1. Critically consider the aetiology and treatment of one mood disorder.

Major depressive disorder or MDD is considered a common and highly heterogenous disorder consisting of a wide spectrum of different symptoms which include deficits to cognitive, emotional, and psychomotor processes (Mill and Petronis (2007). MDD is considered to be a global health problem, being the second leading cause of disability worldwide (Vos et al, 2012; Mullins et al, 2016). There are many environmental factors which can increase the risk of depression such as, social isolation, relationships, and unemployment as well as stressful life events and trauma (Brown and Harris, 1978; Mullins et al, 2016). Childhood trauma has been found to increase the risk of depression in adulthood by around double (Kendler et al. 2001; Nanni et al. 2012; Mullins et al, 2016)
Many studies exploring the impact of childhood trauma/stressful events have discovered these events undoubtedly impact the onset of mood disorders such as depression in adulthood (Saveanu and Nemeroff, 2012). One such study explored this by using around two thousand women of different socioeconomic backgrounds. This study found that the individuals who had experienced childhood trauma or stressful events  such as, physical or sexual abuse had an increase risk of depression and were also more likely to have used drugs or attempted suicide than those who had not experiences these events (McCauley et al, 1997).
It may have been interesting to explore is whether these women had first abused drugs with depression occurring subsequently, or vice versa. This is due to alcohol and many other drugs being depressogens, meaning that with prolonged use, both subjective feelings of depression as well as neurovegetative signs, such as appetite disturbances, decreased energy, cognitive impairment and decreases in sleep and energy can occur (Deykin., Levy and Wells, 1987). However, the study conducted by Deykin., Levy and Wells, (1987) explored whether drug and alcohol abuse prerequisite depression or came after. This study found that in most of their participants depression came first with alcohol and substance abuse following closely after. 
Depression also has a high and well-established genetic contribution, with a heritability of around 37% (Sullivan et al. 2000; Mullins et al, 2016). Gene-environment interaction or GxEs is where an individual inherits a sensitivity to environmental factors which could play a role in the acquisition of MDD. To investigate GxE, psychologists commonly explore the serotonin transporter promoter polymorphism (5-HTTLDR) and its interaction with stressful life experiences or SLEs. Although this is a common way to investigate this subject there have been many studies which have produced discrepant results, for example (Risch et al. 2009; Karg et al. 2011; Uher, 2014). Evidence seems to be pointing more consistently with the role of 5-HTTLPR and childhood trauma or CT. (Karg et al. 2011; Brown et al. 2013; Mullins et al, 2016).
Antidepressants are a common form of treatment for individuals who suffer from MDD, for example Agomelatine. A study conducted by Kennedy and Emsley, (2006) explored the use of Agomelatine against a placebo on individuals with MDD. Their study provided evidence of a significant positive benefit of using Agomelatine with participants receiving higher HAM-D scores post treatment than those who were given the placebo. This suggests that antidepressants can indeed provide positive benefits and be a good tool in treating individuals with MDD (Kennedy and Emsley, 2006).
Further studies into antidepressants have been somewhat conflicting. Hansen et al, (2005) explored a wide variety of antidepressants with self-reporting participants who suffered with MDD. This study concluded that only five of the antidepressants used produced a positive quality of life feedback with only Mirtazapine treated patients reports better sleeping patterns. 
Although antidepressants are a common form of treatment, objective procedures for selecting treatments is considered to be lacking (Khodayari-Rostamabad et al 2010). Antidepressant choices are largely based upon personal preference, weighted by factors such as symptom clustering, family history and medication history. Effective algorithms for selecting optimal treatments regarding antidepressants have eluded objective, this is considered to be due to depressive symptoms can be produced by a variety of different neurobiological pathologies. Although many individuals may reach remission due to antidepressants this process could take up to four different antidepressant trails and reaching periods of up to six weeks or longer. Due to this the cost to the economy and even the patient personally can become substantial. It seems clear that choosing an effective antidepressant treatment initially would have immense benefits (Khodayari-Rostamabad et al 2010). A study conducted by (Khodayari-Rostamabad et al 2010) explored ways in which pre-treatment measures can predict the response to a treatment, and thus cutting out the trail and error period of treatments. This study consisted of performing EEGs on patients to predict the effectiveness of the treatment. This study concluded with evidence suggesting that pre-treatment EEGs can contain information regarding brain function relating and predicting the therapeutic effects of an antidepressant medication. 
This study suggests that although antidepressants are a valuable tool in combating symptoms of MDD, it can be a long and painful process. By incorporating an EEG into the pre-treatment, professionals can cut down the trail and error period and thus, improving the antidepressant treatment.
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1. Critically evaluate biological and environmental explanations for anxiety disorders. 

Anxiety disorders consist of excessive fear or avoidance, often in response to situations or specific objects in the absence of any actual danger. Anxiety disorders are also very common within the general population (Shin and Liberzon, 2010). 
Due to fear being a key component of anxiety, research has predominantly explored fear circuits in animal models. Much of the literature exploring fear responses in animals has used rodents as the key participants, using fear conditioning, fear-potential startle models and inhibitory avoidance. Some of the key companants of fear consist of the amygdala, hippocampus, brain stem nuclei, thalmic nuclei, insular cortex among others, (Davis, 2006; Maren, 2008; Quirk and Mueller, 2008). These regions have roles such as perception of threat, conditioned response, and unconditioned stimuli. These components of fear are preserved across species and are likely to be similar in humans (Shin and Liberzon, 2010). 
There are many forms of fear, for example Pavlovian fear condition which involves a repeating presentation of a previously neutral stimuli with an adverse unconditioned stimulus. After pairing has occurred, the previous neutral stimuli become paired with a negative reaction due to the conditioned fear response (Shin and Liberzon, 2010). For example, an adolecant who enjoys school get bullied, the negative stimuli (bullying) becomes paired with the school environment increase the fear response to go to school, and thus potentially giving birth to an anxiety of returning to the school. This model has been tested and is considered translational, although simplistic it can explain some forms of anxiety such as phobias, specific anxiety and even some post-traumatic stress disorders (Shin and Liberzon, 2010).  
Studies exploring fear conditioning and responses to emotional stimuli (Bishop et al, 2004; Kim et al, 2004; Garcia et al, 1999) have provided evidence which suggests that the human amygdala responds reliably and potentially preferably to various stimuli predicting threats and thus, mediating fear/anxiety states. Due to individuals who suffer from anxiety disorders experiencing distress and fear in response to possible threats rather than actual threats, the amygdala has been suggested to be hyperresponsive on some anxiety disorders (Shin and Liberzon, 2010).  
Environmental factors such as, childhood trauma and stressful life events both unique and shared with other family members are related to the acquisition of anxiety disorders. Trauma experienced as a child such as child sexual abuse has been linked with adult panic disorders as well as other psychiatric disorders. Similarly, childhood parental loss or separation also has a link to various form of adult psychopathological disorders such as anxiety disorder (Kessler et al, 1997; Safren et al, 2002; Nelson et al, 2002; Hettema et al, 2005).
A study conducted by Hettema et al, (2005) explored anxiety disorders among twins of both genders. This study explored a variety of anxiety disorders including social anxiety and phobias. This study suggested that although the prevalence rate of anxiety disorders within females where twice and prominent to males, the same underlying structures accounts for patterns in comorbidity among the anxiety disorders, regardless of gender. This study suggests that depending on the genes of the individual, for example, prone to anxious behaviour, the individual will be at higher risk of acquiring a certain anxiety disorder. They also suggest that among twins with similar genes, both individuals will have a higher chance of acquiring similar anxiety disorders regardless of environmental factors. They also suggest that shared environmental factors account for a low percentage of specific anxiety disorder acquisition with genes playing a larger role (Hettema et al, (2005)
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