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21.Which of the following best describes the neurobiological mechanisms underlying
schizophrenia?
A. Reduced norepinephrine and increased acetylcholine activity in the basal ganglia
B. Decreased activity in the mesolimbic dopamine pathway and increased activity in the
mesocortical dopamine pathway
C. Increased serotonin activity in the prefrontal cortex and reduced glutamate activity in
the hippocampus
D. Increased activity in the mesolimbic dopamine pathway and decreased activity in the
mesocortical dopamine pathway
22.Which of the following neurobiological findings is most strongly associated with bipolar
disorder?
A. Hyperactivity of the hypothalamic-pituitary-adrenal (HPA) axis and reduced
hippocampal volume
B. Increased glutamatergic activity in the prefrontal cortex during depressive episodes and
reduced activity during manic episodes
C. Dopaminergic hypersensitivity in the ventral striatum during manic episodes and
hypoactivity in the dorsolateral prefrontal cortex during depressive episodes
D. Increased serotonin transporter expression in the amygdala leading to enhanced
emotional reactivity in both manic and depressive phases
23.Which of the following biomarkers is most predictive of the progression from mild
cognitive impairment to Alzheimer's disease?
A. Hyperconnectivity in the default mode network across all cognitive states
B. Increased dopamine receptor density in the basal ganglia
C. Elevated serotonin transporter availability in the prefrontal cortex
D. Increased amyloid-beta (AB) deposition in the hippocampus and posterior cingulate
cortex
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e Please read the paragraph below and answer the questions that follow. (24-26)
Schizophrenia (SZ) is a heterogeneous and complex disorder, aptly coined the “group of
schizophrenias” by Bleuler in 1911. SZ is perhaps best understood as an umbrella term,
comprising several distinct disorders with partially overlapping phenomenology and neural
correlates. Furthermore, SZ seems to result from the complex interactions of many
endogenous and exogenous factors shaping neurodevelopment. Thus, it is becoming
increasingly clear that it is unlikely, and overly simplistic, that single-cause mechanisms or
simple (linear) relationships between small sets of biomarkers could explain or even
classify the different forms of SZ. The lack of appropriate analytic tools to address this
heterogeneity and complexity is likely one of the reasons why, after years of research using
traditional statistical and machine learning (ML) approaches, the mechanisms governing the
onset, relapse, phenomenology, cognitive deficits, and treatment of SZ remain elusive.

24.What does the paragraph suggest about the nature of schizophrenia?
A. Itis a straightforward disorder with a well-defined cause.
B. It is a complex condition resulting from multiple interacting factors.
C. Itis primarily caused by environmental factors alone.
D. It can be classified using simple linear models.
25.why is it considered overly simplistic to classify schizophrenia based on a small set of
biomarkers?
A. Schizophrenia does not have any biological basis.
B. A single biomarker is enough to diagnose schizophrenia.
C. Schizophrenia involves multiple overlapping disorders that cannot be explained by
simple relationships.
D. Machine learning has already solved the classification problem.
26.What is one key advantage of deep learning over traditional machine learning in
schizophrenia research?
A. Deep learning can analyze high-dimensional raw data without the need for manual
feature extraction.
B. Deep learning is always more accurate than traditional machine learning.
C. Deep learning does not require large datasets for training.
D. Traditional machine learning cannot process any form of schizophrenia-related data.

e Please read the paragraph below and answer the questions that follow. (27-29)
Machine learning (ML) has demonstrated significant potential in diagnosing bipolar
disorder (BD) by leveraging various data sources, including neuroimaging, genomic data,
and clinical assessments. Among ML models, support vector machines (SVMs) were the
most commonly used, followed by artificial neural networks (ANNs) and random forest
models. While deep learning approaches such as deep neural networks and convolutional
neural networks have been explored, they remain less frequently applied compared to
traditional ML models. The effectiveness of these models largely depends on the type of
data used, with neuroimaging data showing high accuracy in distinguishing BD from other
psychiatric disorders. However, challenges remain, including small sample sizes, lack of
standardized validation measures, and difficulties in model interpretability, which limit their
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clinical application.

27.What is the most commonly used machine learning model for diagnosing BD?
A. Deep neural networks
B. Support vector machines
C. Clustering algorithms
D. Natural language processing
28.What factor most influences the accuracy of ML models in diagnosing BD?
A. The number of researchers involved in the study
B. The speed of computation in the model
C. The complexity of the machine learning algorithm
D. The type of data used, particularly neuroimaging data
29.What Is one major challenge in applying deep learning to BD diagnosis?
A. The complete lack of interest in deep learning models
B. The inability of deep learning to analyze complex data
C. Small sample sizes and difficulties in model interpretability
D. The preference for non-digital diagnostic tools in psychiatry

e Please read the paragraph below and answer the questions that follow. (30-31)
Alzheimer’s disease (AD) is a progressive neurodegenerative disorder that primarily affects
memory, cognition, and daily living activities. It is the most common form of dementia and
significantly impacts individuals and their families. Mild Cognitive Impairment (MCI) is an
intermediate stage between normal aging and AD, characterized by noticeable cognitive
decline that does not yet interfere severely with daily activities. However, MCI is often
considered a precursor to AD, making early diagnosis crucial. Recent advancements in
artificial intelligence and machine learning have enabled researchers to develop predictive
models for AD and MCI, utilizing cognitive assessment tools such as the Mini-Mental State
Examination (MMSE) and the Montreal Cognitive Assessment (MoCA). These models aim
to improve early detection and intervention strategies to slow cognitive decline.

30.What is one of the key benefits of using artificial intelligence in Alzheimer’s research?
A. Al can reverse the effects of Alzheimer’s disease
B. Al eliminates the need for medical professionals
C. Al helps analyze cognitive scores to predict disease progression
D. Al replaces traditional cognitive assessments completely
31.Why is early diagnosis of MCI and Alzheimer’s disease important?
A. It allows for interventions that may slow cognitive decline
B. It prevents all forms of memory loss
C. It ensures immediate recovery
D. It has no effect on disease progression
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e Please read the paragraph below and answer the questions that follow. (32-33)
Serious Games (SG) are emerging as an innovative tool for detecting Mild Cognitive
Impairment (MCI) by analyzing player behavior during gameplay. Unlike traditional brain-
training games that aim to maintain cognitive function, SGs such as WarCAT are designed
specifically to assess cognitive abilities through strategic decision-making and memory
recall. WarCAT collects gameplay data to identify patterns in strategy recognition, learning
progress, and cognitive retention. Machine Learning (ML) methods, particularly
Reinforcement Learning (RL), are used to create synthetic datasets that emulate different
levels of cognitive impairment. This approach allows researchers to simulate cognitive
decline and classify players based on their cognitive abilities, ultimately aiding in early
MCI detection.

32.How do Serious Games (SG) differ from traditional brain-training games?
A. SGs aim to maintain cognitive function, while brain-training games detect cognitive
impairment
B. SGs focus on detecting cognitive impairment, while brain-training games maintain
cognitive function
C. SGs are only for entertainment, while brain-training games are for medical purposes
D. SGs use real-life problem-solving scenarios, while brain-training games use puzzles
33.What is the main function of the WarCAT game in MCI detection?
A. It trains players to improve memory recall
B. It gathers gameplay data to analyze cognitive function
C. It replaces standard medical assessments for dementia
D. It diagnoses Alzheimer's disease directly
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47.Berry binges on high-calorie foods and then makes herself throw up. She feels terribly
ashamed and horrified by what she does. What would you predict that Berry will do?

A. She will discontinue vomiting due to the shame and distress it causes..
B. She will continue, as vomiting reduces her fear of gaining weight, reinforcing the
behavior.
C. She will stop, as the feelings of disgust and shame serve as a deterrent
D. She will persist, having developed a physiological dependence on vomiting.
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A. Paranoid
B. Schizoid
C. Borderline
D. Narcissistic
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49.What is the significant difference between obsessive-compulsive disorder (OCD) and
obsessive-compulsive personality disorder (OCPD)?

A. People with OCD can do a compulsion once and feel better, people with OCPD never
feel better, no matter how many times they do it.

B. People with OCD are more perfectionistic than people with OCPD.

C. People with OCPD are less conscientious about their rituals than people with OCD.

D. People with OCPD do not have true obsessions or compulsions like people with OCD
do.
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A. narcolepsy

B. hypersomnolence disorder
C. sleep apnea

D. non-specific parasomnia
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