Discuss The Causes of The So Called ‘Obesity Crisis’ in the UK.

Obesity is defined as ‘an abnormal or excessive fat accumulation that may impair health’ (World Health Organization, 2017).  An individual’s Body Mass Index (BMI) is used to classify whether or not an individual is overweight or obese. In adults, obesity is a BMI greater than or equal to 30.  As BMI will reflect total body fat and does not represent how that body fat is distributed, an individual’s waist circumference measurement is now used in conjunction with BMI when diagnosing obesity in adults.

There are many adverse health consequences of obesity, and the risks increase with the degree of obesity.  For individuals with a BMI greater than 30kg/m2, the total mortality rates are approximately two times greater than for those with a BMI in the healthy range (Mann and Truswell, 2017, p. 337).  

The consequences of obesity include:
· Cardiovascular diseases
· Diabetes
· Musculoskeletal disorders
· Some cancers
(World Health Organization, 2017)

In the UK, approximately 26% of the adult population are classed as obese.  This is the highest level in Europe.  Obesity levels have more than trebled over the last 30 years, and the UK is becoming a country where being overweight is the norm (Food and Agriculture Organization of the United Nations, 2013).

Current estimates by the Foresight project ‘Tackling Obesities: Future Choices’ indicates that by 2050, ‘60% of adult men, 50% of adult women, and about 25% of all children under 16 could be obese’ (King, 2007, p. 2).
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Figure 1. Potential Contributors to Obesity (Obesity Society, 2015).

There is no single cause of obesity in the UK, and indeed the causes are complex.  It is not as simple as ‘just eating too much’.  Obesity is an end result of the intricate interactions of biology, behaviour and environment.  

Geneticists have identified more than 400 genes that have an influence on the causes of being overweight and obesity.  These genes affect appetite, satiety, metabolism, food cravings, body fat distribution and whether or not an individual will use eating as a way of stress control (Harvard Publishing, 2017).  Research has suggested that for some people, genes account for 25% of the predisposition to be overweight whilst for others the genetic influence can be as high as 70%-80%.  The presence of a so-called ‘thrifty gene’, which is carried by approximately 85% of humans, will also affect a person’s ability to lose or gain weight.  This ‘thrifty gene’ is an evolutionary adaptation that helps us conserve energy and store fat.  It was beneficial to our ancestors who may have had to spend long periods of time without sufficient food, but in most modern humans it is no longer needed as food is readily available at all times.  Individuals with a strong genetic predisposition to be overweight or obese may struggle to lose and maintain weight loss with the usual forms of diet and exercise.  Research indicates that genes can account for 50 to 90 per cent of variations in the amount of stored body fat (Ross, D. 2017, pp. 364 - 365).  

There is increasing evidence suggesting that gut microbes play an important role in the regulation of energy balance and weight, and they may influence the development of obesity.  The composition of gut microbes has also been found to differ between lean and obese individuals (Ross, D. 2017, pp. 364 - 365).  

The number and size of fat cells in the body will determine how easily a person can lose or gain fat.  Hypercellular obesity is a condition where people are obese due to an above average number of fat cells. They might have been born with these cells or have developed them at certain times in their lives due to overeating.  Hypertrophic obesity is a condition where the fat cells are larger than normal.  Fat cells expand as they fill with more fat; when their capacity is reached, the body generates more cells.  Once body fat reaches three to five times the normal amount, fat tissue is likely to have both bigger fat cells and more of them.  This condition is known as hyperplastic obesity.  The effect this can have on obesity is permanent as even with weight loss the number of fat cells does not decline, and even when they do become smaller, the body strives to refill them with fat making it difficult to maintain weight loss (Ross, D. 2017, pp. 364 - 365).  

Recent research has begun investigating ‘obesogenic environments’.  Obesogenic environments bring together the built and food environments as a cause of obesity.  The built environment will influence physical activity and the food environment will influence dietary behaviours at both an individual and community level.  An obesogenic environment promotes overconsumption of calories and discourages physical activity and caloric expenditure (Townshend and Lake, 2017, pp. 38 - 42).

The level of physical activity carried out by individuals has a direct impact on weight gain and the premise that physical design, land use patterns and transportation systems may influence an individual’s propensity to have an active lifestyle remains strong.  Environments that have a wide range of local facilities within easy active travel distances, which are regarded as safe and pleasant, with easy access to shops and services and with local recreational facilities are associated with residents meeting physical activity guidelines (Townshend and Lake, 2017, pp. 38 - 42).
Figure 2, refers to the mix of societal and biological factors that highlight the human predisposition for weight gain (King, 2007, p. 2).
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Figure 2. Adult obesity: applying All Our Health (Public Health England, 2017) 

As well as the built environment, a neighbourhood’s food environment has a direct impact on the obesity levels of the inhabitants.  Food environments encompass both food prepared at home and out of home sources.  These include vending machines, fast food outlets, cafés, restaurants and supermarkets (Townshend and Lake, 2017, pp. 38 - 42). 

Research has shown that people are more likely to become obese if they have low socio-economic status. Obesity is more acceptable in some lower socio-economic settings, and disproportionately affects the lives of poorer groups in society, thereby contributing to growing health inequalities at all levels (Marmot, 2010).  There is a proven link between the prevalence of fast food outlets and obesity in children and adolescents.  Researchers have identified the concept of deprivation amplification to support these findings.  People with a lower educational attainment, in general, live in more deprived areas with less healthy facilities such as outdoor recreation areas.  These areas also have a higher density of fast food outlets.  In studies, lower socio-economic status groups consumed more fast food and this in turn caused them to have higher body weights and they were more likely to be obese (Townshend and Lake, 2017, pp. 38 - 42). 

This deprivation amplification is further compounded by the fact that shopping streets in many poorer areas also contain a mix of other ‘unhealthy businesses’ such as betting shops and pay day loan providers etc.  The impact of issues such as indebtedness, gambling and addictive behaviours is linked to depression, which again has an effect on obesity.

[image: ]
Figure 3. Health Matters – Obesity and the food environment (Public Health England, 2017)
 

Modern existence, with its abundance of energy dense food, motorised transport and sedentary lifestyles has resulted in the people of the UK becoming heavier by simply living in the Britain of today.  This has been called ‘passive obesity’ (King, 2007, p. 2).   Humans are taking in more energy with the food we eat than we use due to physical activity with a 24-hour period.  Mass production has seen the cost of food decrease and the low cost of this food has contributed to increased portion size and more people consuming pre-packaged foods that are energy dense and nutrient poor.  There has been an increased use of cars and a decline in walking or cycling.  Occupations that involved manual labour have been replaced with desk-based jobs, and more time is being spent watching TV or using the Internet.  The increase in obesity in children can be directly related to hours of television viewed.  Not only does this increased viewing time lead to a decrease in activity, but it is also linked to an increased intake of energy dense food during periods of inactivity as well as inappropriate food selection made as a result of television marketing.

Emotional and psychological factors can also contribute to overeating and obesity.  Many people turn to alcohol to relieve stress.  Alcohol stimulates a rise in blood glucose.  When the blood sugar level rises and then falls, we experience a ‘crash’, which causes the body to crave sugar rich foods to prevent the crash. Some people eat as a strategy to deal with stress or for pleasure to relieve boredom.  Modern work-life patterns and 24-hour online access means that individuals are neglecting sleep time and that in turn is leading to the development of a constant sleep debt.  Studies show that a lack of sleep increases the hormone ghrelin, a hormone that stimulates the feeling of hunger. This coupled with the lack of energy felt when sleep deprived leads to an increased consumption of high-energy foods and drinks.  This can result in cycle of sugar spikes and crashes causing the behaviour to be repeated throughout the day.  If there is a lack of activity, all of these excess calories will add to weight gain (Waters, 2014, pp. 4-7).

To summarise, it is my opinion that the UK is indeed facing an obesity crisis that will affect much of the population unless significant measures are taken.
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