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Introduction to theoretical framework
This case psychological formulation will take the form of an integrated Biopsychosocial Model (as first proposed in 1980 by George Engel). Clinical Prognosis is reached by combining knowledge of the biological, psychological, and social factors affecting the patient from which hypothesis can be drawn as to origins and perpetuating factors of the individuals symptoms guiding an appropriate treatment regime.

Patient background: Buddy King
Current Symptoms
Buddy King, a 28-year-old manager of African-American heritage, was reluctantly referred to a psychiatrist by his GP following an intervention by his wife raising concerns to the family doctor regarding his increasing depressive state which had escalated dramatically over the prior 2-3 months. The escalation in symptoms by this point was interfering with his concentrating, affecting work, causing sleep disturbance and perpetuating negative rumination and had caused him to withdraw from favoured social activities along with intimate relations with his wife (all recognised elements of a major depressive episode). A fear of being considered “weak” and “mentally ill” had been a significant in preventing him from seeking professional help earlier. The World Health organisation ranked Major Depressive Disorder the third highest burden of disease on the planet in 2008 and projected that by 2030 it would rank as the most common disabling condition worldwide (Bains & Abdijadid, 2022).  

Previous Symptoms and Clinical Hisory
Previously, during his senior college year, Buddy had experienced depression and an isolated hypomanic episode which presented as an abnormal and persistently elevated mood, hyperactivity, grandiose and persecutory delusions, and a substantially decreased need for sleep. The episode caused Buddy to uncharacteristically skip classes and partake in bizarre and risky behaviours including marijuana and alcohol binges. Whilst in itself risky behaviours is not necessarily indicative of mental illness, research has shown that genotype can influence risk taking behaviours (Bell, 2009), we have learned that individuals who struggle with depression or anxiety are more likely to engage in excessive ‘risk-taking’ (Mofatteh, 2020). Buddy’s recklessness further led to a naked sexual encounter with a 15yr old on campus which was intercepted by the police leading to hospitalization and ultimately exclusion from college.  The debacle, generated disappointment from family and friends, and led to his expulsion and relocation to an alternative educational campus to complete his studies,  
    Several of Buddy’s close ancestral family members have suffered with mental health conditions. 

Case Evaluation
Evaluation method
George Engel noted that the outcome of an individuals patients treatment is most influenced by conceptual models around which their knowledge of the patient is organized. (Engel,1980). His biopsychosocial model combining a practicalities and philosophy to provide a guide towards effective care. Understanding Buddy’s subjective experience, along with observational knowledge  of his behaviour from family, and  combining it with medical knowledge is essential to provide him with an accurate diagnosis.  Accuracy of diagnosis in turn leading to best health and treatment outcome for the patient, in this case (Borrell-Carrió et al.,  2004). Macneil furthered this ideal developing a five factor framework for case formulation referred to as the ‘The Five P’s’ (Macneil et al., 2012).  By systematically considering 1- Presenting problems, 2 - Predisposing factors, 3 - Precipitating factors, 4 - Perpetuating factors, and 5 - Protective factors. 

Presenting problems in Buddy’s life (concerns that patients find difficult to manage). 
	Buddy’s’ family has a significant history of depressive disorders including bipolar disorder (biological influences).  He grew up in what was, to him, a stressful environment, experiencing overwhelming pressure from family throughout his lifetime, in particular during final year of studies (social/environmental influences). Biological and psychological factors included sleep disturbance due to worry, lack of energy, difficulty concentrating, and personal worry about future career prospects (whilst in college). The past 3 months had seen a dramatic downturn in his psychological health with the addition of decreased enjoyment in social activities, decreased sexual relations and suicidal thoughts. Buddy’s’ experiences, concurred with the findings of Johnsons 2017 longitudinal study which found that the effect that negative life events, family difficulties, social support deficit and trauma  are  common factors in patients with depression, but notably have magnified effect on those diagnosed with bipolar due to the attribution of their ‘overactive’ neurological response to stressful life events. Johnsons report further recognised that whilst there was significant overlap with the social risks predictive of major depressive disorder, a reduction of family stressors and conflict greatly improved the condition of bipolar sufferers.
In summary the presenting factors would suggest that Buddy has presented with a previous episodes of depression including one hypomanic episode, hailing from a stressful family environment  thus meeting the  Diagnostic and Statistical Manual of Mental Disorders, Fifth Edition (DSM 5) criteria for bipolar 2 disorder. 

Predisposing factors: (Biological, environmental and personality traits)
Diathesis refers to the genetic and biological vulnerability to develop disorders such as bipolar. There is growing evidence that where there is biological vulnerability, there is a strong correlation between bipolar symptom development and stressful life events or poor sleep. Whilst sleep deprivation has been recognised as being a significant trigger factor, the notion that bipolar sufferers are more sensitive to light at night, affecting melatonin levels are inconclusive. (Ritter et al., 2020).  However prolonged stress is known to negatively affect the neurotransmitter systems, causing elevated levels of distribution of stress hormones. Prolonged stress alerts the neurotransmitters to stay activated, the body staying permanent in fight or flight mode, which can results in structural and chemical changes in the brain.  Buddy has a biological vulnerability due to multiple cases of ancestral family history of depression, and has experienced a number of trigger factors in his life, including stressful family relationships and sleep deprivation. A predisposition to inheriting depressive disorders is showcased by Twin research. It has been demonstrated that in the case of monozygotic twins, if one suffers from bipolar disorder, there is a 80% chance of the remaining twin developing a mood disorder too, This risk dropping to 16% in the case of dizygotic twins.  

Precipitating factors: (Triggers, or factors that increased risk of developing Bipolar II
 Buddy has several maternal relatives, including mother, brother and grandmother and uncle, all of whom are stated as having suffered from depress symptoms, the latter of which was thought to have bene diagnosed specifically with bipolar disorder. Bipolar has been found to be polygenic and highly heterogeneous, demonstrating substantial genetic overlap with other psychiatric disorders (O’Connell & Coombes,  2021) indicating Buddy might well have a genetic susceptibility to depressive mood disorders. Other precipitating factors to consider are the long periods of stress (social and environmental factors) that Buddy has been subjected too along with a demanding job role.

Perpetuating factors: ( factors which  prevent recovery).
Buddy recognised that his childhood perfectionist traits were due to long standing family dynamics, notably a pressure to attain along with dictatorial compliancy and were contributory to his recent (untreated) bouts of depression.  Whilst there is still much to learn about mechanisms of childhood maltreatment and adult health, environment is known to influence psychosocial formation of  attitudes, beliefs and development of health behaviours (Chartier, et al., 2009:Kuh et al., 1997). The  lifelong pressures of measuring up to family expectation could account for progressive decay in Buddy’s health concurring with Surtees & Wainwright (1999) findings on the ‘adverse effects of stressful life events’ over time. 


Protective factors: factors that moderate symptoms and or aid recovery 
Buddy’s wife has shown her concern and support for his wellbeing. Family support has been found to be critical for the recovery of patients of BD.


Diagnosis
Buddy’s current symptoms are indicative of depression (Bhowmik et al., 2012). Whilst the symptoms of clinical depression are complex and differ between individuals, Buddy’s feelings of sadness, lack of energy, decreased interest in previously enjoyable pursuits would initially infer he is suffering from major depression (Bhowmik et al., 2012).  The is one discrepancy however, that of Buddy’s hypomanic episode whilst in university. Only one episode of hypomania (lasting more than 4 days is required) together with evidence of at least one major depressive episode as  is Buddy’s case, changes the diagnosis to Bipolar 2 in line with criteria as set out in DSM 5. 
“ To be diagnosed with Bipolar II according to criteria laid out in the (DSM-5), someone must experience A) a hypomanic episode, and B) a major depressive episode. These can occur at any point over the course of a lifetime.” 
The notable absence of a manic episode identifies this case as Bipolar II rather than Bipolar I (which is associated with mania).   
 
Bipolar disorder  (BD) is a highly heritable multifactorial illness   estimated to affect about 50 million people across the planet. (O’Connell & Coombes, 2021). The aetiology of this psychiatric disorder is uncertain. Some environmental and genetic factors have strong evidence supporting their association with BD which other factors may be small in attributable risk of individual factors and common to several mental illnesses. BD is now one of the leading causes of disability worldwide, perhaps in no small part to due its effective heritability  60–80% (Antypa & Serretti, 2014) whilst severity of bipolar has been found to relate childhood emotional abuse. Having high levels of medical comorbidities and an association with high levels of premature mortality much research has been dedicated to try to find ways to prevent onset of this limiting condition (Rowland & Marwaha,  2018).
Buddy meets the criteria for diagnosis according to DSM 5 for Bioplar II disorder: Bipolar II Disorder  DSM -5 reference: 296.89 (F31.81)

Treatment
Historically, when Buddy was admitted to hospital during his hypomanic episode, the medics diagnosed an acute manic episode. Buddy had resisted treatment for two weeks, Buddy refusing lithium as a medication, but had conceded to take haloperidol (a first generation antipsychotic) whilst hospitalised, but continued to take sodium valproate and Depakote after his release for a short time. Depakote is typically prescribed for the treatment of manic episodes associated with bipolar disorder.  Medication seemed to be a point of contention for Buddy following his hospitalization, and was a contentious factor with his family too, as such, it is imperative to explain the full benefits of any medication going forward. It is  proposed to use a combined approach to Buddy’s treatment in line with the NICE (2017) guidelines. NICE recommends that periods of  hypomania should aim to be treated with an antipsychotic drug such as haloperidol, quetiapine, risperidone.  Lithium has been shown to be a widely used mood stabilizer, highly effective in treating manic episodes. Whilst it is not stated why Buddy previously refused to take Lithium, it is known to have many negative side effects, as such it is proposed to prescribe Buddy Depakote due to his familiarity with it, along with psychotherapy. Depakote, also known as Valproate is a mood stabilizer medication that works by increasing the amount of a chemical called gamma-aminobutyric acid (GABA) which blocks transmission of brain signals resulting in a calming effect. 
 	A review of 125 studies revealed that newer psychological interventions have shown improvement in hypomania and mood symptoms. These include Family-focused therapy (FFT) (Miklowitz et al., 2013), social rhythm therapy (IPSRT) (Hoberg et al., 2013), and cognitive behavioural therapy (CBT), group interpersonal and Psychoeducation (learning about and understanding mental health and wellbeing). 
Whilst each of the therapies has their merits, I feel for Buddy, being able to manage his response to a depressed mood (or hypomanic episode should one reoccur) would befit him greatly, improve his confidence and lessen his anxiety, as such CBT would be my first suggestion to him, followed by FFT with his wife, who has demonstrated her support for him contacting the GP out of concern for his welling. I do not feel it would be helpful to include his family in his therapy plans as his parents and brothers have demonstrated a lack of support historically (after his hypomanic episode in university and with high levels of expectation across his lifetime).  I think that the scientific findings demonstrating the success of CBT (i.e. reduced relapse of episodes (Pearson & Burlingame, 2013) and FFT, showing the results to be as efficacious and longer lasting than medications (in the treatment of depression) with the added possibility of enhancing efficacy of medications in the treatment of BD (Hollon & Ponniah, 2010) would encourage him greatly.
 
Based on the presented evidence I believe this combination of treatments to be the most beneficial for Buddy given his diagnosis of Bipolar II Disorder.
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Diagnosis
Buddy’s current symptoms are indicative of depression (Bhowmik et al., 2012). Whilst the symptoms of clinical depression are complex and differ between individuals, Buddy’s feelings of sadness, lack of energy, decreased interest in previously enjoyable pursuits would initially infer he is suffering from major depression (Bhowmik et al., 2012).  The is one discrepancy however, that of Buddy’s hypomanic episode whilst in university. Only one episode of hypomania (lasting more than 4 days is required) together with  evidence of at least one major depressive episode as  is Buddy’s case, changes the diagnosis to Bipolar 2 in line with criteria as set out in DSM 5. The notable absence of a manic episode identifies this case as Bipolar II rather than Bipolar I (which is associated with mania).   Ref dsm 5
Bipolar disorder (BD) is a highly heritable mental disorder and is estimated to affect about 50 million people worldwide. O’Connell KS, Coombes BJ. Genetic contributions to bipolar disorder: current status and future directions. Psychol Med. 2021 Bipolar disorder is one of the psychiatric disorders where complex and multifactorial heritage is most effective at a rate of 60–80% (8  ). Antypa N, & Serretti A. 2014).  
Bipolar disorder is a multifactorial illness with uncertain aetiology. While numerous genetic and environmental risk factors have been identified, the attributable risk of individual factors is often small, and most are not specific to bipolar disorder but are associated with several mental illnesses. Therefore, while some genetic and environmental factors have strong evidence supporting their association with bipolar disorder, fewer have sufficient evidence to establish causality. There is increasing interest in the role of specific gene–environment interactions, as well as the mechanisms by which risk factors interact to lead to bipolar disorder. Rowland TA, Marwaha S. Epidemiology and risk factors for bipolar disorder. Therapeutic Advances in Psychopharmacology. 2018;8(9):251-269. doi:10.1177/2045125318769235 1 It is one of the leading causes of disability worldwide2 and is associated with high rates of premature mortality from both suicide and medical comorbidities.3,4  severity of bipolar is related to childhood emotional abuse while emotional abuse appears to be the most frequent subtype of abuse experienced in bipolar patients.20
Bipolar II Disorder  DSM reference: 296.89 (F31.81)
To be diagnosed with bipolar 2 according to criteria laid out in the (DSM-5), someone must experience A) a hypomanic episode, and B) a major depressive episode. These can occur at any point over the course of a lifetime.

Buddy meets the criteria for diagnosis according to DSM 5 for Bioplar II disorder. 
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