Geriatrics—Confusion, Delirium, and Dementia
Delirium


Delirium is the disturbance of consciousness with reduced ability to focus, sustain, or shift attention.  It is a change in cognition or the development of a perceptual disturbance that is not better accounted for by a preexisting, established, or evolving dementia.   Disturbance develops over a short period of time and tends to fluctuate during the course of the day.  There is evidence that the disturbance is caused by a medical condition, intoxication, or medication use.  There is no clear evidence of any underlying pathologic process.  May be due to cholinergic deficiency or serotonin excess.
Morbidity/Mortality

1) 10-fold risk of death

2) 3-5-fold increase risk of nosocomial complications

3) Poor functional recovery and increased risk of death up to 2 years


Risk Factors

1) Advanced age

2) Dementia

3) Functional impairment in ADLs

4) Medical comorbidity

5) History of alcohol abuse

6) Male sex

7) Sensory impairment – decreased vision and hearing

8) Acute cardiac/pulmonary events

Clinical Features

1) Usually acute onset

2) A subsyndromal, prodrome phase lasting many days

3) Restlessness, sleep disturbance

4) Mild behavioral symptoms – anxiety and agitation

5) Difficulty thinking

6) Hallucinations – usually visual

Differential Diagnosis

1) Sundowning – disturbance in Circadian rhythm 

2) Focal syndromes – Wernicke’s aphasia, Anton’s syndrome, and bi-frontal lesions

3) Non-convulsive status

4) Dementia

5) Primary psychiatric illnesses – depression, mania, schizophrenia

Diagnosis

1) Under-recognition is a major problem – nurses recognize and document <50%.  DSM-IV criteria is precise but difficult to apply

2) Confusion Assessment Method (CAM) – looks for acute onset and fluctuating course, inattention, disorganized thinking, and altered level of consciousness.
3) History – focus on time course of cognitive changes, especially their association with other symptoms or events

4) Physical – vitals, oxygen saturation, general medical evaluation, neurologic and mental status examination

Laboratory/Radiological

1) CBC, electrolytes, renal function tests

2) Also helpful – UA, LFTs, serum drug levels, ABG, CXR, ECG, and cultures

3) Cerebral imaging – rarely helpful, except with head trauma or new focal neurological findings

4) EEG and CSF rarely yield helpful results, except with associated seizure activity or signs of meningitis 

Management

1) Requires interdisciplinary effort

2) Multi-factorial approach is most successful

3) Failure to diagnose and manage delirium is costly, life-threatening, and can lead to loss of function

4) Treat the underlying cause
5) Address contributing factors

6) Avoid complications of delirium – Remove indwelling devices ASAP, prevent or treat constipation and urinary retention and encourage proper sleep hygiene

7) Monitor restraint use – avoid physical or pharmacologic restraints

8) Consider a sitter or allow family to say in room

9) If absolutely necessary, use Haloperidol – For mild, 0.25-0.5mg PO or 0.125-0.25mg IV/IM; for severe, 0.5-2mg IV/IM; additional dosing q60min as required.  Assess for akathisia and EPS.  Avoid in older persons with Parkinsonism.  In ICU, monitor for QT interval prolongation, torsades de pointes, neuroleptic malignant syndrome, and withdrawal dyskinesias.  Give Dantrolene as antidote
Confusion


Confusion is used to indicate a problem with coherent thinking.  They are unable to think with normal speech, clarity, or coherence.  It is typically associated with a depressed sensorium and a reduced attention span.  Acute Confusional state refers to altered consciousness characterized by disordered attention long with diminished speed, clarity, and coherence of though.  

Dementia


Dementia is a disorder that is characterized by impairment of memory and at least one other cognitive domain (aphasia, apraxia, agnosia, executive function).  These must represent a decline from previous level of function and be severe enough to interfere with daily function and independence.  Always presents chronically.  
DSM-IV CRITERIA
1) Gradual onset and continuing decline of cognitive function from a previously higher level, resulting in impairment in social or occupational function

2) Impairment of recent memory (inability to learn new information) and at least one of the following: disturbances of language, inability to execute skilled motor activities in the absence of weakness, disturbances of visual processing, or disturbances of executive function

3) Cognitive deficits are not due to other psychiatric, neurologic, or systemic disease

4) Deficits do not occur exclusively in the setting of delirium.
Major Dementia Syndromes

1) Alzheimer’s disease – 60-80%

2) Vascular (multi-infarct) dementia – 10-20%

3) Dementia of Lewy bodies

Most Common Reversible Causes

1) Hypothyroidism

2) Vitamin B12
3) Folate deficiency

4) Dementia of depression – pseudodementia

5) Drugs

6) Alcoholism

7) NPH (normal pressure hydrocephalus

Complications of Unrecognized Dementia

1) Medication errors

2) Mismanaged medical care

3) Delirium

4) Mismanagement of finances

5) Accidents

6) Interpersonal conflicts

Assessment

History
1) Elderly person with slowly progressive memory loss over several years – AD

2) Change in personality with disinhibition and intact memory – FTD

3) History of sudden stroke with an irregular stepwise progression – multi-infarct dementia

4) Rapid progression with rigidity and myoclonus – CJD

5) Gait disturbances and memory problems and resting tremors – PD

6) Multiple sex partners or IVDU – CNS infection

7) Hx of recurrent head trauma – subdural hematoma

8) Alcoholism – thiamine deficiency

9) Gait disturbances, urinary incontinence, and memory problems – NPH

Physical

1) Cogwheel rigidity, bradykinesia – PD

2) Inability to initiate and coordinate steps – NPH

3) Myoclonic jerks – CJD

4) Hemiparesis or other focal neurologic deficits – multi-infarct dementia

5) Dry, cool skin, hair loss, bradycardia – hypothyroidism

MMSE (Mini-Mental Status Exam)

1) Most widely used screening exam

2) Used in assessment and follow-up

3) >24 is considered normal; <24 is suggestive of dementia.  If >24 and still suspecting dementia, re-evaluate in 3-6 months
Lab Work

1) CBC

2) Electrolytes

3) B12 and folate

4) VDRL and TSH

5) CT/MRI

Alzheimer’s


Alzheimer’s is a slowly progressive illness associated with diffuse cortical atrophy, amyloid plaques, and neurofibrillary tangles.
Clinical Manifestations

1) Progressive memory impairment (predominantly short term))

2) Language impairment

3) Complex deficits in visual and spatial abilities

4) Acalculia

5) Personality changes-progressive passivity to marked hostility

6) Increased stubbornness and suspiciousness

7) Delusions

8) Hallucinations

9) Symptoms of depression and anxiety
Management

1) Maintain autonomy and independence

2) Establish routines

3) Safety issues

4) Medications – donepezil, Tacrine
Recommendations


Start patients with mild to moderate dementia on a cholinesterase inhibitor.  Tacrine is not routinely used.  The choice between donepezil, Rivastigmine, and Galantamine can be based upon cost, individual patient tolerance, and physician experience, as efficacy appears to be similar.  The cholinesterase inhibitors offer potential symptomatic benefit that may take time to appear, so they should be started first


It is suggested that patients with AD who have no significant heart disease take vitamin E 1000 IU twice daily.


In patients with moderate-advanced dementia, add Memantine to a cholinesterase inhibitor or use alone in patient s who do not tolerate or benefit from a cholinesterase inhibitor.  


In patients with severe dementia, cholinesterase inhibitors can be d/c, but they should be restarted if the patient worsens without the medication.  It is recommended to continue Memantine even in severe dementia, given the possibility that Memantine may be disease-modifying.  However, in patient s with advanced dementia it may make sense to d/c administration of medications t maximize QOL and patient comfort.
Multi-Infarct Dementia


Multi-infarct dementia results from an accumulation of discrete cerebral strokes that produce disabling deficits of memory, behavior, and other cognitive abilities
Clinical Manifestations

1) Stepwise deterioration

2) Focal neurological deficits

3) Brain imagines shows multiple areas of stroke
Lewy Body Dementia


Lewy bodies are intraneuronal inclusions that stain with periodic acid-Schiff stain.  In addition to chronic progressive dementia, these patients often also have Parkinsonian features.  Frequent fluctuations of behavior, cognitive ability and level of alertness may occur.  No specific treatment and no response to L-dopa.
Frontotemporal Dementia


Frontotemporal dementia presents as disinhibition, apathy, or agitation.  Focal lobar atrophy of the frontal and/or temporal lobes are seen on MRI.  Pick’s disease is a subcategory of FTD.  Microscopic findings include gliosis, neuronal loss, and swollen or ballooned neurons with Pick’s bodies.
Huntington’s Disease


Huntington’s disease is an autosomal dominant degenerative brain disorder.  Characterized by chorea and behavioral disturbances.  Attention, judgment, awareness, may be seriously deficient at an early stage.  No specific treatment.  Adventitious movements and behavioral changes may partially respond to phenothiazines. 
Creutzfeldt-Jakob Disease


Creutzfeldt-Jakob disease is caused by atypical infectious agents called prions.  It’s a transmissible neurodegenerative disorder that manifests in the 6ht and 7th decade of life as rapidly progressive dementia with myoclonus.  Minimal help with neuroimaging, EEF, and CSF analysis.  The gold standard for diagnosis is brain biopsy for pre-mortem diagnosis.  Universal precautions are recommended for routine patient care as the prions are very resistant for routine disinfection methods.  The only known disease that can transmit through corneal transplant and growth hormone administration.  The disease in animals is called bovine spongiform encephalopathy.  No effective treatment.
Kuru


Kuru is an extremely rare prion disease.  It is almost exclusively found among people from New Guinea, who practiced a form of cannibalism in which the brains of dead relatives were eaten as part of a funeral ritual.  Kuru causes neurodegenerative changes similar to CJD.  
HIV Dementia


HIV dementia occurs when the patient develops AIDS.  This is a diagnosis of exclusion based on neuroimaging and spinal fluid analysis.  Neuropsychiatric testing is helpful in distinguishing from depression
Clinical Features

1) Patients have difficulty with cognitive tasks and have diminished motor speed.  Dementia manifestations may wax and wane with periods of lucidity and confusions over the course of a day

2) First clinical symptoms may be deterioration in handwriting
3) Many patients will improve with effective anti-retroviral therapy
Korsakoff’s Syndrome


Korsakoff’s syndrome is when memory for new events is seriously impaired, whereas memory of knowledge prior to the illness is relatively intact.  Characterized by confabulation.  MRI will show mamillary body atrophy.  No specific treatment
Wernicke’s Encephalopathy


Wernicke’s encephalopathy is caused by thiamine deficiency (vitamin B1) which damages the thalamus and mamillary bodies.

Symptoms

1) Confusion

2) Ataxia

3) Diplopia

4) Administration of parenteral thiamine may reverse symptoms
Delirium vs. Dementia

	Delirium
	Dementia

	Rapid in onset
	Develops slowly

	Fluctuating course
	Slowly progressive course

	Potentially reversible
	Not reversible

	Profoundly affects attention
	Profoundly affects memory

	Focal cognitive deficits
	Global cognitive deficits 

	Usually caused by systemic medical illness or drugs 
	Usually caused by AD or lacunar infarcts

	Requires immediate medical evaluation and treatment
	Does not require immediate medical evaluation and treatment


