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2. Critically evaluate biological and environmental explanations for anxiety disorders.

        Common to many, the fear of being separated or separation anxiety in infants can take place anywhere from 8 to 24 months, where a peak will take place at roughly 13 months and slowly ease at 30 months (Poulton et al., 2001). If the infant is in an unfamiliar setting the anxiety displayed can be greater, this will happen despite being cared for by the same person – at home or in a childcare setting. And while it is may be easy to speculate how adaptive this response is, it has been argued by Bowlby (1973) and Marks (1987) that this separation from the person providing care can increase the chances of negative outcomes (Poulton et al., 2001). It has been suggested that a separation anxiety disorder is not related to the pervious amount of time spent with the person giving care, as well as not being related to experiences that have not been liked while separated (Bowlby, 1973; Marks, 1987). This notion is consistent with the acquisition of fear, which predicts that associative learning through experiences that have not been liked are not needed for the development of evolutionary-relevant fears (Poulton et al., 2001).
        In a study carried out by Poulton et al. (2001) hypothesised that there is an association between learning not to fear separation and separations that are safe, planned and not painful for the child. Poulton et al. (2001) also believe that separation anxiety disorders should be studied beyond 30 months, with high levels recorder beyond 30 months could indicate extreme separation anxiety. A large sample of participants were assessed for separation anxiety at ages 3, 11 and 18 years. Poulton et al. (2001) found that there was no strong link between environmental factors – such as associative conditioning, and separation anxiety when assessed at ages 3, 11 and 18. The finding with the strongest relation to a separation anxiety disorder at any of the assessed ages was a mother’s fear of the child going somewhere alone. According to Bowlby (1973), being able to learn not to fear separation is a task that is developmentally important. Poulton et al. (2001) found that to successfully overcome any anxiety that is associated with separation can be dependent on the nature and timing of separation experiences. 
        It was first suggested by Klein (1964) that separation anxiety disorder in childhood can be a precursor for a panic disorder, typically emerging in adulthood (Roberson-Nay et al., 2012). This hypothesis of separation anxiety was founded due to an association between separation anxiety disorders in childhood and panic disorders in adulthood. Over the years there has been an emergence of mixed evidences both supporting and challenging etiological links between separation anxiety and panic disorders (Roberson-Nay et al., 2012). A number of prospective reports have displayed a strong level of support for developmental links between separation anxiety disorders in childhood and the onset of panic disorders in adulthood. Gittleman-Klein & Klein (1971) carried out an historic follow-up study using 54 children who had been referred for the treatment of separation anxiety disorder and found that only 7% of participants with a separation anxiety disorder history developed a panic disorder. Additionally, no anxiety disorders of any other kind were more prevalent when in adulthood if a history of separation anxiety disorders were present (Roberson-Nay et al., 2012). 
        The use of family studies as a means of exploring the transmission between parent and child only provided a modest level of support for the hypothesis of separation anxiety. These family studies document a large number of separation anxiety disorder diagnoses in children whose parents have a panic disorder, suggesting that a panic disorder in the parent mean that there is the risk for separation anxiety disorder development (Roberson-Nay et al., 2012). The other view is that due to the consistent link between separation anxiety disorder and parental manic-depressive disorder, there may be a representation for a nonspecific correlation with a parent’s anxiety disorder or mood (Biederman et al., 2001). Even though family studies suggest a level of separation anxiety disorder development in children where panic disorders are present in the parent, a difference between environmental and genetic factors cannot be distinguished (Roberson-Nay et al., 2012). Environmental and genetic factor differences can however be distinguished with the use of twin studies. Twin studies suggest that separation anxiety disorder has a component that is heritable, where genetic contributions are higher in females than males (0.46-0.59/0.21-0.31) for environmental factors males are more significant than females (0.69-0.92/0.41-0.55) (Roberson-Nay et al., 2012). While there is research into separation anxiety disorders in childhood, little is known about the same disorders in adulthood.
        Classified as a disorder “usually first diagnosed in infancy, childhood or adolescence”, separation anxiety disorder in adults can often go undiagnosed. In the DSM-IV, separation anxiety disorder in adults is mentioned, stating “Adults with the disorder are typically overconcerned about their offspring and spouses and experience marked discomfort when separated from them” (p.123); suggesting that a diagnosis of separation anxiety disorder is not impossible in adulthood, but tends to be overlooked (Bogels et al., 2013). As with other anxiety disorders, little is known about any underlying biological markers for a diagnosis of separation anxiety in both adults and children.
        In the case of separation anxiety in adults, much research has taken place that suggests that a certain peripheral-type benzodiazepine receptor binding plays a role (Bogels et al., 2013). It was suggested by Chelli et al. (2008) that a reduction in the density of the 18kDa translocator protein or TSPO can be specifically related to a separation anxiety disorder presence in adults. Additionally, a hypersensitivity to carbon dioxide may also be seen to be a biological marker for separation anxiety disorder in adults (Bogels et al., 2013). This may be down to the fact that children can experience an elevation in separation anxiety disorder rates when their parents suffer from a panic disorder (Capps et al., 1996; Warner et al., 1995). The support for this notion comes from a study carried out by Pine et al. (2000). With a sample of 104 children (57 of whom diagnosed with an anxiety disorder) aged between 9 and 17 years, a 5% carbon dioxide inhalation indicated an enhanced respiratory rate when breathing carbon dioxide, an elevation in minute ventilation and when breathing room-air a lowered end-tidal carbon dioxide (Pine et al., 2000). 
        There is very limited knowledge on the family history of separation anxiety disorders in adults, but what is available has a large focus on the separation anxiety in mothers (Bogel et al., 2013). Separation anxiety disorder in mothers tends to be defined as “an unpleasant emotional state evidenced by expressions of worry, sadness or guilty when a mother has to leave her child(ren)” (Bogel et al., 2013). Symptomatically, separation anxiety disorder in mothers is measured using a Maternal Separation Anxiety scale; this assesses a mother’s level of guilt or sadness on separation from the child, their beliefs regarding their child’s ability to adapt to care that isn’t direct from the mother and the attitudes that the mother has regarding her balance between work and motherhood roles (Hock et al., 1989). While separation anxiety disorders in mothers appear to be stable, there has been links made to a sense of self that is less mature, with self-representations that are negative, a lowered self-esteem, representations of insecure attachments and a memory of her own childhood where there was rejection and a discouragement of independence by the parents (Bogels et al., 2013). This would suggest that those with high levels of separation anxiety as mothers can more likely than not have infants who are attached insecurely and will display behaviours that do not encourage autonomy towards their child (Bogels et al., 2013). With many of these findings being cross-sectional, the true extent is yet to be explored as to how separation anxiety disorder in mothers creates attachments that are insecure and how being a parent that is overprotective can be a result of fears of separation as a child (Bogel et al., 2013). 


3. Critically explore the factors that may contribute to the development of schizophrenia

        Schizophrenia, a mental health disorder that is known as both chronic and complex can be characterised by a number of different symptoms, such as hallucinations, impaired cognitive ability, disorganised behaviour or speech and delusions (Patel et al., 2014). Early onset of schizophrenia, and its chronic nature can be disabling for the individual; which can sometimes result in negative symptoms and cognitive impairments in the working memory, attention and/or executive functioning (Patel et al., 2014; Lavretsky, 2008; Crismon et al., 2014). Neurotransmission abnormalities have been key in providing the groundwork for theories that underpin the pathophysiology of schizophrenia. These pathophysiology of schizophrenia theories centre around deficiencies of the neurotransmitters, such as serotonin, glutamate and dopamine or concentrate on a neurochemical imbalance implicating glycine, gamma-aminobutyric and aspartate (Patel et al., 2014; Lavretsky, 2008). 
        Symptoms of schizophrenia have been associated with abnormal activity found in dopamine receptor sites, with four dopaminergic pathways being implicated – the nigrostriatal pathway, the mesolimbic pathway, the mesocortical pathway and the tuberoinfundibular pathway (Schwartz & Javitch, 2013; Stahl, 2000; Patel et al., 2014). Low levels of dopamine within the nigrostriatal pathway have been found to have an effect on the extrapyramidal system – which leads to issues with motor functioning (Lavretsky, 2008). The mesolimbic pathway plays a role in positive schizophrenia symptoms due to excess dopamine being present; while negative symptoms and issues with cognitive functioning are thought to be down to low levels of mesocortical dopamine found in the mesocortical pathway (Lavretsky, 2008). Finally, a decreased level of tuberoinfundibular dopamine found the in the tuberoinfundibular pathway can result in elevated levels of prolactin – resulting in amenorrhea, a reduction in libido and galactorrhoea (Patel et al., 2014).
        Even though there has been an abundance of research into schizophrenia, the exact cause is yet to be found. It has however been accepted that various symptoms of schizophrenia can be presented as a result of various reasons, such as environmental factors and genetic susceptibility (Lavretsky, 2008; Siever & Davis, 2004). One explanation presented by researchers in schizophrenia development is that the disorder arises “in utero”, as a result of obstetric complications (Lavretsky, 2008; Jentsch & Roth, 1999). Disturbances of the foetus during the second trimester – key to neurodevelopment – have been widely researched due to the associations with schizophrenia (Lavretsky, 2008; Crismon et al., 2014). During the second trimester, excess levels of stress and infections have been associated with the risk of the baby developing schizophrenia later in life doubling (Crismon et al., 2014). Scientific research has supported the notion that genetics play a key role in the causes for schizophrenia, studies have found that the risk of schizophrenia is around 10% in first-degree relatives and 3% in second-degree relatives (McDonald & Murphy, 2003). From twin studies it has been found that in monozygotic twins, there is a 48% chance of one twin having schizophrenia if the second already has the disorder; while in dizygotic twins the risk is 12-14%. For a child, where both parents have schizophrenia, there is a 40% that they will have the disorder as well (McDonald & Murphy, 2003). 
        As well as twin studies, studies involving children who have been adopted have been carried out as a means of determining if schizophrenia is purely biological or if the environment in which the child is raised plays a role in risk (Patel et al., 2014). Most investigations have found that environmental changes do not have an effect on the risk of schizophrenia development where the child’s biological parents have the disorder (Beck et al., 2009; Jentsch & Roth, 1999). As a result of these adopted children studies, the scientific notion regarding the genetics of schizophrenia has been further supported as researchers have found that siblings who have schizophrenia will often experience symptoms to the same age (Crismon et al., 2014). When developing symptoms of schizophrenia, social and environmental factors might play their part where the individual is already vulnerable and stressors due to the environment that are linked to schizophrenia – such as urban area living, trauma in childhood, isolation socially and being part of an ethnic minority (Lavretsky, 2008). Additionally, stressors due to social aspects – such as adversity due to the economy or experiencing discrimination – might leave the individual predisposed to thoughts of paranoia or delusion (Lavretsky, 2008). 
        Clinically, schizophrenia is seen as one of the most common psychotic disorders with individuals presenting with a number of different symptoms. Whereas the media presents individuals with schizophrenia as having a split personality, individuals with disorder will have a disruption of thoughts and is common for the individual to experience and interference in the participation of events socially or develop relationships of meaning (Patel et al., 2014; Crismon et al., 2014). Typically, being socially withdrawn and other behaviours come before an individual’s first psychotic episode; some may experience no prior symptoms (Crismon et al., 2014). The characteristics of a psychotic episode are very much specific to the individual and reflect their sense of a false reality (Crismon et al., 2014; National Institute of Mental Health, 2009). Schizophrenic symptoms can be placed in negative, positive or cognitive categorises where each symptom is key in the clinical distinguishing and diagnosing of schizophrenia (APA, 2013). 
        More difficult to diagnose are the presentation of negative symptoms can be associated with a higher morbidity rate as an individual’s behaviour and emotions are disturbed. More commonly, negative symptoms are known to be a decreased interest in behaviours that are goal-directed and a reduced display of emotions (flat affect), as well as difficulty with speech and an inability to feel pleasure from normal activities (APA, 2013; National Institute of Mental Health, 2009; Lehman et al, 2004). Easier to identify are the positive symptoms of schizophrenia, that are classified as “psychotic behaviours not seen in healthy people” (National Institute of Mental Health, 2009). These symptoms can be hallucinations, varying degrees of abnormal motor behaviour and delusions (APA, 2013). A new classification in schizophrenia are cognitive symptoms, which are nonspecific and if not severe will not be noticed by a clinician. Included in these cognitive symptoms are communication impairment and thought, attention and/or speech disorganisation (APA, 2013; Lehman et al., 2004). 
        Individuals with schizophrenic symptoms can also experience further limitations and conditions as a consequence. It is more common for individuals with schizophrenia to develop a substance abuse disorder, involving a number of different substances from prescription medication to tobacco and alcohol (APA, 2013; Lehman et al., 2004). Other disorders can also be prominent in individuals with schizophrenia; such as panic, depression, obsessive-compulsive disorder and anxiety. These can also cause an exacerbation of their schizophrenic symptoms (Lavretsky, 2008; APA, 2013). For individuals with schizophrenia, the prognosis can be unpredictable, with around 20% of individuals responding well to treatment options and others experiencing a number of psychotic episodes, symptoms of a chronic nature and a reduced response to antipsychotic medications (Lavretsky, 2008; APA, 2013). 
        With much research into schizophrenia suggesting that genetics play a key role in the development of the disorder, Esterberg et al. (2010) carried out a meta-analytic review to explore the impact family history has on i) age-of-onset of the disorder, ii) the severity of symptoms, both positive and negative and iii) the impact of family history on the sex differences during the age-of-onset. From the review Esterberg and colleagues (2010) suggested that family history has a significant but small impact on a number of clinical aspects of schizophrenia, such as negative symptoms and age-of-onset. These clinical aspects play a key role in schizophrenic heterogeneity. For example, found by Bellino et al. (2004) is the notion that the earlier the schizophrenic age-of-onset, the higher the severity of negative symptoms and a more pronounced lack of cognitive functioning. The understanding of these clinical aspects is beneficial in providing aetiology insight and guide interventions. The results point to family history playing a significant role in the contribution to negative schizophrenic symptoms and age-of-onset (Esterberg et al., 2010). A find from the review that was most compelling is the interaction between sex differences and family history (Esterberg et al., 2010). Sex differences during the age-of-onset is a finding in schizophrenia that is well-established, showing that males (in comparison to females) are younger at the age-of-onset (Angermeyer & Kuhn, 1988). This could be due to the female sex hormone, oestrogen, playing a protective role with effects similar to antipsychotic medication (Hafner, 2003). With this in mind, it has since been suggested that alongside antipsychotic medication, hormone replacement therapies may reduce severe negative schizophrenic symptoms in women who are post-menopausal (Esterberg et al., 2010).
        From the literature it is clear to see that schizophrenia is a disorder that is complex by nature and requires treatment from the onset of a psychotic episode. With a comprehensive, clinical diagnosis being key to differentiating schizophrenia from other mental conditions (Patel et al., 2014). To differentiate schizophrenia from these conditions, an examination carried out with care exploring the duration of symptoms, hallucination/delusion timings and the severity of mania/depression are key; while making sure that the symptoms are not due to substance abuse or other conditions (Patel et al., 2014). 

Reference List – Both Answers  

American Psychiatric Association. (2013). Schizophrenia and other psychotic disorders. In: Diagnostic and Statistical Manual of Mental Disorders. 5th ed. Washington, D.C.; American Psychiatric Association; 89–122. 
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