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Abstract: World health organization (WHO) has highlighted the significance of augmented blood cholesterol as a menace for Coronary Heart Disease 
(CHD).Considerable Medical research over several years has unveiled the cause of many diseases. In India the heart diseases affect people of all ages, 
but most commonly affected individuals were in middle aged and often found to be suffering from arthrosclerosis. With upcoming modernization life style 
and economic development, nutritional changeover characterized by improvement in socio-economic status and increasingly sedentary life style 
contributed to the prevalence of CHD among adult, middle aged and elderly population. With the emergence of nutritional diet in accordance for control 
of blood cholesterol which is main source for CHD. In our current review, we have laid more emphasize on dietary patterns and behavioural life style 
which are crucially in relation to CHD. 
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1. INTRODUCTION 
Up till now cardiovascular disease (CVD) continues as one 
of the foremost reasons of morbidity and mortality globally. 
Even though genetic factors and age are primarily involved 
in determining the risk, other factors, embracing 
hypertension, hypercholesterolemia, insulin resistance, 
diabetes, and lifestyle factors such as smoking and diet are 
also chief menace influential with the disease [1]. The 
prominence is so far has been on the connection between 
serum cholesterol levels and the threat of coronary heart 
disease (CHD) [2]. Buddha basnyat [3] emphasised that, 
16.7 million people died from cardiovascular disease and is 
associated with 30.3% of all deaths worldwide. Greater 
percentage of these deaths was from developing countries 
only. Amongst them in India, the prevalence of CHD has 
been accounted as being 11% in 2001 and further the 
percentage is being increased. Therefore alteration of 
threat features is an effectual method to reduce CVD 
menace, and most other associated cardiovascular risk 
factors which could be changed with lifestyle management 
and prescriptions [4]. The modified guidelines for principal 
anticipation of stroke were announced by the American 
Heart Association and American Stroke Association 
emphasizing lifestyle alteration in order to dwindle stroke 
threat [5]. Several guidelines for the deterrence of CVD in 
women have also been recommended in lifestyle 
interventions [6]. Augmenting facts has indicated that 
personally modified lifestyle factors (including physical 
activity [7–9], smoking [10, 11], alcohol consumption [12, 
13], body mass index [BMI]  
 
 
 
 
 
 
 
 
 
 
 
 
 

 
[14, 15], and dietary factors [16-19] are associated with 
risks of coronary heart disease (CHD), heart failure (HF), 
and stroke. Nevertheless diet plays a key role in altering the 
threat factor in the deterrence as well as risk reduction of 
CVD [20-22]. Even though known facts that smoking 
cigarette, lack of physical activity and obesity, are primary 
causes of CHD, HF and stroke. However, particularly the 
role of dietary factors as well as joint association of 
modifiable life style patterns and outcomes of CVD has 
been the prime focus of this review which has not had not 
been clearly defined until more recently. 
 

2. PREVALENCE OF CVD 
The quandary of cardio vascular disease (CVD) is on the 
levitate worldwide. The deaths of CVD accounted for 30% 
globally [23]. The encumbrance of CVD is displayed to be 
the highest in India by the year 2020, in relation to other 
countries [24]. Although in the WHO-PREMISE 
examination, the amount of coronary heart disease (CHD) 
is amongst patients lesser than 50 years of age, which 
revealed to be highest in India (22.6% in males and 3% in 
females) [25]. Out of the Million Death Study (2009) the 
instigators concluded that cardiovascular diseases are the 
foremost reason of death (20.3% in males and 16.9% in 
females) amongst Indian adults (age 25e69 years) [26]. 
However it is intricate to get an inclusive depiction of the 
epidemiology and disease quandary of coronary artery 
disease (CAD) in India. In the midst of the all-cause 
mortality rates, several  guesstimated reports on mortality 
from cardiovascular diseases and apiece of predictive 
model to produce approximates of deaths and years of life 
lost (YLLs) due to premature mortality by location, age, sex, 
and year [27-28]. 
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Table-1: Percentage of total deaths and Dalys due to 
CVD in India

 
                               

  
 Figure-1: Prevalence of Coronary Heart diseases 
 

3. CAUSES AND SIGNS AS WELL AS 
SYMPTOMS OF CORONARY HEART DISEASE 
Coronary Heart Disease is assumed to start with injury or 
damaging the interior layer of a coronary artery. This dent 
leads to fatty plaque deposition at the site of the damage. 
These depositions contains of cholesterol and other cellular 
waste products. The accumulation is called atherosclerosis. 
If portions fissure off or crack, platelets will cluster in those 
areas, endeavouring to repair the blood vessels. This mass 
can cause blockage of the artery, dwindling or cut up blood 
flow, and hence leads to a heart attack [shown in figure-2]. 
Although heart attacks were also caused by clotting of 
blood or a torn in blood vessels. Under least common 
circumstances, a heart attack is source of a blood vessel 
spasm. 
Signs and Symptoms: 

Although the most commonly acknowleged symptom of 
coronary heart disease ( CHD) was angina. Angina literally 
means pain in chest or anxiety that  might occur while 
portion of the heart muscle doesn’t get adequate oxygen-
rich blood. Angina might bring suffering like pressure or 
compression in the chest. This pressure  or compression 
generally can be felt in the shoulders, arms, neck, jaw or 
back. 
Symptoms of heart attack include 

 Chest pain or discomfort 

 Nausea 

 Sweating 

 Dizziness 

 Fatigue 
The severity of the symptoms varies as the build up plaque 
continues to narrow the cornary arteries.But few people 
might nothave any sort of signs or symptoms, this condition 
is called silent CHD [29]. 

 
Figure-2: Ischemic Heart Disease or coronary artery 
disease symptoms | cause treatments and prevention. 
 

4. HYPERTENSION AND OTHER FACTORS 
RELATED TO CHD 
Hypertension is main threat factor attached to coronary 
heart diseases, in outlook of the verity that both atheroma 
and hypertension augment with age. In concurrence to 
Hollander W et al., [30] various dietary factors at high levels 
for example sodium elevated blood pressure. Joffres MR 
[31] described that 16% men and 13% of women had 
diastolic blood pressure of 90 mmHg or higher. 
Approximately 26% of these subjects were unaccustomed 
of their hypertension. About 42% were being medicated and 
their condition controlled hypertensive subjects displayed a 
higher prevalence of elevated total cholesterol, high body 
mass index, diabetes and sedentary life style than 
normotensive subjects. Predominantly, it became evident 
that dietary cholesterol played a secondary role in 
regulating serum cholesterol levels. It was also revealed 
that dietary fatty acids are the chief determinants of serum 
cholesterol [32-33]. Although studies of lipoprotein 
metabolism illustrated that only the cholesterol-rich LDL 
fraction but not total cholesterol, was largely vigorously 
involved to the development of atherosclerosis and its 
sequelae [34].Empirical research was initiated to 
comprehend the exact mechanisms by which hormones, 
genes, and diet intermingle together in order to regulate the 
serum cholesterol levels [35]. LDL cholesterol levels have 
been augmented by saturated fatty acids, especially those 
with 12 to 16 carbon atoms, and also by transfatty acids 
[36]. 

https://www.medicalnewstoday.com/articles/247837.php
https://www.healthline.com/health/how-to-tell-if-you-have-a-blood-clot
https://www.ncbi.nlm.nih.gov/pubmed/?term=Joffres%20MR%5BAuthor%5D&cauthor=true&cauthor_uid=9370379
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 Figure-3:AssociatedFactors responsible for CHD 
 
Among the other associated factors, the leading one is that 
of a high consumption of alcohol. Both alcohol and tobacco 
have significant impact on cardiovascular menace factors. 
On the whole, these two commonly do not affect the same 
threat factors in the same way, even though levels of blood 
pressure and triglycerides (i.e., fats in the blood) might be 
important exceptions [37-38]. In consequence of 
consumption of three to five drinks per day have chances of 
about 50 percent greater risk of high blood pressure (i.e., 
hypertension); threat augments even more with heavier 
intake [39]. The association between smoking and blood 
pressure is not much distinct, as in part because smokers 
tend to be inclined than non-smokers. Nevertheless, in few 
laboratory studies as well as controlled population studies, 
smoking revealed to raise blood pressure or threat of 
hypertension to a modest degree [40]. 
DIETARY PATTERNS ADAPTED TO  
MANAGE CHDThe necessity of nutrition and dietary 
patterns are in common to play the key role for prevention 
of CHD. The significant confirmation of the dietary patterns 
came from data on trends in food consumption and 
ecological studies which revealed relationship between 
prevalence and fat intake across and within countries [41-
42]. Earlier the research has been focused on the function 
of single dietary nutrient intakes, commonly saturated fat 
and cholesterol through their metabolic studies as well as 
clinical trials [43–45]. Currently, there have been chief 
transfers in nutrition research to empathize the role of foods 
and diet as a whole. Nevertheless modifying the diet and 
consultation with doctor about an exercise program as well 
as to understand what is right for prevention of CHD. 
Smoking is one of the major associated factors and by 
quitting those bad habits; we can increase the life span. 
Another major factor is overweight, altering your diet and 
exercising will help you lose weight. Consultation with 

doctor about dwindling other threat factors, such as high 
blood pressure or diabetes. 

 
 

CONCLUSION 
CHD is a chief public health problem in India, often 
influencing the most productive years of an individual’s life. 
Our current review has focussed on coronary heart 
diseases, its signs and symptoms as well as the prevalence 
of CHD globally. Although we persist to recognize the roles 
of nutrients and other compounds in foods in the complex 
pathways that contribute to CHD risk or protection, the field 
is augmenting its concentration on genetic modulation of 
these pathways. Hence changing our life style and adapting 
dietary patterns can reduce the chances of CHD. 
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