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ABSTRACT: A randomized study was conducted among young,obese,non-vegeterian junk food 

eaters in semi-urban populations and it has been established that the measurement of BMI (Body 

Mass Index) along with estimation of lipid profile and fasting blood sugar at least once in a year for 

young obese non-vegeterian, regular junk food eaters may prevent CHD by suitable preventive 

measure at the earliest.           

  Coronary Heart Diseases (CHD) has become an ubiquitous cause of morbidity and a leading 

contributor to mortality in most countries.1 2 The rise and recent decline of the CHD epidemic in the 

developed countries have been well documented.3 4 The emergence of the CHD epidemic in the 

developing countries during the past two to three decades has attracted less comment and little 

public health response, even within these countries. It is not widely realized that at present, the 

developing countries contribute a greater share to the global burden of CHD than the developed 

countries.1 4 It has been estimated that 5.3 million deaths attributable to CHD occurred in the 

developed countries in 1990, whereas the corresponding figure for the developing countries ranged 

between 8 to 9 million.A second cause for considerable alarm is the projected rise in both 

proportional and absolute CHD mortality rates in the developing countries over the next 25 years.6 7 

The reasons for this anticipated acceleration of the epidemic are many. In the second half of the 

twentieth century, most developing countries experienced a major surge in life expectancy.8 For 
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example, the life expectancy in India rose from 41.2 years in 1951–1961 to 61.4 years in 1991–1996. 

This was principally due to a decline in deaths occurring in infancy, childhood, and adolescence and 

was related to more effective public health responses to perinatal, infectious, and nutritional 

deficiency disorders and to improved economic indicators such as per-capita income and social 

indicators such as female literacy in some areas. A third reason to arouse concern is that if 

population levels of CHD risk factors rise as a consequence of adverse lifestyle changes 

accompanying industrialization and urbanization, the rates of CHD mortality and morbidity could 

rise even higher than the rates predicted solely by demographic changes. Both the degree and the 

duration of exposure to CHD risk factors would increase due to higher risk factor levels coupled with 

a longer life expectancy. An increase in body weight (adjusted for height), blood pressure, and 

cholesterol levels and the substantially higher levels of CHD risk factors in urban population groups 

compared with rural population groups in India provide evidence of such trends.9 10 A cross-

sectional survey of urban Delhi and its rural environs revealed that a higher prevalence of coronary 

heart disease (CHD) in the urban sample was associated with higher levels of body mass index, blood 

pressure, fasting blood lipids (total cholesterol, ratio of cholesterol to HDL cholesterol, triglycerides), 

and diabetes.9 As recently reviewed by Drewnowski and Popkin,13 the global availability of cheap 

vegetable oils and fats has resulted in greatly increased fat consumption among low-income 

countries. The transition now occurs at lower levels of the gross national product than previously 

and is further accelerated by rapid urbanization.The  upper-income persons who were consuming a 

relatively high-fat diet (>30% of daily energy intake) rose from 22.8% to 66.6% between 1989 and 

1993. The lower- and middle-income classes also showed a rise (from 19% to 36.4% in the former 

and from 19.1% to 51.0% in the latter).11 The Asian countries, with a diet that is traditionally high in 

carbohydrates and low in fat, have shown an overall decline in the proportion of energy from 

complex carbohydrates along with the increase in the proportion of fat. The globalization of food 

production and marketing is also contributing to the increasing consumption of energy-dense foods 

poor in dietary fiber and several micronutrients.14  

 Obesity is now recognized as the most prevalent metabolic disease world-wide, reaching 

epidemic proportions in both developed and developing countries and affecting not only adults but 

also children and adolescents. The WHO has already declared obesity a global epidemic that 

constitutes one of the biggest current health problems 15. 

Overweight and obesity are responsible for about 80% of cases of type 2 diabetes, 35% of 

ischemic heart disease and 55% of hypertensive disease among adults16. 

Obesity is a chronic disease characterised by an increase of body fat stores. In clinical 

practice, the body fatness is assessed by the body mass index (BMI). BMI is calculated as measured 

body weight (kg) divided by measured height squared (m2). 

In adults (age over 18 years) obesity is defined by a BMI ≥30kg/m2 and overweight (also termed 

pre-obesity) by a BMI between 25 and 29.9 kg/m2. Many people in the overweight range of BMI 25–

29.9 kg/m2 will become obese in their lifetime15, 17 
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Table 1.  BMI categories(WHO 1997) ( kg/m2) 

Underweight < 18.5 

Healthy weight 18.5–24.9 

Pre-obese state 25.0–29.9 

Obesity grade I 30.0–34.9 

Obesity grade II 35.0–39.9 

Obesity grade III ≥40 

 

The cause of obesity is complex and multi-factorial 18,19 

 

High energy density diet commonly junk food, increased portion  size, low physical activity and 

adoption of a sedentary  lifestyle as well as eating disorders are considered as important risk factors 

for the development of obesity 17,20. 

Junk food is an informal term for food that is of little nutritional value and often high 

in fat, sugar, and calories. Junk foods typically contain high levels of calories from sugar or fat with 

little protein, vitamins or minerals. Common junk foods include salted snack foods, gum, candy, 

sweet desserts, fried fast food, and carbonated beverages.21   

A study by Paul Johnson and Paul Kenny at the Scripps Research Institute (2008) suggested 

that junk food consumption alters brain activity in a manner similar to addictive drugs 

like cocaine or heroin.22 After many weeks with unlimited access to junk food, the pleasure centers 

of rat brains became desensitized, requiring more food for pleasure. After the junk food was taken 

away and replaced with ahealthy diet, the rats starved for two weeks instead of eating nutritious 

fare.23 A 2007 British Journal of Nutrition study found that female rats who eat junk food during 

pregnancy increased the likelihood of unhealthy eating habits in their offspring.22 

A report published in the Journal of the Federation of American Societies for Experimental 

Biology suggests that babies of mothers with a high-sugar and high-fat diet while pregnant are more 

prone to junk food themselves. The study was conducted on rats and suggests that "infants whose 

mothers eat excessive amounts of high-fat, high-sugar junk foods when pregnant or breastfeeding 

are likely to have a greater preference for these foods later in life."24 

Junk food is a derisive slang term for food that is of little nutritional value and often high in 

fat, sugar, salt, and calories.252627 It is widely believed that the term was coined by Michael Jacobson, 

director of the Center for Science in the Public Interest, in 1972.28 Junk foods typically contain high 

levels of calories from sugar or fat with little protein, vitamins or minerals. Foods commonly 

considered junk foods include salted snack foods, gum, candy, sweet desserts, fried fast food, and 

sugary carbonated beverages. 29 Many foods such as hamburgers, pizza, and tacos can be considered 

either healthy or junk food depending on their ingredients and preparation methods with the more 

highly processed items usually falling under the junk food category. 30 What is and is not junk food 

can also depend on the person's class and social status, with wealthier people tending to have a 
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broader definition while lower-income consumers may see fewer foods as junk food, especially 

certain ethnic foods. 

Despite being labeled as "junk" consuming such foods usually does not pose any immediate 

health concerns and is generally safe when integrated into a well balanced diet. 31 32 

Seventy nine cases have been taken at random where the male female ratio was 1:1 with the 

age group 25to 45 years. At the time of selection of the study group(n=42) the individual was 

evaluated on the basis of family history of  CHD, regular food habit with type of  junk food 

consumption, history of smoking, pattern of life style, measurement of height and weight . Total 

number of cases in control group(n=37) was evaluated on the same  criteria. Serum total 

cholesterol,triglyceride,HDL-C,LDL-C was estimated by enzymatic method and fasting blood sugar by 

glucose oxidase and peroxidase method and expressed in terms of mg/dl. Body mass index (BMI) 

was calculated by weight in kilogram devided by height in squere meter.   

Table:2 Inclusion criteria for the selection of  Study group 

  Study Group(n=42) 

1. Elevated Cholesterol 

2. Elevated Triglyceride 

3. Decreased HDL  

4. Normal or elevated blood sugar 

5. Sedentary life style 

6. Family history of CHD 

7. Regular intake of junk food  

8. Young and Obese with high BMI 

9. Smoking habit 

 
RESULTS TABLE: 3 

Parameters Studied Study Group (n=42) 

Mean±SD 

Control Group (n=37) 

Mean±SD 

BMI(Body Mass Index) 

(kg/m2) 

26.98±4.17 19.06±2.15 

Total Cholesterol 

(mg/dl) 

243.89±78.37 142.35±27.49 

Triglyceride 

(mg/dl) 

174.97±99.31 97.98±36.84 

HDL Cholesterol 

(mg/dl)  

32.74±8.21 46.59±6.13 

VLDL Cholesterol 

(mg/dl) 

36.29±3.76 18.21±9.12 

LDL Cholesterol 

(mg/dl) 

195.23±12.76 114.06±25.04 

Blood (Sugar Fasting) 

(mg/dl) 

115.09±11.03 76.54±9.52 
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Figure:1 Diagram represents BMI (Body Mass Index)(kg/sqm) in study(n=42) and control (n=37) 

group 

 
 
 
Figure:2 Diagram represents Total Cholesterol (mg/dl) in study(n=42) and control (n=37) group 

 
 
Figure:3 Diagram represents Triglyceride(TGL)(mg/dl) in study(n=42) and control (n=37) group 

 

0

5

10

15

20

25

30

Study Gr Control 
Gr

BMI(kg/sqm)

0

50

100

150

200

250

Total Chotesterol

0

20

40

60

80

100

120

140

160

180

Study Gr Control 
Gr

TGL(mg/dl)



ORGINAL ARTICLE 

Journal of Evolution of Medical and Dental Sciences/ Volume 2/ Issue 24/ June 17, 2013  Page 4451 
 

Figure:4 Diagram represents HDL-C(mg/dl) in study(n=42) and control (n=37) group 

 

 

Figure:5 Diagram represents VLDL-C (mg/dl) in study(n=42) and control (n=37) group 

 
 

Figure:6 Diagram represents LDL-C(mg/dl) in study(n=42) and control (n=37) group 
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Figure:7 Diagram represents Fasting blood sugar(mg/dl) in study(n=42) and control (n=37) group 

 
 

DISCUSSION: Coronary Heart diseases (CHD) is the most frequently found worldwide following 

hidden and untreated dyslipidemia with obesity and strong family history,smoking habit,junk/fast 

food intake in young age group between 25 to 45 years.The pathphysiological changes in obesity 

with dyslipidemia will eventually lead to CAD at an early age of life. 

In our study it has been established that the mean of calculated BMI (weight in Kg / height in 

squaremeter) in study group(n=42) is higher than control group.Table 3 shows the mean of BMI in 

study group is higher than control group.The results obtained was compared by Fisher’s unpaired “t-

test” where computed t-value is greater than the critical “t-value”.BMI in study group is significantly 

higher than control group where the p value was <0.001.Figure 1 represents the significant elevation 

of BMI in study group compared with control group.The rise of BMI may be an earliest predictive 

non-invasive marker in study group.   

  In our study,total cholesterol,triglyceride,LDL-C are significantly higher in study group 

compared to control group. In obesity the peripheral utilization of sugar is impaired following low 

plasma and tissue concentration of insulin and as a result there is increased lipolysis and decreased 

re-esterification takes place  which increases plasma free fatty acids. The activity of lipoprotein 

lipase is  becoming low in obese, consequently the plasma level of VLDL-C,LDL-C,Triglyceride are 

increased(10,11).The HDL-C in study group is decreased significantly (Figure 4)as compared with 

control group and the p value was <0.001                    

 

CONCLUSION: This has been established that the measurement of BMI along with estimation of lipid 

profile and fasting blood sugar at least once in a year for young obese non-vegeterian, regular junk 

food eaters may prevent CHD by suitable preventive treatment at the earliest.           
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