHg 

>150/90 mmHg if ≥60 
yrs >160/100 mmHg – after lifestyle 

modification attempted >140/90 mmHg if <60 

yrs 

Target 

<140/90 mmHg if 

<80 yrs 

<150/90 mmHg if ≥60 

yrs 
<140/90 mmHg if < 60 yrs 

<150/90 mmHg if 

>80 yrs 

<140/90 mmHg if < 60 

yrs 
SBP 140–150 mmHg if > 60 yrs 

Commencement of treatment if 

CKD/ DM/ risk of CVD 
>140/90 mmHg >140/90 mmHg >140/90 mmHg 

Target <140/90 mmHg <140/90 mmHg <140/90 mmHg 

 

DM:Diabetes Mellitus; CKD:Chronic Kidney Disease; CVD:Cardiovascular Disease 
The preponderance of data indicated that people with blood pressure readings over 160/100 mmHg improved the most, 

and although there may be benefits at lower levels as well, the evidence was deemed insufficient to make firm 

recommendations, according to the ESC and NICE guidelines.11 

 

Most persons with hypertension need more than one antihypertensive medication for adequate control, which further 

supports the strong evidence that the reduction in blood pressure matters more than the specific drug type taken.46Table 

3 shows the prescribed pharmacotherapy. 

 

TABLE 3. 

Recommended anti-hypertensive therapy. 

Guideline NICE8 
ACC recommended 

guidelines15 
ESC11 

First line anti-

hypertensive 

therapy 

If <55 yrs – ACEi/ARB If 

> 55 yrs/Afrocaribbean descent – CCB 

or thiazide 

ACEI/ARB, thiazide, CCBs 

If black – thiazide or CCB 

ACEi, thiazide, 

CCB, ARB, beta 

blocker 

Additional notes  Use 2 drugs if goal BP not 

reached within one month 
 

BP:Blood Pressure; ARB:Angiotension Receptor Blocker; ACEi:Angiotension Converting Enzyme Inhibitor; 

CCB:Calcium Channel Blocker 

NICE justifies the modifications to Afro-Caribbean patients' treatment plans because of variations in plasma renin 

concentrations among ethnic groups and a propensity for Afro-Caribbean hypertensives to have reduced cardiac output 

and higher peripheral resistance.47 The ALLHAT trial shown better results for Afro-Caribbean patients treated with 
thiazides, while calcium channel blockers (CCBs) improved all outcomes except heart failure, according to the ACC 

recommended guidelines.48 

 

There is a little inconsistency with the ESC 

recommendations. The ESC acknowledges conflicting 

data that implies inferiority and a greater side-effect 

profile, but their use of beta blockers is based on a 

meta-analysis that suggests the class causes an 

equivalent reduction in CVD mortality.11 

 

Although blood pressure raises the risk of 

cardiovascular disease (CVD), most population events 

fall within the greater range of normal. Accordingly, 

NICE public health guidelines9 indicate that a 

considerable decrease in blood pressure across the 

population would result in a decrease in CVD events. 

Since this group is not receiving antihypertensive 

medication, they advise the public to cut back on salt 

consumption. There is a strong causal relationship 

between an increase in salt intake and a rise in blood 

pressure. The opposite is also true: research on 
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lowering salt intake demonstrates steady drops in 

blood pressure, especially in hypertensive people49, as 

well as indications of a decrease in CVD events.50 In 

light of the aforementioned, all three 

recommendations suggest lowering salt intake on a 
population- and individual-level, independent of blood 

pressure. 

 

Due in significant part to the responsibilities of each 

organization, the specific daily targets are as follows: 

AHA 2.4 g, ESC 5–6 g, and NICE 6 g, which will 

decrease to 3 g by 2025.9,10,12 NICE also has a broader 

focus on public health than the ESC and AHA, and to 

help reduce salt intake, it suggests national-level 

initiatives like population education, price adjustments 

for higher-salt goods, and national legislation where 

needed (NICE PH25). Everyone does agree, though, 
that consuming less salt lowers blood pressure and 

thereby lowers the risk of CVD.51 

 

Blood Glucose:Although it is not a substantial risk 

factor for CVD in non-diabetics, glucose management 

is important in the diabetic population. While people 

with impaired fasting glucose (IFG) are known to be 

at considerable risk of both CVD and the progression 

to diabetes mellitus (DM), people with diabetes 

mellitus (DM) have an average risk of CVD.52 With 

the lowest risk at normal blood sugar levels, DM 
serum glucose lowering has been demonstrated to 

lower CVD.53More drastic glucose reductions were 

harmful, and dipeptidyl peptidase-4 inhibitors and 

certain thiazolidinediones in particular increased the 

risk of CVD.54 Recent studies have demonstrated that, 

when compared to conventional therapy, oral 

hypoglycemics like empagliflozin, which belong to 

the sodium/glucose transporter 2 inhibitor class, 

significantly lower all-cause mortality by 32%, CVD 

death by 28%, and heart failure by 35%.Although it 

seems that cardio-renal hemodynamic effects rather 

than a decrease in glucose were the mechanism 
underlying these outcomes, the significant advantages 

seen would suggest starting it early in diabetic 

patients. Further information about these drugs is 

required to update the current guidelines. 

 

Anti-Platelet Therapy:Anti-platelet therapy is a 

major factor in secondary avoidance, but it shouldn't 

be used for primary prevention in those without 

comorbidities because it increases the risk of bleeding 

and shows no signs of lowering the risk of CVD. There 

is conflicting advice for DM patients: Aspirin 
medication is advised for patients with diabetes 

mellitus who have a 10-year CVD event risk of ≥10%, 

according to the American College of Chest 

Physicians, but ESC recommendations maintain that 

the bleeding risk outweighs the advantages of 

aspiration therapy.56 

Further Investigation Areas:Homocysteine, uric 

acid, and the polypill are some more areas. Although 

polypills, or combination pills, have outstanding 
theoretical benefits for reducing CVD risk, meta-

analyses of in-vivo data have not shown a statistically 

significant improvement in CVD risk.57 

 

Since patients with gout or hyperuricaemia receiving 

urate-lowering therapies have improved CVD and all 

cause mortality, lowering serum uric acid levels may 

reduce CVD risk. More research is necessary to 

determine whether these benefits translate to a 

reduction in risk across the population. Although 

homocysteine is recognized to be an atherogen, 

reducing treatments have not shown a decrease in 
CVD.60 

 

CONCLUSION: 

Preventing CVD aims to lower the frequency of 

significant cardiovascular events, which will decrease 

early morbidity and disability while increasing 

longevity and standard of existence. 

 

While there is broad agreement regarding smoking and 

exercise as ways to lower the risk profile for CVD, the 

specifics of other factors may cause variations in the 
advice from the United States, Europe, and the United 

Kingdom. While lifestyle advice hasn't changed much 

over the years, pharmaceutical choices have. 

 

Primary prevention is still changing, and as long-term 

data becomes more widely available, our knowledge 

of the best ways to lower the risk of CVD improves as 

well. If we are to lessen the burden of a preventable 

disease, we must keep up this endeavor. 
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