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INTRODUCTION

• Dementia is very prevalent
• Screening and early diagnosis is important
• Evaluation
• Dementia Management



DEMENTIA IS VERY PREVALENT

Affects 5% of people > 65 yo
Affects 25-45% of people > 85 yo
With aging of the population, the 

prevalence of dementia will greatly 
increase
By 2050, estimated to be 14 million people 

with dementia in the U.S.



UNRECOGNIZED DEMENTIA IS COMMON

IM private 
group 
practice. 
297 patients 
>65 years 
old in 
Honolulu

Valcour V, et al. Arch Int Med 2000;160 (19):2964-2968

Presenter
Presentation Notes
50-90 of dementia is not recognized. Among in IM group practice of 297 patients over 65,  11 patients scored positive for mild dementia, but 90% not recognized. 4 cases of moderate dementia but 50% not recognized.  



COMMON CHRONIC DISEASES ASSOCIATED 
WITH COGNITIVE IMPAIRMENT

DIABETES CHF COPD CKD

Prevalence of 
cognitive 
impairment

OR = 2.03 23-47% HR = 1.83 
over 5 
years

OR =1.7-2.1

Mechanisms Multiple Multiple Multiple Multiple

 Winkler A, Dlugaj M, Weimar C et al. J Alz Dis 2014; July 7 epub; 
 Dodson JA, Truong TT, Towle R et al. Am J Med 2013; 126:120-126; 
 Singh B, Mielke MM, Parsalk AK et al. JAMA Neurol 2014; 71(5): 581-588; 
 Anand S, Johansen KL, Tamura MK. J Gerontol Med Sci 2014; 315-322.

Dementia Capable Healthcare 
Systems 5

Presenter
Presentation Notes
These chronic disease are associated with almost double the rates of cognitive impairment. Look for it among these patients.



DEMENTIA INCREASES RATES OF POTENTIALLY 
PREVENTABLE HOSPITALIZATIONS

INCIDENT 
DEMENTIA

NO 
DEMENTIA

EFFECT

N 494 2525 16%

Age at enrollment 78 (6) 75 (6) p = 0.0001

Length of F/U (years) 9.6 8 No difference

% w/any admit 86% 59% ++

% w/preventable admit 40% 17% Adjusted rate ratio
1.78 (1.38-2.31)

2/3 of preventable admissions were for CHF, pneumonia, and UTI. Admits for 
dehydration and duodenal ulcer occurred only among persons with dementia.  

Phelan E, Borson S, Grothaus L et al.  JAMA 2012; 307: 165-172. 

Dementia Capable Healthcare Systems 6

Presenter
Presentation Notes
Patients with potentially preventable hospital admission have dementia. Likely because the acute problem was not recognized soon enough. Caregivers need to know to be extra attentive, and docs need a lower threshold to intervene.



IMPORTANCE OF EARLY DIAGNOSIS 

• Treatment may improve or slow cognitive & 
functional decline

• Prevent tragedies
• Driving accidents, fires, abuse and neglect, etc.

• More time for planning
• Finances
• Caregiving
• Possible long term care placement in the future
• Advanced directives



NORMAL AGING

• Occasional short term memory lapses
• Intellectual response time slows

• Takes longer to recall things
• Takes longer to learn new information

• BUT intellectual capacity not affected

Memory loss with normal aging is annoying, but not 
severe enough to interfere with daily function.

Presenter
Presentation Notes
For example, it might take an older person longer to learn something new (like using a computer), but they should be able to learn the new task just as well as their grandchildren (intellectual capacity is preserved, butprocessing speed is slowed)



MILD COGNITIVE IMPAIRMENT

• Cognitive impairment that is more than normal 
for the patient’s age and education

• BUT, not severe enough to qualify for dementia
• Other cognitive domains not affected
• Intact functional status

MCI is a risk factor for 
developing Dementia Conversion rate 12-15% 

per year vs. 1-2% in 
normal elderly

Presenter
Presentation Notes
A little blurb on MCI.  



DEMENTIA

• Definition:  the presence of significant memory problems 
and problems with at least one of the following:
• aphasia - loss of language ability
• apraxia - inability to carry out specific tasks
• agnosia - inability to recognize objects or persons
• visuospatial deficits
• impairment of executive function

Presenter
Presentation Notes
Key is that dementia is not just memory loss.  It has to involve other domains too.



DEMENTIA

• At least 6 months of chronic and progressive 
impairments

• Impairment of social or occupational function
• Significant decline from previous level of functioning
• Absence of a psychiatric or medical illness that can 

cause cognitive impairment



DEMENTIA RISK FACTORS

Age
Family history
Apolipoprotein E epsilon 4 gene
Diabetes
Almost doubles the risk of dementia

High cholesterol
High blood pressure
Stroke
Head Trauma

Presenter
Presentation Notes
AgeStrongest risk factorBetween 6-8% of people over 65 years old have dementia.The prevalence of dementia doubles every 5 years after 60 years old.30% of people over 85 years old have dementia.Family Hx:Patients with a first degree relative with dementia have a 10-30% increased risk.If the first degree relative developed dementia in late life, then risk is not as high.These risk factors increase risk for dementia by increasing CVAs, i.e. vascular dementia.



SCREENING: MINI-COG

• Word Registration: 
• Repeat “Banana Sunrise Chair”

• Clock Drawing: 
• “Next, I want you to draw a clock for me. First put in all of the 

numbers where they go” When that is completed, say: “Now, 
set the hands to 10 past 11” 

• Word Recall: 
• Say: “What were the three words I asked you to remember?”

TEST SENS % SPEC % TIME min

Mini-Cog 76 89 2-3

MMSE (24/25) 79 88 5-12

Research battery 75 90 ≥ 30

Borson S et al. J Am Geriatr Soc 51:1451-1453, 2003



SCREENING: FAMILY QUESTIONNAIRE
(WWW.HAWAII.EDU/AGING/HADI)



EVALUATION

• Detailed interview with patient and family
• Determine onset, duration, extent of memory 

problems
• Assess whether the cognitive problems are 

severe enough to significantly affect daily 
function

• Assess for depression
• Review all medications



DIAGNOSIS

Physical exam
Focus on neurological exam



DIAGNOSIS

• Memory testing
• MoCA 

• (www.mocatest.org)

• SLUMS
• (http://medschool.slu.edu/agingsuccessfully/pdfsurveys/slumsexam_05.pdf)

• Neuropsychiatric testing 

Presenter
Presentation Notes
MMSE often not sensitive if pt has high level of education.  In certain instances, neuropsych testing is indicated to pick up subtle cognitive deficits, diagnose early dementia statesCAN START WITH THE MINI-COG AS A SCREENING TOOLRepeat three unrelated words.Draw the face of a clock and set the time   Clock drawing serves as recall distracter.Recall the three words with no cues given.   Mini-Cog scoring algorithmRecall score 3/3 – likely no dementiaRecall score 0/3 – likely to have dementiaRecall score 1-2 / 3, look at clock test (CDT)If normal CDT, then likely no dementia.If abnormal CDT, then likely to have dementia



DIAGNOSIS

• If there is substantial memory loss, further 
work-up includes:
• Laboratory testing

• CBC. Lytes, BUN, Cr, Ca LFTS, glucose 
• Thyroid levels, Vit B12 level
• Contingent per patient history:  syphilis, HIV

• Brain imaging
• CT or MRI (if clinically indicated)



TYPES OF DEMENTIA

• Alzheimer’s disease- 60-80% of all dementia
• Vascular dementia (strokes)
• Lewy body disease
• Parkinson’s disease
• Frontal lobe dementias
• Reversible dementias



ALZHEIMER’S DISEASE

• Degenerative disorder of the brain
• Progressive loss of brain cells associated with abnormal 

protein deposits (plaques and tangles)
• Exact cause unknown
• Most cases are spontaneous, but 5-10% of cases run in 

families.



ALZHEIMER’S DISEASE

• Progression of disease is slow and gradual.
• Starts with progressive short term memory loss
• Ends in bedbound state, incontinent, non-

verbal, unable to swallow
• Time course variable

• Ranging from 3 – 20 yrs from dx to death
• Average course is 8 years

Presenter
Presentation Notes
Stages of AD.  Time spent in each stage is very variable, taking form 3-20 yrs until death.  Avg is around 8 years.



ALZHEIMER’S DIAGNOSIS

• Only definite test for Alzheimer’s disease 
is a brain biopsy, but this is rarely done.

• Diagnosis of Alzheimer’s disease made:
• History consistent with Alzheimer’s disease
• Evaluation reveals no other causes
• Genetic testing usually not necessary

Presenter
Presentation Notes
Clinical dx of AD is fairly good.  Specificity is often quoted at about 80% (when done by experienced clinician)



VASCULAR DEMENTIA

• 10-20% of all dementias
• Multi-infarct dementia 
• Cognitive impairment caused by strokes



VASCULAR DEMENTIA DIAGNOSIS

• Vascular dementia diagnosis made when:
• Onset of cognitive problems associated with a  

stroke
• Abrupt onset
• Stepwise deterioration
• Findings on neurological exam consistent with 

prior stroke
• Strokes seen on brain imaging



LEWY BODY DISEASE

• Related to Parkinson’s disease
• Features

• Cognitive impairment
• Parkinsonian features
• Vivid visual hallucinations (30-60%)
• Fluctuations in consciousness

• Insidious onset, progressive decline
• Less memory/language deficits
• More problems with visuospatial abilities, problem 

solving, and processing speed



PARKINSON’S DISEASE

• 6 fold increased risk of dementia
• 30% of patients eventually develop 

dementia
• Dementia occurs late in disease course

• Slowing of mental processing
• Impaired recall
• Executive dysfunction
• Visuospatial problems



FRONTAL LOBE DEMENTIA

• Rare
• Presents with disinhibited behavior,  changes in 

personality, and language difficulty
• Less problems with memory and visuospatial 

abilities compared to Alzheimer’s disease
• Hyperorality
• Some develop new artistic talents

Presenter
Presentation Notes
Most common type is Pick’s disease-  Characterized by Pick bodies in neocortex and hippocampus (silver staining intracytoplasmic inclusions)



REVERSIBLE DEMENTIAS

Medication
• Pain medication
• Anticholinergic
• Psychotropic 

meds
• Sedatives

Pseudo-dementia
• Depression

• Memory loss
• Cognitive 

impairment

Sensory Deficits
• Visual loss
• Hearing loss

Presenter
Presentation Notes
Many (not all) “reversible dementias” can also be thought of as chronic delirium type states.



TREATMENT
OF
ALZHEIMER’S
DEMENTIA



PHARMACOLOGIC TREATMENT 
PRINCIPLES

• Medications only slow progression of the disease. 
They are NOT a cure or reverse memory loss.

• Switching between Acetylcholinesterase inhibitors 
(AChEI) have been shown to be well tolerated and 
provides benefit if lack of efficacy or tolerability

• Strong emphasis on avoiding drugs that can 
negatively affect cognitive function
• Beer’s Criteria
• STOPP



TREATMENT GUIDELINES (AD)

Level American Psychiatric 
Association
APA (2014)

National Institute for Health 
and Clinical Excellence
NICE (2011)

First Line Mild - Severe AD: 
Cholinesterase Inhibitor

Moderate – Severe AD:
Memantine 
monotherapy or 
combination with 
cholinesterase inhibitor

Mild – Moderate AD:
Cholinesterase Inhibitor

Second 
Line

Memantine if intolerant to 
cholinesterase inhibitors.

Presenter
Presentation Notes
Evidence supports combination therapy (memantine + cholinesterase inhibitor) in moderate to severe AD.  In mild – moderate, combination therapy no different than monotherapy.Reference:American Psychiatric Association. Guideline Watch (October 2014): Practice guideline for the treatment of patients with Alzheimer’s Disease and other dementias, second editionNational Institute for Health and Clinical Excellence (NICE). Donepezil, galantamine, rivastigmine, and memantine for the treatment of Alzheimer’s disease. London (UK): NationalInstitute for Health and Clinical Excellence (NICE) 2011 March. (technology appraisal guidance; no.2017)



CHOLINESTERASE INHIBITORS

• Increase cholinergic transmission by inhibiting cholinesterase 
at the synaptic cleft
• Donepezil 
• Rivastigmine
• Galantamine

• The choice based largely upon cost, individual patient 
tolerability, and physician experience, as efficacy appears to 
be similar 

• Patients and caregivers should be cautioned against abrupt 
discontinuation.
• Lead to worsening cognition and behavior in some patients

• If cholinesterase inhibitor stopped more than a few days need 
to retitrate from the beginning as if they have never been on 
the drug
• Due to case reports of severe nausea that caused esophageal tears

Presenter
Presentation Notes
Patients with AD have reduced cerebral content of choline acetyl transferase, which leads to a decrease in acetylcholine synthesis and impaired cortical cholinergic function.  



DONEPEZIL (ARICEPT®)

• Recommended Dose
• Mild-to-Moderate

• Donepezil 5 mg daily; may increase to 10 mg daily after 4-6 weeks
• Moderate to Severe

• Donepezil 5mg daily; may increase to 10 mg once daily after 4-6 
weeks; may increase further to 23mg once daily after 90 days

• Starting dose is considered a therapeutic dose.  All other 
AChEI’s need to be titrated for effect.

• No dose adjustment for renal or hepatic
• Side Effects:

• Cholinergic side effects – usually transient and mild
• Diarrhea
• Nausea
• Vomiting

• Symptomatic Bradycardia

Presenter
Presentation Notes
Overall most popular AChEI due to better side effect profile and it is effective at the starting dose.  All other medications need to be titrated up one step for effect.  Also Donepezil in indicated for moderate to severe AD and also on combination with memantine.



RIVASTIGMINE (EXELON®) AND 
RIVASTIGMINE TRANSDERMAL SYSTEM 

(EXELON®PATCH)
• Recommended Dose – Mild to Moderate AD

• Oral:
• 1.5mg twice a day; may increase by 3mg daily (1.5mg/dose) every 2 

weeks based on tolerability (max 6mg twice a day)
• Patch

• Apply 4.6 mg/24 hours once daily; if well tolerated may titrate (no 
sooner than 4 weeks) to 9.5mg/24 hours.  Continue as long ac 
therapeutically beneficial, and then to 13.3mg/24 hours (max dose)

• If dosing is interrupted for 3 days or less, restart treatment with same or 
lower strength patch.  If interrupted for >3 days, reinitiate at 4.6mg/24 
hours and retitrate

• Conversion from oral: if oral dose < 6 mg convert to 4.6mg/24 hour 
patch; if oral dose 6-12 mg, convert to 9.5mg/24 hour patch.  Apply 
patch on the day following the last oral dose.



RIVASTIGMINE (EXELON®) AND 
RIVASTIGMINE TRANSDERMAL SYSTEM 

(EXELON®PATCH)
• Available as Pill, Patch, or solution

• Patch has fewer side effects than the pill (less nausea and 
vomiting)

• Side Effects
• Rash (Transdermal patch – rotate sites)
• Significant nausea – Give with food to minimize nausea
• Vomiting 
• Anorexia
• Headaches
• Symptomatic Bradycardia



GALANTAMINE (RAZADYNE®)

• Recommended dosing – Mild to Moderate AD
• IR or solution: Initial 4mg twice daily for 4 weeks; if tolerated, increase to 

8mg twice a day for > 4 weeks; if tolerated increase to 12 mg twice daily.
• Extended-release capsule: Initial: 8 mg once daily for 4 weeks; if tolerated, 

increase to 16 mg once daily for ≥4 weeks; if tolerated, increase to 24 mg 
once daily

• If therapy is interrupted for ≥3 days, restart at the lowest dose and increase 
to current dose

• Conversion from immediate release to extended release 
formulation:
• Take the last immediate-release dose in the evening and beginning the 

extended-release dose the following morning; the same total daily dose 
should be used. 

• Conversion to galantamine from other cholinesterase inhibitors:
• If switch due to side effects - wait until side effects subside or allow a 7-day 

washout period prior to beginning galantamine.
• If no side effect may begin galantamine therapy the day immediately 

following discontinuation of previous therapy 



GALANTAMINE (RAZADYNE®)

• Dosing: 
• Renal Impairment 

• Mild impairment: There are no dosage adjustments provided in the 
manufacturer’s labeling.

• Moderate impairment (CrCl 9 to 59 mL/minute): Maximum dose: 16 
mg daily. 

• Severe impairment (CrCl <9 mL/minute): Use is not recommended
• Hepatic Impairment

• Mild impairment (Child-Pugh score 5 to 6): There are no dosage 
adjustments provided in the manufacturer’s labeling; however, 
single-dose galantamine pharmacokinetics were similar to that 
observed in healthy subjects.

• Moderate impairment (Child-Pugh score 7 to 9): Maximum dose: 16 
mg daily 

• Severe impairment (Child-Pugh score 10 to 15): Use is not 
recommended



GALANTAMINE (RAZADYNE®)

• Available as: Capsule Extended Release 24 hour, 
immediate release tablet, Oral Solution.

• Side Effects:
• Nausea
• Vomiting
• Diarrhea
• Anorexia
• Weight loss
• Symptomatic Bradycardia

• Like rivastigmine, galantamine appears to have 
similar efficacy to donepezil in patients with AD but 
may have more gastrointestinal side effects.



MEMANTINE (NAMENDA®) (IR / XR)

• Memantine is a N-methyl-D-aspartate receptor antagonist
• Glutamate is the principal excitatory amino acid 

neurotransmitter in the cortical and hippocampal region.  
One of the receptors activated by glutamate is the NMDA 
receptor, which is involved in learning and memory.

• Excessive NMDA stimulation can be induced by ischemia and 
lead to excitotoxicity.  Therefore NMDA receptor blockade 
may protect against further damage.  In addition the 
physiologic function of the remaining neurons could be 
restored.

• Memantine appears to have modest benefit in patients with 
moderate to severe AD. 

• No data to suggest mild AD patients benefit from memantine



MEMANTINE (NAMENDA®) (IR)

• Recommended Dose for Alzheimer’s Disease –
Moderate – Severe

• Immediate release: Initial: 5 mg daily; increase dose 
by 5 mg daily to a target dose of 20 mg daily;
• Wait ≥ 1 week between dosage changes. 
• Doses > 5 mg daily should be given in 2 divided doses. 
• Suggested titration: 5 mg daily for ≥ 1 week; 5 mg twice 

daily for ≥ 1 week; 15 mg daily given in 5 mg and 10 mg 
separate doses for ≥ 1 week; then 10 mg twice daily

• Note: If treatment is interrupted for longer than several 
days, the treatment may need to be restarted at a 
lower dose and retitrated.



MEMANTINE (NAMENDA®)

• Dosing:
• Renal Impairment

• Severe impairment:  CrCl 5-29 mL/minute: Immediate release: Initial: 
5 mg once daily; after at least 1 week of therapy and if tolerated, 
may titrate up to a target dose of 5 mg twice daily; Extended 
release: Target dose of 14 mg once daily.

• How Supplied: Namenda; Namenda Titration Pak; 
Namenda XR; Namenda XR Titration Pack

• Side Effects:
• Headache
• Constipation
• Confusion
• Dizziness



NON-PHARMACOLOGIC TREATMENT

• In mild cognitive impairment and early AD cognitive 
behavior therapy is beneficial.  However, as 
cognitive function declines so does the efficacy of 
psychotherapy.

• Other non-pharmacologic therapies or plans:
• Increase enjoyable activities
• Redirect and refocus
• Increase social activities – boredom can increase 

aggressive behavior
• Eliminate sources of conflict and frustration
• Assess the patient’s caregiver for signs and symptoms of 

depression and burn-out



• Include family members, friends, or other care partners
• Disease education
• Review needs and goals
• Develop care plan with family (over time)

• Medical Intervention 
• Advance Care Planning
• Refer to Community Resources:

• Alzheimer’s Association- Aloha Chapter, Helpline 1-800-272-3900
• Hawaii Memory Care Navigators- see brochure
• Hawaii ADRC: 643-0889 or visit website

• Prevention/ Safety (driving, falls, wandering, medication safety, etc.)

FOLLOW-UP VISIT

See HADI Clinical Practice Tool Kit 
handout



REFER TO COMMUNITY RESOURCES

HADI 
Clinical 
Practice 
Toolkit
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