Psychological Case Formulation: Buddy 
This Psychological case formulation will use the diathesis stress model to explore the clients predisposition to mental health disturbance as a result of genetic hereditability and also life stressors. 
Client introduction 
Buddy King is a 28 year old male of African American ethnicity. He is married and works as a manager for a family food business. Buddy’s wife initially raised concerns to the GP, regarding her husband’s behaviour. Buddy escalated symptoms of a depressive nature have been apparent for the last 2-3 months and are beginning to impact his work, marriage and social life. Buddy finds it difficult to get up and go to work , whereas previously he is devoted to his job. Buddy has also discontinued his interest in athletics. 
Background Summary 
Buddy has a previous history of mental health problems, which resulted in  symptoms which escalated during his time at college. These escalated  symptoms included; elevated mood, delusional thoughts and hyperactivity, alongside a decreased need to sleep. This resulted in his academic performance being compromised. Buddy also began excessively  drinking and smoking marijuana . Other risky behaviour was also recorded, including being found naked with a 15 year old girl. 
After an involuntary stay in hospital, Buddy was diagnosed as having an acute manic episode and was prescribed lithium to which he refused.  Buddy accepted alternative pharmaceutical treatment in the form of Haloperidol, Sodium Valproate and Depakote. Upon discharge, Buddy decided to discontinued with haloperidol, but continued taking the other medications.
Buddy’s actions left him unable to continue on his college course. Buddy’ s friendships dissolved and his relationship with his family became strained.
Growing up, Buddy was the youngest of 5 children. Buddy was raised in a high achieving family and was competitive towards his brothers in an attempt to measure up to his parents expectations, furthermore there was not tolerations for different views , with the threat of being ostracized if he rebelled. Buddy described how he was driven at school and described being hyper contentious and also a perfectionist. 
Buddy’s family history included several members with episodes of depression, including his mother. It was also thought that his uncle had a diagnosis of Bipolar Disorder and Alcoholism although there is some uncertainty in this information.


Buddy’s Presenting Problems and Diagnosis
Over the past 2-3 months Buddy reported his depressive symptoms had increased and were often for prolonged periods. Buddy struggled to concentrate and lost interest in the things he normally enjoyed.
 Sleep disturbance, a pessimistic outlook, lack of energy and worries about the future were reported .Recently Buddy also recorded feeling suicidal. Buddy also expressed a fear of being stigmatised as mentally ill or as a weak person which made him reluctant to seek help. 
The Diagnostic and Statistical Manual of Mental Disorders (5th ed.; DSM–5; American Psychiatric Association, 2013)   States that a major depressive episode can be diagnosed if an individual has 5 or more symptoms present within a 2 week period . A change of previous level of functioning must also be apparent.  One of the 5 symptoms, must include either a depressive mood or the loosing of interest in pleasure. Buddy’s symptoms that he expresses meet the diagnostic criteria for a major depressive episode as stated within the DSM -5. Furthermore, on examination of Buddy’s background information, this appears to be the second episode of mental health disturbance within the last 5 years. Previous diagnosis of the acute manic episode needs to be taken into consideration. The DSM-5  states that in order to meet the Criteria for Bipolar Disorder I, the individual requires “at least one episode of major depression and at least 1 hypomanic episode” p123.  Buddy has met this criteria due and therefore a diagnosis of Bipolar Disorder type I is given . Buddy’s chronic diagnosis is made on the basis of the diathesis stress model. Given his genetic predisposition( family history) to Mental health problems which have interacted with life events causing the episodes of mental health disturbances. 
Bipolar Disorder 
[bookmark: _Hlk62733832]The National Institute for Health and Care Excellence (2020) explains that Bipolar Disorder is also known as manic depressive disorder or Bipolar effective disorder and is a disabling long term mental illness that is characterised by episodes of elated and depressed moods. Often peoples moods can go from one extreme to another and these episodes can last for several days. The  National Health Service (2019) explains how  Bipolar Disorder  is caused by chemical imbalances within the brain, and highlights noradrenalin, serotonin and dopamine to be the neurotransmitters particular effected in bipolar disorder. Moreover, Clark & Sahakian (2008) explain that neurocognitive testing suggests complex neuropsychological impairments. Deficits could be associated with pathophysiology located in the neural system having a compromising effect on the prefrontal  and anterior cingulate cortex alongside the subcortical limbic regions, the amygdala and ventral stratum. The exact biological cause of bipolar continues to be explored. 
The Table shows the 4 P’s :
	
Factors 
	Biological 
	Psychological 
	Environmental/ Social 

	








Predisposing Factors 
	
Family history of depression and possible Bipolar

Use of alcohol and drugs
	
Work pressures – pressure to meet family expectations 

Family pressures growing up - feeling of needing to measure up

History of depressive spells

History of Manic episode 

 

	
Ethic minority group

Refusal of previous treatment and support 


Concerns of stigma 

Parents high expectations 

Conflict with parents




	
Precipitating 
	Medication non-adherence 
	
	 Work pressures 


	

Perpetuating factors 
	
Lack of continued treatment 
	
Rejecting help 
	
Family pressure 

	
Protective factors 
	

	
	
Support from wife  




Discussion
 The Diagnostic and Statistical Manual of Mental Disorders (5th ed.; DSM–5; American Psychiatric Association, 2013)   states that there is a much higher risk of development  for the development  Bipolar Disorder I if the individuals has relatives of the same diagnosis.. Bengessers and Reininghaus (2013)  explain that Bipolar Disorder has a high hereditary factor and that lifetime risk of a child developing Bipolar Disorder, is 25% if one of the child’s parents is affected by the disorder. The top suspected genes influenced are found withing the channel groups, growth hormones and clock genes as well as neurotransmitters.  Golib and Colich (2014) state that hereditability risk of depression is around 37%, however it for the transmission of major depressive disorder more than just a genetic predisposition is involved. Furthermore Schulich et al., (2008) highlighted that parents with a mood disorder can result in negative outcomes in their children’s mental health. Their study relieved a pathway from a parental diagnosis of a mood disorder to a child bipolar disorder which is influenced by impaired family functioning and conflict. The National Institute for Health and Care Excellence (2020) states that whilst Bipolar Disorder is one of the most heritable disorders, environmental factors such as early life stress and emotional abuse and neglect are also triggers to onset the disorder. Furthermore, risk factors for the development on Bipolar Disorder were studied by Gilman et al., (2012) with a study carried out on 25 individuals with Major Depressive Disorder (MDD), examining the risk factor for the development of bipolar disorder over a 3 year period with their diagnosis transitioning from MDD from Bipolar. Results suggested younger age black ethnicity where more at risk and , factors of environmental stress such as a history of child abuse, alongside lack of social support within the past year contributed to the transition to Bipolar.  However in contrast, Gonzalez (2010) stated that prevalence rates of bipolar are similar amongst Non Hispanic, Hispanic and African Americans. With this is mind it could be suggested that Buddy’s ethnicity was perhaps not a risk factor for the onset of Bipolar Disorder. 
Kessing et al., (2014) explains how major life events can be associated with the increasing risk of admission with bipolar disorder and highlighted that this stressor does not seem to change throughout the individuals lifetime. It could be argued that starting university is a major life event and the added stress to perform from Buddy’s parents, could have triggered the onset of the manic episode for buddy. 
The Kindling model is a science model that is based on the relationship between psychosocial stress and the course of the disorder. The model hypothesises that major stress is initially required to trigger the onset of the initial episodes, but successive episodes can become less tied to a life stressor and occurrence can happen autonomously. Post (1992)   The hypothesis would be in line with Buddy’s history and current symptoms, given that university and pressure from parents was the initial trigger for the first episode of disturbance. The second episode, the depressive state gave no obvious trigger.
Alcohol and drug use are associated with high rates of Bipolar disorder, moreover cannabis use is associated with the duration of mania. Strakowski et al (2000) Buddy indulged in alcohol and cannabis whilst at college which could have influenced the onset of bipolar disorder and influenced his symptoms. 
The Stigma of also having a mental health condition has also greatly impacted Buddy. Hawke(2013) states that stigma is a serious concern and often comes with a loss of social support. This is something that buddy has experiences, particularly with his family. Furthermore, Hawke et al., express that occupational success and reduced levels of functioning are as a result of the stigma. Buddy these issues in his clinical history and expresses a feeling of being weak. 

Treatment 
The NICE guidelines (2020) explains how bipolar can be effectively treated with medication and also Psychological therapy. Cognitive Behavioural Therapy ( CBT) is a commonly used therapy offered to those with a diagnosis of Bipolar Disorder.
With regards to medications, NICE (2020) recommends that fluoxetine (antidepressant) be prescribed along  with olanzapine or alternatively quetiapine could be given on its own. Geddes et al., (2013) states although antipsychotic drugs are found to be effective against manic episodes, there is varies efficacy reported within the use of them for depression. Geddes et al.,  also explains that long term maintenance and the stabilising of a depressive episode can be best achieved with a combination of psychological therapy as well as prescribing medications. The efficacy of antipsychotic medications was explored further in a meta- analysis  carried out by Cruz et al., (2010) where randomised control, double blind and placebo control trials of antipsychotics  use in individuals  with bipolar I and II and also depressive patients, where systematically reviewed. Efficacy was assessed using the MADRS scale and changes were measured after 8 weeks of treatment. Findings suggested that Quetiapine and olanzapine to have been the most effective and improvements were noted as early as a week into treatment.  This supports the clinical guidelines for these drugs to be first in line for Bipolar I,  Bipolar II and Depression.  Thomas and Saadabadi (2020) explain that Olanzapine takes action on Dopamine and Serotonin receptors as an antagonist in the mesolimbic pathway. It blocks the dopamine from its potential effects at the post synaptic receptors, allowing for normal dopamine neurotransmission resulting in a decrease of positive symptoms such as hallucinations and delusions. Its effects on serotonin 5HT2A receptors in the frontal cortex decrease the negative symptoms by acting as an antagonist.  The side effects for Olanzapine can be problematic for patients as explained by NICE (2020).  The can include, increased appetite (resulting in weight gain) Anticholinergic syndrome and sexual dysfunction. Given that buddy has a history of non -coherence with medication as mentioned in Buddy’s care history. The side effects to olanzapine could be a barrier to recovery for Buddy.   
The National Health Service (2019) explains that Cognitive Behaviour Therapy (CBT)  is a talking therapy that aims to break down problems and change the thought process and behaviour presented. CBT works by breaking down problems into 5 main areas working on the concept that they are interconnected. These areas are; situations, thoughts, physical feelings, emotions and actions. CBT aims to change negative thought patterns by breaking things down to be more manageable, this can change the pattern of specific problems with a highly structured approach. It promotes collaboration with the therapist to find solutions to the problems.
Costa (2010) states that Cognitive behaviour therapy can not only improve the life of people with Bipolar disorder, it can reduce the intensity of both manic and depressive episodes along with aiding adherence to medication treatments. Furthermore, Lauder et al., (2010) explains how psychotherapies including CBT can improve functionality, reduce relapse and provide information and education to aid understanding of illness, therefore aiding treatment adherence. 
The efficacy of Cognitive Behaviour Therapy was explored by Scott el al., who carried out a randomised control trial, using CBT in addition to the usual treatment (medication) for Bipolar disorder . The study involved 22 sessions of CBT, delivered over 18 weeks. Patients  were analysed and finding suggested that CBT may be beneficial treatment for those with Bipolar Disorder.

Conclusion 
Buddy clearly has a genetic deposition to depressive episodes, likely to have been inherited from maternal family.  Further Episodes have been triggered by life stressors and symptoms have therefore led to a diagnosis of  Bipolar Disorder type I.  Buddy’s desire to seek help has been hindered by stigma and concern that he may be perceived as weak. Cognitive Behaviour Therapy would be beneficial to Buddy, not only to aid recovery by changing his thought process but to provide insight to his disorder aid provide aid to encourage medication adherence to prevent further relapses.  Buddy clearly has support from his wife which is an important factor in managing his disorder, therefore couples CBT could also be considered. 
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