                                   ANXIETY & DEPRESSION : 
Biological  Perspectives on Depression 
First of all its important to understand the definitions of what is construed and understood to be Depressive disorder, and how it is diagnosed and the criteria for doing so. Psychologists and Psychiatrists use two classification systems: The DSM-V and the ICD-10. The first is mainly used in USA and the second in Europe.  Its important to define what is “normal” behaviour , before we attempt to make sense out of Atypical /abnormal behaviour. Atypical is behaviour which is not typical of that culture and society. If I come into class dressed as a  policeman or a clown to teach psychology, my behaviour may be seen as not typical and therefore abnormal. It may be a one off situation where I have dressed up for a student charity so its justified, but if I show atypical behaviour patterns  weeks before this scenario and a few days after it, then I would need to be clinically assessed for a disorder.   Abnormal disorder   could be described a behaviour  that is statistically infrequent in society, however, let say  an individual is a genius academically, he/ she would fit the criteria as atypical, even though they are not psychologically atypical! There is a difference between statistical  abnormality and psychological abnormality. For example. Anorexia is known to affect 1% of the population but Bulimia  affects  3%. Both behaviours are statistically infrequent. The problem here is that we need to have data about the population as a whole and establish British norms for psychologically healthy individuals as this can be used as a baseline for assessment. Many researchers suggest that   abnormality is behaviour that violates social norms. This is a problematic concept as it is relative to each society and its culture. A situational norm dictates what kind of behaviour is acceptable in that society. By contrast, a developmental norm indicates the kind of behaviour that is acceptable at a certain age. Young children can cry out loud if they need something, but office professionals cannot (although they often do).
 The main purpose of using classification systems originally proposed by Kraeplin(1981)is to make objective and accurate diagnosis of an individual’s behaviour. Its based mainly in USA but is also referred to in training of British and European Health professionals. The earlier version of DSM-IV   had 16 categories of mental disorder,. Since the third edition, 1980, factors such as medical conditions   psychosocial and environmental problems  have also been considered as a result of changes in ecology and social norms, besides  the current acceptance of the biopsychosocial approach to psychology of health and illness.This is now called the Multi-axial  classification system. The person is rated on five separate axis and this widens the amount of information taken form the patient during clinical assessment and diagnosis. Diagnosis depends on the extent to which symptoms fit the criteria specified on the classification system.  In particular   Axis 4 & 5 contain indicators associated with environmental issues and problems, for example housing problems, family dysfunction and so on.  Axis 5 measures adaptive functioning in the patient. The patient is rated on a scale from of 1 -100 for social psychological and occupational  well being. A score of 90 represents superior functioning over a broad range of situations, a score below ten shows that the patient is vulnerable and capable of hurting others  or had suicide attempts  of a serious nature. The inclusion of axis four and five demonstrates the importance of the interactionist  perspective in contemporary psychology. Today, in psychiatry a multidisciplinary approach is established in most hospital units and professionals working in mental health all make significant contributions to decision making, however, the consultant psychiatrist is legally in charge of the patient and has the final say in terms of patient care and             treatment. Each  category of DSM- IV  has a list of symptoms and associated factors to help with accurate diagnosis such as how many symptoms are apparent.  These are the  operational diagnostic criteria. The diagnosis of clinical depression( unipolar) requires the presence of an elevated mood plus three additional symptoms, during the manic phase. 
  The ICD-10 is somewhat different. It is comprehensive  listing of all diseases. The section lists all diseases and  has ten major categories of mental disorders in contrast to the 16 of the DSM-IV. The ICD categories 1 – 4 are similar to the DSM –IV Categories, however ICD sees a difference between Neuroticism as stress related and  the DSM –IV sees it as  split into four categories: anxiety  somotoform disorder, dissociative  and adjustment disorders.  The ICD  category 6 sees behavioural and emotional disorders   with an onset in childhood. But under the DSM-IV  category 6,7, & 8  are grouped under one category.
 DEPRESSION

( OFTEN CALLED A MAJOR CLINICAL DEPRESSION)

Mood (or Affective disorders) involve a prolonged shift of mood in the patients    moods and emotions. Mood is seen as a pervasive state that influences our perceptions  thoughts and behaviours. Manic disorder is a severe state when the individual in the mania phase, become elated and  engages in wild and exhuberant activity, changes his/her speech patterns where they speak much more rapidly and often incoherently. Often they have distracting thoughts.  At the other end of the continuum they demonstrate  depressive disorder, also called a major ( unipolar) clinical depression.
 Manic depression  is called a bi-polar disorder and is often chronic lasting many years.The patient frequently has  some psychotic experiences and engages in highly unrealistic thinking. The term Unipolar is reserved for the depressed state alone.

 The main characteristics of depression are a persistent low mood lasting every day for at least two weeks , plus five of the following:

Poor appetite or weight loss or increased appetite and weight gain

Difficulty in sleeping (insomnia or sleeping longer ( hypersomnia)

Loss of energy or tiredness to the point where its impossible to make simple everyday decisions.

An observable slowing down or agitation, agitated depression shown by wringing of hands  pace about the room / complaining .

A markedly diminished loss of interest  or pleasure in activities thet were once enjoyed

Feelings of self reproach or excessive / inappropriate guilt over real or imagined events.

Complaints or evidence of diminished ability to think or concentrate.

Suicidal thoughts without a specific plan or a suicide attempt  with a specific plan to complete the suicidal behaviour.

Deeply embedded within psychiatric thinking is the distinction between  endogenous depression which is caused by disturbances in brain chemistry , especially serotonin and noradrenaline  neurochemical transmitters and the reuptake process and its metabolism. This is an organic cause an is treated by drug therapy discussed later. 
 Exogenous depression also called a reactive depression is causes by external factors  such as a death, loss of a spouse, loss of a job /career, examination results and so on. The immune system is under attack in depressed states as the individual has probably been resisting the stressor for weeks or even months and enters what Selye calls the exhaustion stage oh his General Adaptation Syndrome model. However, endogenous is now now used to describe a cluster of symptoms rather than origins of the depression.  Bipolar disorder seems  to be unrelated to external events and research evidence   demonstrates that it is genetically determined and has substantial cross cultural evidence to substantiate it.The duration changes from person to person.In some cases, the  manic and depressive episodes may be separated by long periods of normal functioning. In others the episodes quickly follow one another.The unending episodes  are  destructive e for the people affected also friends who care for them.
 Bipolar disorder generally appears in the early 20’s  Unlike depression, bipolar is equally prevalent  in men and women although it is much less common than unipolar depression.

The Biological causes seem to be rooted in serotonin and noradrenaline neurochemical transmitters. The brain deactivates the neurotransmitter substance once it has passed on its message in one of 2 ways :

1. Either an enzyme ( monoamine oxidase)  is produced  which breaks down the chemical messenger or

2.  The neurotransmitter is reabsorbed into the preexisting neuron a process called reuptake.
 Teuting carried out a study in 1981 to measure the amount of serotonin and noradrenaline in urine samples of depressed and non depressed participants. He found empirical support for the  biology of depression  where depressed participants had lower levels of these two neurotransmitters in their urine, compared to control participants. Further biological evidence  concerning the cause of depression comes form many twin studies of MZ and DZ twins.  Price (1968)  Wanted to provide evidence for a genetic cause of bipolar depression. He examined sets of  MZ twins and DZ twins. As the identical twins shared 100% of their genes, it was expected that they would have very similar psychological functioning. This was called the concordance rate. There should have been a lower concordance rate for DZ twins as they share only 50% of their genes.   In his sample of 97 pairs of  MZ twins, raised by the same family  he found a concordance rate of 68%. The concordance rate for DZ twins  ( 119 pairs) was only   23 % for bipolar disorder in DZ twins. This shows that biology and not other  social factors like being raised  with an identical sibling, is a major contributor in bipolar depression.
 In terms of evaluation, Prices study does provide hard objective evidence as does Gottesman & Shield in their twin studies, - however we have to ask why was it not 10 % of concordance rates rather than 68%. How do we account for the remaining percentage. It could be explained by the nature versus nurture debate., where an interaction between genetic and environmental influences shapes the behaviour of the individual.Ogilvie (1996) has shown that cells use a gene called SERT to make a serotonin transporter protein which plays an important role in the transmission of information between neurons. In most people, part of this gene ( the second intron)  contains ten or twelve repeating sections of DNA. However, in a significant number of people with clinical depression this part of the gene has only   nine repeating sequences. The fact that serotonin is strongly implicated in depression and that newer drugs such as Prozac interact  with   the serotonin transporter protein, offers one of the strongest hints yet that genes may be involved in depression.
 Permissive Amine theory

Schildkraut’s theory (1965)  argued that too much noradenaline at certain sites  caused mania, whereas too little caused depression. Later research showed that serotonin plays  a similar role.  Certainly some evidence does support these proposals.

For example:  non – humans giving drugs that diminish noradrenaline production become sluggish and inactive, two symptoms of depression. (Wender & Klein  1981).
Similar effects occur when patients are given reserpine, use to treat high blood pressure.Additionally, drugs which are effective in reducing depression increase brain levels of noradrenaline and /or serotonin. Lithium Carbonate ( a treatment for mania)

Decreases noradrenaline and serotonin are broken down  by enzymes.  Suggesting that lower than normal activity of noradrenaline and serotonin- secreting  neurones in the brain.  Abnormally high levels of noradrenaline compounds have been found in the  urine of  manic depressed people (Kety 1975) and the level of these compounds   fluctuates in people with bipolar disorder.
 Schildkraut’s theory was weakened by the finding that whilst noradrenaline and serotonin are lower in depression, lower levels of serotonin are also found in mania.  Thus, it cannot  simply be a case of an excess or deficiency of these neurotransmitters that causes mania and depression. An attempt to reconcile these  observations is Kety’s  permissive amine theory of mood disorder . ( Noradrenaline and serotonin are what we call  biogenic amines).According to Kety- serotonin plays a major role in limiting noradrenaline levels. When  serotonin levels are normal, so are noradrenaline levels, and only  normal highs and lows are experienced. However, when  serotonin is deficient, it can’t play its limitation role and so noradrenaline levels fluctuate beyond   normal highs and lows leading to mania and depression.
PSYCHODYNAMIC  APPROACHES TO DEPRESSION
Abraham (1911) was the first individual who studied mood disorders from a psychodynamic perspective.However, it was Freud (1917)   who attempted to apply  psychodynamic principles. He noticed a similarlity between the grieving that occurs when a loved one dies and the symptoms of depression. For Freud, depression was an excessive and irrational  grief response to  loss that evokes feelings associated with real or imagined  loss of affection  from the person on whom the individual was very dependent on as a child.( An example would be the death of an  elderly  parent where the  woman is the only child, and has then to care for her father who dies also nine months later). She shows profound grief and sadness at the loss of an attachment figure.
 Freud argued that  both actual losses  (such as the death of a parent) and symbolic losses (  loss of a  job or social prestige) leads us to re experience parts of our childhood. This  means that  depressed people become dependent and clinging, or in extreme cases, regress into a childlike state.The greater the experience of loss in childhood the greater is the regression that occurred in adulthood. Freud’s evidence is mixed. Some studies report that parents who have lost  a parent  are particularly susceptible to depression later on. ( Roy 1981).Others have failed to find such a susceptibility( Lewinsohn & Hoberman 1982).Freud also argued that unresolved and repressed hostility towards ones parents was important.When the loss is experienced
anger is revoked  and turned inwards to the self because the outward expression of anger is totally unacceptable to the superego, the moral reasoning centre .This self directed hostility creates  feelings of guilt  unworthiness and despair.It then has the potential for self harm and suicidal behaviour. Freud further believed that  grief was complicated by inevitable mixed feelings. As well as affection, mourners will have some degree of anger towards the deceased. 

 Treatment

Freud was one of the first  practitioners to introduce the “talking cure”. He called it Psychoanalysis. The aim of the treatment is to  help the client get insight into his depression and its cause. The focus here is on repressed  thoughts and past experiences., especially repressed conflicts inside the individual’s psyche or mind.He believed that by a procedure called “Free Association “, where the client is asked to talk freely about anything no matter what comes into their mind, without “editing” it.                                                                                                                                        

This is quite hard to do as the client has to be highly motivated and highly articulate as this will affect the efficacy of outcomes of the experiment.                                    Freud thought that the unconscious wishes and desires would be eventually revealed,
In addition he analyzed the latent and manifest functions of children’s dreams and their behaviour towards the therapist, to uncover the unconscious conflicts from  childhood.The therapists role is to interpret the responses from the client, making connections between all of his/her early experiences and encourage him/her. Reliability is vital during the psychoanalysis, and Freud claimed that his method of note taking was unreliable as he frequently made notes during the evening many many hours after the consultation. His methodology was idiographic and could not be replicated so this posed a problem for researchers who were interested in 
 Critics point out that it was a very lengthy expensive and intensive treatment . It is only relatively successful with highly motivated and articulate clients.  It is highly unlikely that it would be of any use in treating bipolar disorder because during the manic phase  the patient is unaware that her /his behaviour is severely disturbed.The APA   have conducted a review of studies in 1993 and concluded that there is no  controlled data to support the effectiveness of long term psychoanalysis in treating depression.
ANXIETY DISORDERS
All of us experience anxiety at some point of our lives. Anxiety is the feeling of apprehension  or fear usually resulting form anticipation of a threatening event such as meeting the boss or a senior line manager when we have caused a work problem etc. It is always associated with physiological  symptoms such as a dry mouth  fast heartbeat, perspiration, muscle tension,  trembling and  difficulty in swallowing. In its more chronic form, anxiety may be accompanied by dizziness, chronic fatigue,   sleeping difficulties rapid herartbeat  sexual problems / dysfunction and nightmares.

An anxiety disorder  is an excessive or aroused state characterized by feelings  of apprehension uncertainty and fear. The anxiety response may be out of proportion to the threat posed by the situation (eg as  in specific phobias) or may not be easily clarified, not specific( as in generalized anxiety disorder, or some forms of panic disorder). and may persist chronically and be so disabling that  it is impossible to continue with daily living.Lets look now at some of the most common forms:
SPECIFIC PHOBIAS
  Phobias are  normally defined as “an unreasonable fear of a particular  situation or object” they are extraordinarily common  with a recent survey showing that a clear majority of the population have “unreasonable fears”. ( Population 62%)About 15% of people in UK will meet clinical criteria for a simple phobia within their lifetime which suggests that severe and disruptive  phobic symptoms can be quite common.

Common phobias tend to focus on a relatively small group of objects and situations and the main ones are animal phobias, ( snakes spiders rats mice  cockroaches and invertebrates such as maggots and slugs), social phobias, dental phobia, water phobia,. height phobia, claustrophobia, and a cluster of blood, injury and inoculation phobias.
AETIOLOGY: How do we acquire phobias? The Behaviourist Approach
Classical conditioning provides many of the answers to an understanding of phobias

 beginning with the classical experiment of “Little Albert”. Watson & Raynor’s study (1920) conditioned a 11 month old boy to fear his pet white rat. They did this by pairing the rat (Conditioned stimulus) with a loud noise, striking a loud steel hammer on a steel plate behind the child’s back (UCS). After several pairings of the rat with the noise Albert began to cry whenever the rat was introduced into the room. This type of explanation of phobias has been common  over the past eighty years or so, and is capable of explaining the acquisition  of some phobias  where the phobic event or object has been associated with  a traumatic experience (eg dental phobia).Mower proposed that operant conditioning played a major part in the preservation of phobias.
He suggested two stages: first a neutral stimulus was paired with an unpleasant stimulus as a result of classical conditioning., secondly, the person avoids the conditioned stimulus and the avoidance results in  relief from anxiety ( negative reinforcement).The avoidance response learnt by operant conditioning  becomes habitual. Cognitive psychologists say that this is oversimplified and that thoughts( cognitions) play a major part. According to Bandura, the best predictor of avoidance  behaviour is not the amount of anxiety the person is experiencing, but the efficacy expectations  ie  a persons expectation based on past performances about how well the person thinks they will cope in the situation.
The Psychodynamic approach
Freud’s interpretation  is related to the resolution of the Oedipus complex in the phallic stage of development. The young boy is in love with his mother and wishes to seduce her. He is very jealous of his father and wishes to kill him. He is also afraid that his father will punish him with the ultimate sanction, castration.  Usually  this conflict is resolved by  the young boy taking the identity of the father. This represents the superego or conscience , the parent within. A similar, but more complex situation was proposed for girls who need to resolve the electra complex
 In Han’s case he is struggling  unconsciously with the Oedipus complex, The conflict creates  so much anxiety that the anxiety is displaced onto another object. In Hans case, horses.When he was 4 yrs old   Hans saw a horse fall down in the street. The huge animal  thrashed its legs violently in an attempt to get up. When little Hans was five years old his father consulted Freud because Hans had developed a fear of horses that was so intense that he refused to go out of doors because he was afraid that a horse would bite him. The phobia is cured  when the person gains insight into the unconscious conflict. Freud produced evidence that Hans father  was perceived by him to be like a horse. He used to play at being carried on his fathers back: his father was symbolically, the “horse”. His father wore glasses   similar to the horses blinkers and he had a white moustache, which was similar to the white hair on the horses muzzle This according to little Hans, made his father look like a horse. !

 The evidence for the Oedipus complex is very controversial as it is based on case studies, idiographic accounts which were frequently inaccurate unreliable and were second hand evidence. Other interpretations have been made. Wolpe & Rachman  (1960) criticized Freud’s interpretation. They could find no evidence that Hans wished to sleep with his mother or that he had feared his father. They could find no evidence  for the proposed  relationship between Han’s father  and horses.
The Cognitive approach
The cognitive  theory of anxiety   suggests that people become anxious because of their negative beliefs  about themselves and the world The have a tendency to see non- threatening events as dangerous and  anxiety provoking.  Clark  ( in Hawton et al 1989) called this “ Catastrophic   misinterpretaion.”For ex: if you were talking to one of your friends and he yawned you would possibly conclude he had a sleepless night.!
A person with an anxiety  disorder  is likely to interpret  the same event  very differently. They may think “  I am a very boring person and everybody hates me” They perceive ordinary events in a catastrophic manner. It’s the ultimate in pessimism.( Read Seligman’s account of his experimental work on dogs and  Learned helplessness) This adds to their already existing negative experiences which are anxiety provoking.

 Yun ( 1997) wanted to investigate the role of cognitive processes in anxiety disorders. In Particular, they wanted to find out how anxious patients interpreted physical symptoms of anxiety.

 The methodology employed questionnaires  to measure and compare the interpretation  of the physical symptoms of stress in three groups of participants. Group 1 consisted of those with anxiety disorders and group 2 consisted of participants suffering form depression. Group  3 was a control group with no psychological difficulties.

 The result of this study found that those in the anxious group were more likely  to interpret the physical symptoms of anxiety ( such as increased heart rate) as dangerous and life threatening than the  other groups. Worries about the social consequences  of the physical symptoms ( such as embarrassment) were found in both the anxious and depressed groups.
The conclusion was that negative thoughts about the physical symptoms of stress play an important role in the onset and maintenance of anxiety disorders.  Both depressed and anxious participants have greater concerns about what others think about them than a control group.

 In terms of evaluation,   the cognitive approach concentrates on the   negative processes that are evident in people with anxiety disorders. However, it is not particularly interested in what causes someone to think in this way.    The approach focuses on the internal cognitions of the individual , without taking into account the  social and environmental factors. For example King( 1999)   found that people were less likely to suffer from post- traumatic stress  disorder after a major trauma if they had a high level of social support available to them. 
 The treatment for anxiety disorder is Cognitive behaviour therapy  ( CBT)   for short.

 It concentrates on the negative thought processes of an anxious individual and the aim is to challenge each individuals automatic thoughts one by one, so as the individual can see the futility of his / her own thinking . First , the therapist  will educate the client about the relationship between thought, feelings and behaviour.  
 Beck et al ( 1979) gave examples of how to achieve this. Clients are asked to imagine a person who heard a crash in another room while alone ion the house.  The client is asked the following questions:

1. if the person thinks” That must be a burglar” how would they think and behave?

2. if the person thinks”  The window is open and the wind has blown something over”  how would they feel and behave?

Clients should start to understand that negative thinking contributes  to the anxiety disorder. If the client thinks in a positive way, they will think and behave  differently. The client may also be taught a variety of distraction techniques to help them manage negative thoughts.. Some examples of these can be seen below:
1. What evidence  do I have for this idea?

2.  How  would  someone else think about the situation?

3. Are my judgments based on how I feel rather than on what is really happening.?

4. What if it happens? What is the worst thing possible that can happen to me?
So what?
In terms of evaluation Clarke found that   cognitive behavioural therapy  was highly effective in the treatment of anxiety, particularly for patients prone to catastrophic misinterpretation of bodily symptoms  such as increased heart rate. Many practitioners combine the cognitive and behavioural  approaches

 to help the patient change both thoughts and behaviour. However, as with any talking cure, the client must be quite articulate and be prepared to be challenged by the therapist. Clark acknowledges that it is  sometimes difficult  for anxious patients  to identify their negative thoughts.

Arthur Cassidy.

