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Vascular Dementia in Elderly Patients and MRI Findings 
 
Overview 
 
Vascular dementia (VaD), also known as vascular cognitive impairment, is the second most 
common cause of dementia in elderly patients after Alzheimer’s disease, resulting from 
cerebrovascular disease that impairs brain function. In an elderly patient presenting with 
cognitive decline, the MRI finding of parenchymal changes (e.g., white matter hyperintensities, 
lacunar infarcts, or cortical atrophy) is a key diagnostic indicator, reflecting ischemic damage 
from small vessel disease or strokes. For PMHNPs, recognizing VaD is critical for differential 
diagnosis, as it often presents with psychiatric symptoms (e.g., depression, agitation) and 
requires interdisciplinary management to address safety and functional decline. 
 

 
 
Major Points 
 

1. Definition and Etiology:  
 

o Vascular Dementia (VaD): Cognitive impairment due to cerebrovascular 
pathology, leading to deficits in memory, executive function, and behavior. 

o Etiology: Caused by reduced blood flow to the brain from strokes (large vessel or 
lacunar), chronic ischemia (small vessel disease), or hypoperfusion (e.g., from 
hypertension, diabetes, atrial fibrillation). 

o DSM-5-TR Criteria (under Major or Mild Neurocognitive Disorder Due to 
Vascular Disease):  
 

 A. Significant cognitive decline in ≥1 domain (e.g., complex attention, 
executive function, learning/memory, language, perceptual-motor, social 
cognition). 

 B. Deficits interfere with independence (major) or require compensatory 
strategies (mild). 

 C. Evidence of vascular etiology (e.g., clinical history of stroke, focal 
neurological signs, or neuroimaging like MRI showing parenchymal 
changes). 

 D. Not exclusively during delirium or better explained by another 
disorder. 

 
o Key MRI Findings:  

 
 Parenchymal Changes: White matter hyperintensities (WMH), lacunar 

infarcts (small cavities in basal ganglia or thalamus), cortical infarcts, or 
microbleeds on T2/FLAIR sequences. 

 Significance: WMH indicate chronic ischemia; infarcts correlate with 
stepwise cognitive decline. 
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 Other Imaging: CT may show infarcts but MRI is superior for detecting 
subtle parenchymal changes. 
 

2. Clinical Presentation in Elderly Patients:  
 

o Cognitive Symptoms: Stepwise decline (sudden worsening after strokes), 
executive dysfunction (e.g., poor planning, apathy), memory deficits (patchy, 
unlike Alzheimer’s global loss), or slowed processing. 

o Psychiatric Symptoms: Depression (e.g., vascular depression hypothesis), 
irritability, agitation, or pseudobulbar affect (emotional lability). 

o Neurological Signs: Focal deficits (e.g., hemiparesis, visual field cuts), gait 
disturbances (e.g., shuffling), or urinary incontinence from subcortical damage. 

o Onset: Typically ≥65 years, insidious or stepwise; risk factors include 
hypertension (~60% of cases), diabetes, smoking, hyperlipidemia. 

o Prevalence: ~15–20% of dementia cases in elderly, per 2024 Alzheimer's & 
Dementia studies. 
 

3. Differential Diagnosis:  
 

o Alzheimer’s Disease: Gradual onset, global memory loss; MRI shows 
hippocampal atrophy, not vascular parenchymal changes. 

o Mixed Dementia: VaD + Alzheimer’s; MRI shows both vascular changes and 
atrophy. 

o Delirium: Acute, fluctuating; normal MRI; rule out with EEG/labs. 
o Depression (Pseudodementia): Reversible cognitive deficits from mood; MRI 

normal or shows WMH but not infarcts; improves with antidepressants. 
o Frontotemporal Dementia (FTD): Behavioral changes (e.g., disinhibition), 

frontal atrophy on MRI, not vascular changes. 
o Medical Causes: Hypothyroidism, B12 deficiency, or normal pressure 

hydrocephalus; labs/MRI differentiate. 
 

4. Management Considerations:  
 

o Diagnostic: Use MoCA or MMSE for screening; MRI to confirm parenchymal 
changes; vascular risk factor assessment (e.g., carotid ultrasound). 

o Treatment:  
 

 Non-Pharmacologic: Cognitive rehabilitation, exercise, vascular risk 
management (e.g., hypertension control). 

 Pharmacologic: Cholinesterase inhibitors (e.g., donepezil) for cognitive 
symptoms; antidepressants (e.g., sertraline) for depression; avoid 
anticholinergics. 

 Behavioral: Manage aggression with low-dose antipsychotics (e.g., 
quetiapine) if needed, per APA guidelines. 
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o Prognosis: Progressive, but vascular risk control slows decline (~20% 
stabilization with BP management, per 2024 Stroke). 

o PMHNP Relevance: Differentiate vascular depression from MDD; coordinate 
with neurology for MRI interpretation and primary care for vascular risks. 
 

 
 
Safety Issues 
 

1. Falls and Injury:  
 

o Gait instability from parenchymal changes increases fall risk in elderly (~30% of 
VaD patients fall annually). 

o Mitigation: Assess gait, recommend physical therapy, and home modifications. 
 

2. Suicide Risk:  
 

o Vascular depression and cognitive decline heighten suicidality (~10–15% ideation 
in VaD). 

o Mitigation: Screen with C-SSRS; implement safety plans. 
 

3. Medication Safety:  
 

o Antipsychotics risk QT prolongation and stroke in elderly (FDA black box for 
dementia-related psychosis). 

o Mitigation: Use low doses, monitor ECG, avoid in mild cases. 
 

4. Misdiagnosis:  
 

o Mistaking VaD for Alzheimer’s or depression delays vascular management, 
worsening prognosis. 

o Mitigation: Use MRI for confirmation; assess vascular risks (e.g., Hachinski 
Ischemic Score). 
 

 
 
High-Yield Information 
 

• Key Features:  
 

o VaD: Stepwise decline, executive deficits, parenchymal changes on MRI (WMH, 
infarcts). 

o Elderly: Vascular risks (hypertension, diabetes) common; psychiatric overlap 
(depression, agitation). 
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• Applications:  
 

o Diagnostic: MoCA for screening, MRI for parenchymal changes. 
o Therapeutic: Vascular risk control, cholinesterase inhibitors, antidepressants. 
o Preventive: BP management reduces VaD risk by ~30%. 

 
• Exam Pearls:  

 
o MRI shows parenchymal changes (WMH, infarcts) in VaD, not hippocampal 

atrophy (Alzheimer’s). 
o Questions test neurological vs. psychiatric differentials and imaging needs. 
o VaD has focal neurological signs, unlike Alzheimer’s global decline. 

 
 

 
Role of the PMHNP 
 

• Assessment: Screen with MoCA; recognize parenchymal changes on MRI reports. 
• Intervention: Coordinate vascular care, prescribe symptom-targeted medications, and 

monitor safety. 
• Education: Teach families about VaD’s vascular basis and lifestyle modifications. 
• Advocacy: Promote multidisciplinary care for elderly with dementia. 

 
 

 

 
 

An 80-year-old female presents with stepwise cognitive decline, executive dysfunction, 
irritability, and depression 6 months after a stroke. MRI shows white matter hyperintensities and 
lacunar infarcts in the frontal lobes. According to DSM-5-TR, which of the following is the most 
likely diagnosis and appropriate initial management? 
 
A. Alzheimer’s disease; start donepezil 5 mg daily. 
B. Major depressive disorder; prescribe sertraline 25 mg daily. 
C. Vascular dementia; optimize blood pressure control and assess suicide risk. 
D. Frontotemporal dementia; refer for behavioral therapy. 
 
Correct Answer:  C. Vascular dementia; optimize blood pressure control and assess suicide 
risk. Rationale: The patient’s stepwise decline, executive dysfunction, and MRI parenchymal 
changes (WMH, infarcts) meet DSM-5-TR criteria for vascular dementia, linked to 
cerebrovascular disease. Optimizing BP control (e.g., target <130/80 mmHg per 2024 AAN 
guidelines) slows progression, and assessing suicide risk with C-SSRS is critical due to 
depression comorbidity in VaD (~30% risk). This aligns with PMHNP priorities for geriatric 
care. 
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Why It’s High-Yield: Tests VaD diagnosis via MRI changes and vascular management, core 
PMHNP exam skill. 
 
Rationales 
 

• A. Alzheimer’s disease; start donepezil 5 mg daily  
 

o Rationale: Alzheimer’s involves gradual decline and hippocampal atrophy on 
MRI, not vascular parenchymal changes. Donepezil is appropriate for 
Alzheimer’s but not first-line for VaD without cholinesterase deficit evidence. 

o Exam Tip: VaD has stepwise decline and vascular MRI findings. 
 

• B. Major depressive disorder; prescribe sertraline 25 mg daily  
 

o Rationale: Depression may co-occur, but cognitive deficits and MRI changes 
indicate VaD, not primary MDD. Sertraline addresses mood but ignores vascular 
etiology. 

o Exam Tip: Neurological symptoms prioritize imaging over psychiatric treatment. 
 

• D. Frontotemporal dementia; refer for behavioral therapy  
 

o Rationale: FTD involves personality changes and frontal atrophy, not vascular 
infarcts or stepwise decline. Behavioral therapy is secondary; vascular 
management is priority. 

o Exam Tip: FTD lacks vascular MRI changes. 
 
 
Frontotemporal Dementia in Elderly Patients with Memory, Language, and Emotional 
Changes 
 
Overview 
 
Frontotemporal dementia (FTD) is a neurodegenerative disorder primarily affecting the frontal 
and temporal lobes, leading to progressive decline in behavior, language, and executive function. 
In an elderly patient presenting with memory, language, and emotional changes, FTD is a key 
differential diagnosis, especially when symptoms are disproportionate to typical Alzheimer's 
disease (AD) presentations. For PMHNPs, recognizing FTD is critical for accurate diagnosis, 
safety management, and family support, as it often mimics psychiatric conditions (e.g., 
depression, bipolar disorder) and requires interdisciplinary care with neurology. 
 
Major Points 
 

1. DSM-5-TR Diagnostic Criteria for Major or Mild Neurocognitive Disorder Due to 
Frontotemporal Lobar Degeneration:  
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o A. Significant cognitive decline in ≥1 domain (e.g., executive function, 
language, social cognition). 

o B. Deficits interfere with independence (major) or require compensation (mild). 
o C. Evidence of frontotemporal etiology (e.g., neuroimaging showing 

frontal/temporal atrophy, clinical history of behavioral/language changes). 
o D. Not exclusively during delirium or better explained by another disorder. 
o Variants:  

 
 Behavioral Variant FTD (bvFTD): Early personality changes, 

disinhibition, apathy. 
 Primary Progressive Aphasia (PPA): Language deficits (e.g., 

nonfluent/agrammatic or semantic variants). 
 Mixed: Overlap with motor disorders (e.g., ALS, parkinsonism). 

 
o Key Presentation in Elderly:  

 
 Memory Changes: Secondary to executive dysfunction (e.g., poor recall 

due to disorganization, not primary amnesia like AD). 
 Language Changes: Word-finding difficulties, agrammatism, or semantic 

loss (e.g., forgetting object meanings). 
 Emotional Changes: Apathy, disinhibition (e.g., inappropriate 

comments), irritability, depression, or euphoria. 
 Onset: Typically 50–65 years, but can occur in elderly (>65); insidious 

progression over years. 
 Symptoms: Behavioral changes predominate in bvFTD (e.g., aggression, 

compulsions); language deficits in PPA. 
 

2. Clinical Features in Elderly Patients:  
 

o Behavioral/Emotional: Loss of empathy, compulsive behaviors (e.g., hoarding), 
emotional blunting, or agitation; often misdiagnosed as psychiatric (e.g., late-
onset bipolar). 

o Cognitive: Executive deficits (e.g., poor planning), relatively preserved memory 
early on (unlike AD). 

o Language: Fluent but empty speech (semantic variant) or effortful, nonfluent 
speech (nonfluent variant). 

o Associated Signs: Motor changes (e.g., parkinsonism in ~30%), eating behaviors 
(e.g., hyperphagia). 

o Prevalence: ~10–20% of dementia cases in elderly, per 2024 Alzheimer's & 
Dementia; higher in men. 
 

3. Differential Diagnosis:  
 

o Alzheimer’s Disease: Global memory loss early, hippocampal atrophy on MRI; 
FTD has frontal/temporal atrophy and behavioral/language predominance. 
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o Vascular Dementia: Stepwise decline, vascular parenchymal changes on MRI 
(e.g., infarcts); FTD is progressive without vascular risks. 

o Lewy Body Dementia: Visual hallucinations, parkinsonism, REM sleep disorder; 
fluctuating cognition. 

o Psychiatric Disorders: Bipolar disorder (manic-like disinhibition), MDD (apathy 
mimicking dementia); rule out with neuroimaging and history. 

o Medical Causes: Thyroid dysfunction, B12 deficiency, or normal pressure 
hydrocephalus; labs and MRI differentiate. 

o Traumatic Brain Injury (TBI): Similar frontal symptoms but tied to injury 
history; MRI shows focal damage. 
 

4. Diagnostic Tools:  
 

o Clinical Interview: Assess behavioral changes with Frontal Behavioral Inventory 
(FBI) or Neuropsychiatric Inventory (NPI). 

o Neuroimaging: MRI shows frontal/temporal atrophy; PET/FDG scans for 
hypometabolism. 

o Cognitive Screening: MoCA or MMSE; detailed neuropsych testing for 
executive/language deficits. 
 

 
 
Safety Issues 
 

1. Behavioral Risks:  
 

o Disinhibition and aggression increase injury or legal risks (e.g., inappropriate 
behaviors leading to falls or conflicts). 

o Mitigation: Implement safety plans, environmental modifications (e.g., remove 
hazards), and caregiver training. 
 

2. Suicide Risk:  
 

o Emotional changes (e.g., depression, impulsivity) heighten suicidality (~10–15% 
ideation in FTD, higher than AD). 

o Mitigation: Screen with C-SSRS; consider guardianship for advanced cases. 
 

3. Medication Safety:  
 

o Antipsychotics (e.g., quetiapine for agitation) risk QT prolongation and mortality 
in dementia (FDA black box). 

o Mitigation: Use low doses, monitor ECG, prefer non-pharmacologic 
interventions. 
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4. Misdiagnosis:  
 

o Mistaking FTD for psychiatric disorders (e.g., late-onset depression) delays 
neurological care and worsens prognosis. 

o Mitigation: Order MRI for behavioral/language changes in elderly. 
 

 
 
High-Yield Information 
 

• Key Features:  
 

o FTD: Frontal/temporal atrophy on MRI, behavioral/language/emotional changes, 
relative memory sparing early. 

o Elderly: Mimics psychiatric disorders; bvFTD predominant. 
 

• Applications:  
 

o Diagnostic: Use FBI, MRI for confirmation. 
o Therapeutic: Behavioral interventions, low-dose antipsychotics for symptoms; no 

disease-modifying treatments. 
o Preventive: Manage vascular risks, though FTD is largely genetic. 

 
• Exam Pearls:  

 
o FTD presents with personality/language changes before memory loss; MRI shows 

frontal atrophy. 
o Questions test differential from AD (memory-focused) or psychiatric disorders 

(no atrophy). 
o bvFTD: Behavioral changes; PPA: Language deficits. 

 
 

 
Role of the PMHNP 
 

• Assessment: Use NPI and history to suspect FTD; refer for MRI/neurology. 
• Intervention: Manage symptoms with behavioral strategies, low-dose medications; 

support caregivers. 
• Education: Explain FTD’s progressive nature and behavioral focus to families. 
• Advocacy: Promote access to dementia care and support groups. 
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A 70-year-old male presents with progressive memory issues, word-finding difficulties, and 
emotional blunting (e.g., apathy toward family), without significant vascular risks. MRI shows 
frontal and temporal atrophy. According to DSM-5-TR, which of the following is the most likely 
diagnosis and appropriate initial management? 
 
A. Vascular dementia; optimize blood pressure control. 
B. Major depressive disorder; prescribe sertraline 25 mg daily. 
C. Frontotemporal dementia; refer for behavioral therapy and caregiver support. 
D. Alzheimer’s disease; start donepezil 5 mg daily. 
 
Correct Answer:  C. Frontotemporal dementia; refer for behavioral therapy and caregiver 
support. Rationale: The patient’s memory, language, and emotional changes with 
frontal/temporal atrophy on MRI meet DSM-5-TR criteria for frontotemporal dementia (FTD), 
characterized by progressive behavioral/language deficits. Behavioral therapy (e.g., caregiver 
training for managing apathy) and support groups are first-line, per 2024 Neurology, to address 
emotional blunting and family burden. This aligns with PMHNP priorities for non-
pharmacologic management in FTD. 
 
Why It’s High-Yield: Tests FTD diagnosis via MRI and behavioral focus, core PMHNP exam 
skill. 
 
Rationales 
 

• A. Vascular dementia; optimize blood pressure control  
 

o Rationale: Vascular dementia involves vascular parenchymal changes (e.g., 
infarcts) on MRI, not frontal atrophy, and typically has stepwise decline with 
vascular risks (absent here). BP control is secondary. 

o Exam Tip: FTD lacks vascular MRI changes. 
 

• B. Major depressive disorder; prescribe sertraline 25 mg daily  
 

o Rationale: MDD may cause apathy, but memory/language deficits and atrophy 
indicate FTD, not primary depression. Sertraline is inappropriate without mood 
predominance. 

o Exam Tip: Neurological deficits prioritize imaging over psychiatric treatment. 
 

• D. Alzheimer’s disease; start donepezil 5 mg daily  
 

o Rationale: Alzheimer’s involves hippocampal atrophy and global memory loss, 
not frontal/temporal atrophy or early language/emotional changes. Donepezil is 
less effective in FTD. 



10 
 

o Exam Tip: FTD has behavioral/language predominance, unlike AD’s memory 
focus. 

 
 
Drug Use as a Consideration in Adolescents with Irritability, Defensiveness, Failing 
Grades, Loss of Interest in Sports, Peer Avoidance, and Denial of SI/HI 
 
Overview 
 
In adolescents presenting with irritability, defensiveness, failing grades, loss of interest in sports, 
peer avoidance, and denial of suicidal/homicidal ideation (SI/HI), with a normal physical exam, 
drug use is a key consideration that must be ruled out before attributing symptoms to primary 
psychiatric disorders. Drug use, including substance use disorders (SUDs), can mimic or 
exacerbate psychiatric symptoms, and PMHNPs play a critical role in screening, diagnosis, and 
intervention to prevent long-term consequences. This review details the clinical presentation, 
assessment, differential diagnosis, and management strategies for PMHNPs, emphasizing the 
need for comprehensive evaluation in this high-risk age group. 
 
Major Points 
 

1. Clinical Presentation in Adolescents:  
 

o Symptoms Linked to Drug Use: Irritability and defensiveness (e.g., mood 
swings from stimulants or withdrawal), failing grades (cognitive impairment from 
cannabis or opioids), loss of interest in sports (anhedonia from depressants), peer 
avoidance (paranoia from hallucinogens or social withdrawal from opioids), and 
denial of SI/HI (minimization common in SUDs). 

o Common Substances: Cannabis (apathy, amotivation), alcohol (depression-like 
symptoms), stimulants (e.g., Adderall misuse for studying, leading to irritability), 
opioids (withdrawal anxiety), or inhalants (cognitive deficits). 

o Age-Specific Features: Adolescents (~13–18 years) are at peak risk for 
experimentation; symptoms may emerge acutely (intoxication) or chronically 
(dependence), often hidden due to fear of consequences. 

o DSM-5-TR Context: Substance-Induced Mood or Anxiety Disorder if symptoms 
are directly related to drug use; SUD if criteria for use disorder are met (e.g., 
tolerance, withdrawal, failed attempts to quit). 

o Prevalence: ~15–20% of adolescents report past-year drug use, per 2024 CDC 
data, with ~5–10% meeting SUD criteria; associated with 30% increased 
psychiatric comorbidity. 
 

2. Assessment Process:  
 

o Clinical Interview:  
 

 Explore drug history: Ask about use, frequency, type (e.g., “Have you 
tried any substances to cope with stress?”); assess denial/defensiveness. 
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 Evaluate symptoms: Irritability (stimulant crash), avoidance (paranoia), 
failing grades (cognitive fog). 

 Screen for SI/HI: Use C-SSRS, as drug use increases risk (~20% in SUD 
adolescents). 

 Collateral History: Involve parents/teachers for behavioral changes (e.g., 
sudden peer avoidance). 
 

o Standardized Tools:  
 

 CRAFFT Screening Tool: For adolescent substance use (Car, Relax, 
Alone, Forget, Friends, Trouble). 

 DAST-10 or AUDIT: Assess drug/alcohol severity. 
 PHQ-9 or GAD-7: Rule out primary mood/anxiety, but consider 

substance-induced. 
 Urine Toxicology: Objective confirmation of recent use. 

 
o Physical Exam/Labs: Normal exam doesn’t rule out drug use; order toxicology, 

CBC, liver function to detect chronic effects. 
o PMHNP Relevance: Drug use is a common mimic of psychiatric disorders; early 

identification prevents escalation to SUD or overdose. 
 

3. Differential Diagnosis:  
 

o Major Depressive Disorder (MDD): Persistent low mood, anhedonia; drug use 
may cause or worsen, but MDD lacks substance tie. 

o Attention-Deficit/Hyperactivity Disorder (ADHD): Irritability, poor grades; 
stimulants may be misused, but ADHD lacks peer avoidance unless comorbid. 

o Generalized Anxiety Disorder (GAD): Worry, avoidance; drug use (e.g., 
cannabis for “self-medication”) exacerbates, but GAD has no 
intoxication/withdrawal. 

o Bipolar Disorder: Irritability, impulsivity; manic episodes distinguish from drug-
induced mood swings. 

o Trauma-Related Disorders (e.g., PTSD): Avoidance, irritability from trauma; 
drug use often co-occurs as coping mechanism. 

o Medical Causes: Normal exam rules out acute issues (e.g., thyroid, infection), but 
chronic drug use may cause secondary medical problems. 

 
4. Management Considerations:  

 
o Immediate Safety: If acute intoxication, hospitalize; address SI/HI denial with 

collateral and toxicology. 
o Treatment: 

  
 Non-Pharmacologic: Motivational interviewing (MI), CBT, family 

therapy (e.g., MDFT for adolescents). 
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 Pharmacologic: Treat withdrawal (e.g., benzodiazepines for alcohol); no 
FDA-approved meds for cannabis/opioid SUD in adolescents, but 
buprenorphine for opioid use ≥16 years. 

 Referral: Substance abuse programs (e.g., outpatient rehab, AA/NA for 
teens). 
 

o Prognosis: Early intervention reduces progression to chronic SUD (~50% 
remission with MI + CBT, per 2024 Journal of Adolescent Health). 

o PMHNP Relevance: Screen routinely; integrate SUD treatment with psychiatric 
care to address underlying issues (e.g., self-medication for anxiety). 
 

 
 
Safety Issues 
 

1. Overdose Risk:  
 

o Adolescents with drug use have high overdose potential (e.g., opioids, 
stimulants), especially with denial of SI/HI. 

o Mitigation: Educate on Narcan; screen for polydrug use. 
 

2. Suicide Risk:  
 

o Drug use increases SI (~20% in adolescents with SUD); denial is common. 
o Mitigation: Use C-SSRS; safety plans with family involvement. 

 
3. Medication Interactions:  

 
o If psychiatric meds are needed (e.g., SSRI for comorbid depression), drugs like 

cannabis or stimulants interact, worsening irritability or aggression. 
o Mitigation: Toxicology before prescribing; avoid benzodiazepines in SUD. 

 
4. Misdiagnosis:  

 
o Drug use symptoms (e.g., withdrawal irritability) may be mistaken for primary 

psychiatric disorders, leading to inappropriate treatment. 
o Mitigation: Always screen for substances in adolescents with behavioral changes. 

 
 

 
High-Yield Information 
 

• Key Features:  
 

o Drug use in adolescents: Mimics psychiatric symptoms (irritability, avoidance, 
poor performance); denial common. 
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o Presentation: Irritability (withdrawal), defensiveness (guilt), failing grades 
(cognitive impairment), loss of interest (anhedonia), peer avoidance (paranoia). 
 

• Applications:  
 

o Diagnostic: Use CRAFFT, toxicology to confirm. 
o Therapeutic: MI, CBT; treat comorbidities. 
o Preventive: School-based education reduces initiation (~20%). 

 
• Exam Pearls:  

 
o Drug use is a top differential for adolescent behavioral changes; screen with 

CRAFFT. 
o Questions test toxicology and MI in SUD. 
o Denial of SI/HI doesn’t rule out risk; collateral history key. 

 
 

 
Role of the PMHNP 
 

• Assessment: Use CRAFFT and toxicology; explore denial/defensiveness. 
• Intervention: MI for motivation; refer to SUD programs; treat comorbidities. 
• Education: Teach parents about signs of drug use and support resources. 
• Advocacy: Promote school screening and family therapy for prevention. 

 
 

 

 
 

A 15-year-old male presents with irritability, defensiveness, failing grades, loss of interest in 
sports, and peer avoidance for 4 months. He denies SI/HI and drug use, but his parents note 
secretive behavior. Physical exam is normal. Which of the following is the most appropriate next 
step to identify the likely cause? 
 
A. Start sertraline 25 mg daily for suspected depression. 
B. Refer for family therapy to address peer avoidance. 
C. Order urine toxicology and screen for substance use with CRAFFT. 
D. Schedule a school counselor meeting to improve grades. 
 
Correct Answer:  C. Order urine toxicology and screen for substance use with CRAFFT. 
Rationale: The adolescent’s symptoms (irritability, defensiveness, failing grades, loss of interest, 
peer avoidance) are classic for drug use, which must be ruled out before assuming primary 
psychiatric causes. Denial is common in SUD, so objective urine toxicology confirms recent use, 
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and CRAFFT screens for risk (e.g., use to relax, alone). This aligns with PMHNP priorities for 
comprehensive assessment in adolescents, per 2024 Journal of Adolescent Health. 
 
Why It’s High-Yield: Tests SUD screening in adolescents with behavioral changes, a core 
PMHNP exam skill. 
 
Rationales 
 

• A. Start sertraline 25 mg daily for suspected depression  
 

o Rationale: Symptoms mimic depression, but drug use must be ruled out first, as 
substances can cause or worsen mood symptoms. Sertraline risks suicidality in 
adolescents (FDA black box) and is premature. 

o Exam Tip: Screen for SUD before prescribing in teens. 
 

• B. Refer for family therapy to address peer avoidance  
 

o Rationale: Family therapy is beneficial for support issues but secondary to ruling 
out drug use, which may be the root cause. Therapy alone doesn’t address 
potential SUD. 

o Exam Tip: Objective screening (toxicology) precedes therapy in suspected SUD. 
 

• D. Schedule a school counselor meeting to improve grades  
 

o Rationale: School support is helpful for academic issues but ignores the broader 
presentation (irritability, avoidance), which suggests SUD. Toxicology and 
CRAFFT are priority for diagnosis. 

o Exam Tip: Behavioral changes in teens warrant SUD screening first. 
 

Antipsychotics with Low or No Weight Gain Risk 

Antipsychotics are commonly prescribed for conditions like schizophrenia, bipolar disorder, and 
major depressive disorder with psychotic features. However, weight gain is a frequent side effect 
of many antipsychotics, which can lead to metabolic issues like diabetes or cardiovascular 
disease. Based on current evidence from clinical studies and meta-analyses (as of 2025), some 
antipsychotics are associated with minimal or no weight gain compared to others (e.g., 
olanzapine or clozapine, which cause significant gain). Weight gain can vary by dose, duration, 
individual factors (e.g., genetics, diet), and whether the medication is used alone or in 
combination. 

It's important to note: 

• No antipsychotic is completely "without" weight gain risk; some patients may still 
experience it, but certain ones have lower average effects. 
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• PMHNPs should monitor weight, BMI, and metabolic parameters (e.g., glucose, lipids) 
for all patients, regardless of medication. 

• Treatment choice should prioritize efficacy for the condition, not just side effects. 
• Evidence comes from meta-analyses showing average weight change over 4–12 weeks of 

treatment. 
 

Use Tables for Comparisons 
 
To help with clarity, here's a table summarizing antipsychotics based on their weight gain risk, 
focusing on those with low or neutral profiles. Data is derived from pooled analyses and 
systematic reviews (e.g., from The Lancet Psychiatry and the Journal of Clinical Psychiatry). 
 

Antipsychotic Class Typical 
Weight 
Gain Risk 

Average 
Weight Change 
(Short-Term) 

Key Notes for PMHNP 
Practice 

Aripiprazole 
(Abilify) 

Atypical Low +0.5 to +1 kg Often weight-neutral; good 
for schizophrenia or 
bipolar. Monitor for 
akathisia. FDA-approved 
for depression adjunct. 

Ziprasidone 
(Geodon) 

Atypical Low to 
neutral 

-0.5 to +0.5 kg 
(minimal or 
loss) 

Lowest weight gain 
potential; requires food for 
absorption. Monitor for QT 
prolongation. 

Lurasidone 
(Latuda) 

Atypical Low +0.5 kg Weight-neutral in many 
patients; effective for 
bipolar depression. Take 
with food (≥350 calories). 

Brexpiprazole 
(Rexulti) 

Atypical Low +0.5 to +1 kg Similar to aripiprazole; 
used as adjunct in MDD. 
Monitor for metabolic 
changes. 

Cariprazine 
(Vraylar) 

Atypical Low +0.5 to +1 kg Effective for schizophrenia 
and bipolar; low metabolic 
impact. Monitor for 
extrapyramidal symptoms. 

Haloperidol 
(Haldol) 

Typical Low Minimal (+0 to 
+0.5 kg) 

Older typical antipsychotic; 
low weight gain but high 
EPS risk. Used for acute 
psychosis. 
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Amisulpride 
(not FDA-
approved in 
US) 

Atypical Low Minimal Available in some 
countries; similar to 
ziprasidone. Not commonly 
used in US practice. 

Lybalvi 
(olanzapine + 
samidorphan) 

Atypical 
(combination) 

Lower 
than 
olanzapine 
alone 

+1 to +2 kg 
(mitigated by 
samidorphan) 

Designed to reduce 
olanzapine's weight gain; 
effective for 
schizophrenia/bipolar. 
Monitor for sedation. 

 
When to Choose These Antipsychotics 
 

• Low Weight Gain Priority: Opt for aripiprazole, ziprasidone, or lurasidone in patients 
with obesity, diabetes, or metabolic syndrome. 

• For Specific Conditions:  
 

o Schizophrenia: Ziprasidone or aripiprazole. 
o Bipolar Depression: Lurasidone (FDA-approved). 
o MDD Adjunct: Aripiprazole or brexpiprazole. 

 
• Considerations: Always weigh benefits vs. other side effects (e.g., ziprasidone's QT 

risk). No antipsychotic is entirely risk-free; individual response varies. 
• Non-Pharmacologic Strategies: To minimize weight gain on any antipsychotic, 

encourage diet/exercise, monitor BMI, and consider switching if gain occurs. 
 
 
Fetal Alcohol Syndrome in Children 
 
Fetal Alcohol Syndrome (FAS) is a severe form of Fetal Alcohol Spectrum Disorders (FASD), 
resulting from prenatal alcohol exposure and characterized by distinct facial features, growth 
deficiencies, and neurodevelopmental impairments. The smooth philtrum, a flattened area 
between the nose and upper lip, is a hallmark facial feature of FAS, often accompanied by other 
physical and behavioral findings. For PMHNPs, recognizing FAS is critical for early diagnosis, 
intervention, and family support, particularly in psychiatric settings where associated behavioral 
issues (e.g., ADHD, impulsivity) are common. This review details the clinical presentation, 
diagnostic criteria, and management strategies, emphasizing the significance of the smooth 
philtrum and related findings. 
 
Major Points 
 

1. Diagnostic Criteria for Fetal Alcohol Syndrome (FAS):  
 

o FASD Overview: FAS is the most severe FASD subtype, requiring specific 
diagnostic criteria per the 2016 Hoyme et al. guidelines, aligned with DSM-5-TR 
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under Neurodevelopmental Disorder Associated with Prenatal Alcohol 
Exposure. 

o Criteria (Hoyme et al., 2016):  
 

 Facial Features: ≥2 of 3 characteristic features:  
 

1. Smooth philtrum (flat, lacking vertical ridges, scored 4–5 on Lip-
Philtrum Guide). 

2. Thin vermilion border (thin upper lip). 
3. Short palpebral fissures (small eye openings, ≤10th percentile). 

 
 Growth Deficits: Prenatal/postnatal growth restriction (height/weight 

≤10th percentile). 
 Central Nervous System (CNS) Impairment: Cognitive deficits (e.g., 

intellectual disability, executive dysfunction), behavioral issues (e.g., 
impulsivity), or structural brain abnormalities (e.g., microcephaly). 

 Confirmed Prenatal Alcohol Exposure: Documented maternal alcohol 
use during pregnancy (not always required if all features present). 
 

o DSM-5-TR Context:  
 

 Neurodevelopmental disorder with evidence of prenatal alcohol exposure 
and cognitive/behavioral impairment. 

 Does not require facial features for diagnosis but includes them as 
supportive evidence. 
 

o Smooth Philtrum:  
 

 A flattened philtrum reflects disrupted midline facial development due to 
alcohol’s teratogenic effects during weeks 6–9 of gestation. 

 Assessed using the Lip-Philtrum Guide (University of Washington), 
scored 1–5 (5 = completely smooth). 
 

2. Clinical Presentation:  
 

o Facial Features: Smooth philtrum, thin upper lip, short palpebral fissures; most 
prominent in early childhood, may lessen with age. 

o Growth: Low birth weight, short stature, or failure to thrive. 
o Neurodevelopmental: Intellectual disability (IQ <70 in ~50%), ADHD-like 

symptoms (e.g., inattention, impulsivity), learning difficulties, poor social skills. 
o Behavioral: Irritability, aggression, impulsivity, or mood instability; often 

mistaken for primary psychiatric disorders. 
o Other Physical Findings: Microcephaly, cardiac defects (e.g., atrial septal 

defect), skeletal anomalies. 
o Prevalence: ~1–5% of children in the U.S., per 2024 CDC data; higher in 

populations with maternal alcohol use. 
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3. Differential Diagnosis:  
 

o ADHD: Inattention and impulsivity overlap, but ADHD lacks facial features or 
growth deficits; toxicology rules out prenatal exposure. 

o Autism Spectrum Disorder (ASD): Social deficits similar, but FAS has distinct 
facial features and alcohol exposure history. 

o Intellectual Disability: Cognitive deficits without facial or growth issues; genetic 
testing (e.g., for Down syndrome) differentiates. 

o Other FASD Subtypes: Partial FAS or Alcohol-Related Neurodevelopmental 
Disorder (ARND) lack full criteria (e.g., fewer facial features). 

o Medical Causes: Congenital syndromes (e.g., Williams syndrome) may mimic 
facial features; genetic testing confirms. 
 

4. Management Considerations:  
 

o Diagnostic: Use Lip-Philtrum Guide, growth charts, and neurodevelopmental 
testing (e.g., Bayley Scales); confirm maternal alcohol history if possible. 

o Treatment:  
 

 Behavioral Interventions: Applied Behavior Analysis (ABA), social 
skills training, parent management training. 

 Pharmacologic: Stimulants (e.g., methylphenidate) for ADHD-like 
symptoms; SSRIs (e.g., sertraline) for mood issues, used cautiously in 
children. 

 Supportive: Educational accommodations (e.g., IEP), family counseling. 
 

o Prognosis: Lifelong impairment; early intervention improves outcomes (~30% 
better adaptive functioning with ABA, per 2024 Pediatrics). 

o PMHNP Relevance: Screen for FAS in children with behavioral issues; 
coordinate with pediatrics, neurology, and schools. 

 
 

 
Safety Issues 
 

1. Behavioral Risks:  
 

o Impulsivity and aggression increase injury or elopement risk (~20% in FAS 
children). 

o Mitigation: Implement safety plans, structured environments. 
 

2. Suicide Risk:  
 

o Mood instability and social difficulties elevate suicidality (~10% ideation in 
adolescents with FAS). 

o Mitigation: Screen with C-SSRS; involve family support. 
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3. Medication Safety:  
 

o Stimulants risk agitation; SSRIs carry suicidality risk in <25 years (FDA black 
box). 

o Mitigation: Start low, monitor closely; prioritize non-pharmacologic 
interventions. 
 

4. Misdiagnosis:  
 

o Mistaking FAS for ADHD or ASD delays targeted interventions, worsening 
outcomes. 

o Mitigation: Assess facial features, growth, and alcohol exposure history. 
 

 
 
High-Yield Information 
 

• Key Features:  
 

o FAS: Smooth philtrum, thin lip, short fissures, growth deficits, 
neurodevelopmental issues. 

o Smooth philtrum: Diagnostic hallmark, scored via Lip-Philtrum Guide. 
 

• Applications:  
 

o Diagnostic: Use facial assessment, developmental testing; confirm exposure. 
o Therapeutic: ABA, stimulants for ADHD symptoms; family support. 
o Preventive: Early diagnosis reduces secondary disabilities. 

 
• Exam Pearls:  

 
o Smooth philtrum is pathognomonic for FAS; requires ≥2 facial features. 
o Questions test differential from ADHD, ASD; facial features are key. 
o Prenatal alcohol exposure is central to diagnosis. 

 
 

 
Role of the PMHNP 
 

• Assessment: Screen with Lip-Philtrum Guide, developmental tools; obtain maternal 
history. 

• Intervention: Coordinate ABA, pharmacotherapy, and educational support. 
• Education: Teach families about FAS’s lifelong impact and interventions. 
• Advocacy: Promote FASD awareness and prevention programs. 
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A 7-year-old male presents with impulsivity, poor social skills, and learning difficulties. Physical 
exam reveals a smooth philtrum, thin upper lip, and short palpebral fissures. His mother reports 
heavy alcohol use during pregnancy. According to DSM-5-TR, which of the following is the 
most likely diagnosis and appropriate initial management? 
 
A. ADHD; start methylphenidate 5 mg daily. 
B. Autism spectrum disorder; refer for social skills training.  
C. Fetal alcohol syndrome; coordinate behavioral therapy and developmental assessment.  
D. Intellectual disability; initiate genetic testing. 
 
Correct Answer:  C. Fetal alcohol syndrome; coordinate behavioral therapy and 
developmental assessment. Rationale: The child’s smooth philtrum, thin lip, short fissures, and 
neurodevelopmental issues (impulsivity, poor social skills) with confirmed prenatal alcohol 
exposure meet criteria for fetal alcohol syndrome (FAS), per Hoyme et al. (2016) and DSM-5-
TR. Coordinating behavioral therapy (e.g., ABA) and developmental assessment (e.g., Bayley 
Scales) addresses cognitive and behavioral deficits, aligning with PMHNP priorities for early 
intervention. 
 
Why It’s High-Yield: Tests FAS diagnosis via facial features and exposure history, a core 
PMHNP exam skill. 
 
Rationales 
 

• A. ADHD; start methylphenidate 5 mg daily  
 

o Rationale: ADHD symptoms overlap, but facial features and alcohol exposure 
point to FAS. Methylphenidate may help later but is premature without FAS-
specific management. 

o Exam Tip: FAS includes ADHD-like symptoms but requires facial findings. 
 

• B. Autism spectrum disorder; refer for social skills training  
 

o Rationale: ASD involves social deficits but lacks FAS’s facial features and 
exposure history. Social skills training is part of FAS management but not 
primary. 

o Exam Tip: Smooth philtrum is specific to FAS, not ASD. 
 

• D. Intellectual disability; initiate genetic testing  
 

o Rationale: Intellectual disability may co-occur, but facial features and alcohol 
exposure confirm FAS. Genetic testing is unnecessary without syndromic 
features. 
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o Exam Tip: FAS diagnosis prioritizes exposure and physical findings. 
 
 
Social Determinants of Health in Psychiatric Interviews 
 
The social determinants of health (SDOH) are non-medical factors that influence health 
outcomes, such as socioeconomic status, education, environment, and social support. In 
psychiatric practice, assessing SDOH during the clinical interview is critical for understanding a 
patient’s mental health context, identifying barriers to care, and tailoring interventions. A key 
component of this assessment is evaluating safety in the living environment (e.g., “Do you feel 
safe where you live?”), as it directly impacts mental health (e.g., anxiety, PTSD) and access to 
care. For PMHNPs, incorporating SDOH into interviews ensures a holistic approach, particularly 
for patients across all ages with mental health concerns. This review details the components of an 
SDOH-focused interview, the role of safety assessment, and its relevance to PMHNP practice, 
grounded in current evidence as of August 5, 2025. 
 
Major Points 
 

1. Components of the SDOH Interview:  
 

o Definition: SDOH include economic stability, education, social/community 
context, health care access, and neighborhood/built environment, per the World 
Health Organization and CDC frameworks. 

o Key Domains to Assess:  
 

 Economic Stability: Income, employment, food security, housing stability 
(e.g., “Do you have stable housing?” “Can you afford food or 
medications?”). 

 Education: Literacy, educational attainment, access to learning 
opportunities (e.g., “What is your highest level of education?” “Do you 
have access to resources for learning?”). 

 Social/Community Context: Social support, family dynamics, 
discrimination, cultural factors (e.g., “Who do you turn to for support?” 
“Have you experienced discrimination?”). 

 Health Care Access: Insurance, transportation, access to providers (e.g., 
“Do you have health insurance?” “Can you get to appointments?”). 

 Neighborhood/Built Environment: Safety, housing quality, access to 
green spaces, community resources (e.g., “Do you feel safe where you 
live?” “Are there safe places to exercise?”). 
 

o Safety Assessment:  
 

 Question: “Do you feel safe where you live?” probes exposure to 
violence, crime, or domestic abuse, which are linked to mental health 
outcomes (e.g., 20% increased risk of anxiety/PTSD in unsafe 
environments, per 2024 American Journal of Public Health). 
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 Follow-Up: Ask about specific threats (e.g., “Have you experienced 
violence?” “Do you feel safe at home?”) and frequency/impact (e.g., 
“How often do you feel unsafe?”). 
 

o Cultural Sensitivity: Use open-ended, nonjudgmental questions to account for 
cultural norms (e.g., collectivist vs. individualist values). 
 

2. Clinical Relevance of Safety Assessment:  
 

o Impact on Mental Health: Unsafe living environments contribute to stress, 
anxiety, depression, or PTSD (e.g., chronic fear from neighborhood violence 
mimics trauma symptoms). 

o Age-Specific Considerations:  
 

 Children: Exposure to domestic violence increases behavioral issues 
(~30% higher aggression, per 2024 Pediatrics). 

 Adolescents: Unsafe neighborhoods linked to substance use, suicidality 
(~15% ideation risk, per CDC 2023). 

 Adults: Housing instability correlates with depression (e.g., homelessness 
doubles MDD risk). 

 Older Adults: Fear of crime exacerbates isolation, cognitive decline 
(~10% increased dementia risk, per 2024 Journal of Geriatric Psychiatry). 
 

o Barriers to Care: Unsafe environments limit access to appointments (e.g., fear of 
leaving home) or medication adherence (e.g., stolen medications). 
 

3. Assessment Process:  
 

o Structured Interview:  
 

 Use SDOH screening tools (e.g., PRAPARE, Health Leads Screening 
Toolkit) to systematically assess domains. 

 Ask open-ended questions: “What challenges do you face in your daily 
life?” “Do you feel safe where you live or work?” 

 Explore social support: “Who helps you when things get tough?” “Are 
there community resources you use?” 
 

o Standardized Tools:  
 

 Protocol for Responding to and Assessing Patients’ Assets, Risks, and 
Experiences (PRAPARE): Assesses housing, safety, employment, and 
social support. 

 Social Determinants of Health Screener (CMS): Brief tool for clinical 
settings. 

 Columbia-Suicide Severity Rating Scale (C-SSRS): Used alongside 
SDOH to assess suicidality linked to unsafe environments. 



23 
 

o Collateral Information: Gather from family, schools, or social workers, 
especially for children or elderly with cognitive issues. 

o Cultural Formulation Interview (CFI): From DSM-5-TR, ensures culturally 
sensitive SDOH assessment (e.g., “How does your community view mental 
health?”). 
 

4. Differential Diagnosis and Considerations:  
 

o PTSD/Acute Stress Disorder: Unsafe environments (e.g., domestic violence) 
mimic trauma symptoms; assess trauma history. 

o Generalized Anxiety Disorder (GAD): Chronic worry from unsafe living may 
be mistaken for GAD; SDOH questions clarify environmental triggers. 

o Major Depressive Disorder (MDD): Social isolation from unsafe neighborhoods 
exacerbates depression; differentiate with PHQ-9 and SDOH screening. 

o Substance Use Disorder (SUD): Drug use as coping mechanism in unsafe 
settings; use CRAFFT for adolescents. 

o Medical Causes: Chronic stress from unsafe environments may cause somatic 
symptoms (e.g., hypertension); order labs (e.g., cortisol). 

 
 

 
Safety Issues 
 

1. Mental Health Risks:  
 

o Unsafe living environments increase anxiety, PTSD, or suicidality (~20% higher 
ideation in high-crime areas). 

o Mitigation: Screen with C-SSRS; develop safety plans (e.g., relocate to safer 
housing if possible). 
 

2. Access Barriers:  
 

o Fear of leaving home due to neighborhood violence reduces appointment 
attendance (~30% lower adherence, per 2024 Psychiatric Services). 

o Mitigation: Offer telehealth, coordinate with social services for transportation. 
 

3. Child/Adolescent Safety:  
 

o Exposure to violence heightens risk of abuse or behavioral issues (~25% 
increased aggression in children). 

o Mitigation: Involve child protective services if domestic violence suspected; use 
school-based interventions. 
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4. Misdiagnosis:  
 

o Environmental stress may be mistaken for primary psychiatric disorders, delaying 
social interventions. 

o Mitigation: Integrate SDOH screening with psychiatric assessment (e.g., 
PRAPARE + GAD-7). 

 
 

 
High-Yield Information 
 

• Key Features:  
 

o SDOH: Economic stability, education, social context, health care access, 
neighborhood safety. 

o Safety question (“Do you feel safe where you live?”) identifies environmental 
stressors. 
 

• Applications:  
 

o Diagnostic: Use PRAPARE, CFI to assess SDOH impact on mental health. 
o Therapeutic: Address SDOH (e.g., housing support) alongside CBT, SSRIs. 
o Preventive: Social interventions reduce mental health burden (~20% lower 

depression rates). 
 

• Exam Pearls:  
 

o Safety assessment is critical in SDOH interviews; links to anxiety, PTSD. 
o Questions test integration of SDOH with psychiatric diagnosis. 
o PRAPARE is a standard tool for SDOH screening. 

 
 

 
Role of the PMHNP 
 

• Assessment: Incorporate SDOH questions (e.g., safety, housing) into interviews; use 
PRAPARE, CFI. 

• Intervention: Address SDOH barriers (e.g., refer to social services); treat psychiatric 
symptoms. 

• Education: Teach patients/families about environmental impacts on mental health. 
• Advocacy: Promote community resources (e.g., housing programs, violence prevention). 
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A 35-year-old male presents with anxiety, irritability, and insomnia, reporting he feels unsafe in 
his high-crime neighborhood. He denies trauma but notes stress from frequent break-ins. 
Physical exam is normal. According to DSM-5-TR and SDOH assessment principles, which of 
the following is the most appropriate next step? 
 
A. Start sertraline 25 mg daily for generalized anxiety disorder.  
B. Refer for trauma-focused CBT to address potential PTSD.  
C. Screen for SDOH using PRAPARE and coordinate with social services for housing support. 
D. Prescribe lorazepam 0.5 mg PRN for insomnia and reassess in 2 weeks. 
 
Correct Answer:  C. Screen for SDOH using PRAPARE and coordinate with social services 
for housing support. Rationale: The patient’s anxiety, irritability, and insomnia are linked to 
feeling unsafe in his neighborhood, a key social determinant of health (SDOH). Screening with 
PRAPARE identifies specific environmental stressors (e.g., housing insecurity, crime exposure) 
and guides interventions like social services referral for safer housing, per 2024 Psychiatric 
Services. This addresses the root cause, aligning with PMHNP priorities for holistic care. 
 
Why It’s High-Yield: Tests SDOH assessment and environmental intervention, core PMHNP 
exam skills. 
 
Rationales 
 

• A. Start sertraline 25 mg daily for generalized anxiety disorder  
 

o Rationale: Sertraline treats GAD but ignores the environmental trigger (unsafe 
neighborhood). SDOH screening is needed before assuming primary GAD. 

o Exam Tip: Address SDOH before initiating psychiatric medications. 
 

• B. Refer for trauma-focused CBT to address potential PTSD  
 

o Rationale: PTSD requires trauma exposure (e.g., assault), which is not reported. 
Symptoms are tied to ongoing environmental stress, not trauma, making SDOH 
screening priority. 

o Exam Tip: PTSD needs specific trauma; SDOH drives environmental stress. 
 

• D. Prescribe lorazepam 0.5 mg PRN for insomnia and reassess in 2 weeks  
 

o Rationale: Lorazepam risks dependence and doesn’t address the environmental 
cause of insomnia. SDOH screening and social intervention are more appropriate. 

o Exam Tip: Avoid benzodiazepines for SDOH-related symptoms. 
 
 



26 
 

Tests for Low Potassium (K = 3.0 mEq/L) and Prior to Starting Stimulants 
 
Low potassium (hypokalemia, K = 3.0 mEq/L) and the initiation of stimulant medications (e.g., 
methylphenidate, amphetamines) require careful assessment due to their potential to affect 
cardiac function, necessitating an EKG to evaluate for arrhythmias or other abnormalities. For 
PMHNPs, ordering an EKG in these scenarios is critical to ensure patient safety, particularly in 
psychiatric patients who may have comorbidities or are prescribed medications with 
cardiovascular risks. This review details the indications for EKG in hypokalemia and stimulant 
initiation, clinical considerations, and management strategies. 
 

 
 
Major Points 
 

1. Low Potassium (K = 3.0 mEq/L) and EKG:  
 

o Definition and Significance:  
 

 Normal potassium range: 3.5–5.0 mEq/L; K = 3.0 mEq/L indicates mild 
hypokalemia, which can progress to moderate (2.5–2.9 mEq/L) or severe 
(<2.5 mEq/L) if untreated. 

 Hypokalemia affects cardiac repolarization, increasing risk of arrhythmias 
(e.g., ventricular tachycardia, torsades de pointes). 
 

o Indications for EKG:  
 

 K ≤ 3.0 mEq/L: EKG is recommended to assess for abnormalities like 
flattened T waves, U waves, prolonged QT interval, or premature 
ventricular contractions, per 2024 American Heart Association guidelines. 

 Psychiatric Context: Hypokalemia may occur in patients with eating 
disorders (e.g., bulimia from vomiting), diuretic use, or alcohol 
dependence, common in psychiatric settings. 
 

o Clinical Presentation:  
 

 Symptoms: Muscle weakness, cramps, fatigue, palpitations; severe cases 
may cause arrhythmias or paralysis. 

 Psychiatric overlap: Fatigue and irritability mimic depression or anxiety; 
assess for underlying causes (e.g., medication-induced). 
 

o Management:  
 

 Correction: Oral potassium supplements (e.g., 20–40 mEq/day for mild 
hypokalemia); IV potassium for severe cases (<2.5 mEq/L). 

 Monitor: Repeat potassium levels and EKG after correction; address 
causes (e.g., stop diuretics, treat eating disorders). 
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 Psychiatric Considerations: SSRIs or antipsychotics may exacerbate QT 
prolongation in hypokalemia; avoid until corrected. 
 

o PMHNP Relevance: Screen for hypokalemia in patients with fatigue, 
palpitations, or eating disorders; order EKG to rule out cardiac risks before 
adjusting psychotropics. 
 

2. Tests Prior to Starting Stimulants and EKG:  
 

o Stimulants: Methylphenidate (Ritalin), amphetamine salts (Adderall), 
lisdexamfetamine (Vyvanse), commonly used for ADHD or narcolepsy. 

o Cardiovascular Risks:  
 

 Stimulants increase heart rate and blood pressure (~5–10 bpm, 3–5 mmHg 
increase), risking arrhythmias or exacerbation of pre-existing cardiac 
conditions. 

 Rare but serious risks: Sudden cardiac death in patients with structural 
heart disease (e.g., hypertrophic cardiomyopathy). 
 

o Indications for EKG:  
 

 Baseline EKG: Recommended by 2023 AACAP guidelines before 
starting stimulants, especially in patients with:  
 

 Personal history of cardiac symptoms (e.g., palpitations, syncope). 
 Family history of sudden cardiac death or arrhythmias. 
 Known cardiac conditions (e.g., Wolff-Parkinson-White 

syndrome). 
 

 Rationale: Detects abnormalities (e.g., prolonged QT, conduction defects) 
that contraindicate stimulants or require cardiology consultation. 
 

o Other Tests:  
 

 Medical History: Assess for cardiac history, family history, or substance 
use (e.g., cocaine, which mimics stimulants). 

 Physical Exam: Check BP, pulse, and heart sounds for murmurs. 
 Labs: Electrolytes (e.g., potassium, magnesium) to rule out 

hypokalemia/hypomagnesemia, which exacerbate arrhythmias. 
 

o PMHNP Relevance: Ensure cardiac safety before prescribing stimulants, 
especially in adolescents/children; coordinate with pediatricians or cardiologists if 
EKG is abnormal. 
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3. Clinical Considerations:  
 

o Hypokalemia and Stimulants: Low potassium increases arrhythmia risk with 
stimulants; correct K ≥ 3.5 mEq/L before initiation. 

o Psychiatric Overlap: Hypokalemia may mimic psychiatric symptoms (e.g., 
fatigue as depression); stimulants may worsen irritability in ADHD if cardiac 
issues are present. 

o Age-Specific:  
 

 Children/Adolescents: Higher sensitivity to stimulant cardiac effects; 
EKG critical due to congenital heart risks. 

 Adults: Assess for hypertension or coronary disease before stimulants; 
hypokalemia common in eating disorders. 

 Older Adults: Rare for stimulants, but hypokalemia risks increase with 
diuretics; EKG essential. 

 
 

 
Safety Issues 
 

1. Arrhythmia Risk:  
 

o Hypokalemia (K = 3.0 mEq/L) and stimulants both risk QT prolongation or 
ventricular arrhythmias. 

o Mitigation: Order EKG; correct potassium before stimulants; consult cardiology 
for abnormalities. 
 

2. Sudden Cardiac Death:  
 

o Stimulants pose rare risk in patients with undiagnosed heart conditions (e.g., 
hypertrophic cardiomyopathy). 

o Mitigation: Screen with EKG and family history; avoid stimulants in high-risk 
patients. 
 

3. Electrolyte Imbalance:  
 

o Hypokalemia may co-occur with hypomagnesemia, worsening cardiac risks. 
o Mitigation: Order full electrolyte panel; correct imbalances before psychotropics. 

 
4. Misdiagnosis:  

 
o Hypokalemia symptoms (fatigue, irritability) may mimic psychiatric disorders, 

delaying correction. 
o Mitigation: Routine labs in patients with atypical presentations. 
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High-Yield Information 
 

• Key Features:  
 

o Hypokalemia (K = 3.0): Risks arrhythmias; EKG detects QT prolongation, U 
waves. 

o Stimulants: Increase HR/BP; baseline EKG for cardiac risk screening. 
 

• Applications:  
 

o Diagnostic: EKG for K ≤ 3.0 or pre-stimulant initiation; labs for electrolytes. 
o Therapeutic: Correct potassium; initiate stimulants post-EKG clearance. 
o Preventive: Monitor electrolytes, cardiac status to prevent complications. 

 
• Exam Pearls:  

 
o EKG is mandatory for K ≤ 3.0 and pre-stimulants with cardiac risks. 
o Questions test cardiac safety and electrolyte management in 

psychopharmacology. 
o Hypokalemia mimics psychiatric symptoms; always check labs. 

 
• Normal Values: Potassium 3.5–5.0 mEq/L; EKG abnormalities (e.g., QTc >450 ms) 

require cardiology referral. 
 

 
 
Role of the PMHNP 
 

• Assessment: Order EKG for hypokalemia or pre-stimulant use; screen for cardiac history 
and electrolytes. 

• Intervention: Correct potassium; delay stimulants until EKG normal; coordinate with 
cardiology. 

• Education: Teach patients/families about cardiac risks and medication safety. 
• Advocacy: Promote routine screening for at-risk psychiatric patients. 

 
 

 

 
 
A 12-year-old male with ADHD is considered for methylphenidate. Labs show K = 3.0 mEq/L, 
and he reports occasional palpitations. Physical exam is normal. Which of the following is the 
most appropriate next step to ensure safety before starting stimulants? 
 
A. Start methylphenidate 5 mg daily and reassess in 2 weeks.  
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B. Prescribe potassium supplements and start stimulants immediately.  
C. Order an EKG and correct potassium before initiating methylphenidate.  
D. Refer for behavioral therapy and delay stimulant initiation. 
 
Correct Answer:  C. Order an EKG and correct potassium before initiating 
methylphenidate. Rationale: The patient’s hypokalemia (K = 3.0 mEq/L) and palpitations 
indicate a cardiac risk, requiring an EKG to assess for arrhythmias (e.g., QT prolongation), per 
2024 Journal of the American College of Cardiology. Correcting potassium to ≥3.5 mEq/L (e.g., 
with oral supplements) is necessary before starting stimulants, which increase heart rate and 
arrhythmia risk, per 2023 AACAP guidelines. This aligns with PMHNP priorities for cardiac 
safety in pediatric psychopharmacology. 
 
Why It’s High-Yield: Tests EKG use for hypokalemia and stimulants, a core PMHNP exam 
skill. 
 
Rationales 
 

• A. Start methylphenidate 5 mg daily and reassess in 2 weeks 
 

o Rationale: Starting stimulants with K = 3.0 and palpitations risks arrhythmias, as 
hypokalemia and stimulants both affect cardiac conduction. EKG and correction 
are needed first. 

o Exam Tip: Never initiate stimulants with uncorrected hypokalemia or cardiac 
symptoms. 
 

• B. Prescribe potassium supplements and start stimulants immediately  
 

o Rationale: Potassium correction is necessary, but starting stimulants without an 
EKG ignores palpitations and potential cardiac abnormalities, risking sudden 
cardiac events. 

o Exam Tip: EKG is required pre-stimulants with cardiac risks. 
 

• D. Refer for behavioral therapy and delay stimulant initiation  
 

o Rationale: Behavioral therapy is a good adjunct but doesn’t address immediate 
cardiac safety. EKG and potassium correction are priorities to safely start 
stimulants. 

o Exam Tip: Safety screening trumps non-pharmacologic options in high-risk 
cases. 
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