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Presenter
Presentation Notes
My reasons for choosing this topic are both professional and personal. 
Being the only provider in our practice that does not work with children and adolescence my practice has gravitated somewhat to the care of the elderly, many of whom are dealing with dementia so I clearly have an interest in this area. 

My personal experience with dementia has taught me much more about this disease and it’s impact of the patient and family. My father died 4 years ago at the age of 77 with the diagnosis of Lewy Bodies Disease. The disease itself did not end his life—the loss of his ability to reason and  to control his body led to sepsis from a pressure ulcer. It was a blessing that he was spared more of the disease process, but hard for me as a nurse to see how ill prepared the health care and long term care system were to meet his needs.
.
I know that many of you have already learned these lessons and many are yet to learn them. I hope this information prepares you to better meet the challenges that dementia may pose to you, your family or friends. 
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Presentation Notes
Here’s Dad and I on one of his good days.


Objectives

By the end of the course the participant will be able to:

« Compare and contrast types of dementia

» Increase diagnostic abilities in the assessment
of dementia

* Increase ability to list treatment options
» Increase ability to list prevention strategies
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Presenter
Presentation Notes
One of things I’ve learned about working with dementia patients and their families is it never hurts to have a good sense of humor. 


What is normal with aging?

» Slowed thinking
Reduced attention
Reduced retention
Word finding difficulties
Difficulty multitasking

gradual and subtle
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Presentation Notes
I’m sure most of you will become more vigilant about your own cognitive functioning after this presentation so before we starting talking about what dementia looks like, I’d like to review what we expect with normal aging. 

Some changes in the ability to think are considered a normal part of the aging process. We develop many thinking abilities that peak around age 30 and very subtly decline with age but not all thinking abilities decline with age. In fact, vocabulary, reading and verbal reasoning may remain unchanged or even improve during the aging process. Normal age-related declines are subtle and mostly affect the speed of thinking and attentional control. 
In abnormal aging, declines in cognition are more severe and may include other thinking abilities.


Dementia Is:

An over-arching term that signifies a
progressive condition that affects cognition
and functioning, and may lead to changes in
emotion, personality and behavior.

DSM-5:
Major Neurocognitive Disorder


Presenter
Presentation Notes
Let’s start by defining what dementia is:


Types

* Alzheimer’s Disease (AD)
 Dementia with Lewy Bodies (DLB)

« Vascular dementia (VD)

* Frontotemporal dementia (FTD)

» Parkinson’s disease dementia (PDD)
» Other causes

Cause ' Symptoms ' Treatment


Presenter
Presentation Notes
For the sake of time, I will be focusing on the first four types listed. Globally prevalence of dementia is between 5-7%  
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1 Alzheimer's Disease

M Dementia with Lewy
Bodies

ul Stroke/Mixed
Dementia

M Traumatic Brain Injury

i Other/Fronto-
temporal Dementia
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Presentation Notes
This graph allows you some comparison of the prevalence of each type of condition, but the percentages do vary some between sources. 


Related Terms

Mild Cognitive Impairment (MCI)
Cognitive decline
No significant functional decline

DSM 5: "Mild Neurocognitive Disorder”



Presenter
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Generally people with MCI progress to dementia, but there are a few types of MCI that do not.


[/

Cognition

« Memory

« Attention

 Language
 Visuospatial function
* Praxis

« Executive function
 Social cognition
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Presentation Notes
Visuospatial—what an object is and where it is in space
Praxis—performing complex motor tasks
Executive function—ability to process and act on incoming information
Social—the ability to interact with and understand other people



Alzheimer's Association Stats

* Over 5 million in US have AD

* By 2050—nearly 14 million

6" |eading cause of death in US

1in 10 age 65>

1 in 3 seniors die with some form of dementia
« 305 billion in cost today—1.1 trillion (2050)
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I have allowed greater focus on AD in this presentation because it is the most prevalent type of dementia. 


Risk Factors for AD

« Age/Sex/Ethnicity

« Family Hx—genetic

» Less education

« TBI

* Depression/ High Stress in midlife
» CV risk factors (including diabetes)
 Inactivity in midlife

« Hearing loss

* Long term toxin exposure



Presenter
Presentation Notes


Most 75-84 years old
More women—2/3 cases
More African Americans/Hispanics/ American Indians higher risk




Alzheier'

/L\A BrightFocus®

I-‘oundatmn
€ 2000 BrightFocus Foundation Cure in Mind. Cure in Sight.



Presenter
Presentation Notes
Hallmark of AD are Amyloid Plaques and neurofibrillary tangles. At this time we do not know how these two processes relate to one another. We do know there is abnormal activity in the brain that leads to the accumulation of a protein called amyloid outside the cell body that disrupts the neuronal connections and causes inflammation. Another type of protein. Tau protein that normally makes up the part of the structure of the cell wall, goes through an abnormal process that leads to these tangles and eventually the death of the cell.

Our understanding of these processes has allowed recognition of some Biological markers that can be determined through neuroimaging that reveals excess amyloid protein(PET scan), tau protein (PET); excess Tau protein in spinal fluid, neurodegeneration caused by hypometabolism in the temporal and parietal lobs (PET), brain atrophy (MRI, CT)

We also know that some of these processes are likely occurring up to 20 years before symptoms occur. 
A critical area of research is focusing on discovering biological markers of these processes that might identify people in this pre-clinical stage. 

To muddy the water—there are some people who have the clinical diagnosis and symptoms of AD but on autopsy don’t have extensive brain pathology that we are talking about. And…there are people that do not develop the symptoms that have the pathology. 





AD Genetic Factors

« Apolipoprotein E4 mutation (ApoE)
« Y4 of US carries 1-2 copies

« APP mutation (amyloid precursor protein)
« Is on chromosome 21 (Down Syndrome—3)

« PS1, PS2 mutations (r/t amyloid production)

« 20 other generic factors associated with family Hx
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Presentation Notes
Early onset AD is more inheritable than late onset.
E4—1 copy means 3x risk; 2 copies means 8-12 x risk.
 
Because the APP mutation on chromosome 21, which is in triplicate in Downsydrome, About 30% of people with this syndrome who are in their 50s have AD.
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Hard to complete
familiar tasks

Confusion with
time or place

Changes in
mood

To find out more
information on
Alzheimer's, visit: alz.org
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Memory loss that disrupts daily life….Misplacing things and losing the ability to retrace steps
Difficulty completing familiar tasks 
Confusion with time or place
Using poor judgment
Changes in mood or personality…Withdrawal from social or work activities—early on depression/anxiety/insomnia—late you see hallucination, delusions and aggression.

Challenges in planning or solving problems
Trouble understanding visual images and spatial relationships
New problems with words and speaking or writing

These S/S result in steady and slow decline in ability to conduct ADLs. 
In moderate to severe you see hallucinations, delusions, repetitiveness and aggression. 


ala

The Stages of Alzheimer’s Disease

o [

Memory Behavioral, Personality Unstable Gait

Symptoms [ Incontinence

Language Changes Motor Disturbances
Problems Unable to Learn or Bedridden

Mood and Recall New :
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Changes Long-Term Memory Mute
Diminished Affected Poor/No ADLs
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Aggression, LTC Placement
Confusion e T
Require Assistance
with ADLs
ADL = activities of daily living
LTC = long-term care



Dementia

with Lewy Bodies
(PD/PDD)

Alpha-synuclein Protein

| dopamine production
(movement)

| Reduced Acetylcholine
(cognition)

1.3 Million affected in US
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It is the second most common type of dementia and is clinically and pathologically related to PD and PDD—the three disorders can be viewed as existing on a spectrum of Lewy body disease.  The presentation that emerges depends on where the Lewy Bodies are located in the brain. 

Lewy body dementia is characterized by the abnormal buildup of proteins in the nerve cells of the cerebral cortex; these deposits are known as Lewy bodies.

This leads to reduction of dopamine production, which in turn causes problems with movement and a reduction in Acetylcholine is another NT found in the parts of the brain responsible for cognition. 

 Functional Neuroimaging however would show reduced dopamine uptake in the affected parts of the brain would help differentiate it from AD.  Structural imaging would show less brain atrophy than Ads. 

Distinguishing DLB with other forms of dementia can be important because some treatments of other forms of dementia could worsen symptoms. 
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In DLB, fluctuating cognitive symptoms are more prominent early—sometimes mimicking delirium. The fluctuating symptoms can result in good days and bad days. Vivid visual hallucinations are common.  Motor dysfunction often occurs—fall easily and develop muscle rigidity of parkinsons disease and have autonomic dysfunction with fainting spells. Sleep disturbances, specifically REM Sleep Behavior d/o is common where they act out their dreams. The often experience  delusions, anxiety and depression. You typically do not see as much memory impairment as you would with AD. 

Men are affected more often than women and if you have a family member with DLB or PD you are at greater risk of having it. 
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#3rd most common form of dementia, 15-25% of cases. DSM-5 calls it a major vascular neurocognitive disorder

VD is an overarching term that covers multiple conditions—all resulting from the death of neurons due to cerebral vascular accident—stroke. The nature of the symptoms depends on the location of the infarct. It commonly co-exists with AD. It is important to know that mixed dementias are very common and are difficult to differentiate without imaging.

Cerebrovascular risk factors—hypertension, dyslipidemia, diabetes and obesity contribute to the risk of Vascular D in addition to AD. Classic example is a stepwise decline in cognition and functioning, which each step resulting from a stroke, but can also present with significant rapid decline after a massive stroke.  Retrieval of memory, aphasia and executive dysfunction alone or with apathy are common. The apathy and anhedonia may mimic depression. 

Neuroexam will be abnormal, CT or MRI may be used to show structural evidence. 
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Presentation Notes
Ft disorders  is an umbrella term for a group of uncommon brain disorders that primarily affect the frontal and temporal lobes of the brain—there is a behavioral variant (previously called Picks disease) and a language variant. The behavioral variant is associated with changes in personality, behavior and language. The pathology involves abnormalities in proteins, including the tau protein seen in AD.  The proteins build up into spherical shaped bodies called Pick bodies and are found inside neurons. There is also deterioration and shrinkage in the affected parts of the brain. 

It is a devasting diagnosis because it usually occurs in relatively young people. 60% have onset between 40 and 60, and the course tends to be rapid. 2-5 years form dx to death. 
The version with behavioral variant typically has disinhibition and socially inappropriate behavior (ie. Sexual comments), verbal and physical aggression, impulsive decision making, hyperorality and repetitive speech or behaviors.  
The genetic contribution is significant—40% of these patients have a family hx of dementia



Delirium

« Acute onset of symptoms

« Inattention, disorganized thinking/altered
LOC

* Behavioral and psychological symptoms
* Fluctuation of symptoms
« Marked change from prior

« Caused by infection, medications, withdrawal or
Intoxication
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Presentation Notes
Delirium is common in patient’s with dementia—and may be when dementia is first identified


Getting a Diagnosis

All older patients with
behavioral/psychological/cognitive symptoms
with functional decline need a diagnostic
evaluation. Families deserve a diagnosis to help
plan for the future. It is very common for families
to put this off—thinking it is normal aging or not
wanting to consider the alternative.




Assessment

History/Examination

Documented/Reported Hx
Physical & MS exam/labs
Neurological assessment
Neuropsychological testing
Neuroimaging

Lumbar puncture

Genetic testing (rare)
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Family—corroborate and expand on patient’s history.

A thorough physical exam is needed to rule out medical causes. Mental status exams, even the very brief ones done in a PCP office are important to direct care.
Neuropsych is esp important to provide a base line for tracking, helps to get an earlier diagnosis, points out strengths and weakness, helps guide treatment planning and decision making for the family. Helpful in someone with MCI or early dementia. It is helpful for people of high premorbid intelligence that have false negative bedside testing or in pt with birth language different than culture

Labs—primarily to rule out common reversible etiologies of dementia: basic chemistry tests, CBC, kidney function, liver function, thyoid function, B12/Folic Acid/thiamine levels. If delirium is suspected –Urinalysis., ammonia level; drug screen

Imaging is not often necessary if long hx of symptoms consistent with AD, normal neuroexam and normal labs. Neuroimaging can be structural like in a Cat Scan or MRI to look for atrophy of CV abnormalities  or  functional such as a Pet scan of Spect scan that looks at actual cellular and metabolic activity in the brain.

Lumbar puncture looks at biomarkers of AD




Addressing Medical Issues

 Vision/hearing
 Pain

» Infection/UTIs

« Vit deficiency

» Sleep apnea

» Thyroid dysfunction
« Medications
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In the assessment it is important to address medical issues that could be contributing to cognitive/psychological and behavioral symptoms. 


Rating Scales

Montreal Cognitive Assessment (MoCA)*
St. Louis University MSE (SLUMS)
Mini-Cognitive Assessment

Mini-Mental State Exam (MMSE)

Gen Practitioner Assess of Cogn (GPCOG)
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To determine severity, establish baseline and aid in diagnosis. 



Instructions for Administration & Scoring
1D: Date:

Step 1: Three Word Registration

Look directly at person and say, “Please listen carefully. | am going to say three words that | want you to repeat back
to me now and try to remember. The words are [select a list of words from the versions below]. Please say them for
me now.” If the person is unable to repeat the words after three attempts, move on to Step 2 (clock drawing).

The following and other word lists have been used in one or more clinical studies."® For repeated administrations,
use of an alternative word list is recommended.

Version1 Version 2 Version 3 Version 4 Version 5 Version 6
Banana Leader Village River Captain Daughter
Sunrise Season Kitchen Nation Garden Heaven

Chair Table Baby Finger Picture Mountain

Step 2: Clock Drawing

Say: “Next, | want you to draw a clock for me. First, put in all of the numbers where they go.” When that is completed,
say: “Mow, set the hands to 10 past 1"

Use preprinted circle (see next page) for this exercise. Repeat instructions as needed as this is not a memory test.
Mowe to Step 3 if the clock is not complete within three minutes.

Step 3: Three Word Recall

Ask the person to recall the three words you stated in Step 1. Say: *What were the three words | asked you to
remember?” Record the word list version number and the person's answers below.

Word List Version: Person's Answers:
Scoring
‘Word Recall: (0-3 points) 1 point for each word spontanecusly recalled without cueing.

Normal clock = 2 points. A normal clock has all numbers placed in the cormrect
sequence and approximately correct position (e.g., 12, 3, 6 and 9 are in anchor

Clock Draw: (0 or 2 points) positions) with no missing or duplicate numbers. Hands are pointing to the 11
and 2 (1:10). Hand length is not scored.
Inability or refusal to draw a clock (abnormal) = 0 points.
Total score = Word Recall score + Clock Draw scora.

Total Score: (0-5 points) A cut point of <3 on the Mini-Cog™ has been validated for dementia screening,

but many individuals with clinically meaningful cognitive impairment will score
higher. When greater sensitivity is desired, a cut point of <4 is recommended as
it may indicate a need for further evaluation of cognitive status.

www.alz.org/media/Documents/mini-cog.pdf



Treatment

* Pharmacological Tx
» Psychosocial approaches
 Complementary and Alternative Tx




Drug Treatment for
Behavioral/Psych/Cognitive Symptoms

« Antidepressants

» Antipsychotics

« Benzodiazepines

* Cholinesterase inhibitors
« NMDA antagonists
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Presentation Notes
Prescribing medications to older persons requires greater caution because greater risk of side affects. And because older people  tend to be on multiple medications already there is often greater risk of drug interactions. 

Antidepressants:  The basic SSRIs (esp. citalopram, Lexapro and sertraline) have the best risk benefit profile of any drug class for treatment of behavior/psych Sx, but the evidence for efficacy is mixed. Often the patient is already on one that has been chosen to target other symptoms such as sleep or appetite. 

Benzodiazepines: Despite their use in elderly, there is limited evidence for demonstrating efficacy for B/P Sx. And of course are associated with falls, fractures, and cognitive impairment and tolerance in older adults. Having said that, lorazepam is often used as needed for extreme agitation or aggression. Clonazepam can be considered in REM sleep disorder. 




Drug Treatment

- Acetylcholinesterase inhibitors
« Donepezil (Aricept)
» Rivastigmine (Exelon)
« Galantamine (Razadyne)

- NMDA antagonists
 Memantine (Namenda)
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Presentation Notes
Currently 2 classes of drugs have been found to be modestly effective for delaying cognitive decline. It does not appear that these medicatons have an effect on survival rates, but sometimes can delay nursing home placement. They have little benefit for controlling behavioral or psychological symptoms except in LBD. 

ACTHase drugs work by inhibiting the enzyme that breaks downthe NT Acetylcholine in the brain so they help to increase cholinergic activity. This can also lead to side affects in other areas of the body resulting in: 
GI affects
Cardiac affect
Sleep cycle
Muscle cramps
Incontinence
Worsening hallucinations

NMDA antagonists blocks effects of high levels of an excitatory NR glutamate
Decreases neurotoxicity
Overall well tolerated
Alternative to ACH inhibitors
Combination not more helpful and this type of drug is not found to be helpful for DLB

There  has been a lot of controversy over the slim benefit of these medications  and the benefit vs the risk/costs, but generally agreed upon that is it reasonable to prescribe AC inhibitor in mild to moderate AD. 




.; Use of Antipsychotics

« Modest efficacy—agitation/psychosis
« Risk/benefit analysis important

e Lack of alternative Tx
« Danger to Pt/others
 Severe distress

 FDA--Black box warning
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Antipsychotics: research shows modest efficacy in reducing agitation and psychosis, but they are associated with increase mortality resulting in a FDA black box warning advising against their use in older adults with dementia. There was found to be about a 50% increase in mortality. Cardiac complications and pneumonia likely account for this increase. 
Other side affects are also of concern: sedation, further cognitive decline , EPS, falls, metabolic  complications, stroke. The atypicals or what we call SGA that have the most evidence of efficacy are risperidone, Abilify, olanzapine. Haldol has found to be sometimes helpful for VD. People with LBD or PD are prone to side affects of antipsychotics. 



Medications to avoid

« Anticholinergics
« Antihistamines—Benedryl/hydroxyzine
« Some antidepressants (amitriptyline, paroxetine)
« Antispasmodics—GI/bladder
« Antiparkinsonian agents--benztropine
« Antipsychotics (ie. Quetiapine)

» Sedatives hypnotics (benzos, Ambien)

« Opioids
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Presentation Notes
All these can contribute to behavioral and psychological symptoms of dementia


Special Considerations

- DLB—prone to side effects of antipsychotics
» Aricept may reduce hallucinations
« Some antiparkinsonian Tx can worsen Sx
« Memantine is not helpful

« VD—SGA/Haldol can be helpful; CI not as helpful
« FTD—more sensitive to S/E; CIs not very helpful



Treatments
on the
Horizon
Progressing
toward
treatment,

Nnot cure.

 Anti-tau treatments
e Vaccines
« Stop production

« Anti-amyloid treatments
« Remove
« Stop production

 Reduction of oxidative stress/free
radicals

« Tau-Tangles relationship
 Effect of anti-diabetic drugs
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Scientists are now understanding more how the disease disrupts the brain so treatments can be more targeted. This understanding may allow them to intervene at an earlier stage. 

BAN—shown to slow the pace of cog decline and reverse the buildup of amyloid

A4 trial—help with mild Ad to reduce rate of decline—anti-amyloid treatment not approved by FDA yet

Tomorrow study—determine if test can predict whether people are at risk for developing MCI due to AZ
 using an anti-diabetic drug—Which is already approved at Actose for diabetes, whether it could delay onset of MCI-AD in cogn normal people

Monoclonal drugs—are designed to clear amyloid 

Bace inhibitors—instead of trying to remove the amyloid protien, it works to stop production o the protein—so far liver toxicity has been a problem

RAGE medications –receptor for advanced glycation end products. These medications work with oxidative stress and free radicals that affect brain health

Anti tau treatments that are under investigation include vacines that may be able to trigger immune response that target the formulation of tau.  Microtubular stablizers –targets a part of the cellular process in the devel of tau. In this research they are also looking at evaluating the density of the fibrillary tangles and the tau levels. 

BAN 2401, Biogen Inc.
A4 Trial—Solanezumab
Tomorrow Study
Genetic test 
Pioglitazone (approved for Diabetes)
BACE inhibitors
Monoclonal drugs, ie. Crenezumab (antibody)
RAGE medications
Anti-tau treatment




Psychosocial Treatment

(psychological, behavioral, environmental plan)

« Support/education for family and staff
 [dentification/management of antecedents
 Managing cognitive/sensory stimulation

« Reduction of stress

» Unconditional acceptance/positive regard
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Support/education for family and staff
Nature, assessment and management
Monitor for depression/anxiety in caregivers
Identification/management of
Antecedents/precipitants
Environmental, medical, substance related
Caregiver responses that influence behaviors +/-
Recognize unmet needs
Increasing cognitive/sensory stimulation
Lighting, sound, movement




.E Psychological Therapies

i

« Reminiscence therapy

* Problem solving therapy
 Validation therapy

« Simulated presence therapy

« Personalized Cognitive Rehab therapy--CogStim
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Validation therapy—the care provider focuses on the person’s emotional experience rather than the content of the thoughts
Simulated presence—the use of video or audio recordings of family members
Less helpful are aroma therapy and light therapy.

PCRT is a newer therapy developed for people in early stage dementia—to helpe maintain ability to engate in daily activities. Individual treatment goals and strategies are determined by therapist working with both the patient and caregiver.




Complementary therapies

« Massage

* Bright light therapy
 Aroma therapy

« Laughter Yoga

« Acupuncture

« Pet therapy

« Art therapy

« Music therapy




Keys to Prevention

v Diet
v Exercise

v’ Cognitive training
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The keys to prevention are as basic as 


.; Diet/Nutrition Tx

 Mediterranean Diet—Dash diet hybrid/Finger study diet
 Whole Food Plant Base Diet (WFPB)
« Ketogenic diet (dementia state)

« B Complex vitamins

« Antioxidants

* Anti-inflammatories

« Unsaturated Fatty Acids
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There is no proven way to prevent Dementia, but there are dietary principles that will help to protect against it or delay onset. The well known Finger study conducted by the AZ Research and Prevention Foundation as well as other studies  ranks diet among the top lifestyle factors that will determine your ability to protect agains AZ.  

There are not diets with irrefutable data to recommend one above others. We do know however that specific food will lower the risk.



Dangers of Standard American Diet

Foods processed/refined, sugar and saturated fat laden
Suppression of BDNF
Promotes inflammation in the brain

Lead to insulin resistance
 Damage cells
» Disrupt neural connection

“"Type III Diabetes”
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One of the most toxic effect of chronically consuming foods high in sugar and unhealthy fat my be suppression of BDNF (brain derived neutropic factor)-miracle grow for the brain—helps to build and maintain neurons

Hemoglobin is the substance inside our blood cells that carries oxygen to cells of the body—including the brain. When glucose get’s “stuck” to the hemoglobin is becomes “glycosylated” which is what is referred to as HbA1C of “A1C”. Patient’s with high AIC have a much higher risk of developing cognitive problems.

Insulin resistance (seen in T2D) is where cells fail to respond to insulin so they are unable to use the bodies glucose for energy and blood sugar rises—causing problems in many areas of the body. 

Type 3 diabetes is a controversial name sometimes used to refer to Alzheimer's disease, a type of progressive dementia. Strong links have been made between the two conditions, most notably that dementia may be triggered by a type of insulin resistance occurring specifically in the brain. 



Exercise

 Improved neurochemistry

« Stimulates brain growth

« Reduces brain shrinkage

« Enhances cognition

« Improves quality of life in AD

« Lowers rates of dementia

« 2/3 Cardio---1/3 strength training
 AHA Model: Cardio 30 min/day x5
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What’s good for the heart is good for the brain. The increased blood flow physically alters the brain by bathing it in a casade of growth factors that promote the birth of new brain cells and creates strong neuroconnections. 
The American Academy of Neurology recommends exercise over medication in the treatment of MCI. 
The American Heart Association guidelines have been adopted by the Alz Community as well. 


Preventive Cognitive Training

Structured training exercises that enhance reasoning,
memory and speed of processing.

« May or may be computer based

* Brain games strengthen one neuropathway and benefits
are temporary.

« Learning new skills provides more neural benefit.

« Meditation can improve brain function and reduce stress
hormones.


Presenter
Presentation Notes
There is research showing that cogn training can improve long term cognitive function and help maintain independence in the elderly. 

Brain games like crossword puzzles or soduko become repetitive and the benefits decline and your ability strengthens.
Learning new things creates more neural connections. 
Learn a language, learn to play a new instrument, read a new book, learn new dance moves, travel to a new place, do s new social activity.



Adjusting Level of Care

* Progressive nature of the illness
« Safety of patient/family
» Possible exacerbation/improvement

* Move from expectation of improvement to
offering hope of maintaining dignity and quality
of life
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Family’s are seldom prepared for the next step in the process of managing love ones with dementia. 

Help the family move from expectation of significant response to interventions to assurance of maintaining dignity and quality of life as long as possible


« Be flexible/improvise

General - Don't take it personally
Principles « Allow as much control as possible

for Family

» Be realistic about what to expect
» Avoid reasoning/convincing

« Address the emotional response
 Be smart about routines

» Use distraction

- Keep environment safe

« Watch for signs of burnout
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What worked yesterday may not work today—patient’s behaviors and emotions are frequently changins



Ethical/Legal Considerations

« Autonomy vs safety/welfare
« Capacity/Informed consent
« Protection for the vulnerable
« Self neglect

* Neglect and abuse

« Financial abuse



Presenter
Presentation Notes
Ethically sound clinical care requires weighing principles that could come into conflict with each other. 


Decisional Capacity

“"The ability to understand and appreciate the
nature and consequences of a decision regarding
medical treatment and the ability to reach an
informed decision in the matter.”

https://www.lawinsider.com/dictionary/decision-making-capacity
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It is the ability to consent to or refuse care. It is close to the concept of competence—but that is a legal term and can only be determined by the court of law. 

For medical intervention to take place a person must have decisional capacity


.E Proxies for Incapacity

Decision maker considers:
Wishes/values
Best interest

« Legal next of kind

* Health Care POA

* Legal guardian

."I [
|llll III'.
/
|II.I Ill'l
|'II II‘-
llll Y



Presenter
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It is important to do legal paperwork as early as possible in the disease process. If you wait too long the person might be considered unable to sign legal documents. 
A POA for healthcare and POA for finances. Without these caregivers might have to petition the court for conservatorship in order to obtain the right to make decisions on behalf of the person with dementia. Having a DNR order signed while they are still of sound mind will assure, they have their wishes carries out.  Having said that, a person who has had a longstanding and supportive relationship with a spouse or partner dose not have a terribly high threshold for decisional capacity to designate this person as POA. 

If a person is found to lack capacity to make medical decisions. If a POA has not been designated, the legal next of kin becomes the decision maker. 

If there is no POA or next of kin, the court may appoint a legal guardian who become a proxy. It should be noted that competency is not a medical decision, but a legal decision.
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