Describe and evaluate biological explanations of eating disorders
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Biological psychologists suggest that eating disorders may be caused by an imbalance or deficiency of certain neurotransmitters. Jimeson (1997) found low levels of serotonin in bulimic Pps compared with healthy controls. A biochemical imbalance could be inherited and be a product of faulty genes. Collier et al (1999) examined the gene that controls serotonin in the brain and found that women with eating disorders were twice as likely as a control group to have an abnormal version of this gene.

Damage to the hypothalamus could also cause eating disorders and this too could be inherited. In rats damage to this structure can induce excessive under or over eating.  The hypothalamus is described as a weight thermostat; the lateral hypothalamus, which induces hunger kicks in if weight falls below a given level and the ventromedial hypothalamus suppresses appetite if weight rises above a given level. A malfunction of lateral hypothalamus could therefore bring about anorexia while problems with the ventromedial could induce compulsive eating, leading to obesity.
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The biochemical theory implies eating disorders could be treated with antidepressants which increase serotonin. However, Dee Dawson of Rhodes Farm Clinic argues that there is no place for antidepressants in treating eating disorders. She says low levels of serotonin do not cause anorexia, they are a product of malnutrition. She says that increasing food intake, particularly of starchy foods, will raise serotonin more naturally. Some patients and their parents may find this more acceptable since taking medication may have an associated stigma and unpleasant side effects. For example the well known drug Seroxat has controversially been linked to increased risk of suicide. Also, taking medication may disempowering to the client, they may feel they have no role in their recovery other than to take their medication. They may also feel scared that if they stop taking the tablets the condition will come back. 
Further evidence for the biological view comes from Cnattinguis et al (2000) who found that women born at least 8 weeks prematurely were three times more likely than controls to develop an eating disorder. The implication is that certain body and brain functions may be inadequately developed when the child is born. However, a behaviourist/psychoanalytic explanation of why these infants might be more likely to develop eating disorders is that premature infants may be more likely to have insecure attachments since they may raised for several weeks in an incubator and not with their mums. This insecurity may manifest itself later in life as an eating disorder.
Indirect support for biological explanations comes from a study which refutes the idea that eating disorders are learnt from observations of social norms and conditioning in society. Hook et al (2000) found that people living on the island of Curacao, where it is considered attractive to be fat,  were equally as likely to have eating disorders as people in Europe and the US where thinness is more valued. This suggests that simple behaviourist accounts about girls attempting to emulate role models to gain approval may be oversimplified, since role models in Curacao may be larger.
Finally, twin studies demonstrate a higher concordance rate for eating disorders amongst MZ compared with DZ twins and this evidence underlines the conclusion that some eating disorders may have a genetic component. However, the concordance rate of is far from perfect (56% for MZs and 7% for DZs with anorexia, Holland, 1988) suggesting the diathesis stress model is likely to be most helpful in understanding causes of eating disorders, i.e. that sufferers may have an genetic predisposition but this is only manifested if they are exposed to certain environmental triggers.
