Depression

	Depression can be defined as a complex neuropsychiatric disorder, which is accompanied by many etiological contributions (Murphy and Hankerson, 2018). Depression is a very common mental health disorder, and more than two-hundred and sixty-four million people suffer worldwide. Depression is one of the leading causes of disability globally and women are often affected more than men. There are also a wide variety of treatments available, which can suit every individual differently (Murphy and Hankerson, 2018). 
Depression has received much attention in the field of research, where looking at the various causes has received most attention. Studies that have looked at causal beliefs of depression have identified many causes that individuals endorse and these can include interpersonal problems such as having poor social skills, developmental problems such as issues during childhood and personality or cognitive causes such as depressive ways of thinking, as well as biological factors such as biochemical influences, environmental factors such as stress and religious factors such as God’s will (Khalsa, McCarthy, Sharples, Barrett and Barber, 2011). 
	From much previous research that has looked at the causes of depression, the current explanations of depression stem towards biological, cognitive and social-cultural factors. Adoption, twin, family and molecular biology gene studies have indicated that some individuals inherit a genetic predisposition to develop depression and many twin studies have demonstrated that genetics hold a strong component, as well as adoption studies that have shown that genetics play a part in severe cases of depression (Beck and Bredemeier, 2016). 
	Moreover, many studies in the field of molecular biology have found that depression may be linked to a specific gene and one of these can include serotonin, responsible for its re-uptake and transmission. One study that looked into this gene specifically can include that of Caspi et al., (2003), and the aim of this study was to explore the link between stressful experiences and depression in most individuals, compared to others. The results of this study indicated that individuals with one or two copies over the short allele of the 5-HTT serotonin gene showed more depressive symptoms and levels of suicidality in relation to stressful life events than individuals with long alleles (Caspi et al., 2003). 
The serotonin transporter gene is responsible for putting serotonin back into the ‘synaptic cleft’ in order to reuse it. From the results of the Caspi et al., (2003) study, it can be said that individuals who exhibited the short serotonin genes have an increased risk of depression, due to the risk of prolonged negative emotions, and could possibly lead to a negative outlook on life. In turn, research that has looked at the amygdala in individuals with two short serotonin transporter genes has shown that the amygdala was 25 percent smaller than individuals with two long serotonin genes (Caspi et al., 2003). The majority of genetic studies of depression have suggested that a small set of functional polymorphisms are relevant to monoaminergic neurotransmission. Research has also suggested that there are small positive associations between the polymorphism in the serotonin transporter (5-HTT) and depression related behaviour and suicidal behaviour (Levinson, 2006). 
One specific belief that has been supported by many researchers can include the monoamine hypothesis which suggests that depression is caused by an alteration in levels of one or more of the monoamines, including serotonin (5-HTT), norepinephrine (NE) and dopamine (DA). Many studies that have looked at these three biochemicals have shown that serotonin metabolites are reduced in individuals who have been diagnosed with depression. In addition, current research into the neurobiology of depression have shown that serotonin, dopamine and norepinephrine all interact together to produce a balanced mood, and this can explain why lower levels of each biochemical can produce alterations in mood (Dean and Keshavan, 2017). 
Researchers have also looked into the relationship between stress and depression and this could be due to how stressful life events can cause depressive episodes in individuals. Stress can lead to elevated hormones including cortisol, known as the stress hormone, while reducing levels of serotonin and other neurotransmitters including dopamine, which have been shown to link with depression. Hammen, (2005), produced a meta-analysis that looked at the causal association between stressful life events and episodes of depression. The research assessed in this meta-analysis has indicated that stressors are 2.5 times more likely to appear in depressed individuals compared to controls and that eighty percent of depression cases were a result of stressful life events (Hammen, 2005). 
As well as the biological causes of depression, there is a substantial amount of research that has looked into the cognitive approach in relation to the causes of depression. Many cognitive theories of depression suggest that cognitive factors contribute to the cause of depression and many theories of depression have been produced and one of these can include the cognitive model (Beck, 1979). The cognitive model of depression proposes that an individual’s belief about their disorder are embedded in schemas. This model consists of three schemas that operate simultaneously to determine the value of life events and produce the appropriate response. These schemas can include self-image, perceived image of the world and expectations of the future. In addition, the model suggests that life stress activates underlying attitudes, that in turn, progress to the vulnerability to develop depression. Moreover, the cognitive model of depression theorises four interrelated cognitive components that produce depression and these can include early experience, formation of dysfunctional beliefs, critical incidents and activated beliefs. These components together produce negative thinking, and in turn, produce symptoms of depressions (Beck and Bredemeier, 2016). 
Beck’s 1979 cognitive model of depression also suggests the development of maladaptive attitudes and explains that self-defeating attitudes are developed during childhood. Beck has also suggested that when an individual encounter upsetting situations in later life, can develop into negative thinking in later life. Since Beck’s cognitive model of depression, researchers have looked at cognition and emotion in depression and have looked at the relationship in more detail. Due to how the diagnostic criteria for depression involves cognitive deficits, researchers have explored cognitive functioning difficulties that are related to depression (Kircanski, Joormann and Gotlib, 2012). 
	From the perspective of the dual process model, the cognitive vulnerability to develop depression involves the relationship between reflective and associative processing and from much research, evidence suggests that negatively biased self-referent associative processing provides the main foundation for developing a cognitive vulnerability to develop depression. Therefore, if an individual processes information about themselves negatively, they may be susceptible to develop the illness (Kircanski, Joormann and Gotlib, 2012).
	There are many different types of treatments that can be used to treat depression and these treatments can range from drug related medication to cognitive therapies. Pharmacological treatments for depression have received much attention and research over recent years and some of these can include antidepressants. Research has shown that antidepressants such as tricyclic antidepressants (TCA’s), selective serotonin reuptake inhibitors (SSRI’s) and serotonin norepinephrine reuptake inhibitors (SNRI’s) can be affective when treating depression as they increase levels of serotonin in the brain, and dye to this, they are often the first type of treatments doctors use for patients (Dean and Keshavan, 2017). 
	One study that has looked at using SSRI’s to treat depression can include that of Cui, Huang and Wang, (2018). The aim of this meta-analysis was to explore the effectiveness of citalopram against other antidepressants in patients with poststroke depression. The study looked at 20 studies with a total of 1485 participants. The results of this study showed significant decreases on the Hamilton Depression Scale scores after receiving citalopram treatment when compared to other antidepressants. From this it can be said that citalopram can be more effective than other antidepressants as it takes action faster when treating patients with depression (Cui, Huang and Wang, 2018). 
	Antidepressants have received a large amount of empirical support, and there are many reasons as to why healthcare professionals prescribe them to individuals with depression. Some of these reasons can include how antidepressants are effective in achieving remission in depressive symptoms, they decrease the likelihood of a recurrence of the same episode of illness and they allow for illness maintenance over a long period of time (Frank, 2014). However, many professionals avoid treating depression with antidepressants as many empirical studies provide negative aspects. Reasons for this avoidance can include patient severity to side effects and the speed of remission, some individuals many experience side effects such as nausea and dizziness and due to this, antidepressants may only be an effective treatment for some individuals (Frank, 2014). 
	As well as the pharmacological treatments, there are also many cognitive treatments that can be used to treat depression and some of these can include electroconvulsive therapy animal therapy and cognitive behavioural therapy. Cognitive behavioural therapy aims to teach individuals how to systemically evaluate their negative beliefs and dysfunctional thoughts, as well as teaching people to identify their distortions in how they process information, in order to challenge their assumptions and beliefs about themselves. 
Cognitive therapies have received much empirical research over recent years and one of these can include that of Li et al., (2018). The aim of this meta-analysis was to explore the effectiveness of cognitive behavioural therapy (CBT) for the treatment of depression. This meta-analysis looked at a total of six studies involving eight-hundred and forty-seven participants. The results of this study indicated that CBT was an effective treatment in reducing symptoms of depression. The results also indicated that the effectiveness of CBT could be beneficial for a substantial amount of time after receiving treatment. This shows that compared to antidepressant treatments for depression, CBT has the increased potential in taking quicker effect when treating individuals with depression (Li et al., 2018). 
There has been a substantial amount of research produced that has looked at the effectiveness of cognitive behavioural therapy and there are many reasons why it is often chosen to treat individuals with depression. CBT can be completed in a short period of time compared to other therapies and the skills individuals can learn through CBT can be incorporated into everyday life. Although, attending sessions of CBT can be very time consuming for some individuals, as well as CBT mainly focusing on the individuals themselves, and not taking wider problems into account, such as family life (Richards et al., 2016). 
A great deal of research that has looked into the effectiveness of treatments of depression have shown that cognitive behavioural therapy is as effective as antidepressants, and one of these can include that of DeRubeis et al., (2005). The aim of this study was to compare the effectiveness of medication and cognitive therapy and the study consisted of two-hundred and forty participants. Participants were randomly assigned to either receive sixteen weeks of medication or 16 weeks of cognitive therapy. The results of this study showed that at 8 weeks of treatment, response rates to treatment of medication and cognitive therapy were both effective in reducing depressive symptoms in patients. This shows that cognitive treatments can be as effective as medications, although cognitive treatments are shown to be longer lasting (DeRubies et al., 2005). 
	Overall, it can be said that there are many different factors that contribute to the development of depression and from the research discussed, it can be said that both pharmacological and cognitive treatments are both effective for reducing depressive symptoms. From this, future research could look into using both antidepressants and cognitive behavioural therapy in conjunction with each other when treating individuals with depression. By doing this, healthcare professionals can treat individuals faster, as well as providing them with the most effective care possible.  















Schizophrenia
	Schizophrenia can be defined as a severe and chronic mental illness that causes a range of psychological symptoms which are often categorised. Schizophrenia is often described as a type of psychosis where an individual may not be able to distinguish their own thoughts from what are real (Pickard, 2011). Symptoms often result in disability from negative and cognitive symptoms, such as impairments in attention and working memory. More than twenty million people suffer from schizophrenia globally and individuals with schizophrenia are more likely to die ten years earlier than non-sufferers. Symptoms of schizophrenia are most commonly viewed as two different groups and these can include the positive symptoms and the negative symptoms. Positive symptoms refer to the characteristics that individuals show as well as their existing behaviour and these can include hallucinations and delusions. Negative symptoms refer to the symptoms that cause impairments to behaviour and these can include lack of volition, mood disturbances and thought disorders.
	The diagnostic procedure of schizophrenia is mainly categorised by the positive symptoms and less commonly the negative symptoms. In order for an individual to receive a diagnosis, they need to show at least two positive symptoms for at least one month and one of the two symptoms must either be hallucinations or disorganised speech. In addition, individuals must show continuous signs of the disorder for at least six months. During the diagnostic procedure, healthcare professionals are recognising the negative symptoms a lot more often and this can be due to how negative symptoms can significantly impair functioning (Rosen, Mohs, Johns, Small, Kendler, Horvath and Davis, 1984). 
	The current focus of negative symptoms has developed from the initial search for the subtypes of schizophrenia that are characterised by biological, cognitive and symptom complexes. One subtyping scheme of schizophrenia that has been proposed can include two independent subcategories, type one and type two schizophrenia. Type one is categorised by positive symptoms, whereas type two schizophrenia is categorised by negative symptoms. Individuals with schizophrenia may show symptoms of both types, although type one symptoms respond better to treatment, whereas type two symptoms would be more difficult to alleviate due to how they cause changes to brain structures (Brisch et al., 2014).  
	In today’s society, understanding what causes schizophrenia is becoming more difficult. It is apparent from research that schizophrenia has biological causes such as the influence of genes, as research has shown that a significant risk factor would be having a close relative with schizophrenia. Although, most individuals with schizophrenia do not have a close relative with the disorder, and due to this, it could be said that the contributions of genes are relatively small. Research has indicted that schizophrenia is likely to be the result of an interaction between genetics and environmental and cognitive exposure and due to this, there are many explanations of the causes of schizophrenia (Gilmore, 2010). 
There is a substantial amount of research to suggest that the cause of schizophrenia can be biological and that genes appear to play a role, although other factors must also be present. Research into the causes of schizophrenia support the idea that genetic factors have an important role in cause of schizophrenia and many studies that have looked at families and schizophrenia have explored the possibility of offspring developing the illness if their parents have the disorder. Research has shown that there is a ten percent risk of illness for a first degree relative and a three percent risk for a second degree relative. Studies that have looked at monozygotic twins have indicated that there is a forty-eight percent chance of one twin having schizophrenia if the other twin has the illness, whereas the risk of illness development in dizygotic twins is twelve to fourteen percent. In addition, if both parents have schizophrenia, there is a forty percent chance that they will produce a child with the illness (Patel, Cherian, Gohil, and Atkinson, 2014). 
The biological explanation of schizophrenia underlies many specific observations. One of these observations involves the role of a specific neurotransmitters and their pathways in the brain. Research has suggested that amphetamine has the potential to induce and worsen psychotic symptoms, suggesting that dopaminergic activity is an important component of schizophrenia. Dopamine is an inhibitory neurotransmitter that is believed to be involved in the pathology of schizophrenia and dopamine plays an important role for the regulation of motor control, arousal and many other functions. Dopamine is produced in the ventral tegmental regions of the brain and alterations in dopamine have been shown to link to schizophrenia (Grunder and Cumming, 2016). From this, the dopamine hypothesis explains that hyperactive dopamine transmission can produce schizophrenic symptoms and was discovered by Arvid Carlsson upon the discovery of dopamine as a neurotransmitter. This has received much attention in the field of research, and this could be due to how hallucinogenic medications have similar chemicals to dopamine, which suggests that dopamine could be a likely cause (Brisch et al., 2014). 
Positive symptoms of schizophrenia result from an increased subcortical release of dopamine and are believed to be due to disturbances in the cortical pathways in the brain. The negative symptoms of schizophrenia are likely to be the result of reduced levels of dopamine activation in the prefrontal cortex. In addition, research has suggested that dopaminergic and serotonergic deviations contribute to the positive and negative symptoms of schizophrenia. 
One study that has looked at the relationship between dopamine and schizophrenia can include that of Patel, Vyas, Puri, Nijran and Al-Nahhas, (2010). The aim of this meta-analysis was to examine current research that has explored the differences in levels of dopamine in schizophrenic individuals using positron emission tomography (PET). The results of this study have indicated that there are many consistent findings that support that there are differences in dopamine levels in the prefrontal cortex, anterior cingulate gyrus and other parts of the brain between healthy controls and individuals with schizophrenia (Patel et al., 2010). In addition, further research by Grace, (2012) has also found that the dopamine system in the hippocampus is overactive in individuals with schizophrenia. This research therefore shows that dopamine does play a vital role in the development of schizophrenic symptoms (Grace, 2012). 
	In addition, research has indicated that many environmental factors can contribute to the cause of schizophrenia and these can include childhood trauma and social isolation. Although, there is research available to suggest that psychosocial stress and dopamine levels are related. As well as the biological factors, other factors such as psychosocial stressors including urbanicity and childhood difficulties have been shown to increase the risk of schizophrenia. Many researchers believe that chronic stress can affect the dopamine system and can vary in each region of the brain, depending on the nature of the stress (Howes, McCutchoen, Owen and Murray, 2016). 
	The relationship between stress and dopamine levels has received much attention from researchers and one study that has looked at this relationship can include that of Lataster et al., (2011). The aim of this study was to examine the release of dopamine in response to psychosocial stress and twelve participants took part. All participants were put under psychosocial stress and dopamine activity was measured using PET scans. The results of the study showed that dopamine levels were increased after experiencing stress in all participants and from this, it can be said that exposure to stressful life events can cause levels of dopamine to rise, and in turn, trigger the development of schizophrenia (Lataster et al., 2011). 
	As well as the biological foundations of schizophrenia, there are many other factors that contribute to the development of the illness and these can include cognitive elements. Cognitive deficits in schizophrenia range from a variety of symptoms and these can include disorganised thoughts, speech or attention, as well as an individual experiencing issues with their ability to communicate, as well as irrational thinking (Brisch et al., 2014). Much schizophrenia research has looked at whether the illness and its symptoms are associated with cognitive impairments and that cognitive impairment is an important aspect of functioning in individuals with schizophrenia (Green and Harvey, 2014). 
	An explanation of the cognitive deficits in schizophrenia that has been widely used and adapted can include Frith’s Model. Individuals generally have the ability to filter incoming stimuli and process it to interpret the exact meaning, although, in schizophrenia sufferers, researchers believe that the filtering mechanisms needed for filtering stimuli are affected. Cognitive processing is the highest level of cognitive functioning and generally, only important information is processes consciously. In individuals with schizophrenia, Frith believes that the process needed for interpreting information is affected and due to this, information that is not important is perceived to be important. As a result of this, Frith proposes that this could be the cause of hallucinations and delusions (Frith, 2014). 
	Many previous studies have looked at the relationship between cognition and schizophrenia and one of these can include that of Buck, Healey, Gagen, Roberts and Penn, (2016). The aim of this study was to explore the role of cognitive functioning in individuals with schizophrenia compared to healthy controls. Sixty-five individuals with diagnosed schizophrenia and fifty control participants took part in the study and symptoms and functioning were examined in each participant. The results of this study indicated that the schizophrenia sample, reduced social cognition functioning was related to negative symptoms, while hostile attributions were related to positive symptoms shown in participants. Although this study has produced useful findings, it has also produced many limitations and one of these can include the relatively small sample size. Due to this, it would be difficult to apply the findings to the general population of schizophrenia sufferers. Although, from the findings, it can be said that cognitive impairments can influence symptoms and functioning of schizophrenia (Buck, Healey, Gagen, Roberts and Penn, 2016). 
	The biological aspects of schizophrenia are useful for healthcare professionals as they provide an insight to how genes and brain function can cause the illness, although the cognitive and environmental theories and factors provide clear explanations of how cognitive deficits develop and result in either positive or negative symptoms. Professionals in the health care sector and researchers can use these explanations in conjunction with each other, to develop an advanced understanding of the underlying causes of schizophrenia. 
	Schizophrenia is a very complex mental illness that in many cases, is the end result of a complex interaction between many different genes and neurotransmitters, cognitive factors and environmental factors, none of which can cause schizophrenia alone. From the literature explored, it can be said that biological factors play a very important role, as well as cognitive deficits that contribute to the development of schizophrenia, all of which combine with each other to produce symptoms. Due to this, it cannot be said that there is one lone cause of the illness. It is of paramount importance that healthcare professionals are educated on the risk factors of schizophrenia, in order to give sufferers, the best care possible.

