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1. A 32-year-old female patient with bipolar I disorder is initiated on lamotrigine 25 mg daily, 

titrated upward by 25 mg every 2 weeks. On week 6, at 100 mg daily, she presents with a 

maculopapular rash on her trunk, fever of 101°F, and oral mucosal erosions. Laboratory findings 

include elevated liver enzymes (ALT 150 U/L) and eosinophilia. Genetic testing reveals HLA-

B*1502 positivity. Which of the following is the most appropriate next step in management, 

considering evidence-based guidelines for lamotrigine-associated hypersensitivity?  

A. Continue lamotrigine and add prednisone 40 mg daily for rash suppression.  

B. Discontinue lamotrigine immediately, hospitalize for supportive care, and report to 

pharmacovigilance systems.  

C. Reduce dose to 50 mg daily and monitor rash progression outpatient.  

D. Switch to valproate monotherapy without further intervention. 

 

2. A 28-year-old woman with bipolar disorder, stable on valproate 1000 mg twice daily (serum 

level 85 mcg/mL), presents for preconception counseling. She reports regular menses and no 

contraception use. Recent labs show normal LFTs and CBC, but she has a family history of 

mitochondrial disease. Based on FDA black box warnings and registry data, which intervention 

is most critical to minimize teratogenic risk while maintaining mood stability?  

A. Continue valproate unchanged and initiate prenatal vitamins with 0.4 mg folate.  

B. Taper valproate over 4 weeks, transition to lamotrigine, and mandate long-acting reversible 

contraception.  

C. Increase valproate to achieve levels >100 mcg/mL for better efficacy during pregnancy 

planning.  

D. Monitor ammonia levels monthly without altering therapy. 

 

3. A 45-year-old male with treatment-resistant schizophrenia, a 20-pack-year smoker, has been 

on clozapine 400 mg daily for 8 months with stable ANC (2200/μL). He quits smoking abruptly, 

and two weeks later reports increased sedation and orthostatic hypotension. Labs show clozapine 

level rise from 350 ng/mL to 650 ng/mL. Considering CYP1A2 metabolism and REMS 

guidelines, what is the most evidence-based management approach?  

A. Continue current dose and monitor ANC weekly indefinitely.  

B. Discontinue clozapine due to elevated risk of agranulocytosis post-smoking cessation.  
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C. Add fluvoxamine to stabilize metabolism without dose change.  

D. Reduce clozapine dose by 30-50% and recheck levels in 1 week, maintaining biweekly ANC. 

 

4. A 35-year-old male with schizophrenia is switched from risperidone to olanzapine 10 mg 

nightly due to persistent hallucinations. After 3 months, he gains 8 kg, develops fasting glucose 

of 140 mg/dL, and reports excessive daytime sedation affecting work. Baseline lipids were 

normal. Which adjustment is most appropriate to address these issues while preserving 

antipsychotic efficacy?  

A. Switch to aripiprazole 15 mg daily, initiate metformin 500 mg twice daily, and monitor 

metabolic parameters monthly.  

B. Increase olanzapine to 20 mg and add lorazepam for sedation. 

C. Continue olanzapine and recommend dietary changes without pharmacologic intervention.  

D. Add propranolol for metabolic stabilization. 

 

5. A 40-year-old female with major depressive disorder and comorbid schizophrenia is 

prescribed fluoxetine 40 mg daily alongside risperidone 4 mg daily. After 4 weeks, she develops 

akathisia, tremor, and elevated prolactin (45 ng/mL). Pharmacogenomic testing shows she is a 

CYP2D6 intermediate metabolizer. Considering SSRI-CYP450 interactions documented in 

pharmacokinetic meta-analyses, what is the most rational therapeutic modification?  

A. Increase risperidone to 6 mg to overcome inhibition.  

B. Switch fluoxetine to escitalopram 10 mg and reduce risperidone to 2 mg, monitoring for EPS.  

C. Add benztropine for akathisia without altering antidepressants.  

D. Discontinue risperidone and initiate monotherapy with fluoxetine. 

 

6. A 45-year-old male with a history of traumatic brain injury presents with difficulty in 

organizing daily tasks, poor impulse control during social interactions, and impaired judgment in 

financial decisions. Neuroimaging reveals atrophy in the dorsolateral prefrontal cortex. Based on 

evidence from fMRI studies and lesion mapping research (e.g., from the Vietnam Head Injury 

Study), which frontal lobe function is most prominently affected, and what is the most 

appropriate initial intervention for this PMHNP-managed patient?  

A. Executive function; refer for cognitive behavioral therapy targeting inhibitory control.  
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B. Planning; prescribe methylphenidate to enhance dopaminergic activity. 

C. Decision-making; initiate donepezil for cholinergic augmentation.  

D. Emotional regulation; recommend electroconvulsive therapy for rapid symptom relief. 

 

7. A 55-year-old female with progressive memory loss and disorientation is diagnosed with mild 

Alzheimer's disease. CSF analysis shows reduced acetylcholine esterase activity, and PET 

imaging reveals hippocampal cholinergic denervation. Concurrently, she exhibits anxious 

rumination suggestive of comorbid GAD. Which pharmacologic approach best targets both 

conditions while minimizing adverse effects?  

A. Initiate rivastigmine for ACh enhancement and lorazepam for GABA agonism.  

B. Start memantine for NMDA antagonism and clonidine for NE modulation.  

C. Prescribe donepezil for ACh inhibition and escitalopram for 5-HT reuptake inhibition. 

D. Use haloperidol for DA blockade and buspirone for partial 5-HT1A agonism. 

 

8. A 68-year-old male with a 2-year history of forgetfulness and spatial disorientation undergoes 

MRI, revealing bilateral hippocampal atrophy and cortical thinning in the prefrontal regions. 

Neuropsychological testing shows deficits in executive function and episodic memory. He also 

reports longstanding inattention, previously undiagnosed. Based on neuroimaging correlates 

from large-scale studies like ADNI and ADHD meta-analyses, which dual diagnosis is most 

likely, and what is the evidence-based pharmacologic strategy for management?  

A. ADHD and vascular dementia; initiate aspirin and atomoxetine.  

B. Alzheimer's disease and comorbid ADHD; prescribe donepezil and methylphenidate, 

monitoring for cardiovascular effects.  

C. Frontotemporal dementia and anxiety; start sertraline and memantine.  

D. Mild cognitive impairment and depression; use cognitive training alone without medication. 

 

9. A 38-year-old female with generalized anxiety disorder reports persistent worry about her job 

performance, stating, "If I make any mistake, I'll be fired and my life will be ruined." During 

CBT sessions, she identifies this as an irrational belief rooted in catastrophizing. Based on meta-

analytic evidence from randomized controlled trials (e.g., Hofmann et al., 2012), which 
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intervention best exemplifies the cognitive restructuring phase to challenge this belief while 

incorporating behavioral activation?  

A. Use Socratic dialogue to evaluate evidence for/against the belief, followed by a graded 

exposure task.  

B. Assign daily journaling of positive affirmations without behavioral tasks. 

C. Prescribe alprazolam for acute anxiety relief alongside insight-oriented exploration.  

D. Encourage mindfulness meditation to observe thoughts non-judgmentally, bypassing belief 

identification. 

 

10. A PMHNP assesses a family with a 16-year-old presenting oppositional defiant disorder, 

noting enmeshed boundaries between mother and child, paternal disengagement, and a genogram 

revealing intergenerational conflict avoidance. The family reports temporary relief from prior 

interventions but relapse. Considering comparative efficacy from systematic reviews (e.g., 

Shadish & Baldwin, 2003), which family therapy modality is most appropriate to restructure 

boundaries and promote long-term relational change?  

A. Narrative therapy to co-author a new family story externalizing the "defiance."  

B. Structural therapy involving enactment exercises to clarify hierarchies and redraw boundaries.  

C. Strategic therapy with paradoxical homework to exaggerate enmeshment. 

D. Solution-focused therapy querying miracle questions for immediate behavioral exceptions. 

 

11. A 50-year-old male with alcohol use disorder expresses ambivalence about quitting, stating, 

"I know it's harming my relationships, but I can't imagine life without it." He denies immediate 

health issues but acknowledges family pressure. Integrating Sullivan's interpersonal focus with 

Prochaska's TTM, as supported by integrated model studies (e.g., Velicer et al., 1998), which 

stage best describes him, and what PMHNP intervention aligns with both theories to enhance 

readiness?  

A. Precontemplation; use decisional balance exercises to raise awareness of interpersonal losses.  

B. Preparation; prescribe naltrexone while enforcing family boundaries.  

C. Contemplation; apply motivational interviewing to explore relational security needs and 

pros/cons of change. 



 6 

D. Action; implement relapse prevention planning focused on self-actualization. 

 

12. A PMHNP evaluates a 72-year-old patient with major depressive disorder who refuses 

electroconvulsive therapy (ECT) despite severe symptoms and family insistence. The patient is 

decisionally competent, citing personal fears of memory loss. Balancing core ethical principles 

per the ANA Code of Ethics and empirical data from ethical decision-making models (e.g., 

Jonsen’s Four Topics Approach), which principle takes precedence in supporting the patient's 

refusal, and what is the most appropriate action?  

A. Beneficence; override refusal and seek court-ordered ECT to promote well-being.  

B. Nonmaleficence; discontinue all treatments to avoid potential harm from ECT.  

C. Autonomy; honor the refusal, explore alternative therapies, and document informed decision.  

D. Veracity; inform the family of risks but proceed with ECT if they consent. 

 

13. A PMHNP treats a 25-year-old male with schizophrenia who discloses during a session a 

detailed plan to harm his former partner, including means and timeline, with a history of 

violence. The patient refuses voluntary hospitalization. Considering Tarasoff precedents and 

state-specific statutes (assuming a duty-to-protect jurisdiction), which legal obligation applies, 

and what is the evidence-based response to mitigate liability?  

A. Informed consent; obtain written permission from the patient before notifying authorities.  

B. Duty to warn; immediately contact the potential victim and law enforcement, then document 

the breach.  

C. Malpractice avoidance; continue outpatient therapy without disclosure to prevent negligence 

claims.  

D. Confidentiality; maintain privacy as no action has occurred, per HIPAA. 

 

14. An 82-year-old male with suspected Alzheimer's disease scores 18/30 on the MMSE, with 

deficits in orientation (4/10), recall (0/3), and visuospatial tasks (0/1). He is educated to a high 

school level and has no sensory impairments. Based on psychometric properties from large-scale 

validation studies (e.g., Creavin et al., 2016 Cochrane Review), which interpretation is most 

accurate, and what is the next evidence-based step in assessment?  

A. Normal cognition; reassess in 6 months without intervention.  
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B. Mild impairment; initiate donepezil and refer for comprehensive neuropsychological testing.  

C. Moderate impairment; confirm with brain MRI and consider differential for vascular 

dementia.  

D. Severe impairment; hospitalize for acute delirium evaluation. 

 

15. A 45-year-old female with alcohol use disorder presents 24 hours post-last drink with nausea 

(score 3), tremor (4), anxiety (5), auditory hallucinations (3), and disorientation (2), totaling 

CIWA-Ar 17. Vital signs: HR 110, BP 150/90. Considering validation studies and ASAM 

criteria, what severity level does this represent, and which management is most appropriate?  

A. Mild withdrawal; provide supportive care and thiamine without medication.  

B. No withdrawal; discharge with outpatient referral. 

C. Severe withdrawal; load with diazepam 20 mg IV and admit to ICU.  

D. Moderate withdrawal; administer lorazepam 2 mg PRN based on symptom-triggered protocol 

and monitor q4h. 

 

16. A 30-year-old male scores 14 on the GAD-7, endorsing frequent worry (3), restlessness (2), 

and irritability (3), with symptoms impacting work. PHQ-9 is 8. What does this score indicate, 

and which initial intervention is evidence-based per APA guidelines?  

A. Minimal anxiety; recommend lifestyle modifications alone.  

B. Mild anxiety; initiate buspirone 5 mg BID and reassess in 4 weeks.  

C. Moderate anxiety; start sertraline 50 mg daily and CBT referral.  

D. Severe anxiety; hospitalize for intensive therapy. 

 

17. A 55-year-old female with type 2 diabetes scores 16 on PHQ-9, with anhedonia (2), sleep 

disturbance (3), fatigue (3), and suicidal ideation (1). GAD-7 is 6. What severity does this 

represent, and what is the priority intervention?  

A. Mild depression; monitor without treatment.  

B. Moderate depression; prescribe bupropion 150 mg daily considering comorbidities.  
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C. Moderately severe depression; initiate suicide risk assessment and escitalopram 10 mg with 

follow-up in 1 week.  

D. Severe depression; refer for ECT immediately. 

 

18. A 28-year-old male with opioid use disorder, 18 hours post-last heroin use, has COWS score 

of 20: pulse 100 (2), sweating (2), myalgias (3), anxiety (3), yawning (3), piloerection (3), 

rhinorrhea (2), and restlessness (2). Based on psychometric evaluations and SAMHSA protocols, 

what severity is this, and which pharmacotherapy is indicated?  

A. Mild withdrawal; provide clonidine 0.1 mg PRN.  

B. Severe withdrawal; hospitalize with IV fluids and lorazepam.  

C. Moderately severe withdrawal; administer methadone 30 mg in supervised setting.  

D. Moderate withdrawal; initiate buprenorphine/naloxone 4/1 mg sublingual after confirming 

score >8. 

 

19. A 35-year-old male presents with 8 months of auditory hallucinations, paranoid delusions, 

and social withdrawal. For the first 3 months, he had concurrent depressed mood, anhedonia, and 

suicidal ideation meeting MDD criteria, but the last 5 months show persistent psychosis without 

mood symptoms. Based on DSM-5-TR criteria and prospective cohort data (e.g., STEP-BD 

study), which diagnosis is most accurate, and what is the primary treatment focus?  

A. Schizophrenia; initiate risperidone monotherapy and psychosocial rehabilitation.  

B. Schizoaffective depressive type; add lamotrigine to antipsychotic for mood stabilization.  

C. Bipolar with psychotic features; prioritize lithium and discontinue antipsychotics.  

D. Major depressive disorder with psychosis; use ECT as first-line. 

 

20. A 14-year-old male exhibits 7 months of arguing with authority, irritability, and spiteful 

behavior at home/school, but no truancy, theft, or aggression. Teacher reports functional 

impairment. Family history includes parental conflict. Considering DSM-5-TR distinctions and 

epidemiological data (e.g., Loeber et al., 2000 review), which diagnosis fits, and what is the 

evidence-based first-line intervention?  

A. Conduct Disorder, adolescent-onset; refer to juvenile justice for monitoring.  
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B. Oppositional Defiant Disorder; implement parent management training and individual CBT.  

C. Disruptive Mood Dysregulation Disorder; prescribe risperidone for irritability.  

D. Adjustment Disorder; provide supportive counseling only. 

 

21. A 42-year-old male with major depressive disorder presents to the clinic endorsing passive 

suicidal ideation ("I wish I weren't here") without a plan, but reports a recent job loss, alcohol 

misuse, and family history of suicide. C-SSRS reveals moderate ideation severity but low intent. 

Which risk stratification and intervention is most appropriate?  

A. Low risk; provide psychoeducation and schedule follow-up in 4 weeks.  

B. Moderate risk; develop a safety plan, remove access to firearms, and initiate SSRI therapy 

with weekly monitoring.  

C. High risk; pursue involuntary hospitalization due to family history alone.  

D. No risk; discharge without further assessment as no active plan. 

 

22. A PMHNP evaluates a 29-year-old female with bipolar mania who is floridly psychotic, 

refusing medications, and has been wandering streets without food or shelter for 3 days, leading 

to dehydration. She denies suicidal intent but exhibits aggressive outbursts. Which criterion for 

involuntary commitment is met, and what is the initial management post-commitment?  

A. Danger to others; administer haloperidol IM and petition for 72-hour hold.  

B. No criterion; offer voluntary admission only to preserve autonomy. 

C. Danger to self; use seclusion until voluntary consent is obtained.  

D. Grave disability; stabilize with lithium and fluids, then assess for outpatient commitment. 

 

23. During a well-child visit, a PMHNP notes a 10-year-old with unexplained bruises on arms 

and legs, withdrawn behavior, and a caregiver's inconsistent explanation of "falls." The child 

denies abuse but appears fearful. What is the legal obligation, and which action best balances 

reporting with clinical care?  

A. Reasonable suspicion met; report to CPS immediately, document findings, and refer family to 

counseling.  
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B. No reporting required without child confirmation; monitor at next visit. 

C. Confirmed abuse; confront caregiver and involve law enforcement on-site.  

D. Neglect suspected; provide education to caregiver without external report. 

 

24. An 78-year-old female presents with 3 months of memory complaints, apathy, and poor 

concentration, scoring 22/30 on MMSE with prominent attention deficits and GDS score of 

12/15. Labs rule out metabolic causes, and MRI shows no atrophy. Considering differential 

diagnostic studies, which diagnosis is likely, and what is the evidence-based pharmacologic 

approach?  

A. Alzheimer's disease; initiate rivastigmine and memantine combination.  

B. Pseudo-dementia due to depression; start sertraline 25 mg daily with cognitive therapy.  

C. Vascular dementia; prescribe aspirin and donepezil.  

D. Delirium; hospitalize for electrolyte correction. 

 

25. A PMHNP assesses a 12-year-old male with persistent sadness, school refusal, and irritability 

for 6 months, with family history of bipolar disorder. He assents to treatment, but parents prefer 

non-pharmacologic options. Which consideration is paramount, and what is the initial evidence-

based intervention?  

A. Risk of mania; initiate lithium monotherapy despite age.  

B. Consent issues; defer treatment until child is 18.  

C. Suicidality warning; prescribe fluoxetine immediately with daily monitoring.  

D. Developmental stage; start CBT focused on coping skills and family therapy. 
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Lamictal (Lamotrigine): Monitoring for Rash (Stevens-Johnson Syndrome) 

Lamotrigine, an anticonvulsant mood stabilizer commonly prescribed for bipolar disorder 

maintenance and seizure disorders, requires careful monitoring due to its association with serious 

cutaneous adverse reactions. The most concerning is Stevens-Johnson syndrome (SJS), a 

potentially life-threatening hypersensitivity reaction characterized by widespread epidermal 

necrosis, mucous membrane involvement, and systemic symptoms such as fever and organ 

dysfunction. The risk of SJS is highest in the first 2-8 weeks of therapy and is dose-dependent, 

with rapid titration increasing incidence. Evidence from clinical trials and post-marketing 

surveillance, including data from the FDA Adverse Event Reporting System, indicates an 

incidence of approximately 0.08% in adults, though higher in pediatric populations or those with 

genetic predispositions (e.g., HLA-B*1502 allele in Asian descent). To mitigate risk, initiate at 

low doses (e.g., 25 mg/day for bipolar) with gradual titration over 5 weeks, and instruct patients 

to report any rash immediately. Discontinue if rash develops, unless clearly unrelated, and avoid 

rechallenge. Routine labs are not required beyond baseline hepatic and renal function, but 

vigilant dermatologic monitoring is essential. 

 

Practice Question: A 32-year-old female patient with bipolar I disorder is initiated on 

lamotrigine 25 mg daily, titrated upward by 25 mg every 2 weeks. On week 6, at 100 mg daily, 

she presents with a maculopapular rash on her trunk, fever of 101°F, and oral mucosal erosions. 

Laboratory findings include elevated liver enzymes (ALT 150 U/L) and eosinophilia. Genetic 

testing reveals HLA-B*1502 positivity. Which of the following is the most appropriate next step 

in management, considering evidence-based guidelines for lamotrigine-associated 

hypersensitivity?  

A. Continue lamotrigine and add prednisone 40 mg daily for rash suppression.  

B. Discontinue lamotrigine immediately, hospitalize for supportive care, and report to 

pharmacovigilance systems.  

C. Reduce dose to 50 mg daily and monitor rash progression outpatient.  

D. Switch to valproate monotherapy without further intervention. 

 

Answer:  B  

Rationale: The presentation is consistent with Stevens-Johnson syndrome (SJS), a severe 

hypersensitivity reaction to lamotrigine, supported by the timing (within 2-8 weeks), rash 

characteristics, systemic symptoms, eosinophilia, and HLA-B*1502 positivity, which increases 
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risk per FDA warnings and genetic studies. Guidelines from the American Psychiatric 

Association and FDA mandate immediate discontinuation, hospitalization for fluid/electrolyte 

management and wound care, and reporting to systems like MedWatch. Continuing or reducing 

the dose (A, C) risks progression to toxic epidermal necrolysis (TEN), with mortality up to 30%. 

Switching to valproate (D) addresses mood but ignores acute SJS management. 

 

Depakote (Valproate): Therapeutic Levels, Black Box Warnings (Teratogenicity, 

Hepatotoxicity) 

Valproate, available as valproic acid or divalproex sodium, is a broad-spectrum anticonvulsant 

and mood stabilizer used primarily for bipolar mania, migraine prophylaxis, and epilepsy. 

Therapeutic serum levels are typically 50-100 mcg/mL for psychiatric indications, with 

monitoring recommended 12 hours post-dose to guide dosing and prevent toxicity (e.g., tremor, 

thrombocytopenia at levels >100 mcg/mL). Black box warnings, mandated by the FDA based on 

extensive epidemiological data, highlight hepatotoxicity—particularly fatal hepatic failure in 

children under 2 years or those with mitochondrial disorders—and teratogenicity, with a 10-20% 

risk of major congenital malformations (e.g., neural tube defects like spina bifida) when used in 

pregnancy. The North American Antiepileptic Drug Pregnancy Registry reports a dose-

dependent teratogenic risk, emphasizing contraception counseling and folate supplementation (4 

mg/day) for women of childbearing potential. Additional warnings include pancreatitis and 

hyperammonemic encephalopathy. Baseline and periodic monitoring should include liver 

function tests (LFTs), complete blood count (CBC), and ammonia levels, with discontinuation 

if LFTs exceed 3 times upper limit of normal. 

 

Practice Question: A 28-year-old woman with bipolar disorder, stable on valproate 1000 mg 

twice daily (serum level 85 mcg/mL), presents for preconception counseling. She reports regular 

menses and no contraception use. Recent labs show normal LFTs and CBC, but she has a family 

history of mitochondrial disease. Based on FDA black box warnings and registry data, which 

intervention is most critical to minimize teratogenic risk while maintaining mood stability?  

A. Continue valproate unchanged and initiate prenatal vitamins with 0.4 mg folate.  

B. Taper valproate over 4 weeks, transition to lamotrigine, and mandate long-acting reversible 

contraception.  

C. Increase valproate to achieve levels >100 mcg/mL for better efficacy during pregnancy 

planning.  
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D. Monitor ammonia levels monthly without altering therapy. 

 

Answer:  B  

Rationale: Valproate's black box warning for teratogenicity, backed by the North American 

AED Pregnancy Registry (major malformation risk 6-10%, dose-dependent), necessitates 

avoidance in women of childbearing potential unless no alternatives exist. The family history of 

mitochondrial disease heightens hepatotoxicity risk. Evidence-based guidelines (e.g., APA, 

NICE) recommend transitioning to safer agents like lamotrigine (lower teratogenic risk ~2-3%) 

with gradual taper to prevent relapse, alongside effective contraception (e.g., IUD) during 

planning. Standard folate (A) is insufficient (recommend 4 mg/day, but not with continued 

valproate). Increasing dose (C) exacerbates risks, and monitoring ammonia (D) addresses 

encephalopathy but not teratogenicity. 

 

Clozapine: ANC Monitoring, Metabolism 

Clozapine, an atypical antipsychotic reserved for treatment-resistant schizophrenia, offers 

superior efficacy in reducing positive symptoms and suicidality. However, its use is limited by 

agranulocytosis risk (incidence ~0.8%, fatal in 0.03%), necessitating absolute neutrophil count 

(ANC) monitoring via the Clozapine Risk Evaluation and Mitigation Strategy (REMS) program. 

Monitoring involves weekly ANC for the first 6 months, biweekly for months 6-12, and monthly 

thereafter if stable (ANC >1500/μL); therapy must halt if ANC <1000/μL. Clozapine is 

primarily metabolized by CYP1A2, with smoking (a CYP1A2 inducer) reducing levels by up to 

50%, requiring dose adjustments upon cessation. Inhibitors like fluvoxamine can elevate levels, 

increasing risks of seizures or myocarditis. Additional monitoring includes echocardiography for 

myocarditis (incidence 0.2-3%) and metabolic parameters due to weight gain potential. 

 

Practice Question: A 45-year-old male with treatment-resistant schizophrenia, a 20-pack-year 

smoker, has been on clozapine 400 mg daily for 8 months with stable ANC (2200/μL). He quits 

smoking abruptly, and two weeks later reports increased sedation and orthostatic hypotension. 

Labs show clozapine level rise from 350 ng/mL to 650 ng/mL. Considering CYP1A2 

metabolism and REMS guidelines, what is the most evidence-based management approach?  

A. Continue current dose and monitor ANC weekly indefinitely.  

B. Discontinue clozapine due to elevated risk of agranulocytosis post-smoking cessation.  
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C. Add fluvoxamine to stabilize metabolism without dose change.  

D. Reduce clozapine dose by 30-50% and recheck levels in 1 week, maintaining biweekly ANC. 

Answer:  D  

Rationale: Smoking induces CYP1A2, reducing clozapine levels by 30-50%; cessation inhibits 

it, causing elevations and toxicity (sedation, hypotension), as per pharmacokinetic studies (e.g., 

in Therapeutic Drug Monitoring). Guidelines from the Clozapine REMS and APA recommend 

dose reduction by 30-50% with level-guided adjustments, while continuing ANC monitoring at 

the current frequency (biweekly after 6 months if stable). Weekly monitoring (A) is unnecessary 

without ANC drop. Adding fluvoxamine (C), a CYP1A2 inhibitor, would worsen elevation. 

Discontinuation (B) is unwarranted, as agranulocytosis risk isn't directly tied to smoking 

cessation but requires ANC vigilance. 

 

Antipsychotics: Side Effect Profiles (Weight Gain, Metabolic Syndrome, 

Sedation) 

Antipsychotics are classified as typical (e.g., haloperidol) and atypical (e.g., risperidone, 

olanzapine), with atypicals preferred for schizophrenia and bipolar due to lower 

extrapyramidal symptoms (EPS) but higher metabolic risks. Weight gain is prominent with 

olanzapine (mean 4-10 kg in 6 months) and clozapine, driven by H1 and 5-HT2C receptor 

antagonism. Metabolic syndrome—encompassing dyslipidemia, hyperglycemia, and 

hypertension—affects up to 40% of users, with olanzapine and quetiapine conferring highest 

risk. Sedation, mediated by histamine H1 blockade, is most severe with quetiapine and 

clozapine, impacting adherence. Monitoring per APA guidelines includes baseline and 

quarterly BMI, fasting glucose/lipids, and blood pressure. Lifestyle interventions and 

metformin (for weight/metabolic issues) are evidence-based adjuncts. 

 

Practice Question: A 35-year-old male with schizophrenia is switched from risperidone to 

olanzapine 10 mg nightly due to persistent hallucinations. After 3 months, he gains 8 kg, 

develops fasting glucose of 140 mg/dL, and reports excessive daytime sedation affecting work. 

Baseline lipids were normal. Which adjustment is most appropriate to address these issues while 

preserving antipsychotic efficacy?  

A. Switch to aripiprazole 15 mg daily, initiate metformin 500 mg twice daily, and monitor 

metabolic parameters monthly.  
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B. Increase olanzapine to 20 mg and add lorazepam for sedation. 

C. Continue olanzapine and recommend dietary changes without pharmacologic intervention.  

D. Add propranolol for metabolic stabilization. 

Answer:  A  

Rationale: The CATIE trial and meta-analyses (e.g., Leucht et al., Lancet) demonstrate 

olanzapine's high risk for weight gain (mean 9.4 kg/year) and metabolic syndrome (glucose 

dysregulation in ~20%), with moderate sedation. Aripiprazole has a favorable profile (minimal 

weight gain <2 kg, lower metabolic risk, less sedation), maintaining efficacy for positive 

symptoms. Metformin is evidence-based for antipsychotic-induced metabolic issues (reduces 

weight by 3-5 kg, improves insulin sensitivity per ADA guidelines). Increasing olanzapine (B) 

worsens side effects; lifestyle alone (C) is often insufficient; propranolol (D) addresses neither 

metabolic nor sedation issues effectively. 

 

Medication Interactions: Especially with SSRIs and CYP450 Enzymes 

Psychiatric polypharmacy often involves selective serotonin reuptake inhibitors (SSRIs) like 

fluoxetine, paroxetine, and sertraline, which interact via cytochrome P450 (CYP450) enzymes. 

Fluoxetine and paroxetine are potent CYP2D6 inhibitors, elevating levels of substrates like 

risperidone (increasing EPS risk) or aripiprazole (prolonging half-life). Sertraline mildly inhibits 

CYP2D6 at higher doses (>150 mg). CYP3A4 interactions, e.g., with carbamazepine (inducer) 

reducing SSRI levels, or ketoconazole (inhibitor) increasing them, can lead to serotonin 

syndrome or subtherapeutic effects. Evidence from pharmacokinetic studies and FDA labeling 

emphasizes checking interactions via tools like Lexicomp, with dose adjustments or alternatives 

(e.g., citalopram, minimal CYP effects). Genetic polymorphisms (e.g., CYP2D6 poor 

metabolizers) amplify risks, warranting pharmacogenomic testing in complex cases. 

 

Practice Question: A 40-year-old female with major depressive disorder and comorbid 

schizophrenia is prescribed fluoxetine 40 mg daily alongside risperidone 4 mg daily. After 4 

weeks, she develops akathisia, tremor, and elevated prolactin (45 ng/mL). Pharmacogenomic 

testing shows she is a CYP2D6 intermediate metabolizer. Considering SSRI-CYP450 

interactions documented in pharmacokinetic meta-analyses, what is the most rational therapeutic 

modification?  

A. Increase risperidone to 6 mg to overcome inhibition.  
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B. Switch fluoxetine to escitalopram 10 mg and reduce risperidone to 2 mg, monitoring for EPS.  

C. Add benztropine for akathisia without altering antidepressants.  

D. Discontinue risperidone and initiate monotherapy with fluoxetine. 

Answer:  B  

Rationale: Fluoxetine potently inhibits CYP2D6, elevating risperidone levels (active metabolite 

9-hydroxyrisperidone), exacerbating EPS (akathisia, tremor) and hyperprolactinemia, amplified 

in intermediate metabolizers per CPIC guidelines. Meta-analyses (e.g., in Clinical 

Pharmacokinetics) confirm this interaction (risperidone AUC increase 4-8 fold). Escitalopram 

has minimal CYP2D6 inhibition, allowing safer co-administration with dose-reduced risperidone 

to mitigate toxicity while preserving efficacy. Increasing risperidone (A) heightens risks; 

benztropine (C) treats symptoms but not the cause; monotherapy (D) inadequately addresses 

schizophrenia. 

 

Frontal Lobe: Executive Function, Planning, Decision-Making 

The frontal lobe, comprising approximately one-third of the cerebral cortex, is pivotal in higher-

order cognitive processes, including executive functions such as inhibitory control, cognitive 

flexibility, and working memory; planning, which involves sequencing actions toward goal 

attainment; and decision-making, integrating emotional, motivational, and cognitive inputs. 

Neuroimaging studies, such as functional MRI (fMRI), demonstrate that the prefrontal cortex 

(PFC) within the frontal lobe modulates these functions via connections with limbic and parietal 

regions. Lesions or dysregulation, as seen in conditions like frontotemporal dementia or 

traumatic brain injury, lead to impairments like impulsivity or apathy. In psychiatric practice, 

assessing frontal lobe integrity through tools like the Wisconsin Card Sorting Test helps 

diagnose executive dysfunction in disorders such as schizophrenia or major depressive disorder. 

 

Practice Question: A 45-year-old male with a history of traumatic brain injury presents with 

difficulty in organizing daily tasks, poor impulse control during social interactions, and impaired 

judgment in financial decisions. Neuroimaging reveals atrophy in the dorsolateral prefrontal 

cortex. Based on evidence from fMRI studies and lesion mapping research (e.g., from the 

Vietnam Head Injury Study), which frontal lobe function is most prominently affected, and what 

is the most appropriate initial intervention for this PMHNP-managed patient?  

A. Executive function; refer for cognitive behavioral therapy targeting inhibitory control.  
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B. Planning; prescribe methylphenidate to enhance dopaminergic activity. 

C. Decision-making; initiate donepezil for cholinergic augmentation.  

D. Emotional regulation; recommend electroconvulsive therapy for rapid symptom relief. 

Answer:  A  

Rationale: The symptoms align with executive dysfunction, particularly in the dorsolateral PFC, 

supported by lesion studies like the Vietnam Head Injury Study showing correlations between 

PFC damage and deficits in inhibition and flexibility. CBT is evidence-based for remediating 

executive impairments post-TBI per APA guidelines, focusing on strategies for impulse control. 

Methylphenidate (B) targets attention but not broadly executive functions; donepezil (C) is for 

Alzheimer's-related cholinergic deficits; ECT (D) is reserved for severe mood disorders, not 

primary executive issues. 

 

Neurotransmitters: Acetylcholine (Alzheimer's), Norepinephrine/Serotonin 

(Mood/GAD), GABA, Dopamine 

Neurotransmitters are chemical messengers facilitating synaptic transmission, with imbalances 

implicated in psychiatric disorders. Acetylcholine (ACh) supports memory and learning via 

cholinergic projections from the basal forebrain; its deficiency in Alzheimer's disease (AD) leads 

to cognitive decline, as evidenced by postmortem studies showing up to 90% loss in nucleus 

basalis neurons. Norepinephrine (NE) and serotonin (5-HT) regulate mood and anxiety; low NE 

in locus coeruleus contributes to depression, while 5-HT dysregulation in raphe nuclei underlies 

generalized anxiety disorder (GAD). GABA, the primary inhibitory neurotransmitter, modulates 

anxiety via GABA-A receptors; benzodiazepines enhance its effects, but chronic use risks 

tolerance (per DSM-5-TR). Dopamine (DA) influences reward, motivation, and motor control 

through mesolimbic and nigrostriatal pathways; excess in schizophrenia causes positive 

symptoms, while deficits in Parkinson's or ADHD affect cognition. 

 

Practice Question: A 55-year-old female with progressive memory loss and disorientation is 

diagnosed with mild Alzheimer's disease. CSF analysis shows reduced acetylcholine esterase 

activity, and PET imaging reveals hippocampal cholinergic denervation. Concurrently, she 

exhibits anxious rumination suggestive of comorbid GAD. Which pharmacologic approach best 

targets both conditions while minimizing adverse effects?  

A. Initiate rivastigmine for ACh enhancement and lorazepam for GABA agonism.  
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B. Start memantine for NMDA antagonism and clonidine for NE modulation.  

C. Prescribe donepezil for ACh inhibition and escitalopram for 5-HT reuptake inhibition. 

D. Use haloperidol for DA blockade and buspirone for partial 5-HT1A agonism. 

Answer:  C  

Rationale: AD involves ACh deficiency, addressed by cholinesterase inhibitors like donepezil 

(FDA-approved, slows progression per ADNI data). Comorbid GAD benefits from SSRIs like 

escitalopram, which enhance 5-HT without benzodiazepine dependence risks (per NICE 

guidelines). Rivastigmine with lorazepam (A) increases fall risk in elderly; memantine/clonidine 

(B) targets glutamate/NE but not primarily ACh or anxiety; haloperidol (D) worsens cognition in 

AD via DA blockade. 

 

Brain Disorders: ADHD (Prefrontal Cortex), Alzheimer’s (Hippocampal 

Atrophy) 

Attention-deficit/hyperactivity disorder (ADHD) is characterized by inattention, hyperactivity, 

and impulsivity, linked to prefrontal cortex (PFC) hypoactivation and 

dopaminergic/noradrenergic dysregulation, as demonstrated by fMRI studies showing reduced 

PFC volume and connectivity. Stimulants like methylphenidate enhance PFC function by 

increasing catecholamine availability. Alzheimer's disease (AD), a neurodegenerative disorder, 

features progressive cognitive decline due to hippocampal atrophy, amyloid-beta plaques, and 

tau tangles; MRI volumetric studies reveal up to 40% hippocampal volume loss correlating with 

memory impairment. Cholinesterase inhibitors and lifestyle interventions (e.g., Mediterranean 

diet) are evidence-based per AAN guidelines, with early diagnosis via biomarkers improving 

outcomes. 

 

Practice Question: A 68-year-old male with a 2-year history of forgetfulness and spatial 

disorientation undergoes MRI, revealing bilateral hippocampal atrophy and cortical thinning in 

the prefrontal regions. Neuropsychological testing shows deficits in executive function and 

episodic memory. He also reports longstanding inattention, previously undiagnosed. Based on 

neuroimaging correlates from large-scale studies like ADNI and ADHD meta-analyses, which 

dual diagnosis is most likely, and what is the evidence-based pharmacologic strategy for 

management?  

A. ADHD and vascular dementia; initiate aspirin and atomoxetine.  
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B. Alzheimer's disease and comorbid ADHD; prescribe donepezil and methylphenidate, 

monitoring for cardiovascular effects.  

C. Frontotemporal dementia and anxiety; start sertraline and memantine.  

D. Mild cognitive impairment and depression; use cognitive training alone without medication. 

Answer:  B  

Rationale: Hippocampal atrophy is hallmark of AD (per ADNI, correlates with memory loss), 

while PFC involvement suggests possible comorbid ADHD, with overlapping executive deficits 

(evidence from twin studies showing genetic links, e.g., in Molecular Psychiatry). Donepezil 

targets AD's cholinergic deficit; methylphenidate addresses ADHD's catecholamine imbalance 

(FDA-approved for adult ADHD, safe in elderly per APA). Aspirin/atomoxetine (A) suits 

vascular issues, not primary here; sertraline/memantine (C) for mood/FTD; cognitive training 

(D) is adjunctive, not primary for progressive disorders. 

 

Cognitive-Behavioral Therapy (CBT): Identifying Irrational Beliefs 

Cognitive-Behavioral Therapy (CBT) is an evidence-based, short-term psychotherapeutic 

approach that integrates cognitive and behavioral techniques to address maladaptive patterns 

contributing to emotional distress and psychiatric disorders. Central to CBT is the 

identification and challenging of irrational beliefs, as posited by Albert Ellis in Rational Emotive 

Behavior Therapy (REBT), a foundational component. Irrational beliefs are rigid, absolutistic 

thoughts (e.g., "I must be perfect") that lead to dysfunctional emotions and behaviors, 

showing CBT's efficacy in reducing symptoms in depression and anxiety disorders. Therapists 

guide patients to recognize cognitive distortions like catastrophizing or all-or-nothing thinking 

through Socratic questioning, homework assignments, and behavioral experiments. In PMHNP 

practice, CBT is first-line for conditions like GAD and MDD per APA guidelines, with 

adaptations like trauma-focused CBT for PTSD. 

 

Practice Question: A 38-year-old female with generalized anxiety disorder reports persistent 

worry about her job performance, stating, "If I make any mistake, I'll be fired and my life will be 

ruined." During CBT sessions, she identifies this as an irrational belief rooted in catastrophizing. 

Based on meta-analytic evidence from randomized controlled trials (e.g., Hofmann et al., 2012), 

which intervention best exemplifies the cognitive restructuring phase to challenge this belief 

while incorporating behavioral activation?  
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A. Use Socratic dialogue to evaluate evidence for/against the belief, followed by a graded 

exposure task.  

B. Assign daily journaling of positive affirmations without behavioral tasks. 

C. Prescribe alprazolam for acute anxiety relief alongside insight-oriented exploration.  

D. Encourage mindfulness meditation to observe thoughts non-judgmentally, bypassing belief 

identification. 

Answer:  A 

Rationale: Cognitive restructuring in CBT involves systematically challenging irrational beliefs 

through evidence evaluation via Socratic questioning, as evidenced by Hofmann's meta-analysis 

demonstrating superior outcomes for anxiety when combined with behavioral experiments (e.g., 

exposure). This aligns with Beck's cognitive model and APA endorsements for GAD. 

Affirmations alone (B) lack empirical challenge; pharmacotherapy with insight (C) is not core 

CBT; mindfulness (D) is more aligned with acceptance-based therapies like ACT. 

 

Family Therapy: Structural (Boundaries, Genograms), Strategic, Narrative, 

Solution-focused 

Family therapy views psychopathology within relational contexts, emphasizing systemic 

interventions. Structural family therapy, developed by Salvador Minuchin, focuses on 

reorganizing family hierarchies and boundaries—rigid (disengaged) or diffuse (enmeshed)—

using techniques like genograms to map multigenerational patterns showing efficacy in 

adolescent conduct disorders (reduction in recidivism by 40%). Strategic family therapy, by Jay 

Haley, employs paradoxical directives and problem-solving to disrupt dysfunctional cycles, 

effective for brief interventions in schizophrenia family management. Narrative therapy, from 

Michael White, externalizes problems (e.g., "the depression" vs. "I am depressed") to rewrite 

family stories. Solution-focused brief therapy (SFBT), by de Shazer, shifts to future-oriented 

goals and exceptions to problems, for rapid symptom relief in depression. PMHNPs integrate 

these for family-involved care in disorders like bipolar or eating disorders. 

 

Practice Question: A PMHNP assesses a family with a 16-year-old presenting oppositional 

defiant disorder, noting enmeshed boundaries between mother and child, paternal 

disengagement, and a genogram revealing intergenerational conflict avoidance. The family 

reports temporary relief from prior interventions but relapse. Considering comparative efficacy 
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from systematic reviews (e.g., Shadish & Baldwin, 2003), which family therapy modality is most 

appropriate to restructure boundaries and promote long-term relational change?  

A. Narrative therapy to co-author a new family story externalizing the "defiance."  

B. Structural therapy involving enactment exercises to clarify hierarchies and redraw boundaries.  

C. Strategic therapy with paradoxical homework to exaggerate enmeshment. 

D. Solution-focused therapy querying miracle questions for immediate behavioral exceptions. 

Answer:  C 

Rationale: Structural therapy directly targets boundary issues and hierarchies via tools like 

genograms and enactments, with meta-analyses (Shadish & Baldwin) confirming moderate to 

large effects for adolescent behavioral disorders through systemic reorganization. Strategic (A) 

suits resistant families but not primarily boundaries; narrative (B) excels in meaning-making but 

less in structure; SFBT (D) is brief and goal-oriented but may overlook deep relational patterns 

leading to relapse. 

 

Theories: Sullivan (Interpersonal), Prochaska (Stages of 

Change/Transtheoretical Model), Maslow 

Psychiatric nursing theories provide frameworks for understanding human behavior and guiding 

interventions. Harry Stack Sullivan's Interpersonal Theory emphasizes social interactions 

shaping personality, viewing anxiety as arising from unmet security needs in relationships; it's 

foundational for therapeutic alliances in PMHNP practice, supported by empirical studies in 

Psychiatry linking interpersonal deficits to disorders like borderline personality (e.g., improved 

outcomes via interpersonal psychotherapy, IPT, effect size 0.58 per meta-analyses). Prochaska 

and DiClemente's Transtheoretical Model (TTM) outlines stages of change—precontemplation, 

contemplation, preparation, action, maintenance, termination—with processes like 

consciousness-raising facilitating progression for addiction treatment (e.g., 30-50% sustained 

abstinence in smoking cessation). Abraham Maslow's Hierarchy of Needs posits a pyramid from 

physiological basics to self-actualization, influencing holistic care; though critiqued for cultural 

bias, it's applied in motivational interviewing, correlating unmet lower needs with poorer mental 

health outcomes. 
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Practice Question: A 50-year-old male with alcohol use disorder expresses ambivalence about 

quitting, stating, "I know it's harming my relationships, but I can't imagine life without it." He 

denies immediate health issues but acknowledges family pressure. Integrating Sullivan's 

interpersonal focus with Prochaska's TTM, as supported by integrated model studies (e.g., 

Velicer et al., 1998), which stage best describes him, and what PMHNP intervention aligns with 

both theories to enhance readiness?  

A. Precontemplation; use decisional balance exercises to raise awareness of interpersonal losses.  

B. Preparation; prescribe naltrexone while enforcing family boundaries.  

C. Contemplation; apply motivational interviewing to explore relational security needs and 

pros/cons of change. 

D. Action; implement relapse prevention planning focused on self-actualization. 

Answer: C  

Rationale: The patient's ambivalence indicates contemplation stage in TTM, where weighing 

pros/cons occurs, per Velicer's integrative reviews showing stage-matched interventions double 

success rates. Sullivan's theory highlights interpersonal anxiety from relational disruptions, 

addressed via motivational interviewing (MI) to build alliance and explore needs, as evidenced 

by combined IPT-MI trials for substance use. Precontemplation (A) lacks acknowledgment; 

preparation (B) requires intent to act soon; action (D) involves behavioral change already 

underway. 

 

Core Principles: Beneficence, Nonmaleficence, Autonomy, Veracity, Fidelity 

Ethical principles in psychiatric-mental health nursing guide clinical decision-making and are 

rooted in bioethics frameworks such as those outlined in the American Nurses Association 

(ANA) Code of Ethics. Beneficence involves promoting the well-being of patients through 

actions that provide benefit, such as advocating for appropriate treatment in mood disorders, 

showing improved outcomes with patient-centered care. Nonmaleficence requires avoiding 

harm, exemplified by careful prescribing to minimize adverse effects. Autonomy respects 

patients' right to self-determination, including refusing treatment, with legal backing from cases 

like Cruzan v. Director (1990), emphasizing advance directives. Veracity demands truth-telling, 

fostering trust in therapeutic relationships, while fidelity entails loyalty and commitment to 

promises, such as maintaining confidentiality unless legally mandated. These principles are 



 23 

interdependent; violations can lead to ethical dilemmas, with studies in Nursing Ethics indicating 

that training in these areas reduces moral distress among PMHNPs. 

 

Practice Question: A PMHNP evaluates a 72-year-old patient with major depressive disorder 

who refuses electroconvulsive therapy (ECT) despite severe symptoms and family insistence. 

The patient is decisionally competent, citing personal fears of memory loss. Balancing core 

ethical principles per the ANA Code of Ethics and empirical data from ethical decision-making 

models (e.g., Jonsen’s Four Topics Approach), which principle takes precedence in supporting 

the patient's refusal, and what is the most appropriate action?  

A. Beneficence; override refusal and seek court-ordered ECT to promote well-being.  

B. Nonmaleficence; discontinue all treatments to avoid potential harm from ECT.  

C. Autonomy; honor the refusal, explore alternative therapies, and document informed decision.  

D. Veracity; inform the family of risks but proceed with ECT if they consent. 

Answer:  C  

Rationale: Autonomy prioritizes the competent patient's right to refuse treatment, as affirmed by 

Supreme Court rulings like Cruzan v. Director and ANA provisions, even when conflicting with 

beneficence. Evidence from meta-analyses in Bioethics journals shows respecting autonomy 

enhances trust and adherence. Overriding (A) violates autonomy without imminent risk; 

discontinuing all care (B) neglects beneficence; family consent (D) does not supersede patient 

autonomy. 

 

Legal Issues: Informed Consent, Duty to Warn, Malpractice/Negligence 

Legal principles in PMHNP practice ensure patient rights and provider accountability, drawing 

from statutes like the Health Insurance Portability and Accountability Act (HIPAA) and case 

law. Informed consent requires disclosing risks, benefits, alternatives, and the right to refuse, 

with documentation essential for procedures like psychotropic initiation; failure can result in 

battery claims. Duty to warn, stemming from Tarasoff v. Regents of the University of 

California (1976), mandates breaching confidentiality to protect identifiable victims from 

imminent harm, extended by some states (e.g., California's Tarasoff II for duty to protect); 

PMHNPs must assess threat credibility per APA guidelines. Malpractice/negligence involves 

breaching the standard of care causing harm, with elements of duty, breach, causation, and 



 24 

damages; common in psychiatry via misdiagnosis or inadequate monitoring, with risk 

management data from the Nurses Service Organization indicating that documentation lapses 

contribute to 20-30% of claims. 

 

Practice Question: A PMHNP treats a 25-year-old male with schizophrenia who discloses 

during a session a detailed plan to harm his former partner, including means and timeline, with a 

history of violence. The patient refuses voluntary hospitalization. Considering Tarasoff 

precedents and state-specific statutes (assuming a duty-to-protect jurisdiction), which legal 

obligation applies, and what is the evidence-based response to mitigate liability?  

A. Informed consent; obtain written permission from the patient before notifying authorities.  

B. Duty to warn; immediately contact the potential victim and law enforcement, then document 

the breach.  

C. Malpractice avoidance; continue outpatient therapy without disclosure to prevent negligence 

claims.  

D. Confidentiality; maintain privacy as no action has occurred, per HIPAA. 

Answer:  B  

Rationale: Duty to warn/protect requires notifying identifiable victims and authorities of 

credible threats, per Tarasoff and extensions in cases like Ewing v. Goldstein, with APA position 

statements emphasizing imminent danger assessment. Empirical reviews in Psychiatric Services 

confirm this reduces violence risk and liability. Consent (A) is irrelevant for mandated breaches; 

continuing without action (C) risks negligence; absolute confidentiality (D) yields to public 

safety exceptions under HIPAA. 

 

Tools: MMSE 

The Mini-Mental State Examination (MMSE) is a widely used, standardized tool for assessing 

cognitive impairment, particularly in screening for dementia and delirium. Developed by 

Folstein et al. in 1975, it consists of 30 points evaluating orientation, registration, attention, 

calculation, recall, language, and visuospatial abilities, with scores below 24 indicating 

possible cognitive impairment (adjusted for age and education per normative data). In PMHNP 

practice, it's administered in 5-10 minutes, useful for baseline and serial monitoring in geriatric 
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psychiatry, but not diagnostic alone; cultural biases and sensory impairments can affect validity, 

necessitating adjunctive tools like the MoCA. 

 

Practice Question: An 82-year-old male with suspected Alzheimer's disease scores 18/30 on the 

MMSE, with deficits in orientation (4/10), recall (0/3), and visuospatial tasks (0/1). He is 

educated to a high school level and has no sensory impairments. Based on psychometric 

properties from large-scale validation studies (e.g., Creavin et al., 2016 Cochrane Review), 

which interpretation is most accurate, and what is the next evidence-based step in assessment?  

A. Normal cognition; reassess in 6 months without intervention.  

B. Mild impairment; initiate donepezil and refer for comprehensive neuropsychological testing.  

C. Moderate impairment; confirm with brain MRI and consider differential for vascular 

dementia.  

D. Severe impairment; hospitalize for acute delirium evaluation. 

Answer:  C  

Rationale: A score of 18 indicates moderate cognitive impairment per MMSE guidelines (19-23 

mild, 10-18 moderate, <10 severe), with high specificity for dementia in meta-analyses like 

Creavin's review. Next steps include neuroimaging (MRI) to rule out vascular or other etiologies, 

as APA guidelines recommend multimodal assessment beyond screening tools. Donepezil (B) 

requires confirmed diagnosis; hospitalization (D) is for acute changes; normal (A) misinterprets 

score. 

 

Tools: CIWA (Alcohol Withdrawal) 

The Clinical Institute Withdrawal Assessment for Alcohol (CIWA-Ar) is a 10-item scale 

quantifying alcohol withdrawal severity to guide benzodiazepine dosing and prevent 

complications like seizures or delirium tremens. Items assess nausea, tremor, sweating, anxiety, 

agitation, tactile/auditory/visual disturbances, headache, and orientation, scored 0-67, with >15 

indicating moderate withdrawal requiring pharmacotherapy per ASAM guidelines. PMHNPs use 

it for serial assessments in inpatient/outpatient settings, but it's contraindicated in delirium or if 

sedation masks symptoms. 
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Practice Question: A 45-year-old female with alcohol use disorder presents 24 hours post-last 

drink with nausea (score 3), tremor (4), anxiety (5), auditory hallucinations (3), and 

disorientation (2), totaling CIWA-Ar 17. Vital signs: HR 110, BP 150/90. Considering validation 

studies and ASAM criteria, what severity level does this represent, and which management is 

most appropriate?  

A. Mild withdrawal; provide supportive care and thiamine without medication.  

B. No withdrawal; discharge with outpatient referral. 

C. Severe withdrawal; load with diazepam 20 mg IV and admit to ICU.  

D. Moderate withdrawal; administer lorazepam 2 mg PRN based on symptom-triggered protocol 

and monitor q4h.  

Answer: D  

Rationale: Score 17 indicates moderate withdrawal (>15), warranting symptom-triggered 

benzodiazepines like lorazepam to prevent progression, per ASAM and Sullivan's foundational 

studies showing reduced complications. Mild (A) is <8; severe (C) >20 with vital instability; no 

withdrawal (B) ignores symptoms. 

 

Tools: GAD-7 

The Generalized Anxiety Disorder 7-item scale (GAD-7) is a self-report tool screening for GAD 

severity, with items rating anxiety symptoms (e.g., nervousness, worry, irritability) over 2 

weeks on a 0-3 scale, totaling 0-21. Scores ≥10 suggest GAD. PMHNPs employ it for initial 

assessment and follow-up in anxiety disorders, though it's not diagnostic; cultural adaptations 

improve validity in diverse populations. 

 

Practice Question: A 30-year-old male scores 14 on the GAD-7, endorsing frequent worry (3), 

restlessness (2), and irritability (3), with symptoms impacting work. PHQ-9 is 8. What does this 

score indicate, and which initial intervention is evidence-based per APA guidelines?  
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A. Minimal anxiety; recommend lifestyle modifications alone.  

B. Mild anxiety; initiate buspirone 5 mg BID and reassess in 4 weeks.  

C. Moderate anxiety; start sertraline 50 mg daily and CBT referral.  

D. Severe anxiety; hospitalize for intensive therapy. 

Answer:  C  

Rationale: GAD-7 10-14 indicates moderate anxiety, warranting first-line SSRI like sertraline 

plus CBT, per APA and Plummer's meta-analysis showing combined efficacy (response rates 60-

70%). Minimal (A) <5; mild (B) 5-9, but buspirone is second-line; severe (D) ≥15, not requiring 

hospitalization without impairment. 

 

Tools: PHQ-9 

The Patient Health Questionnaire-9 (PHQ-9) is a 9-item self-report scale assessing DSM-5 

major depressive disorder criteria over 2 weeks, scored 0-27, with ≥10 indicating possible 

depression. It monitors severity (5-9 mild, 10-14 moderate, 15-19 moderately severe, ≥20 severe) 

and treatment response. PMHNPs use it routinely in integrated care, but somatic overlap in 

medical illness requires caution; it's public domain and validated across cultures. 

 

Practice Question: A 55-year-old female with type 2 diabetes scores 16 on PHQ-9, with 

anhedonia (2), sleep disturbance (3), fatigue (3), and suicidal ideation (1). GAD-7 is 6. What 

severity does this represent, and what is the priority intervention?  

A. Mild depression; monitor without treatment.  

B. Moderate depression; prescribe bupropion 150 mg daily considering comorbidities.  

C. Moderately severe depression; initiate suicide risk assessment and escitalopram 10 mg with 

follow-up in 1 week.  

D. Severe depression; refer for ECT immediately. 

Answer:  C  
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Rationale: PHQ-9 15-19 indicates moderately severe depression, necessitating immediate 

suicide evaluation (item 9 positive) and SSRI like escitalopram, per APA and Gilbody's review 

emphasizing prompt intervention in primary care. Mild (A) 5-9; moderate (B) 10-14, but 

bupropion avoids weight gain yet suicide risk prioritizes; severe (D) ≥20. 

 

Tools: COWS 

The Clinical Opiate Withdrawal Scale (COWS) is an 11-item clinician-administered tool 

evaluating opioid withdrawal signs/symptoms (e.g., resting pulse, sweating, pupil size, aches, 

anxiety, yawning, gooseflesh, runny nose, GI upset, tremor, restlessness), scored 0-48. Scores 

5-12 mild, 13-24 moderate, 25-36 moderately severe, >36 severe, guiding buprenorphine 

induction per ASAM. 

 

Practice Question: A 28-year-old male with opioid use disorder, 18 hours post-last heroin use, 

has COWS score of 20: pulse 100 (2), sweating (2), myalgias (3), anxiety (3), yawning (3), 

piloerection (3), rhinorrhea (2), and restlessness (2). Based on psychometric evaluations and 

SAMHSA protocols, what severity is this, and which pharmacotherapy is indicated?  

A. Mild withdrawal; provide clonidine 0.1 mg PRN.  

B. Severe withdrawal; hospitalize with IV fluids and lorazepam.  

C. Moderately severe withdrawal; administer methadone 30 mg in supervised setting.  

D. Moderate withdrawal; initiate buprenorphine/naloxone 4/1 mg sublingual after confirming 

score >8. 

Answer:  D  

Rationale: COWS 13-24 indicates moderate withdrawal, suitable for office-based buprenorphine 

induction (>8-12 threshold), per ASAM and Wesson's validation emphasizing safety. Mild (A) 

<13; moderately severe (C) 25-36, methadone restricted; severe (B) >36. 
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Differential Diagnosis: Schizophrenia vs. Schizoaffective 

Schizophrenia is a chronic psychotic disorder characterized by positive symptoms 

(hallucinations, delusions), negative symptoms (avolition, flat affect), disorganized thinking, and 

functional impairment lasting ≥6 months, with ≥1 month of active symptoms per DSM-5-TR. 

Schizoaffective disorder requires concurrent mood episode (major depressive or manic) during 

the majority of the psychotic illness, with ≥2 weeks of delusions/hallucinations without mood 

symptoms. Differential hinges on temporal relationship: in schizophrenia, mood symptoms are 

brief or absent; in schizoaffective, mood predominates. Evidence shows poorer prognosis in 

schizophrenia (recovery rates 20-30% vs. 40-50% in schizoaffective), guiding antipsychotics for 

both, with mood stabilizers added in schizoaffective per APA guidelines. 

 

Practice Question: A 35-year-old male presents with 8 months of auditory hallucinations, 

paranoid delusions, and social withdrawal. For the first 3 months, he had concurrent depressed 

mood, anhedonia, and suicidal ideation meeting MDD criteria, but the last 5 months show 

persistent psychosis without mood symptoms. Based on DSM-5-TR criteria and prospective 

cohort data (e.g., STEP-BD study), which diagnosis is most accurate, and what is the primary 

treatment focus?  

A. Schizophrenia; initiate risperidone monotherapy and psychosocial rehabilitation.  

B. Schizoaffective depressive type; add lamotrigine to antipsychotic for mood stabilization.  

C. Bipolar with psychotic features; prioritize lithium and discontinue antipsychotics.  

D. Major depressive disorder with psychosis; use ECT as first-line. 

Answer:  A  

Rationale: Psychosis predominates with mood symptoms brief (<50% duration), fitting 

schizophrenia per DSM-5-TR; STEP-BD and similar studies differentiate by timeline. Treatment 

emphasizes antipsychotics like risperidone plus rehab. Schizoaffective (B) requires mood 

throughout; bipolar (C) needs manic episodes; MDD psychotic (D) lacks independent psychosis. 

 

Differential Diagnosis: ODD vs. Conduct Disorder 

Oppositional Defiant Disorder (ODD) involves a pattern of angry/irritable mood, 

argumentative/defiant behavior, and vindictiveness lasting ≥6 months, causing 
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distress/impairment, per DSM-5-TR, often in children/adolescents without serious violations of 

others' rights. Conduct Disorder (CD) features repetitive aggression toward people/animals, 

property destruction, deceit/theft, and serious rule violations (e.g., truancy, running away), with 

subtypes (childhood-onset, adolescent-onset, limited prosocial emotions). Differential: ODD is 

less severe, lacks rights violations; CD has higher comorbidity with antisocial personality in 

adulthood (50-70% progression per longitudinal studies). Evidence supports behavioral therapies 

for both, with PMHNPs screening for trauma/ADHD comorbidities. 

 

Practice Question: A 14-year-old male exhibits 7 months of arguing with authority, irritability, 

and spiteful behavior at home/school, but no truancy, theft, or aggression. Teacher reports 

functional impairment. Family history includes parental conflict. Considering DSM-5-TR 

distinctions and epidemiological data (e.g., Loeber et al., 2000 review), which diagnosis fits, and 

what is the evidence-based first-line intervention?  

A. Conduct Disorder, adolescent-onset; refer to juvenile justice for monitoring.  

B. Oppositional Defiant Disorder; implement parent management training and individual CBT.  

C. Disruptive Mood Dysregulation Disorder; prescribe risperidone for irritability.  

D. Adjustment Disorder; provide supportive counseling only. 

Answer:  B  

Rationale: Symptoms align with ODD (defiance without violations), per DSM-5-TR; Loeber's 

meta-review shows ODD as precursor but distinct, with PMT/CBT first-line. CD (A) requires 

violations; DMDD (C) needs chronic irritability/temper; adjustment (D) is time-limited to 

stressor. 

 

Safety: Suicide Risk Assessment 

Suicide risk assessment is a critical component of psychiatric evaluation, involving systematic 

identification of risk factors, protective factors, and warning signs to guide interventions and 

prevent self-harm. Evidence-based tools include the Columbia-Suicide Severity Rating Scale 

(C-SSRS), which assesses ideation severity, intent, behavior, and lethality, demonstrating high 

predictive validity in meta-analyses. Key risk factors per CDC data include prior attempts, 

mental disorders (e.g., depression, schizophrenia), substance use, access to means, and social 

isolation. Protective factors encompass strong social support, coping skills, and treatment 
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engagement. PMHNPs must conduct assessments in all encounters with at-risk patients, 

documenting intent, plan, and means, while employing safety planning interventions like the 

Stanley-Brown Safety Plan, for reduction in attempts. 

 

Practice Question: A 42-year-old male with major depressive disorder presents to the clinic 

endorsing passive suicidal ideation ("I wish I weren't here") without a plan, but reports a recent 

job loss, alcohol misuse, and family history of suicide. C-SSRS reveals moderate ideation 

severity but low intent. Which risk stratification and intervention is most appropriate?  

A. Low risk; provide psychoeducation and schedule follow-up in 4 weeks.  

B. Moderate risk; develop a safety plan, remove access to firearms, and initiate SSRI therapy 

with weekly monitoring.  

C. High risk; pursue involuntary hospitalization due to family history alone.  

D. No risk; discharge without further assessment as no active plan. 

Answer:  B  

Rationale: The presentation indicates moderate risk due to ideation plus modifiable factors (job 

loss, alcohol, family history), per APA and C-SSRS guidelines emphasizing multilevel 

assessment. Safety planning and means restriction are evidence-based (45-60% risk reduction per 

CDC meta-analyses), with pharmacotherapy for underlying depression. Low risk (A) 

underestimates factors; high risk (C) requires imminent danger; no risk (D) ignores ideation. 

 

Safety: Involuntary Commitment 

Involuntary commitment, also known as civil commitment, is a legal process authorizing 

temporary detention for psychiatric evaluation and treatment when an individual poses 

imminent danger to self or others, or is gravely disabled, as defined by state-specific statutes. 

Criteria stem from landmark cases like O'Connor v. Donaldson (1975), requiring least 

restrictive alternatives and due process. Evidence from systematic reviews indicate it reduces 

short-term suicide risk (20-30%) but raises ethical concerns for autonomy; PMHNPs must assess 

criteria via tools like the MacArthur Competence Assessment Tool, document grave disability 

(inability to meet basic needs), and collaborate with legal authorities. Post-commitment, focus on 

stabilization with antipsychotics or mood stabilizers, transitioning to voluntary care when 

possible. 
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Practice Question: A PMHNP evaluates a 29-year-old female with bipolar mania who is 

floridly psychotic, refusing medications, and has been wandering streets without food or shelter 

for 3 days, leading to dehydration. She denies suicidal intent but exhibits aggressive outbursts. 

Which criterion for involuntary commitment is met, and what is the initial management post-

commitment?  

A. Danger to others; administer haloperidol IM and petition for 72-hour hold.  

B. No criterion; offer voluntary admission only to preserve autonomy. 

C. Danger to self; use seclusion until voluntary consent is obtained.  

D. Grave disability; stabilize with lithium and fluids, then assess for outpatient commitment.  

Answer:  D  

Rationale: Grave disability is evident from inability to meet basic needs (food, shelter, 

hydration), justifying commitment per legal precedents and studies showing improved outcomes 

with early intervention (e.g., Swanson's analysis of reduced homelessness). Lithium targets 

mania; seclusion (C) is restrictive without indication; danger to others (A) requires specific 

threats; no commitment (B) risks harm. 

 

Safety: Child Abuse Reporting 

Child abuse reporting is mandated by federal and state laws (e.g., Child Abuse Prevention and 

Treatment Act, CAPTA), requiring PMHNPs as mandatory reporters to notify child protective 

services (CPS) upon reasonable suspicion of abuse or neglect, without needing proof. Types 

include physical, sexual, emotional abuse, and neglect. Reporting protocols involve immediate 

verbal notification to CPS/hotlines, followed by written reports, while maintaining therapeutic 

alliance. 

 

Practice Question: During a well-child visit, a PMHNP notes a 10-year-old with unexplained 

bruises on arms and legs, withdrawn behavior, and a caregiver's inconsistent explanation of 
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"falls." The child denies abuse but appears fearful. What is the legal obligation, and which action 

best balances reporting with clinical care?  

A. Reasonable suspicion met; report to CPS immediately, document findings, and refer family to 

counseling.  

B. No reporting required without child confirmation; monitor at next visit. 

C. Confirmed abuse; confront caregiver and involve law enforcement on-site.  

D. Neglect suspected; provide education to caregiver without external report. 

Answer:  A  

Rationale: Reasonable suspicion (bruises, inconsistency, fear) triggers mandatory reporting 

under CAPTA, with surveys like Finkelhor's showing underreporting contributes to chronic 

harm. Reporting plus referrals supports family while fulfilling duty; confirmation not needed (B, 

C); education alone (D) violates mandates. 

 

Special Populations: Geriatric (Pseudo-Dementia) 

In geriatric psychiatry, pseudo-dementia refers to reversible cognitive impairment mimicking 

dementia, often due to depression (depressive pseudo-dementia), medication effects, or 

medical conditions (e.g., hypothyroidism, B12 deficiency), distinguishing it from irreversible 

dementias like Alzheimer's. Prevalence is 10-15% in elderly depression, with features like acute 

onset, motivational deficits, and "don't know" responses on cognitive tests (vs. confabulation in 

true dementia). Assessment involves tools like the Geriatric Depression Scale (GDS) and 

MMSE, with neuroimaging/MRI to rule out neurodegeneration. Treatment targets underlying 

causes, e.g., SSRIs for depression, emphasizing multidisciplinary care to avoid misdiagnosis. 

 

 

Practice Question: An 78-year-old female presents with 3 months of memory complaints, 

apathy, and poor concentration, scoring 22/30 on MMSE with prominent attention deficits and 

GDS score of 12/15. Labs rule out metabolic causes, and MRI shows no atrophy. Considering 

differential diagnostic studies, which diagnosis is likely, and what is the evidence-based 

pharmacologic approach?  
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A. Alzheimer's disease; initiate rivastigmine and memantine combination.  

B. Pseudo-dementia due to depression; start sertraline 25 mg daily with cognitive therapy.  

C. Vascular dementia; prescribe aspirin and donepezil.  

D. Delirium; hospitalize for electrolyte correction. 

Answer:  B  

Rationale: Features (acute, apathy, attention issues, high GDS) suggest depressive pseudo-

dementia, reversible with antidepressants per Alexopoulos' longitudinal studies (70% resolution). 

SSRIs like sertraline are first-line in geriatrics for safety; Alzheimer's (A) requires 

atrophy/amnestic pattern; vascular (C) needs infarcts; delirium (D) is acute/fluctuating. 

 

Special Populations: Pediatric Considerations 

Pediatric psychiatric management requires developmental sensitivity, family involvement, and 

adapted interventions, as children's symptom presentation differs (e.g., irritability in depression 

vs. sadness); play therapy, family-based approaches, and minimal pharmacotherapy due to 

black box warnings (e.g., SSRIs increasing suicidality risk in youth per FDA). Considerations 

include consent (assent from child, consent from guardian), trauma-informed care, and screening 

for neurodevelopmental disorders (e.g., ADHD prevalence 5-10% per CDC). Off-label use is 

common but guided by trials like TADS (Treatment for Adolescents with Depression Study), 

showing CBT plus fluoxetine superior (71% response) while monitoring growth, metabolism, 

and adherence. 

 

Practice Question: A PMHNP assesses a 12-year-old male with persistent sadness, school 

refusal, and irritability for 6 months, with family history of bipolar disorder. He assents to 

treatment, but parents prefer non-pharmacologic options. Which consideration is paramount, and 

what is the initial evidence-based intervention?  

A. Risk of mania; initiate lithium monotherapy despite age.  

B. Consent issues; defer treatment until child is 18.  

C. Suicidality warning; prescribe fluoxetine immediately with daily monitoring.  
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D. Developmental stage; start CBT focused on coping skills and family therapy. 

Answer: D  

Rationale: Pediatric considerations prioritize non-pharmacologic therapies first due to 

developmental impacts and family dynamics, per AACAP and TADS showing CBT efficacy 

(60% response, superior safety). Mania risk (A) warrants caution but not first-line mood 

stabilizers; SSRIs (C) are second-line with monitoring; deferral (B) neglects impairment. 
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