Psychological Case Formulation: Buddy King

Introduction to theoretical framework
[bookmark: _Hlk61880133]Diathesis stress model will be used in this psychological case formulation. The basic principle of the diathesis stress model is that stress triggers a diathesis and transforms the predisposition into the existing psychopathology (Monroe & Simons, 1991).
This model will allow to evaluate the patients’ life experiences and allow for a hypothetical diagnosis to be placed. Biological and social factors will be reviewed before the treatment plan has been completed. 
Basic demographics of client
Age: 28
Sex: Male
Ethnicity: African - American
Marital status: Married
Present bio-psycho status: Buddy displays symptoms of agitated depression, which have escalated over the past 2-3 months. Symptoms include difficulties in getting up in the morning and social withdrawal. Furthermore, he also ceased all forms of exercise which has been important in his life. Currently he is not undergoing any medical or psychological treatment. He was reluctant to seek professional help as he was worried about the mental health stigma and his social status. 
Diagnoses: Around 4 years ago Buddy was hospitalised for a period of 6 weeks. He was diagnosed with an acute manic episode characterised by symptoms of abnormally persistent elevated mood, grandiose, persecutory delusions, hyperactivity and a decreased need for sleep. During the episode he has also displayed an increased sexual drive which led to an inappropriate behaviour and his arrest. He also began to misuse alcohol and began to smoke marijuana. Since then, no further manic episodes have been reported. Buddy display symptoms of bipolar disorder. His present symptom can lead to the speculation that another manic episode can occur in a near future. 
Client background summary
Buddy, a 28-year-old, African - American, married, with no children, a manager of a family business. Coming from a wealthy family. Wife of the patient have contacted the GP service and expressed a growing concern over her husband mental wellbeing. GP has referred Buddy for psychiatrist consultation following his major depressive episode. He was reluctant in seeking medical help until the symptoms have affected his day-to-day life. Additionally, his medical history had an influence on his decision to seek medical assistance. In the past Buddy experienced depression which was followed by a full manic episode which characterised by elevated mood, grandiose and persecutory decisions. During that time, he abused alcohol and recreational drugs. He also found himself in inappropriate situation which led to his arrest. After that episode he was involuntary hospitalized for period of 6 months. 
For the first 2 weeks he refused the pharmacological treatment. He finally agreed to take a combination of haloperidol, sodium valproate and Depakote. Refused to take lithium. Once discharged he stopped taking haloperidol but continued taking other medication. Due to the occurred events, he lost all his friends, and his family was deeply disappointed with him. They insisted that Buddy complies with the treatment and did not understand why he do not comply with it. They have forced him to take regular blood test to ensure he obeys they wishes. 
Buddy is the youngest out of the 5 siblings. He always felt like he was not good enough and had to go the extra mile to please his parents. Farther appears to be the main figure in the family dynamic. His upbringing was strict, he was unable to express his own opinions as that was not tolerated and it would be punished by the parents. Parents support was only provided if the children were following, they rule. 
He was always driven and a perfectionist. He has recognised that family dynamics and running the family busines could have contributed to his current issues. There are reports of depression, alcoholism, and bipolar disorder within the family. 
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	The P’ characteristics 
	Biological
	Psychological

	Social

	
Predisposing 


	
· Family history of depression, alcohol abuse, possibility of a bipolar disorder within the family (maternal uncle).
· Experience full manic episode during his collage years.
· Binge drinking and use of marijuana.
· Increased sexual drive.
· Due to the risky behaviours, he was arrested. 
· Involuntarily hospitalization.
· Diagnosed with manic episode. 
· Episode of decreased need for sleep.
· Depression.

	
· Perfectionist in schools and athletics.
· In competition with his older siblings. 
· Hardship in meeting parents’ expectations. 
· Harsh father who expected diligence from his children. 
· Unable to express his own opinion and views.
· Disobedience was not tolerated, and it was punished. 

	
· The youngest out of 5 children. 
· Pushed away by his friends after his arrest.
· Change of University. 
· Controlled by his family. 
· Continuous stress and pressure from the family.
· High family expectations.  



	Precipitating 

	
· Increasing symptoms of depression.
· Low sex drive.
· Not treated depression. 


	
· sustained depressed mood, lack of energy, difficulty concentrating, decreased interest and withdrawal from activities.
· Suicidal thoughts. 
· Pessimistic views on life.
	
· Social withdrawal. 
· Issues with the marriage.
· Unable to fulfil his work duties. 
· Withdrawal from all physical activity. 

	Perpetuating 

	
· Depression. 
· Reluctant in taking medication.


	
· Having a high expectation towards himself.
· Unable to put his own needs above his family expectations. 
	
· Limited social network and support.
· No family support.  

	Protective 

	


	
	
· Support of his wife.
· Education. 




Diagnosis according to the DSM- V  
[bookmark: _Hlk62225557]Bipolar disorder (BD) is a mood disorder that varieties between sever mania and depression. According to the Diagnostic and Statistical Manual of Mental Disorders (DSM-5) before an individual can be diagnosed with a bipolar disorder there has to be at least one manic episode recorded (American Psychiatric Association’s, 2013). The DSM-5 states that before the mood can be viewed as mania it has to continue for a period of 7 days and must be present most of the day, every day (Bayes & Parker, 2016). ‘Mood’ is described as euphoric, excessively cheerful and it is easily recognised as over the top. It can also be characterized by haphazard enthusiasm for interpersonal or sexual interactions (American Psychiatric Association’s, 2013). Buddy has experienced a full manic episode during his college years. The symptoms he experienced at the time were abnormally persistent elevated mood, grandiose and persecutory delusions, and hyperactivity. He also displayed a decreased need for sleep, which is one of the most frequent symptoms during a manic state. Individual often feel rested after few hours of sleep and in severe cases the individual can go for days without the need of sleep. 
During that time there are also report of increased need for sexual activity, binge drinking and use of marijuana. However, there is no confirmation of how long those symptoms lasted for. Therefore, we can only presume that they have persisted for at least a week. It is worth noting that there were no further manic episodes. This is very rare occurrence in BD as it is a typical recurrent disorder (Kessler et al., 2007). Prior to the episode Buddy displayed symptoms of depression which occurs prior or after a manic episode in nearly 60 % of cases (Hooley et. al., 2017). Pressure from his family and his own uncertainty about the future could have been the trigger. 
Buddy was involuntarily hospitalised for 6 weeks after his arrest. At this time, he was diagnosed with acute manic episode. After the discharge he displayed signs of remission, which often occurs in around 50 percent of the days (Kupka et al., 2007). 
In the past 2-3 months he become more depressed. He demonstrates lack of energy, difficulty concentrating, decreased interest and withdrawal from activities he usually enjoyed. He also reflects about his future and has developed sleep disturbance. Furthermore, he also has a lower sex drive and has suicidal thoughts. This could be an indicator of another manic attack. 

Biological factors
Lifetime prevalence of bipolar I disorder has been estimated at 1.3%, with an equal distribution between sexes. There are numerous biological factors that are thought of having an impact on onset of the bipolar disorder. These factors include genetics, neurochemical, hormonal, neurophysiological, neuroanatomical, and biological rhythm (Hooley et al., 2017). 
Genetics are a major contribution to the development of the BD. The disorder often runs in families; nonetheless, it is still unclear which specific genetic mode is responsible for transmission of bipolar disorder (Potash & DePaulo Jr, 2000). Mellerup et al. (2017) commenced a study which focused on genetic variants that are linked with the BD. Regrettably, they were unable to find a single nucleotide polymorphisms (SNPs) genotypes or single combinations of SNP genotypes that have been significantly linked with bipolar disorder. They have however found with the patients in one cluster of combinations which can be associated with BD. Cluster can be identified as a group of combinations that share at least one common SNP genotype. Patients in that cluster have shared the same combinations in their genome. This can be viewed as a probability factor for the disorder. It cannot however be viewed as a risk factor for a single individual as the probably of having all combinations from the cluster in a genome are very low. 
Some of the genetic polymorphism however, that have been recognised in the individuals with BD have also been seen in patients suffering from schizophrenia and depression. This could explain the range of symptoms that are shared between those disorders (Hooley et. al., 2017).

Environmental and social factors
Diathesis stress model of abnormal behaviour is often used to review the pre-existing vulnerability to a mental health disorder during the exposure to a major stress event. During the process of evaluation, the focus remains on two components: diathesis and stress. Diathesis is the predisposition that the individual poses to develop a mental health disorder. That predisposition can originate from biological, psychological, or social cultural factors. Stress often occurs when a persistent or recurring unplanned stressor occurs. This event leads to a behavioural and psychological change withing the person (Schneiderman et. al., 2005). 
However, diathesis on its own is not sufficient enough to be classed as a single cause of a mental health disorder. Proximal risk factor must also occur for that disorder to be ‘activated’ (Hooley et. al., 2017). Stress responses depend on the characteristics of a situation. These characteristics consist of the intensity/severity of the stressor and an individual ability to control the stressor. Additionally, they also depend on the nature of the cognitive responses or appraisals of the individual. Life events such as loss, humiliation, and danger are associated with the development of major depression (Kendler et al. 2003)
Haresh et al. (2011) presented in they study that stressful life events (SLE) could contribute to the etiology of the bipolar disorder. In particularly those life events that are extremely negative or are loss related. Furthermore, they have demonstrated that those events often occur in the year prior to the first episode of depression and/or mania and are less common in childhood or after the episode. 
Another study commenced by Kessing et al. (2004) examined whether first admission with mania relates to the occurrence of grief or a major stressful life event. The results proved that the predisposition to the onset of mania after major life stressors did not change during the lifetime. 
However, another report provided evidence that adversities such as physical and sexual abuse during a childhood are linked to elevated risk of incident and recurrent mania. The evidence provided in the study are consistent with the theoretical model of bipolar disorder that correlates the stress related pathways in the etiology of mania and suggest that these pathways have developmental origins (Gilman et. al., 2015).
Negative effects of chronic stressors are common, also the correlation between psychosocial stressors and chronic disease is complex and it can be affected by the number and perseverance of the stressors as well as by the individual's genetics and acquired patterns of coping. Stress-related outcomes can vary according to personal and environmental factors. Personal risk factors such as trauma, prior psychiatric history, neuroticism, gender can have affect on the predisposition for a depressive disorder. While several situations tend to draw different patterns of stress responses, additionally there can be differences in an individual stress response to the same situation. “Individual response stereotypy” refers to a pattern which describes an individual’s reaction to different types of stress across a variety of stressful situations. Some individuals have a tendency of active coping where others will respond with a vigilance or cognitive avoidance. Furthermore, it is also a hypothesized risk factor for stress-related disease. Genetic inheritance undeniably plays a role in determining individual differences in ‘’response stereotypy’’ (Schneiderman et. al., 2005)
Other factor that can also influence the course of the bipolar disorder is low social support. One of the studies focused on social support of patients suffering from the bipolar disorder. Regardless of the amount of stressful life events patients with lower support network, demonstrated more depressive decline over the one year follow up (Cohen et al., 2004). 

Proposed treatment 
Psychopharmacology:
In the review of bipolar treatment guidelines Nivoli et. al. (2012) confirmed that the pharmacological treatment should be used at the start of treatment for acute bipolar mania. The recommendation preferred single drug treatment with the use of lithium, valproate or atypical antipsychotics. All the guidelines preferred the monotherapy over the combined treatment as this allowed for better management of the dosage of the medication. 
[bookmark: _Hlk62230008]Lithium is often effective in preventing cycling between manic and depressive episodes (Hooley et. al., 2017). Although about one third of patients that takes lithium on regular basis did not experience any episodes within 5 years. Nevertheless, individuals that continuously take lithium display fewer episodes than patients that discontinue their treatment (Keck et. al., 1998).
However, Buddies clinical past demonstrate his reluctance to medication. Lithium has been excluded from his treatment due to his refusal which could be due to the unpleasant side that are associated with it. Most common side effects include lethargy, cognitive slowing, weight gain, decreased motor coordination, and gastrointestinal difficulties. Many patients are unable to tolerate them and therefore refuse the treatment or they discontinue they treatment. (Hooley at. el., 2017) 
The alternative that could be use in Buddies treatment is a Valproic acid (Depakote) which he previously taken. This medication will be prescribed in combination with an antidepressant to stabilize the mood. It worth noting that if we incorporate a treatment without a mood stabilizer this is more likely to trigger a manic episode in a bipolar patient.

Psychotherapy
According to the National Institute of Health and Clinical Excellence (NICE) the main psychological approaches currently used for bipolar disorder include enhanced relapse prevention/individual psychoeducation, Cognitive behavioural therapy (CBT), Interpersonal and social rhythm therapy, Group psychoeducation, Family-focused therapy (2017). 
Although all the psychotherapy can be used in BD treatment, CBT has a numerous unique features’ that make it particularly suitable for BD treatment. Psychoeducational nature being the first one. It promotes, monitoring and self-regulation. CBT has also been effective in increasing compliance to pharmacological treatment (Cohran, 1984). This is extremely useful as non-obedience to pharmacological treatment has been reported to occur in 50 % of patients. CBT efficiency has also been proven in the prevention of relapse in unipolar depression which proposes that it might be beneficial for relapse prevention in patients diagnosed with BD (Patelis-Siotis, 2001)
As Buddies social support is limited a Cognitive behaviour therapy is suggested as a main psychotherapy treatment. Cognitive-behavioural therapy (CBT) assumes that reappearances of mood disorder is determined by negative thinking in response to life events, negative view about the self, the world, and the future. CBT has been modified for patients with bipolar disorder with acknowledgement that manic episodes are often related to the excessively optimistic thinking (Hooley et. al., 2017).
The psychoeducation phase of CBT educates the patient about medications, symptoms, and cause of BD. During this phase Buddys wife could be involved. This would allow them to enter the treatment together and it will provide them with the important information how to better manage their lives with the illness. This process increases patient’s confidence and leads to better taking control of their lives. The other goal of that stage is to educate patients on early symptoms of relapse and teach them how to develop strategies that will prevent a manic episode. The skill-training phase focuses on the specific cognitive and behavioural methods for depression such as speaking to the physician to re-evaluate medications, problem solving around stressful life events. The final stage goals are to help the ill person to gain the sense of ‘self’ (Patelis-Siotis, 2001).
This treatment would allow him to refocus his thoughts and be more compliant with the medication. 
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