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Overview 

Brief definitions of Alzheimer’s and Parkinson’s and how they affect thinking, 

movement, and daily life 

Alzheimer’s and Parkinson’s are both progressive brain diseases, but Alzheimer’s 

mainly affects thinking, while Parkinson’s primarily affects movement, with 

thinking changes often appearing later. Both can gradually interfere with daily 

activities such as managing finances, driving, self-care, and social interactions. 

Alzheimer’s: Brief definition 

• Alzheimer’s disease is a brain disorder that slowly destroys memory, thinking 

skills, and eventually the ability to carry out simple tasks. 

• It is the most common cause of dementia in older adults. 

Alzheimer’s: Thinking and memory 

• Early on, people often have trouble forming new memories, finding words, 

handling money, planning, and making sound judgments. 

• Over time, confusion, disorientation, difficulty recognizing familiar people, 

and inability to learn new information or follow multi-step tasks become more 

pronounced. 

Alzheimer’s: Movement and daily life 

• Movement is usually less affected early, but later stages can bring trouble 

walking, swallowing, and maintaining balance because the brain damage 

becomes more widespread. 

• Daily life is affected through loss of independence: needing help with 

dressing, bathing, eating, medications, and eventually full-time care and 

supervision. 

Parkinson’s: Brief definition 

• Parkinson’s disease is a progressive movement disorder of the nervous system 

caused by the loss of dopamine-producing cells in specific brain areas. 

• It is best known for tremor, stiffness, slowness of movement, and problems 

with balance and coordination. 



14 

 

Parkinson’s: Thinking and memory 

• Many people experience slowed thinking, attention and planning difficulties, 

and problems with multitasking; some develop dementia as the disease 

advances. 

• These cognitive changes can make it harder to organize tasks, follow complex 

conversations, manage medications, or handle finances, even if memory for 

past events is relatively preserved at first. 

Parkinson’s: Movement and daily life 

• Core movement symptoms include tremor (often at rest), muscle rigidity, 

slowness, reduced facial expression, and balance problems that increase the 

risk of falls. 

• Daily life is affected through difficulty with walking, getting up from chairs, 

buttoning clothes, writing, eating, speaking clearly, and maintaining social 

and work roles due to fatigue and mobility limits 

How they differ in everyday impact 

Aspect Alzheimer’s disease Parkinson’s disease 

Main early 

change 

Memory and thinking 

problems. 

Movement problems (tremor, 

slowness, stiffness). 

Thinking 

impact 

Prominent and central; 

dementia is the hallmark. 

Often milder at first; some later 

develop dementia. 

Movement 

impact 

Usually later or milder until 

advanced stages. 

Central from early on; strongly 

shapes function. 

Daily life 

focus 

Needs help mainly for 

cognitive/decision tasks and 

eventually all self-care. 

Needs help mainly for physical 

tasks, mobility, and fine motor 

skills, plus planning tasks as 

cognition changes. 
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Why home care (vs. facility care) can support dignity, familiarity, and 
quality of life. 
Home care is more personalized one on one care while a facility is group care. 

Home care can support dignity, familiarity, and quality of life because it allows 

people to remain in control of daily routines in a known environment while receiving 

individualized, one-on-one support. This combination of autonomy, emotional 

security, and tailored assistance often reduces stress and boosts physical, emotional, 

and social well-being compared with institutional settings 

Dignity and Autonomy 

• Home care lets individuals direct their own schedule (wake times, meals, 

bathing preferences, spiritual practices), preserving a sense of control 

and self-respect that can be lost with institutional routines. 

• Care is typically one-on-one, so tasks like bathing, toileting, or dressing can 

be done more privately and at the person’s pace, which protects modesty and 

reduces feelings of being “a number.” 

• Aging in place is strongly preferred by most older adults, and being able to 

remain at home aligns care with their expressed wishes, which is central to 

dignified, values-based care. 

Familiarity and Emotional Security 

• Remaining in one’s own home means staying surrounded by personal 

belongings, photos, furniture, pets, and neighborhood connections, all of 

which anchor identity and provide emotional comfort. 

• Familiar surroundings reduce relocation stress, anxiety, and disorientation that 

often accompany a move into a facility, especially for people with dementia 

or cognitive impairment. 

• Continuity of environment and routines helps preserve memory cues and a 

sense of “this is my place,” which supports emotional stability and reduces 

agitation. 
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Quality of Life: Health and Function 

• Home and community care services are associated with better 

multidimensional health in many older adults, including improved physical 

health, less depression, better cognitive function, and higher life satisfaction. 

• Home visits and in-home services help identify environmental risks, support 

safe mobility, and delay functional decline, which can extend the ability to 

live independently. 

• Receiving care at home can reduce hospitalizations and institutionalization by 

enabling earlier intervention, monitoring, and chronic disease management in 

a less stressful settings 

Social Connection and Family Involvement 

• Home care allows more natural interaction with family, friends, faith 

communities, and neighbors, which can lessen loneliness and create a stronger 

sense of belonging. 

• Family members can stay closely involved in decision-making and daily care, 

collaborating with aides to fine-tune routines, which reinforces 

person-centered care. 

• In-home caregivers also provide companionship and meaningful engagement 

(conversation, hobbies, walks, prayer, or music), which supports mood, 

purpose, and overall well-being. 

Personalization of Care 

• Home care plans are usually tailored to the individual’s medical needs, 

preferences, cultural and spiritual practices, and daily habits, instead of being 

constrained by facility policies. 

• Caregivers can integrate meaningful activities—gardening, cooking, music, 

devotions, gentle exercise—directly into the person’s daily life at home, 

which enhances enjoyment and sense of purpose. 

• This level of personalization helps people feel seen as a whole person rather 

than just a patient, which supports dignity, familiarity, and higher quality of 

life over time. 
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Role of the family care partner and when to add professional in-home support. 

Both family and caregivers and other care team support can tag team in home care. 

24hrs , 7days care is hard for the family, get help from caregivers. 

2. Home Safety & Environment 
General safety: fall prevention, lighting, removing clutter and throw rugs, 

monitoring wandering, emergency plans. 

Alzheimer’s/dementia specifics: visual cueing with signs and pictures, 

bathroom/bedroom labeling, kitchen and stove safety. 

Parkinson’s specifics: grab bars, raised toilet seats, furniture spacing for 

walkers/wheelchairs, adaptive equipment. 

3. Daily Care Routines 
Structuring the day: consistent times for medications, meals, bathing, exercise, and 

rest to reduce confusion and agitation. 

Personal care: step-by-step support with dressing, bathing, toileting, and 

incontinence while preserving as much independence as possible. 

Mobility and movement: simple stretches, walking, tai chi/chair exercises to 

maintain strength, balance, and sleep quality. 

4. Communication, Behavior, and Cognitive Support 
Alzheimer’s/dementia communication: calm tone, simple sentences, offering 

choices, using routines and cues to reduce agitation. 

Managing behavioral changes: wandering, sundowning, anxiety, sleep issues, and 

mealtime challenges; when to call the clinician. 

Parkinson’s & dementia: what to expect cognitively, strategies for memory support, 

and involving the person in decisions while it is safe to do so. 

5. Health, Nutrition, and Medical Management 
Medication management: timing (especially Parkinson’s meds), organizing pills, 

monitoring side effects, and coordinating with neurology/primary care. 

Nutrition and swallowing: balanced diet, hydration, managing chewing/swallowing 

problems, and learning the Heimlich maneuver if choking risk is present. 
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Tracking changes: red-flag symptoms, using logs for sleep, mood, mobility, and 

cognition to share with clinicians. 

6. Caregiver Support, Family Dynamics, and Planning 
Caregiver self-care: respite, support groups, counseling, and building a back-up team 

to prevent burnout 

Family meetings and roles: clarifying responsibilities, managing conflict, and 

recognizing grief and ambiguous loss throughout the caregiving journey 

Future planning: legal and financial documents, advance care planning, and when to 

reassess home care vs. other care options 

Preventing wandering in Parkinson’s dementia combines environmental safety, 

structured routines, and ways to safely allow movement rather than stopping it 

completely. The aim is to reduce risk while preserving as much autonomy and 

dignity as possible. 

Understand Why They Wander 
Common drivers include confusion, trying to “go home,” old work routines, 

boredom, anxiety, or pain. 

Observing time of day, triggers, and patterns (e.g., after naps, late afternoon) helps 

tailor prevention strategies. 

Make the Home Safer 

Use door and window alarms, bells, or motion sensors; place locks or latches high 

or low, out of the person’s line of sight, while keeping a key accessible for 

emergencies. 

Remove tripping hazards, improve lighting, secure stairs, and use fencing or hedges 

to create safe outdoor areas; hide keys, shoes, coats, and bags that can cue “time to 

go.” 

Reduce Triggers and Restlessness 

Maintain a predictable daily routine for meals, medications, exercise, rest, and 

meaningful activities to lower anxiety and “searching” behavior. 

Offer safe “wandering” opportunities: supervised walks, pacing paths in the house, 

or exploring a fenced yard to provide movement, exercise, and a sense of purpose. 
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Use Identification and Technology 

Ensure the person always wears an ID bracelet or necklace with diagnosis and 

emergency contact, or enroll in a dementia/Safe & Found type program in case they 

get lost. 

Consider GPS trackers, smartwatches, or location-enabled devices and, if feasible, 

security systems or cameras positioned to protect privacy while alerting caregivers 

 

Create a Wandering Safety Plan 

Inform trusted neighbors and nearby businesses, give them a recent photo, and ask 

them to call immediately if they see the person alone. 

Keep a written plan with likely destinations (old home, church, former workplace), 

how to search, and when to contact police or emergency services. 

Common wandering triggers in dementia usually relate to confusion, unmet needs, 

or stress in the person’s body or environment. Recognizing these patterns early lets 

caregivers intervene before the person actually exits or gets lost. 

Internal/Emotional Triggers 

Disorientation and confusion about time, place, or current life role (e.g., believing 

they must “go to work” or “go home”). 

Anxiety, fear, agitation, or low stress-tolerance, often worsened by pain, depression, 

or side effects of medications. 

Unmet Physical Needs 

Hunger, thirst, need to use the bathroom, pain, or general physical discomfort the 

person cannot name clearly. 

Poor sleep, day–night reversal, or nighttime awakenings that lead to pacing or 

roaming when others are asleep. 

Environmental and Social Triggers 

Unfamiliar or overstimulating settings: noise, crowds, hospitalizations, parties, or a 

move to a new home or facility. 

Cues that signal “time to go” such as visible coats, handbags, keys, or people coming 

and going near doors. 
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Habit and Past Roles 

Old routines and obligations, such as trying to get to a former job, pick up children, 

or visit a previous home or friend. 

Searching for someone or “going home” driven by loneliness, boredom, or longing 

for familiar people and places. 

Signs Someone Is Becoming High-Risk 
Repeated phrases like “I need to go home,” “I have to go to work,” or “I have to go 

shopping,” plus not recognizing their own house. 

Increased pacing, restlessness, difficulty staying on task, or forgetting to return 

indoors after going outside. 

Door and Window Alarms 

Simple battery alarms: Low-cost magnetic contact alarms that emit a loud 

chime/siren when a door or window opens; often mounted high so the person is less 

likely to disable them 

Multi-door kits and wireless pagers: Systems with transmitters on several doors that 

send alerts (sound, vibration, lights) to a portable pager so the caregiver is notified 

even from another room or floor 

Smart home/DIY security systems: Door and window sensors linked to a base station 

and smartphone app; caregivers can choose quiet chimes in the home plus phone 

notifications rather than loud alarms. 

2. Interior Motion and Zone Sensors 

Motion sensors in “no-go” areas: Wireless motion detectors placed in hallways, 

stairwells, kitchens, garages, or at the top of stairs to alert if the person enters a 

higher-risk area unsupervised. 

Bed and chair exit alarms: Pressure pads that trigger a chime or pager when the 

person gets up, giving the caregiver a few seconds’ head start before they reach the 

door. 

3. GPS and Tracking Technologies 

Wearable GPS devices: Watches, pendants, or key-fobs that provide real-time 

location and allow caregivers to see where the person is if they do get out; many 

include SOS buttons and fall detection. 
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Geofencing and alerts: Apps and devices that let caregivers set a “safe zone” (e.g., a 

few blocks around home) and receive automatic alerts if the person crosses that 

boundary 

4. ID Jewelry and Safety Programs 

Medical ID bracelets/necklaces: Non-removable or hard-to-remove IDs engraved 

with dementia diagnosis and emergency contacts, often paired with 24/7 response 

services like Safe & Found. 

Clothing labels and shoe tags: Backup identification placed in clothing labels, shoe 

inserts, or wallet cards so police or Good Samaritans can quickly reach family if the 

person is found. 

5. Choosing and Using Devices Wisely 

Match device to stage and tolerance: Earlier-stage patients may accept smartwatches 

or “fitness trackers,” while later-stage patients may do better with hidden sensors 

and discreet IDs. 

Combine tech with human supervision: Alarms and GPS reduce risk but do not 

replace regular check-ins, structured routines, and environmental changes to reduce 

wandering triggers. 

Dementia medications fall into three main groups: drugs for memory/thinking, drugs 

that may modify Alzheimer’s biology, and drugs for behavioral or psychiatric 

symptoms. Choice and timing always need a clinician’s judgment and regular 

review. 

1. Cognitive Symptom Medications 
Cholinesterase inhibitors (donepezil, rivastigmine, galantamine) boost acetylcholine 

and can modestly help memory, thinking, and daily function in mild–moderate 

Alzheimer’s; donepezil and rivastigmine also have approvals extending to more 

severe stages or Parkinson’s dementia. 

Memantine (an NMDA receptor antagonist) is approved for moderate–severe 

Alzheimer’s and sometimes combined with a cholinesterase inhibitor, offering 

symptomatic benefits for cognition and function in some patients. 
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2. Disease-Modifying Alzheimer’s Drugs 
Anti-amyloid antibodies such as lecanemab (Leqembi) and donanemab (Kisunla) 

aim to slow progression in early Alzheimer’s by clearing amyloid plaques, and are 

given by IV infusion to carefully selected patients with confirmed amyloid. 

These treatments carry specific monitoring needs (for example, MRI checks for 

ARIA) and eligibility criteria, so they are typically managed in specialty memory 

clinics 

3. Medications for Behavior and Mood 
Low-dose antidepressants, mood stabilizers, or antipsychotics may be used 

short-term for severe agitation, psychosis, or dangerous behaviors, but benefits must 

be weighed against risks such as stroke, sedation, or falls. 

Brexpiprazole (Rexulti) is specifically approved for agitation in Alzheimer’s 

dementia, again with careful risk–benefit evaluation and close follow-up. 

4. Medications to Minimize or Avoid 
Strong anticholinergic drugs (certain bladder medications, older antihistamines, 

some antidepressants and antipsychotics) can worsen confusion and are flagged as 

potentially inappropriate in dementia. 

Benzodiazepines, many sleep medications, and some other sedating drugs increase 

fall risk, delirium, and further cognitive decline, so non-drug strategies or safer 

alternatives are preferred whenever possible. 

5. Key Practical Points 
Medications treat symptoms or slow decline; they do not cure dementia, and effects 

are usually modest. 

Start-low-go-slow dosing, frequent review of benefit/side effects, and regular 

deprescribing of non-essential or high-risk drugs are central to safer dementia 

pharmacology. 

Cholinesterase inhibitors and memantine share some overlapping side effects (like 

dizziness and gastrointestinal upset), but cholinesterase inhibitors are more strongly 

associated with cholinergic and GI symptoms, while memantine is usually better 

tolerated but can cause neurological symptoms such as dizziness and confusion. 



23 

 

Monitoring, slow titration, and dose adjustment are key to balancing benefit and 

tolerability.\ 

Cholinesterase inhibitors (donepezil, rivastigmine, galantamine) 

Common side effects 

Gastrointestinal: nausea, vomiting, diarrhea, loss of appetite, weight loss, abdominal 

discomfort. 

Sleep and CNS: insomnia, vivid or disturbing dreams (especially if dosed at night), 

headache, dizziness, fatigue. 

Musculoskeletal and autonomic: muscle cramps or twitching, increased sweating, 

urinary incontinence. 

Less common but important risks 

Cardiovascular: bradycardia, syncope, orthostatic hypotension, and related 

fall/fracture risk, particularly in frail older adults or those on other rate-slowing 

drugs. 

Neuropsychiatric: agitation, anxiety, insomnia, depression, hallucinations or 

aggression in some patients, sometimes resolving when the dose is lowered or the 

drug is stopped. 

Other cautions: possible worsening of asthma/COPD or gastric ulcer risk due to 

increased cholinergic activity. 

Mitigation strategies include starting low and titrating slowly, giving with food, 

dosing earlier in the day (for dream issues), monitoring weight, pulse, and falls, and 

reconsidering therapy if side effects outweigh benefits. 

Memantine 

Common side effects 

Neurological/CNS: dizziness, headache, confusion, drowsiness, and in some cases 

agitation or hallucinations. 

Gastrointestinal: constipation is more typical than diarrhea; nausea can also occur. 

Less common considerations 

Psychiatric: rare mood changes, anxiety, or increased agitation, particularly when 

therapy is started or doses are changed. 
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Renal: drug accumulates with significant kidney impairment, so dose reduction is 

needed in moderate–severe renal dysfunction. 

Memantine is generally described as better tolerated than cholinesterase inhibitors, 

but new confusion, gait instability, or agitation after starting or increasing the dose 

should prompt reassessment. 

Combination therapy (donepezil + memantine) 

Combination products can lead to a mix of the above effects: GI upset (nausea, 

vomiting, diarrhea, appetite loss), dizziness, headache, confusion, and constipation. 

Extra care is needed in patients with low body weight, conduction disease, recurrent 

falls, or renal impairment; periodic attempts to reduce dose or simplify the regimen 

are often recommended. 

Parkinson’s can be safely managed at home, but it carries specific risks that 

caregivers and home-care teams need to anticipate and plan for: falls, 

choking/aspiration, medication problems, skin breakdown, and caregiver strain. 

These risks rise as the disease progresses and mobility, swallowing, and thinking 

skills decline. 

Major Patient Safety Risks at Home 
Falls and fractures: Balance problems, freezing of gait, postural instability, low 

blood pressure, and weak legs make falls extremely common, especially in 

bathrooms, narrow hallways, and cluttered spaces. 

Choking and aspiration pneumonia: Swallowing changes and slow reflexes mean 

food, pills, or liquids can enter the lungs, driving pneumonia and hospitalizations, 

particularly in advanced stages. 

Pressure ulcers and immobility complications: Reduced movement or being bed- or 

chair-bound can cause skin breakdown, infections, and pain without frequent 

repositioning and good skin care. 
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Medication errors and “off” periods:  

Complex schedules and motor symptoms make it easy to miss doses or take them 

incorrectly, worsening stiffness, freezing, hallucinations, or blood-pressure swings. 

Home Environment and Supervision Risks 

Unsafe home setup: Clutter, loose rugs, poor lighting, low seating, and inaccessible 

bathrooms all raise the chance of falls and injuries. 

Emergency readiness gaps: Lack of grab bars, call systems, emergency plans, or 

backup caregivers can turn minor issues into crises. 

Inadequate professional support: Without PT/OT, speech therapy, and nursing input, 

mobility, swallowing, and safety needs may be under-recognized. 

Caregiver and System-Level Risks 

Caregiver strain and burnout: High physical and emotional demands at home are 

linked with worse patient outcomes, more falls, and higher hospitalization and 

institutionalization rates. 

Missed transitions to hospice or higher levels of care: Recurrent falls, aspiration 

pneumonia, severe pressure ulcers, and infections often signal late-stage disease and 

the need to shift goals of care. 

How Home Care Mitigates Risk 

Structured fall-prevention and home-safety plans (decluttering, grab bars, lighting, 

appropriate mobility aids, supervised transfers). 

Support with timed medications, safe meals, swallowing strategies, skin checks, and 

repositioning, plus early recognition of red-flag symptoms. 

Respite, education, and telehealth or home-visit programs to reduce caregiver burden 

and keep patients safely at home longer. 

Several assistive devices can substantially lower fall risk in Parkinson’s by 

improving stability, supporting transfers, and helping break “freezing” episodes. 

Choosing devices with therapist input and training the person and caregivers to use 

them correctly is essential. 
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Mobility Aids 
Canes and walking poles: Straight canes with rubber tips or Nordic-style walking 

poles can enhance balance and posture; laser canes add a projected line on the floor 

to help overcome freezing of gait. 

Walkers and rollators: Four-wheel rollators and Parkinson-specific walkers (e.g., 

U-Step) offer a stable frame, hand brakes, seats, and optional laser or auditory cues 

to reduce freezing and falls. 

Cueing Devices for Freezing 

Laser cue attachments: Devices like LaserCue or similar units attach to a cane or 

walker and project a red line on the floor, giving a visual target that lengthens steps 

and decreases side-to-side sways. 

Standalone cueing units: Small gadgets (e.g., NexStride) that provide adjustable 

visual and auditory cues can clip to existing canes or walkers to improve stride length 

and reduce shuffling. 

Bathroom and Toilet Safety 

Grab bars and handrails: Properly mounted grab bars near the toilet, tub, and shower 

provide stable support for sit-to-stand and transfers and should never be replaced by 

towel bars. 

Raised toilet seats and shower chairs: Elevated toilet seats with armrests, shower 

benches with back support, and non-slip bathmats reduce the effort and instability 

that lead to bathroom falls. 

Seating and Transfer Supports 

Lift and high-seat chairs: Firm, higher chairs with armrests or powered lift chairs 

make it easier to stand without pushing from low, soft furniture that increases fall 

risk. 

Bed rails and transfer aids: Bed assist rails, transfer poles, and gait belts help with 

turning in bed, standing, and safe caregiver-assisted transfers. 

Home Layout and Small Aids 

Non-slip flooring and lighting: Non-slip rugs or rug grippers, night-lights, and 

motion-activated lights in halls and bathrooms support safer navigation, especially 

at night. 
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Everyday tools: Long-handled reachers, dressing aids, and weighted utensils 

minimize awkward bending or rushing that can destabilize gait 

End-stage Parkinson’s can be cared for at home when there is 24/7 support, a strong 

palliative or hospice team, and a clear focus on comfort, dignity, and caregiver 

sustainability. Care shifts from “maximizing mobility” to preventing complications 

(falls, aspiration, skin breakdown) and easing distressing symptoms. 

What End Stage Looks Like 
Severe motor disability: wheelchair or bedbound, profound stiffness, freezing, high 

fall risk, often total dependence with all ADLs. 

Heavy non-motor burden: swallowing problems, weight loss, incontinence, pain, 

hallucinations/psychosis, dementia, sleep disturbance, and recurrent infections or 

hospitalizations. 

Core Goals of Home Care 

Comfort-focused care: prioritize pain, dyspnea, anxiety, agitation, constipation, and 

sleep relief over aggressive attempts to improve mobility. 

Simplified medication plans: streamline Parkinson’s and other drugs to what still 

clearly helps, reducing polypharmacy, side-effects, and complex schedules. 

Daily Care Priorities at Home 

Safe positioning and transfers: hospital bed, pressure-relief mattress, regular turning, 

gentle range-of-motion, and use of lift devices when needed to prevent pressure 

sores and injuries. 

Swallowing and nutrition: texture-modified diets, upright positioning, slow assisted 

feeding, oral care, and careful discussion of goals and limits around feeding tubes 

and artificial hydration. 

Toileting and skin care: incontinence pads/briefs, barrier creams, frequent changes, 

and meticulous skin checks to prevent breakdown and infections. 
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Role of Hospice and Palliative Services 
Home hospice: provides nurses, aides, social work, chaplaincy, equipment (bed, 

oxygen, commode), and 24/7 on-call support while the person remains at home. 

When to refer: frequent infections or hospitalizations, rapid functional decline, 

dependence in all ADLs, advanced dementia/psychosis, and when goals shift clearly 

to comfort over life-prolongation. 

Supporting the Care Partner 

Training and respite: teaching safe transfers, symptom monitoring, mouth care, and 

medication administration, plus scheduled respite and backup caregiving to avoid 

collapse of the home situation. 

Emotional and spiritual support: anticipatory grief, decision-making about 

CPR/hospitalization/feeding tubes, and bereavement support are central parts of 

high-quality end-stage home care. 

Hospice for Parkinson’s focuses on comfort, so medication plans aim to maintain 

enough dopaminergic therapy to ease rigidity while layering in standard hospice 

drugs for pain, agitation, breathlessness, nausea, and secretions. Exact regimens are 

individualized and require close input from neurology plus hospice or palliative 

specialists. 

Parkinson-Specific Medications Near End of Life 
Levodopa/carbidopa is usually continued (often as the last remaining PD drug) 

because it reduces rigidity and anxiety and is less likely than many adjuncts to 

worsen hallucinations or blood pressure. 

When swallowing is difficult, alternatives such as orally disintegrating levodopa 

tablets, transdermal rotigotine, or subcutaneous apomorphine may be considered, 

with caution about delirium and monitoring for side effects. 

Medications Commonly Used in Hospice PD 
Pain and dyspnea: low-dose opioids such as morphine are standard for 

musculoskeletal and central pain, breathlessness, and general end-of-life discomfort. 

Anxiety, agitation, terminal restlessness: subcutaneous or buccal midazolam is often 

first-line; low-dose quetiapine is preferred if an antipsychotic is needed because it 

has less dopamine-blocking effect. 
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Nausea and vomiting: ondansetron is recommended because it does not block 

dopamine receptors, avoiding worsening of motor symptoms; metoclopramide, 

haloperidol, and prochlorperazine are generally avoided. 

Terminal secretions (“death rattle”) and drooling: anticholinergic agents such as 

glycopyrrolate, hyoscine butylbromide, scopolamine patches, or atropine drops are 

commonly used. 

3. Drugs to Avoid or Use with Great Caution 
Dopamine-blocking antipsychotics and antiemetics (e.g., haloperidol, olanzapine, 

typical antipsychotics, metoclopramide) can significantly and sometimes 

irreversibly worsen rigidity and mobility and are generally avoided. 

Abrupt withdrawal of dopaminergic drugs can trigger severe rigidity, fever, and a 

neuroleptic-malignant-like syndrome, so any taper should be slow, monitored, and 

coordinated with neurology when possible. 

Practical Hospice-Kit Principles for PD 

Keep regimens as simple as possible, prioritizing: one dopaminergic backbone 

(often levodopa), one opioid for pain/dyspnea, one benzodiazepine for agitation, one 

anticholinergic for secretions, and a PD-safe antiemetic. 

Use non-oral routes (subcutaneous, transdermal, buccal, rectal) early when 

swallowing is unreliable, and document clearly which dopamine-blocking drugs 

should not be used for that patient. 

Signs and symptoms for Parkinson end stage 
End-stage Parkinson’s is marked by severe movement disability plus heavy 

non-motor and cognitive symptoms that usually require 24-hour care. These signs 

often guide conversations about hospice, goals of care, and staying at home versus 

facility care. 

Severe Motor Symptoms 

Profound stiffness and slowness (rigidity and bradykinesia) with loss of independent 

walking; most people need a wheelchair or become largely bed- or chair-bound. 

Marked balance and coordination problems, frequent falls, and “freezing” episodes 

when starting to walk or turning, despite optimal medication. 
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Swallowing, Nutrition, and Autonomic Changes 

Swallowing difficulty (dysphagia) with choking, coughing at meals, weight loss, 

dehydration, and high risk of aspiration pneumonia. 

Incontinence of bladder and often bowel, constipation, low blood pressure and 

orthostatic hypotension causing dizziness, near-faints, and additional falls 

Cognitive and Psychiatric Symptoms 

Cognitive decline progressing to dementia: worsening memory, slowed thinking, 

poor attention, and difficulty planning or following multi-step tasks. 

Hallucinations, delusions, agitation, and confusion, sometimes worsened by 

dopaminergic or psychoactive medications and often very distressing for families. 

Communication, Sleep, and Fatigue 

Very soft, trailing, or slurred speech and loss of facial expression, making 

communication effortful and sometimes hard to understand. 

Profound fatigue, excessive daytime sleepiness, insomnia, fragmented sleep, and 

vivid dreams or confusion at night. 

Functional Dependence and Complications 

Dependence in all activities of daily living: needing hands-on help with turning in 

bed, transfers, bathing, dressing, toileting, and eating. 

High risk of complications such as pressure sores, recurrent infections (especially 

aspiration pneumonia and UTIs), serious injuries from falls, and hospitalizations, 

which are major drivers of end-of-life decline. 

Home care for someone with dementia and Parkinson’s is challenging because you 

are managing both brain changes (memory, judgment, behavior) and movement 

problems (falls, stiffness, freezing), often with high caregiver strain and safety risks. 

Planning around these issues early makes it more realistic to keep the person at home 

and protect the caregiver’s health. 

Major problem areas 

Safety and falls: Parkinson’s increases falls due to balance, gait freezing, tremor, and 

slowed reflexes, and dementia adds poor judgment and unsafe decisions. Common 

home hazards include throw rugs, clutter, low lighting, stairs, and bathrooms without 

grab bars or non-slip surfaces. 
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Behavior and personality changes: Dementia often brings agitation, wandering, 

nighttime wakefulness, suspicion, or disinhibition, which can be frightening and 

exhausting for caregivers. In Parkinson’s dementia, hallucinations and delusions are 

particularly common and complicate care. 

Daily care (ADLs) burden: As both conditions progress, the person may need 

hands-on help with bathing, dressing, toileting, transfers, and eating, which is 

physically and emotionally demanding. Caregivers frequently report feeling 

unprepared for the physical strain and new routines. 

Medication complexity: Parkinson’s medications must be taken on a tight schedule 

to prevent “off” periods, and dementia makes self-management impossible, so 

caregivers must organize and supervise all doses. Polypharmacy also increases risk 

of side effects, confusion, and falls. 

Communication difficulties: Dementia impairs understanding and language, while 

Parkinson’s causes low, monotone speech and reduced facial expression, making it 

hard to know what the person wants or feels. This creates conflict, resistance to care, 

and misunderstandings. 

Caregiver strain and system gaps 

High stress and burnout: Caregivers of people with dementia and Parkinson’s report 

feeling overwhelmed, “at wit’s end,” with high rates of anxiety, depression, and 

health decline. Many sacrifice work, social life, and sleep, increasing risk of crisis 

and hospitalization for the person they care for. 

Limited respite and support: Key gaps include difficulty accessing respite, palliative 

care at home, and help navigating insurance and finances, despite very high needs. 

Caregivers often try to “do it all,” even though guidance stresses the need to share 

care and maintain their own health. 

Home care strategies that help 

• Make the home safer: 

• Remove clutter and loose rugs, coil cords, improve lighting, and keep 

walkways clear. 

• Install grab bars, handrails, shower chairs, raised toilet seats, and non-slip 

flooring; consider zero-entry showers. 

• Use door alarms or simple monitoring for wandering and have an emergency 

plan and contacts visible. 
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Structure the day and simplify tasks: 

• Use consistent routines for meals, medications, toileting, and rest, which 

reduces anxiety for both dementia and Parkinson’s. 

• Break tasks into small, cue-based steps and allow extra time; avoid rushing, 

which increases falls and agitation. 

Support communication and behavior: 

• Approach from the front, use short, simple sentences, and offer one choice at 

a time. 

• Respond to distress with reassurance and environmental changes (quiet, 

music, comfort), not argument or confrontation. 

Protecting the caregiver 

Get professional help early: Home health, PT/OT, speech therapy, and social work 

can teach safe transfers, home modifications, and community resource navigation. 

When possible, scheduled in-home aides, adult day programs, or respite stays reduce 

burnout and can delay nursing home placement. 

Use palliative and advance care planning: Many families lack guidance on 

prognosis, goals of care, and legal/financial planning, which increases crisis and 

conflict. Early palliative input can help with symptom control, realistic expectations, 

and decisions about when home care is no longer safe. 

Care for the care partner: Stress levels in long-term caregivers are very high, with 

40–70% experiencing extreme stress; self-care, peer support, and counseling reduce 

depression and improve health. Maintaining a good relationship with the person, 

even as roles change, is protective against caregiver depression. 

For the rest of your family, the strongest holistic strategy is a lifestyle “bundle”: 

Mediterranean/MIND-style eating, regular aerobic and strength exercise, good 

sleep, vascular risk control, social and cognitive engagement, and stress 

management. This same bundle lowers risk and likely slows progression of both 

dementia and Parkinson’s, even when there is family history. 

A concise, family-oriented blueprint you can adapt. 

No approach can guarantee prevention, but multiple mid- and late-life lifestyle 

factors together can substantially reduce dementia risk, even in people at high 

genetic risk. 
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A similar cluster of habits (especially exercise and diet quality) is associated with 

lower Parkinson’s risk and slower progression. 

Food pattern for brain & motor health 

Emphasize a mostly plant-based Mediterranean/MIND pattern: daily vegetables 

(especially leafy greens), other colorful produce, beans/lentils, nuts, seeds, whole 

grains, olive oil, and fish several times per week. 

Limit red/processed meats, refined grains, sugary foods/drinks, and highly processed 

snacks; this pattern is linked with up to ~23–53% lower dementia risk and slower 

Parkinson’s progression. 

Encourage fermented foods and fiber (for gut–brain axis), adequate hydration, and 

cautious supplement use; omega-3s and possibly CoQ10 may be helpful, whereas 

high-dose iron has been associated with faster PD progression. 

Movement, sleep, and stress 

Aim for at least 150 minutes/week of moderate aerobic activity plus 2 days/week of 

strength training; even 1 hour/week of moderate–vigorous exercise reduces 

Parkinson’s risk and supports cognition. 

Add balance, coordination, and rhythm activities (dance, tai chi, qigong), which 

support gait, motor control, and fall prevention and can be particularly valuable in 

Parkinson’s-prone families. 

Protect 7–9 hours of regular, good-quality sleep and address sleep apnea, insomnia, 

or REM behavior disorder, all of which are linked to cognitive decline; good sleep 

hygiene is a core modifiable factor for both conditions. 

Build daily stress-reduction practices (contemplative prayer, breathwork, nature 

walks, gratitude journaling, or mindfulness), which improve mood and autonomic 

balance in Parkinson’s and support long-term brain health. 

Vascular, metabolic, and toxin factors 

Aggressively manage “heart–brain” risks in midlife onward: blood pressure, 

cholesterol, blood sugar, obesity, smoking, and heavy alcohol use; controlling these 

clearly lowers dementia risk. 

Avoid tobacco; keep alcohol low or none, as harmful alcohol use is a dementia risk 

factor. 
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Minimize chronic exposure to pesticides, solvents, and heavy metals where possible, 

as environmental toxins are suspected contributors to Parkinson’s (e.g., use 

protective gear when gardening or working with chemicals). Evidence is emerging 

but consistent enough to justify a precautionary approach. 

Social, cognitive, and family-level steps 

Encourage ongoing cognitive challenge: learning languages, instruments, new 

dances, structured classes, teaching others, and complex hobbies, which are all 

linked to reduced dementia risk. 

Maintain rich social connections—family meals, faith community, dance groups, 

volunteer work—because frequent social contact is one of the seven habits 

associated with markedly lower dementia risk, even in people with diabetes. 

For a family with known dementia/Parkinson’s, consider: 

Periodic cognitive screening and gait/balance checks from midlife onward. 

Reviewing medications for anticholinergic burden and other brain-unfriendly 

effects. 

Creating shared rhythms: family walking groups, “Mediterranean night” dinners, 

and group spiritual or mindfulness practices to make changes sustainable. 

Several strong neurology options in the Bay Area focus on Alzheimer’s/dementias 

and Parkinson’s. Below are a few to consider, plus a quick note on how to choose 

among them based on your needs. 

Parkinson’s–focused neurologists 

UCSF Movement Disorders Clinic (San Francisco) – Academic subspecialty clinic 

focused on Parkinson’s and related movement disorders; offers multidisciplinary 

care, advanced treatments, and clinical trials. Address: 1651 4th St, Suite 232, San 

Francisco, CA 94158; Phone: (415) 353-2311. 

Melanie L. Wu, DO – Sutter Health (San Francisco) – Neurologist with excellent 

patient reviews referencing Parkinson’s care and clear explanations. Located at 1100 

Van Ness Ave, 6th Floor, San Francisco, CA 94109; Phone: (415) 600-7886. 

Jonathan S. Katz, MD – Sutter Health (San Francisco) – Neurologist with strong 

reviews, commonly consulted for complex neurology problems; same address as Dr. 

Wu, 1100 Van Ness Ave, 6th Floor, San Francisco, CA 94109; Phone: (415) 600-

3604. 
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Dementia / Alzheimer’s–oriented options 

Momentous Health | The Dementia Clinic (telehealth and Bay Area–oriented) – 

Dementia-focused practice with very high patient ratings, led by a dementia 

specialist neuropsychologist; useful for diagnosis, care planning, and caregiver 

guidance. Phone: (800) 679-1730. 

San Francisco Neurology and Sleep Center – General neurology and sleep clinic that 

can evaluate memory, sleep, and related neurologic complaints; Address: 950 

Stockton St, Suite 206, San Francisco, CA 94108; Phone: (415) 666-2536. 

For complex Alzheimer’s or mixed dementia/Parkinson’s cases, an academic 

memory clinic (for example, UCSF Memory and Aging Center) is often preferred; 

these centers typically provide detailed neurocognitive workups and access to 

clinical trials. 

How to choose and next steps 

For Parkinson’s management or second opinions, starting with a movement-disorder 

specialist (UCSF or a named movement specialist in a large system like Sutter) is 

usually best. 

For Alzheimer’s or dementia diagnosis/care plans, look for “memory clinic,” 

“behavioral neurologist,” or “dementia clinic” within UCSF, Stanford, PAMF/Sutter, 

or specialized private clinics like the one above. 

Before scheduling, confirm: 

They accept your insurance/Medicare and are taking new patients. 

Whether you prefer academic center (UCSF/Stanford) vs. community specialist 

(shorter wait, more relationship-based follow-up). 

Revocable living trusts 
Revocable living trusts are a core tool for dementia/Alzheimer’s planning because 

they let someone you choose manage assets seamlessly if you lose capacity, while 

avoiding probate later. The key is to set everything up early, while capacity is clearly 

intact, and to coordinate the trust with powers of attorney and dementia-specific 

directives. 

What a revocable living trust does 

A revocable living trust is created while you are alive; you keep control and can 

change or revoke it at any time while you have capacity. 
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You typically serve as initial trustee, and you name one or more successor trustees 

who step in to manage the trust property if you become incapacitated or when you 

die. 

The trust avoids probate for assets titled in the trust and provides a built-in 

mechanism for managing those assets if dementia progresses. 

2. Planning steps before dementia progresses 

Work with a California estate-planning / elder-law attorney 

Have explicit conversations about dementia risk, long-term care, and Medi-Cal or 

VA planning if relevant. 

Confirm you currently have legal capacity to sign (the attorney will document 

observations, which helps if capacity is later questioned). 

Design the trust with incapacity in mind 

Add clear incapacity provisions: who decides you are no longer able to act as trustee 

(one or two physicians, majority of named trusted persons, or a specified standard 

under California law) 

Spell out how a successor trustee takes over and what they may do for your benefit 

(pay for in-home care, assisted living, memory care, therapies, etc.). 

Fund the trust fully 

Retitle real estate, non-retirement investment accounts, and appropriate bank 

accounts into the name of the trust so they can be managed without a conservatorship 

later. 

Coordinate beneficiary designations on retirement accounts and life insurance with 

the overall plan. 

3. Documents to combine with the trust 

For dementia/Alzheimer’s, the trust works best as part of a package: 

Durable power of attorney (finances) – Authorizes your chosen agent to manage 

assets not in the trust and to work alongside the trustee during incapacity. 

Advance health care directive – Names a health-care agent and states medical 

treatment preferences; many experts now suggest adding a dementia-specific 

directive that describes your wishes at different dementia stages (hospitalization, 

feeding tubes, antibiotics, etc.). 
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HIPAA release – Lets your agents and successor trustee obtain medical information 

needed to document incapacity and coordinate care. 

4. Dementia-focused instructions inside the trust 

You can tailor the trust text to dementia realities, for example: 

Prioritize staying at home with paid caregivers as long as it is safe and affordable; 

authorize the trustee to hire and manage in-home care agencies. 

Give guidance on when to consider assisted living or memory care, and allow the 

trustee to use trust funds to secure an appropriate facility. 

Authorize payment for non-medical supports you care about (spiritual care, 

transportation to faith community, respite for family caregivers, geriatric care 

manager, etc.). 

5. Timing and capacity issues 

Making or revising a trust requires you to understand, in broad terms, what you own, 

who your family/beneficiaries are, and what the trust does with your property. 

Early-stage dementia does not automatically mean lack of capacity, but waiting too 

long risks challenges that could lead to court or conservatorship. 

If a diagnosis is already present, have the attorney document that you still meet 

California standards for capacity and, where possible, obtain supporting notes from 

your physician. 

6. Practical checklist for you (California, dementia-aware) 

Schedule a meeting with a California elder-law/estate-planning attorney and 

explicitly say you want a revocable living trust and incapacity plan centered on 

dementia/Alzheimer’s risk. 

Ask for a plan that includes: 

Revocable living trust with clear incapacity and care-instructions language. 

Durable power of attorney (broad enough for long-term-care and Medi-Cal planning 

if desired). 

Health-care directive plus a dementia-specific directive (you can bring forms such 

as the “Advance Directive for Dementia” or Dr. Gaster’s dementia directive to 

customize). 
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HIPAA releases and updated wills. 

Fully fund the trust and then hold a family meeting so successor trustees and agents 

understand your wishes for care, housing, and financial trade-offs as dementia 

progresses. 

In the last roughly five years of life, people with Alzheimer’s and Parkinson’s usually 

face a cluster of recurring medical and functional problems: progressive immobility, 

swallowing and nutrition issues, infections (especially pneumonia), falls and 

fractures, continence problems, and heavy non-motor symptoms like delirium, mood 

and sleep disturbance. These complications often interact with common age-related 

illnesses such as hypertension, heart disease, and diabetes, which further raise 

mortality risk 

Alzheimer’s: common issues in the final years 

Severe cognitive and communication decline 

Profound memory loss, disorientation, and loss of recognisable speech; many people 

become largely non-verbal and dependent for all activities of daily living. 

Limited ability to report pain or new symptoms, which makes under-treated 

discomfort, delirium, or depression common. 

Mobility loss and falls 

Gradual loss of ability to walk, then to sit unsupported or hold the head up; most 

people become chair- or bed-bound. 

Major fall risk earlier in this period, with fractures and head injury contributing to 

hospitalization, delirium, and accelerated decline. 

Swallowing, eating, and weight loss 

Difficulty chewing and swallowing, choking risk, and food or liquid going “down 

the wrong pipe” (aspiration), leading to aspiration pneumonia. 

Weight loss, dehydration, and malnutrition are very common as appetite and 

swallowing fade. 
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Infections and other medical complications 

Comorbid chronic diseases 

High prevalence of cardiovascular disease, hypertension, diabetes, stroke and other 

age-related illnesses, which roughly double 5-year mortality vs. peers without 

Alzheimer’s. 

Pneumonia repeatedly emerges as the single most common cause of death across 

dementia types, often triggered by aspiration and immobility. 

Parkinson’s: common issues in the final years 

Severe motor disability and falls 

Advanced gait freezing, rigidity, and postural instability; many people require 

wheelchairs or become largely bed- or chair-bound in stage 5 disease. 

Every high fall incidence (often 40–70% annually in advanced PD), with fractures 

and head injuries that drive loss of independence and nursing-home or hospice 

referral. 

Non-motor symptoms and cognitive decline 

Cognitive impairment or Parkinson’s dementia, hallucinations, delusions, anxiety, 

depression, and apathy; these non-motor symptoms are often as disabling as the 

motor features. 

Prominent sleep disturbance (insomnia, REM behaviour disorder), fatigue, and pain 

from stiffness or dystonia, all of which worsen caregiver strain. 

Swallowing, nutrition, and gastrointestinal issues 

Dysphagia (trouble swallowing) increases choking and aspiration pneumonia risk, 

similar to advanced Alzheimer’s. 

Slowed gastric emptying and constipation are very common, affecting medication 

absorption and comfort. 

Autonomic and continence problems 

Bladder urgency, frequency and incontinence, plus bowel dysfunction, often cause 

skin problems, infections, and social isolation. 

Orthostatic hypotension (blood-pressure drops when standing) leads to dizziness, 

fainting, and additional falls. 
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Infections and causes of death 

As in dementia, pneumonia and other infections are frequent terminal events, often 

after aspiration or prolonged immobility. 

Falls and resulting injuries (particularly hip fractures and head trauma) are strongly 

associated with mortality in late-stage Parkinson’s. 

Shared patterns across both diseases in the last 5 years 

High care needs and dependence – Nearly complete dependence for personal care 

(bathing, dressing, toileting, feeding), medication management, and transfers. 

Recurrent hospitalisations – For falls, fractures, delirium, heart disease, infections, 

or medication side effects; each hospitalisation tends to accelerate functional decline. 

Complications from comorbid conditions – Cardiovascular disease, diabetes, kidney 

disease, depression, and sensory losses (vision, hearing) are very common and add 

risk on top of the neurodegenerative illness. 

In late-stage Alzheimer’s, most people do not die from the dementia itself but from 

medical complications that the disease makes more likely. The leading immediate 

cause is pneumonia, especially aspiration pneumonia, followed by other infections, 

complications of immobility, and problems with eating and drinking. 

Leading immediate causes of death 

Pneumonia (especially aspiration pneumonia) 

Repeatedly identified as the most common proximate cause of death in people with 

Alzheimer’s and other dementias. 

Advanced Alzheimer’s impairs swallowing and cough, so food, liquids, or saliva 

enter the lungs, causing infection that frail bodies cannot clear. 

Other serious infections 

Urinary tract infections and infected pressure sores can progress to sepsis, which is 

frequently fatal in advanced dementia. 

Overall immune decline and immobility make it harder to survive common illnesses 

like influenza or COVID-19. 
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Complications of immobility and frailty 

Falls and fractures 

Poor balance and coordination increase fall risk; hip fractures and head injuries often 

lead to hospitalisation, surgery, complications, and death. 

Pressure ulcers and blood clots 

Being chair- or bed-bound causes pressure injuries that may become infected, and 

deep-vein thromboses that can lead to pulmonary embolism. 

Problems with eating and drinking 

Dehydration and malnutrition 

Loss of appetite, forgetting to eat, and severe swallowing problems lead to weight 

loss, dehydration, and general organ failure. 

Some people ultimately die from complications of not being able to take in enough 

food and fluid, even without a single dramatic event. 

Coexisting age-related illnesses 

Many have heart disease, stroke, diabetes, or cancer, which can be listed as the 

primary cause of death, with Alzheimer’s as a major contributing factor. 

Dementia roughly doubles mortality in older adults compared with those without 

dementia, partly because it amplifies the risks of these other conditions. 

Pneumonia risk is very high in advanced dementia because swallowing and cough 

reflexes fail, mobility and lung function decline, oral hygiene deteriorates, and 

immunity is weaker. Prevention focuses on reducing aspiration, improving mouth 

care, and avoiding high-risk feeding and medication practices, while balancing 

comfort and goals of care. 

Why pneumonia risk is so high 

Swallowing problems (dysphagia) and poor cough 

Most people with advanced dementia develop dysphagia and an impaired cough, so 

food, liquid, or saliva can enter the airway and not be fully cleared, causing 

aspiration pneumonia. 

Severe dementia, silent brain infarcts, and some psychotropic medications 

(especially antipsychotics) further slow the swallowing reflex and raise aspiration 

risk. 
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Poor oral hygiene and bacterial load 

Poor oral hygiene in dementia is strongly associated with pneumonia; oral bacteria 

aspirated into the lungs drive infection. 

Many nursing-home residents with dementia receive little or very brief mouth care, 

leading to heavy plaque, debris, and inflamed gums. 

Feeding problems and tube feeding 

Nearly 90% of people with advanced dementia have feeding difficulties, increasing 

malnutrition, aspiration, and death risk. 

Nasogastric tube feeding is associated with more aspiration pneumonia than careful 

hand feeding in advanced dementia, with similar survival. 

Practical prevention strategies for caregivers 

1. Safer eating and drinking 

Positioning and pace 

Sit the person fully upright (ideally 90°) for meals and keep them upright at least 30 

minutes afterward; this significantly reduces aspiration risk. 

Offer small bites, sip liquids between bites, avoid rushing, and reduce distractions 

(TV, loud conversations) during meals to lower mis-swallowing. 

Food and liquid texture 

Use speech-language pathology guidance to adjust textures (soft, minced, pureed, 

thickened liquids) based on a swallowing assessment. 

Avoid dry, crumbly, or mixed-texture foods (e.g., dry crackers, thin liquids over 

solids) that are harder to control in the mouth. 

Feeding approach 

Prioritize careful hand feeding in a calm setting; evidence suggests lower aspiration 

pneumonia rates than with nasogastric tube feeding in advanced dementia. 

Watch for aspiration signs (coughing, throat clearing, “wet” voice, breathing changes 

during or after meals) and get prompt swallowing reassessment if these increase. 
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2. Daily mouth care 

Regular, thorough oral hygiene 

Twice-daily tooth brushing, denture cleaning, and debris removal reduce pneumonia 

incidence in long-term-care residents, especially those with dementia. 

Structured programs such as “Mouth Care Without a Battle” have lowered 

pneumonia rates when staff receive training and dedicated oral-care time. 

Techniques for resistant behavior 

Approaches that reduce mouth-care resistance—eye-level positioning, calm tone, 

cueing, and letting the person do as much as possible—help sustain oral care and 

therefore lower pneumonia risk. 

3. Medication and risk-factor management 

Review high-risk medications 

Antipsychotics and other sedating drugs can prolong swallowing reflex latency and 

reduce consciousness, increasing aspiration risk; regular deprescribing reviews are 

recommended. 

Drugs that dry the mouth or worsen oral health (anticholinergics) can indirectly 

increase pneumonia risk via poor saliva and oral flora changes. 

Hydration, mobility, and lung health 

Adequate hydration and as much safe mobilization as possible support mucus 

clearance and lung function, lowering infection risk. 

Good skin care, turning schedules, and continence management also reduce the 

overall infection and frailty burden, which affects pneumonia outcomes. 

4. Feeding tubes and goals of care 

Realistic expectations about tubes 

Feeding tubes in advanced dementia usually do not prevent aspiration pneumonia, 

improve survival, or enhance comfort, and may increase pneumonia risk. 

Many geriatric and palliative societies recommend a focus on careful hand feeding 

and comfort over PEG/NG tubes in advanced dementia. 
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Aligning with advance directives 
Decisions about hospitalisation, IV antibiotics versus comfort-focused care, and 

feeding tubes should follow the person’s prior stated wishes and dementia-specific 

directives where available. 

Nonmotor complications in advanced Parkinson’s are often as disabling as the 

movement symptoms and usually dominate quality-of-life and caregiving needs. 

They cluster into cognitive/psychiatric, autonomic, sleep/fatigue, pain and sensory, 

and gastrointestinal/urinary domains. 

Cognitive and psychiatric complications 

Cognitive impairment and dementia 

Many people in late-stage PD develop major cognitive decline (Parkinson’s disease 

dementia) with slowed thinking, memory problems, poor attention, and executive 

dysfunction. 

This drives loss of independence, medication mismanagement, and higher risk of 

delirium with infections or hospitalizations. 

Psychosis and mood disorders 

Visual hallucinations, illusions, and delusions (often paranoid or misidentification) 

are common and may be worsened by dopaminergic therapy. 

Depression, anxiety, and apathy are highly prevalent and can be as debilitating as 

motor symptoms, affecting engagement in rehab and daily activities. 

Autonomic and cardiovascular complications 

Orthostatic hypotension and blood-pressure dysregulation 

Drops in blood pressure when standing cause dizziness, presyncope, fainting, and 

falls, especially in advanced disease or with medications that lower BP. 

Fluctuating blood pressure complicates management of hypertension and heart 

disease and limits safe dosing of dopaminergic drugs. 
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Bladder and sexual dysfunction 

Urinary urgency, frequency, nocturia, and incontinence are frequent and increase 

with disease severity, contributing to sleep disruption, UTIs, and skin breakdown. 

Erectile and sexual dysfunction are common autonomic manifestations that affect 

intimacy and mood. 

Sleep, fatigue, and alertness 

Insomnia and fragmented sleep 

Difficulty falling or staying asleep, frequent awakenings, and REM sleep behavior 

disorder (acting out dreams) are very common in advanced PD. 

Nocturia, pain, off-period rigidity, and hallucinations further fragment sleep. 

Excessive daytime sleepiness and fatigue 

Profound fatigue and daytime sleepiness affect a large proportion of patients and are 

strongly linked with motor fluctuations and dopaminergic treatment. 

Sudden sleep attacks can occur, posing safety risks for activities like eating, 

transfers, or car travel. 

Gastrointestinal and swallowing problems 

Constipation and GI dysmotility 

Slow gut transit and constipation are nearly universal and often severe in late PD, 

worsened by immobility, low fluid intake, and medications. 

Delayed gastric emptying (gastroparesis) alters levodopa absorption, causing erratic 

“on–off” responses and complicating dosing. 

Dysphagia (swallowing difficulty) 

Impaired swallowing leads to choking, prolonged meals, weight loss, and aspiration 

risk, contributing to pneumonia and hospitalizations. 

Combined with cognitive decline, dysphagia makes consistent nutrition and 

medication administration challenging. 

Pain, sensory, and other nonmotor issues 
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Pain and musculoskeletal discomfort 

Pain (musculoskeletal, dystonic, neuropathic, or central pain) is very common and 

tends to increase with disease stage. 

Off-period dystonia and rigidity can cause intense limb or axial pain, especially in 

early morning or dose-wearing-off periods. 

Sensory symptoms and other complaints 

Sensory changes (burning, tingling, paresthesias), sweating abnormalities, 

thermoregulation problems, and seborrheic skin issues can all be prominent. 

These nonmotor symptoms often fluctuate with medication cycles and may be 

reported by patients as more troublesome than their motor disability. 

Nonmotor complications in advanced Parkinson's disease 
Nonmotor complications in advanced Parkinson’s are often as disabling as the 

movement symptoms and usually dominate quality-of-life and caregiving needs. 

They cluster into cognitive/psychiatric, autonomic, sleep/fatigue, pain and sensory, 

and gastrointestinal/urinary domains. 

Cognitive and psychiatric complications 

Cognitive impairment and dementia 

Many people in late-stage PD develop major cognitive decline (Parkinson’s disease 

dementia) with slowed thinking, memory problems, poor attention, and executive 

dysfunction. 

This drives loss of independence, medication mismanagement, and higher risk of 

delirium with infections or hospitalizations. 

Psychosis and mood disorders 

Visual hallucinations, illusions, and delusions (often paranoid or misidentification) 

are common and may be worsened by dopaminergic therapy. 

Depression, anxiety, and apathy are highly prevalent and can be as debilitating as 

motor symptoms, affecting engagement in rehab and daily activities. 

Autonomic and cardiovascular complications 

Orthostatic hypotension and blood-pressure dysregulation 
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Drops in blood pressure when standing cause dizziness, presyncope, fainting, and 

falls, especially in advanced disease or with medications that lower BP. 

Fluctuating blood pressure complicates management of hypertension and heart 

disease and limits safe dosing of dopaminergic drugs. 

Bladder and sexual dysfunction 

Urinary urgency, frequency, nocturia, and incontinence are frequent and increase 

with disease severity, contributing to sleep disruption, UTIs, and skin breakdown. 

Erectile and sexual dysfunction are common autonomic manifestations that affect 

intimacy and mood. 

Sleep, fatigue, and alertness 

Insomnia and fragmented sleep 

Difficulty falling or staying asleep, frequent awakenings, and REM sleep behavior 

disorder (acting out dreams) are very common in advanced PD. 

Nocturia, pain, off-period rigidity, and hallucinations further fragment sleep. 

Excessive daytime sleepiness and fatigue 

Profound fatigue and daytime sleepiness affect a large proportion of patients and are 

strongly linked with motor fluctuations and dopaminergic treatment. 

Sudden sleep attacks can occur, posing safety risks for activities like eating, 

transfers, or car travel. 

Gastrointestinal and swallowing problems 

Constipation and GI dysmotility 

Slow gut transit and constipation are nearly universal and often severe in late PD, 

worsened by immobility, low fluid intake, and medications. 

Delayed gastric emptying (gastroparesis) alters levodopa absorption, causing erratic 

“on–off” responses and complicating dosing. 

Dysphagia (swallowing difficulty) 

Impaired swallowing leads to choking, prolonged meals, weight loss, and aspiration 

risk, contributing to pneumonia and hospitalizations. 
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Combined with cognitive decline, dysphagia makes consistent nutrition and 

medication administration challenging. 

Pain, sensory, and other nonmotor issues 

Pain and musculoskeletal discomfort 

Pain (musculoskeletal, dystonic, neuropathic, or central pain) is very common and 

tends to increase with disease stage. 

Off-period dystonia and rigidity can cause intense limb or axial pain, especially in 

early morning or dose-wearing-off periods 

Sensory symptoms and other complaints 

Sensory changes (burning, tingling, paresthesias), sweating abnormalities, 

thermoregulation problems, and seborrheic skin issues can all be prominent. 

These nonmotor symptoms often fluctuate with medication cycles and may be 

reported by patients as more troublesome than their motor disability. 

When Alzheimer’s and Parkinson’s overlap, urinary tract infections (UTIs) and other 

stressors often trigger sudden “step-downs” well before textbook end-stage, showing 

up as abrupt confusion, behavior change, and functional loss rather than new motor 

symptoms. In the last few years of life, recurrent UTIs, weight loss, swallowing 

troubles, more frequent infections, and increasing frailty usually signal that the 

person is entering a late or pre–end-stage pattern. 

How UTI shows up in combined Alzheimer’s–Parkinson’s 

Sudden cognitive and behavioral changes 

In people with dementia (Alzheimer’s or Parkinson’s dementia), UTIs often present 

as acute confusion, agitation, hallucinations, anxiety, or marked drowsiness rather 

than classic burning or frequency. 

In Parkinson’s, a UTI can abruptly worsen mobility, tremor, gait freezing, and falls, 

and can mimic permanent progression if not recognized and treated. 

Why UTIs are so common in PD + dementia 

Parkinson-related autonomic dysfunction causes bladder urgency, incomplete 

emptying, and retention; combined with cognitive impairment and poor self-care, 

this greatly raises UTI risk. 
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Frailty, incontinence, catheter use, and long-term-care residence add additional risk 

and are linked to recurrent infections and longer hospital stays. 

Early “red-flag” patterns before clear end-stage 

In a person with both Alzheimer’s-type dementia and Parkinson’s, these changes in 

the last 1–3 years often precede formal end-stage labels 

Recurrent infections, especially UTIs and pneumonia 

Increasing frequency of UTIs, respiratory infections, or skin infections from pressure 

injuries is a common pre-terminal trend in dementia. 

Each infection may leave the person at a lower baseline—more dependent, more 

confused, weaker—creating a stepwise decline. 

Rapid or unexplained functional decline 

New or sudden trouble walking, transferring, or swallowing; more frequent falls; or 

needing much more help with toileting, dressing, or eating after an infection episode. 

Caregivers may describe this as “they never quite bounced back” after a UTI, flu, or 

hospitalization. 

Weight loss and eating problems 

Noticeable, ongoing weight loss due to reduced appetite, forgetting to eat, difficulty 

feeding self, or new swallowing problems is strongly associated with advancing 

dementia. 

In PD, dysphagia and slow eating also raise aspiration and pneumonia risk, 

compounding decline. 

Increasing frailty and sleepiness 

More time spent in bed or in a chair, profound fatigue, and weaker voice or 

handshake; often accompanied by more daytime sleep and less engagement. 

These changes, together with dependence in nearly all ADLs and frequent infections, 

are typical markers that dementia is entering a late or terminal phase. 
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Practical implications for families and clinicians 

Always rule out infection with sudden change 

Any abrupt worsening in thinking, hallucinations, agitation, walking, or falls in 

someone with Alzheimer’s plus Parkinson’s should prompt a search for reversible 

triggers—UTI, pneumonia, dehydration, constipation, medication changes. 

Track the pattern over time 

A shift from “occasional” to frequent infections with incomplete recovery, plus 

weight loss and near-total dependence, is often the pivot from mid/late to clear pre–

end-stage. 

For both conditions starting “around 70,” average remaining lifespan is shortened 

but still often measured in years rather than months, with wide individual variation. 

Numbers below are population averages, not predictions for any one person. 

Male with Parkinson’s, onset around 70 
Large cohort and review data suggest that when Parkinson’s begins after 65–70, 

median survival is roughly 5–10 years from diagnosis, with many series centering 

near 7–9 years 

Compared with age-matched people without PD, a 70- to 75-year-old man with 

Parkinson’s typically has life expectancy shortened by about 3–6 years, depending 

on cognitive status, falls, heart disease, and overall health. 

Female with Alzheimer’s, onset around 70 
Meta-analyses and dementia cohorts show that women diagnosed with dementia or 

Alzheimer’s in their early 70s live on average about 6–8 additional years, with 

Alzheimer’s usually slightly longer-lived than other dementia types. 

One synthesis estimated women diagnosed with dementia at 70 have average 

survival close to 7–8 years, versus about 4–5 years if diagnosis occurs at 85; 

Alzheimer’s specifically tends to add roughly 1 extra year compared with 

non-Alzheimer dementias. 
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Key modifiers (both diseases) 

Better prognosis: later stage at diagnosis but otherwise robust health, strong vascular 

risk control, no major heart/lung disease, good mobility, and absence of dementia in 

early PD years. 

Shorter survival: early development of dementia or psychosis in PD, recurrent 

infections (pneumonia, UTIs), frequent falls or fractures, advanced heart disease, 

diabetes, or very rapid functional decline after diagnosis. 

Fungus, molds, bacteria, parasites and toxins found in Alzheimer and 
Parkinson life style 
Research does not identify a single “top” fungus, mold, bacterium, parasite, or toxin 

that universally causes Alzheimer’s or Parkinson’s, but several microbes and 

environmental toxicants are repeatedly associated with higher risk or faster decline. 

These act mainly through chronic inflammation, gut–brain and oral–brain axes, and 

direct neurotoxicity. 

Bacteria and oral microbes 

Periodontal/oral pathogens (Alzheimer’s focus) 

Chronic periodontitis and oral dysbiosis are linked with higher Alzheimer’s risk and 

faster cognitive decline, with repeated focus on Gram-negative species such as 

Porphyromonas gingivalis (Pg), Fusobacterium nucleatum, Prevotella intermedia, 

Veillonella parvula, and other periodontal complexes. 

Mechanisms include bacteremia and endotoxins crossing into the brain, triggering 

microglial activation, amyloid changes, and chronic low-grade systemic 

inflammation. 

Gut bacteria (Parkinson’s focus) 

Meta-analyses show consistent gut dysbiosis in Parkinson’s, with increased 

Streptococcus, Bifidobacterium, Lactobacillus, Akkermansia, Desulfovibrio, 

Enterococcus, and reduced short-chain-fatty-acid producers such as Roseburia, 

Faecalibacterium, Blautia, Lachnospira, and Prevotella. 

Specific taxa like Enterococcus faecalis, Helicobacter pylori, and Desulfovibrio 

have been associated with worse motor symptoms, inflammation, and possibly 

higher PD risk. 
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Fungi, molds, and the mycobiome:  

Parkinson’s 

A Nature study of fecal eukaryotic microbiota found altered fungal/eukaryotic 

profiles in PD (e.g., higher Geotrichum and lower Aspergillus/Penicillium-related 

sequences), suggesting a dysbiotic eukaryotic community, but causality is unclear 

and evidence is sparse. 

Another study reported that gut fungi overall are not clearly associated with PD, 

arguing against targeting gut fungi with antifungals as a primary strategy. 

Alzheimer’s 

Reviews of the “mycobiota–gut–brain” axis suggest fungi may modulate 

inflammation and gut barrier integrity, but no single fungus or mold has a confirmed 

causal role in Alzheimer’s; data are preliminary compared with bacteria. 

Environmental toxins and lifestyle exposures 

Parkinson’s: pesticides, solvents, and air pollution 

Strong epidemiologic links exist between PD risk and exposure to certain 

pesticides/herbicides: paraquat, rotenone, glyphosate, organochlorines, and others, 

particularly with agricultural or occupational use. 

Industrial solvents such as trichloroethylene (TCE) and polychlorinated biphenyls 

(PCBs), as well as some military-related exposures (e.g., Agent Orange), are 

repeatedly associated with higher PD incidence. 

Air pollution (fine particulates and some metals) is emerging as another modifiable 

PD risk factor. 

Alzheimer’s: air pollution and chronic inflammation 

Fine particulate air pollution and traffic-related pollutants are linked to increased 

dementia and Alzheimer’s risk, likely through oxidative stress and vascular plus 

neuroinflammatory pathways 

Periodontal toxins and chronic systemic inflammation from oral and possibly gut 

dysbiosis are being explored as lifestyle-related contributors. 
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Parasites 

Current human data do not support a major role for specific parasites as established 

drivers of typical late-life Alzheimer’s or Parkinson’s in high-income settings; most 

research focuses instead on bacteria, viruses, fungi, and environmental toxicants. 

Big-picture lifestyle implications 

Most supported risk-reduction targets so far are: 

Minimizing chronic pesticide/solvent exposure and improving air quality 

(occupational and residential). 

Maintaining good oral health and treating periodontitis to reduce systemic and brain 

inflammation risk relevant to Alzheimer’s. 

Supporting a diverse, anti-inflammatory gut microbiome (fiber-rich diet, 

plant-forward patterns, cautious antibiotic use), which appears especially relevant to 

Parkinson’s. 

Recent work reinforces that both Alzheimer’s and Parkinson’s are multifactorial 

diseases: age, genes, environment, immune response, and lifestyle all interact, rather 

than a single “cause.” 

Alzheimer’s: current causes picture 

Core brain changes (still central) 

Abnormal build-up of amyloid-beta plaques and tau tangles remains the primary 

pathological hallmark, with new 2024 reviews describing multiple interacting 

hypotheses: cholinergic deficit, amyloid, tau, neuroinflammation, oxidative stress, 

metals, insulin resistance, glutamate toxicity, microbiome, mitochondrial 

dysfunction, and impaired autophagy. 

New AI-guided work identified PHGDH as a causal gene in sporadic Alzheimer’s: 

altering PHGDH levels in mice and human brain organoids directly pushed disease 

progression up or down, suggesting a novel pathway beyond classic amyloid/tau. 

Genetics and immune/microglial pathways 

APOE4 and numerous other risk genes (over 20 loci) affect amyloid, tau, lipid 

metabolism, and especially microglial/immune responses; recent NIA reports 

emphasize microglial activation, lipid handling (e.g., ACSL1), and chronic 

neuroinflammation as key upstream drivers of neuronal death. 
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Most late-onset AD is not purely genetic: common variants modulate how the brain 

responds to aging, vascular injury, metabolic stress, and environmental insults. 

Extrinsic and lifestyle factors 

A 2024 Lancet-linked update adds untreated vision loss and high LDL cholesterol to 

the list of modifiable dementia risk factors, alongside midlife hypertension, obesity, 

hearing loss, smoking, excess alcohol, depression, social isolation, low education, 

physical inactivity, air pollution, and diabetes. 

Up to one-third of dementia/AD cases may be attributable to such modifiable 

environmental and lifestyle factors over the life course. 

Parkinson’s: current causes picture 

Alpha-synuclein and gut–brain axis 

Recent reviews emphasize misfolded α-synuclein aggregation (Lewy bodies) plus 

mitochondrial dysfunction, oxidative stress, and neuroinflammation as core 

mechanisms of dopaminergic neuron loss. 

Converging evidence supports a “body-first/gut-first” subtype: pathology may begin 

in the enteric nervous system and ascend via the vagus nerve; early non-motor signs 

like REM sleep behavior disorder, anosmia, and constipation are seen as prodromal 

markers. 

Gene–environment interaction model 

Only a minority of PD is caused solely by highly penetrant mutations (e.g., SNCA, 

LRRK2, PARK7, PINK1, VPS35); most cases reflect interactions between genetic 

susceptibility and environmental exposures. 

Recent etiologic reviews argue that environmental factors (pesticides, solvents, 

metals, air pollution, head trauma) are required for many genetic risks to become 

pathophysiologically relevant. 

Environmental toxins and epigenetics 
2024 and 2025 work highlights pesticides (e.g., paraquat, rotenone), 

trichloroethylene and related solvents, and other toxicants as strong PD risk factors; 

exposure can accelerate progression and appears to act via oxidative stress, 

mitochondrial damage, ferroptosis, and α-synuclein aggregation. 
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New studies identify characteristic DNA methylation patterns in PD patients’ blood 

that may serve as biomarkers of environmental exposures and disease risk, tying 

toxins to epigenetic changes. 

Shared themes across Alzheimer’s and Parkinson’s 
Multifactorial, with age as the main driver – Aging biology (mitochondrial decline, 

proteostasis failure, vascular damage, immune dysregulation) sets the stage; genes, 

toxins, infections, and lifestyle determine who crosses the clinical threshold. 

Neuroinflammation and immune dysregulation – Microglia, astrocytes, and 

peripheral immune signals are now seen as active participants in both AD and PD 

pathogenesis, not passive bystanders, and are major targets of ongoing trials. 

Gene–environment–lifestyle interaction – Current consensus is that neither genes 

nor environment alone explain most cases: combinations of genetic variants, lifetime 

vascular/metabolic health, educational/cognitive reserve, and specific 

environmental exposures shape risk and trajectory. 

High LDL (“bad”) cholesterol and untreated vision loss were formally added in 2024 

to the global list of modifiable dementia risk factors, bringing the total to 14 and 

raising the share of potentially preventable cases to about 45%. 

What the 2024 Lancet update found 

The 2024 Lancet Commission on dementia prevention reported “compelling new 

evidence” that: 

High LDL cholesterol from midlife onward, and 

Untreated vision loss in later life are each independently associated with higher 

dementia risk. 

With these two additions, the Commission now counts 14 modifiable risk factors, 

and estimates that addressing them could prevent or delay roughly 45% of dementia 

cases worldwide. 

High LDL cholesterol and dementia 
Having high LDL cholesterol in midlife (40s–60s) is linked to greater dementia risk 

later, partly by increasing strokes and vascular brain injury and possibly through 

direct effects on amyloid and neurodegeneration. 
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New work also suggests that greater year-to-year variability in LDL in older adults 

is associated with higher dementia and cognitive-decline risk compared with more 

stable levels. 

Vision loss and dementia 
Untreated visual impairment (cataracts, uncorrected refractive error, macular 

degeneration, etc.) is now recognized as an independent dementia risk, likely via 

reduced sensory input, social withdrawal, and less cognitive stimulation. 

Observational studies show that moderate–severe vision loss can roughly double 

dementia risk, and dual sensory loss (vision + hearing) raises risk further. 

Practical implications 

For cholesterol: midlife and later-life management of LDL with diet, exercise, and 

medications when indicated is now viewed as brain-protective as well as 

heart-protective. 

For vision: regular eye exams, timely cataract surgery, and appropriate glasses or 

low-vision aids are recommended as low-risk interventions that may meaningfully 

reduce dementia risk or slow cognitive decline. 

Early vision changes are being recognized in both Alzheimer’s and Parkinson’s, but 

the pattern 10 or so years before death in Parkinson’s is dominated by non-visual, 

nonmotor problems like constipation, sleep disorders, mood changes, autonomic 

symptoms, and subtle cognitive shifts, often years before severe motor disability 

appears. Visual issues in PD (including contrast, color, and other retinal changes) 

also show up early but are just one part of a broader prodromal “signature.” 

Vision loss: Alzheimer’s vs Parkinson’s 
In Alzheimer’s and other dementias, population data show that visual impairment is 

an independent risk factor for later dementia, and new work links mid-/late-life 

vision loss with higher incidence of cognitive decline. 

In Parkinson’s, retinal and visual-processing changes are also common and can 

appear early (reduced visual acuity, contrast sensitivity, color discrimination), and 

epidemiologic work suggests visual impairment roughly doubles future PD risk, but 

it is considered one of several prodromal or parallel features rather than a primary 

driver. 
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Common health issues in Parkinson’s roughly 10 years before death 
Because many people die 10–15 years after diagnosis, “about 10 years before death” 

often overlaps with prodromal and early–mid PD, when nonmotor symptoms are 

already present but may not yet be recognized as PD. Common issues include: 

1. Gut and autonomic symptoms 

Constipation and other GI changes 

Constipation is one of the earliest and most consistent prodromal signs; it can occur 

10–20 years before motor PD, with fewer than one bowel movement per day linked 

to about a threefold higher PD risk. 

Bladder/autonomic dysfunction 

Urinary urgency, nighttime urination, and subtle orthostatic symptoms 

(lightheadedness on standing) often show up well before clear motor disability and 

become more common as people move into mid-stage disease. 

2. Sleep and dream-enactment problems 

REM sleep behavior disorder (RBD) 

Acting out dreams, punching, kicking, or shouting in sleep is one of the strongest 

prodromal markers; cohorts with idiopathic RBD have very high conversion rates to 

synucleinopathies (PD, DLB, MSA) over 10–15 years. 

Insomnia and daytime sleepiness 

Fragmented sleep, difficulty staying asleep, and excessive daytime sleepiness 

become more prominent through the middle years of disease. 

3. Sensory and psychiatric symptoms 

Loss of smell (hyposmia/anosmia) 

Impaired olfaction is present in up to ~90% of people at PD diagnosis and often 

precedes it by years to decades. 

Mood disorders and subtle cognitive change 

Depression, anxiety, apathy, and mild cognitive impairment are frequent prodromal 

features and predict higher later dementia and mortality risk. 
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 Early visual and bulbar features 

Visual dysfunction 

Up to ~70% of PD patients report visual symptoms (reduced acuity, contrast, color, 

complex visual tasks) related to retinal α-synuclein deposition and cortical changes; 

these can appear early and may coexist with Alzheimer-type retinal changes in mixed 

pathology. 

Speech, swallowing, drooling 

Speech changes, drooling, and mild swallowing difficulty are among the more 

specific nonmotor features seen in established PD and may become noticeable in the 

decade before death as the disease advances. 

5. Function and “morbidity milestones” 

Longitudinal work suggests that morbidity milestones such as frequent falls, 

hallucinations, dementia, and nursing-home placement typically occur about 10–15 

years after diagnosis, and once several are present, median survival shortens 

markedly. 

Ten years before death, many individuals are in the transition from mid- to late-stage: 

clear motor PD with accumulating nonmotor burden but not yet fully bed- or 

chair-bound. 

Hallucinations are common in both Alzheimer’s and Parkinson’s as people move 

into the last decade of life, but they usually appear earlier and more prominently in 

Parkinson’s (and Lewy-body–type pathology) than in “pure” Alzheimer’s, where 

they tend to emerge later in the course. 

Alzheimer’s: timing and patterns 

How often and when 

Across the whole disease course, hallucinations (usually visual) occur in roughly 

20–30% of people with Alzheimer’s, with some series reporting 12–53% depending 

on stage and methods. 

Large longitudinal and autopsy cohorts show hallucinations are uncommon early and 

become more likely as dementia severity increases; by later stages (often within the 

last ~5–10 years of life), the odds rise substantially. 
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Clinical significance 10 years before death 

When hallucinations appear in Alzheimer’s, they are strongly associated with faster 

cognitive and functional decline, higher mortality, and often Lewy-body 

co-pathology, especially if they are complex visual hallucinations. 

In someone with long-standing AD, new visual hallucinations emerging in that “last 

decade” often signal either mixed AD + Lewy-body disease or a shift into a more 

neuropsychiatrically complicated late stage. 

Parkinson’s: timing and patterns 

How often and when 

In Parkinson’s disease, longitudinal studies show over half of patients eventually 

develop hallucinations or delusions; one 12-year study found 60% developed 

psychosis, with incidence and prevalence rising with disease duration. 

Visual hallucinations can begin earlier in the course, sometimes within a few years 

of motor diagnosis, and are often present well before 10 years prior to death, 

especially in older-onset PD or with higher dopaminergic doses and REM sleep 

behavior disorder. 

Clinical significance 10 years before death 
In PD, hallucinations (even mild “passage” or presence hallucinations) are a strong 

predictor of future Parkinson’s disease dementia and shorter time to dementia, and 

are closely tied to greater disability and need for care. 

By roughly a decade before death, many people with long-standing PD who will 

develop dementia have already begun to show intermittent visual hallucinations, 

illusions, or misperceptions, often fluctuating with medication state or infections. 

Shared late-life themes 

More common with mixed or Lewy pathology 

Early or prominent visual hallucinations (especially within the first years of 

dementia) point more to dementia with Lewy bodies or mixed AD–LBD than “pure” 

AD. 

In the later stages of dementia, differences between pathologies blur: hallucinations 

become more frequent across Alzheimer’s, mixed AD+LBD, and Lewy-body–
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predominant cases, such that by late life the odds of hallucinations may be similar 

across these groups. 

Association with worse outcomes 

In both Alzheimer’s and Parkinson’s, the emergence of hallucinations is associated 

with faster cognitive decline, higher institutionalization rates, heavier caregiver 

burden, and increased mortality risk. 

Dental problems become very common in both Alzheimer’s and Parkinson’s in the 

decade before death and strongly affect nutrition, aspiration-pneumonia risk, 

behavior, comfort, and quality of life. For both diseases, preserving oral health is 

one of the most powerful, underused levers families and teams have in the later 

years. 

Alzheimer’s: typical oral issues ~10 years before death 
As dementia progresses, people forget or refuse brushing, develop root and coronal 

caries, gingivitis/periodontitis, denture problems, dry mouth (meds), and untreated 

oral pain. 

Poor oral hygiene markedly increases oral bacterial load; those bacteria are 

aspirated, contributing to pneumonia, which is the leading cause of death in 

advanced dementia. 

Parkinson’s: typical oral issues ~10 years before death 
People with PD have worse oral health than peers: higher rates of caries, periodontal 

disease, tooth loss, xerostomia, burning mouth, jaw and masticatory dysfunction, 

drooling, and dysphagia. 

Motor symptoms (tremor, rigidity, bradykinesia), cognitive/mood changes, and 

saliva problems make effective self-care and dental visits difficult, so oral disease 

and debris accumulate over the later years. 

Shared downstream risks in the last decade 

Aspiration pneumonia: Strong observational data link poor oral health (plaque, 

caries, tooth loss, dentures not cleaned) to higher pneumonia incidence and mortality 

in frail older adults, especially with dementia or dysphagia. 

Malnutrition and weight loss: Oral pain, dry mouth, missing teeth, and ill-fitting 

dentures impair chewing and intake, compounding the dementia- and PD-related 

risks of weight loss, frailty, and sarcopenia. 
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Behavior and QoL: Unrecognized toothache or denture pain often presents as 

agitation, resistance to care, or “behavior problems,” and is consistently associated 

with poorer self-rated health and quality of life. 

What to emphasize 10 years out (both diseases) 
Daily assisted mouth care: Twice-daily brushing (teeth/dentures), debris removal 

after meals, and regular denture cleaning reduce pathogenic oral flora and are 

associated with lower pneumonia rates in dependent elders. 

Regular dental assessment: Aim for at least annual—ideally 6-monthly—dental 

checks while the person can still tolerate the chair, to extract hopeless teeth, adjust 

dentures, and manage xerostomia early. 

Swallowing and drooling management (esp. PD): Treat dysphagia, drooling, and dry 

mouth collaboratively (neurology, SLP, dentistry) because they sit at the intersection 

of oral disease, aspiration risk, and social withdrawal. 

In the last five years of life, blood pressure in both Alzheimer’s and Parkinson’s 

typically trends downward and becomes more unstable, but the patterns and clinical 

concerns differ: dementia is linked to a gradual fall in systolic blood pressure, while 

Parkinson’s is dominated by orthostatic hypotension and large position-related 

drops. 

Alzheimer’s / dementia: BP 5 years before death 

Falling systolic BP in late life 

Large trajectory studies show that people who develop dementia have higher systolic 

BP (SBP) from midlife into their 60s–70s, but then SBP declines more steeply in the 

years leading up to dementia and death than in cognitively intact peers. 

One 20-year analysis found sharper SBP declines in the last 10–3 years of life among 

people with dementia compared with those dying without dementia, independent of 

antihypertensive use. 

Low or fluctuating BP as a late marker 

By roughly five years before death, many people with moderate–severe dementia 

have lower average SBP and greater visit-to-visit variability, which correlates with 

faster cognitive decline and higher mortality. 
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Clinically, this often looks like: previous hypertension that now seems to “burn out,” 

more lightheadedness, and increased sensitivity to blood-pressure-lowering 

medications, especially when combined with weight loss and frailty. 

Parkinson’s: BP 5 years before death 

Orthostatic hypotension (OH) is central 

In Parkinson’s, autonomic failure leads to orthostatic hypotension (drop ≥20 mmHg 

SBP or ≥10 mmHg DBP when standing); prevalence estimates in PD are often 30–

50%, and one study found ~54% overall, higher with longer disease duration. 

OH in PD is linked to falls, syncope, cognitive decline, poorer quality of life, and 

higher mortality, and is considered a marker of more aggressive or diffuse disease 

(e.g., PD with early dementia, MSA, DLB). 

Trajectory in the last years 

Trajectory analyses show that PD patients who develop persistent OH or large 

supine-to-standing BP drops have significantly higher 4- to 5-year mortality, even 

after adjusting for age and disease severity. 

Five years before death, many individuals with advanced PD have: 

Relatively normal or high supine BP, especially at night. 

Marked BP falls on standing or during transfers, causing dizziness, fatigue, 

“coat-hanger” neck pain, and falls. 

Shared late-life BP themes (both conditions) 

From midlife hypertension to late-life vulnerability 

High BP in midlife raises dementia and PD risk; later, as neurodegeneration and 

frailty advance, SBP often drifts downward and becomes more labile, with low and 

fluctuating BP associated with worse outcomes. 

Clinical implications in the last 5 years 
Over-aggressive BP lowering in very frail, late-stage Alzheimer’s or Parkinson’s can 

worsen cerebral perfusion, falls, and cognitive symptoms; many geriatric and 

palliative teams individualize targets and sometimes relax BP goals in this window. 

Aggressive or combative behavior can appear in the last 5 years of life in both 

Alzheimer’s and Parkinson’s disease dementia, but it usually has different drivers 

and “flavors”: Alzheimer’s aggression is often tied to confusion and personal care, 
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while Parkinson’s dementia aggression is more linked to frustration, hallucinations, 

and medication or fluctuation effects. In both, aggression tends to worsen caregiver 

burden and often signals that the person is entering a later or more complex stage. 

Patterns in late Alzheimer’s 

In Alzheimer’s and other dementias, aggression often emerges in the middle to late 

stages and is commonly seen in the final years. 

Behaviors include yelling, swearing, hitting, pushing away caregivers during 

bathing or dressing, and “sundowning” agitation late in the day. 

Triggers are usually fear, confusion, pain, feeling rushed with care, or 

overstimulation rather than deliberate intent to harm. 

Patterns in Parkinson’s dementia 

In Parkinson’s disease dementia (PDD), people can become agitated, irritable, or 

aggressive, with verbal outbursts and sometimes physical contact (scratching, 

pushing, kicking, hitting). 

A qualitative study of Parkinson’s disease–related disorders (PDRD) shows 

aggression ranging from verbal abuse to threats of physical violence, often tied to 

frustration with loss of function, cognitive fluctuations, hallucinations, depression, 

and anxiety. 

Not everyone with Parkinson’s develops dementia or aggression, but when present 

it can be strongly linked to medication effects (dopaminergic drugs), psychosis, and 

“off” periods. 

Direct comparison: Alzheimer’s vs Parkinson’s (last ~5 years) 

Aspect Alzheimer’s (late stage) Parkinson’s with dementia 

(late stage) 

Typical 

timing of 

aggression 

Often appears middle–late 

stages; common as dementia 

becomes severe. 

Often emerges when cognitive 

decline, hallucinations, or severe 

motor disability are present; not 

universal. 
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Main form 

of 

aggression 

More likely to be physical 

during hands-on care 

(pushing, hitting, grabbing) 

plus verbal outbursts. 

Verbal aggression (shouting, 

swearing, name-calling) is very 

common; physical aggression 

can occur but may be less 

frequent and often tied to intense 

frustration or psychosis. 

Usual 

triggers 

Confusion, fear, 

misinterpreting care, pain, 

constipation, infection, 

overstimulation, and late-day 

“sundowning.” 

Frustration with loss of motor 

ability, cognitive fluctuations, 

hallucinations/delusions, anxiety, 

depression, and side-effects or 

wearing-off of dopaminergic 

meds. 

Underlying 

drivers 

Global cognitive failure, 

impaired judgment, loss of 

orientation and language; the 

person often does not 

understand what is 

happening. 

Mix of motor burden, 

dopamine-related brain changes, 

limbic involvement, and 

dementia; aggression seen as a 

reaction to disease-related losses 

and psychosis. 

Course in 

last years 

Episodes can become more 

frequent but may also fade as 

the person loses strength, 

speech, and initiative; 

resistance to care remains 

common. 

May fluctuate with “on/off” 

motor cycles and with 

hallucination severity; can lessen 

if triggering meds are adjusted, 

but may persist if psychosis or 

severe distress continue. 

Impact on 

caregivers 

High injury risk during 

personal care; often a key 

reason for nursing-home 

placement. 

High emotional toll from verbal 

abuse and threats plus fall risk; 

caregivers often report feeling 

unprepared to manage 

aggression. 

Practical meaning for the last 5 years 
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In late Alzheimer’s, aggression is often a behavioral communication of fear, 

discomfort, or confusion around basic care; gentler routines, pain/infection 

treatment, and environmental calming can reduce episodes. 

In late Parkinson’s with dementia, aggression frequently reflects a layered mix of 

motor frustration, hallucinations, mood/anxiety, and medication effects; 

management usually includes medication review (dopaminergic and antipsychotics), 

mood treatment, and structured, low-stress routines. 

For both diagnoses in the last 5 years, recurrent aggression plus infections, weight 

loss, and near-total dependence are strong signals to discuss goals of care, safety, 

and whether palliative or hospice support is appropriate. 

Aggression and sundowning in dementia usually come from brain changes plus 

unmet physical or emotional needs, not “personality,” and are often reactions to pain, 

confusion, fatigue, or overload. Understanding those drivers helps shift the response 

from confrontation to investigation and comfort. 

Why aggression happens 

Brain and cognition changes 

Damage in frontal and limbic areas impairs judgment, impulse control, and 

emotional regulation, so small stresses can trigger outsized anger or fear responses. 

Memory loss and disorientation mean the person may not recognize caregivers, 

understand instructions, or grasp why hands-on care is happening, which is 

experienced as threat. 

Physical discomfort or illness 

Pain (arthritis, injury), infections (especially UTI), constipation, urinary retention, 

breathing difficulty, or being too hot/cold commonly drive agitation and aggression 

because the person cannot explain what hurts. 

Hunger, thirst, needing the toilet, or wet/soiled briefs cause distress and lashing out, 

especially during toileting, bathing, or transfers. 

Environmental and communication triggers 

Noise, clutter, crowds, rushed care, frequent staff changes, or hospital moves can 

overwhelm limited coping capacity and provoke aggressive behavior. 
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Complex instructions, lots of questions, correcting or arguing, and visible caregiver 

stress increase confusion and fear, which often presents as hitting, grabbing, or 

yelling. 

 

What causes sundowning specifically 

Circadian rhythm and brain changes 

Degeneration of the suprachiasmatic nucleus and reduced melatonin disrupt the 

internal body clock, so sleep–wake cycles and evening arousal are abnormal in 

Alzheimer’s and related dementias. 

Changes in body temperature rhythms, neurotransmitters, and sleep architecture 

(fragmented sleep, REM and non-REM disruption) are all implicated in late-day 

confusion and agitation. 

Light, fatigue, and daily load 

Low natural light exposure and shorter daylight (fall–winter) are associated with 

more sundowning, likely because weaker light cues worsen circadian misalignment. 

Mental and physical exhaustion after a busy or overstimulating day, combined with 

caregiver shift change, noise, and routines like meds or toileting, commonly trigger 

late-afternoon restlessness and agitation. 

Unmet needs and emotional factors 

Tiredness, hunger, pain, loneliness, fear, and a sense of loss of control often peak 

later in the day and show up as pacing, calling out, or aggression rather than clear 

requests. 

The person may also be picking up on caregiver fatigue and stress in the evening, 

which heightens their own anxiety and sundowning behaviors. 

Putting it together for care 

Aggression and sundowning are usually signals of something wrong (pain, overload, 

fear, circadian disruption) rather than “meanness,” so the first step is always to look 

for and treat causes. 

For many families, a structured day, good daylight exposure, simplified 

communication, quiet evenings, and proactive pain/constipation/infection 

management markedly reduce both aggression and sundowning episodes. 
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Preventing sundowning in Alzheimer’s focuses on protecting the body clock, 

reducing late-day stress, and meeting basic needs before evening so the brain is less 

overloaded. Small environmental and routine changes across the whole day usually 

help more than any single “nighttime fix.” 

Anchor the daily routine 

Keep a predictable schedule for waking, meals, activities, and bedtime so there are 

few surprises or last-minute demands in late afternoon. 

Book medical visits, bathing, and “big” tasks in the morning or early afternoon, 

when the person is more alert and less irritable. 

Use light and activity strategically 

Ensure strong daytime light: time outdoors or near a bright window in the 

morning/early afternoon to strengthen circadian rhythm and reduce evening 

confusion. 

Encourage gentle physical and simple mental activity (walking, stretching, sorting, 

music) during the day, but avoid exhausting the person; keep naps short and earlier, 

not late afternoon. 

Create a calming evening environment 

As afternoon turns to evening, deliberately “downshift”: lower noise, turn off TV or 

limit to calm programs, avoid visitors or chaotic chores, and keep conversations 

simple and reassuring. 

Use comfortable, soft lighting (no deep shadows or bright glare), maintain a familiar 

temperature, and keep only a few comforting items in view to reduce visual 

confusion. 

Manage food, drinks, and sleep hygiene 

Avoid caffeine, nicotine, and alcohol after morning, and limit sugar later in the day 

since they all worsen sleep and evening agitation. 

Keep a light, early supper; offer a small bedtime snack and regular toileting schedule 

so the person is not hungry, uncomfortable, or up repeatedly at night. 

Anticipate triggers and use soothing cues 

Watch for patterns: note time of day, activities, and environments that precede 

sundowning, then proactively simplify those windows and meet needs (pain, 

toileting, temperature, loneliness) in advance. 
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Use calming cues that work for that person: quiet music, prayer or familiar phrases, 

hand massage, photo albums, or a brief walk together; if episodes persist, discuss 

light therapy, melatonin, or medications with the clinician. 

In late-stage Parkinson’s with dementia or psychosis, quetiapine (Seroquel) is 

generally used as a gentler antipsychotic to calm hallucinations and severe agitation 

with less motor worsening, while lorazepam (Ativan) is a short-acting sedative used 

sparingly for acute anxiety or agitation because of high risks of confusion, falls, and 

paradoxical agitation in frail elders. In hospice-type end-stage care, the “better” drug 

depends on the symptom target (psychosis vs panic), the person’s fall risk and 

cognition, and goals of comfort vs alertness, and always requires prescriber 

oversight. 

Seroquel (quetiapine) in late Parkinson’s 

Main role and benefits 

Atypical antipsychotic used off-label to treat Parkinson’s disease psychosis 

(hallucinations, delusions) and severe behavioral disturbance; preferred over typical 

antipsychotics because it has relatively little dopamine blockade. 

Open-label series and reviews suggest improvement of psychosis in a substantial 

proportion of PD patients, with generally minimal average impact on motor scores 

when dosed low and titrated slowly. 

Risks and cautions in end stage 

Can cause sedation, orthostatic hypotension, QT prolongation, and, in some patients 

(especially with dementia), worsening parkinsonism or falls; antipsychotics carry an 

increased mortality warning in dementia-related psychosis. 

Palliative and hospice guidance for advanced PD often lists quetiapine (or 

clozapine/pimavanserin where available) as a preferred agent when psychosis 

persists after dopaminergic dose reduction, starting very low (e.g., 12.5–25 mg) and 

using the smallest effective dose. 

Lorazepam in late Parkinson’s 

Main role and benefits 

Short-acting benzodiazepine sometimes used for acute anxiety, severe distress, or 

short-term agitation (e.g., panic during off periods, terminal restlessness), especially 

when rapid calming is needed. 
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Has relatively straightforward metabolism (glucuronidation), so it is often the 

benzodiazepine of choice if one is absolutely required in older adults or those with 

complex medication regimens. 

Risks and cautions in end stage 

In PD and dementia, benzodiazepines can worsen confusion, balance, and cognition, 

and are linked to sedation, gait instability, and falls; paradoxical disinhibition or 

increased agitation can also occur. 

Palliative and dementia-behavior guidelines recommend avoiding routine or 

long-term benzodiazepines in frail elders, keeping any lorazepam dose low and 

intermittent, and reassessing frequently. 

Side-by-side: Seroquel vs lorazepam in late-stage Parkinson’s 

Feature Seroquel (quetiapine) Lorazepam (Ativan) 

Primary target 

symptom 

Persistent psychosis 

(hallucinations, delusions) 

and chronic behavioral 

disturbance. 

Acute anxiety, panic, 

terminal agitation; 

sometimes short-term 

“rescue” for severe agitation. 

Motor symptom 

effect 

Generally minimal motor 

worsening on average when 

dosed carefully; some 

demented PD patients do 

worsen. 

May increase gait instability 

and falls through sedation, 

ataxia, and hypotension; no 

direct dopamine blockade but 

worsens overall mobility 

safety. 

Cognitive/behavioral 

effect 

Can reduce hallucinations 

and psychosis but may cause 

sedation, confusion, or 

apathy at higher doses. 

High risk of sedation, 

delirium, memory 

impairment, and paradoxical 

disinhibition or aggression in 

dementia; best kept 

short-term and low-dose. 
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Use in advanced PD 

/ hospice 

Frequently recommended as 

first-line or preferred 

antipsychotic (with 

clozapine/pimavanserin) 

when psychosis limits 

comfort, using the lowest 

effective dose. 

Common in hospice 

generally, but PD-specific 

and dementia guidelines urge 

great caution; consider only 

when other measures and 

antipsychotics are 

insufficient or inappropriate. 

Overall role 

Ongoing “background” 

control of 

psychosis/behavior, part of a 

longer-term comfort plan. 

“Rescue” or bridging 

medication for acute distress; 

not ideal as the main 

long-term behavior strategy. 

 

Practical framing for last-stage decisions 

When hallucinations/delusions and related aggression or distress are the main 

problem, a low-dose antipsychotic such as quetiapine is usually favored over 

benzodiazepines in advanced Parkinson’s, provided cardiac, fall, and sedation risks 

are watched closely. 

When short bursts of severe anxiety, panic, or terminal restlessness dominate despite 

other measures, very low-dose lorazepam may be added as an as-needed medication, 

with caregivers warned to watch for over-sedation, falls, and paradoxical agitation. 

Long-term care (LTC) insurance can pay for Parkinson’s and dementia care for 

anywhere from about 2 years to lifetime, depending entirely on the benefit period 

and total benefit pool chosen in the contract, not on the specific diagnosis. Most 

traditional policies are written for 2–5 years of benefits, while some go to 6–10 years 

or lifetime, and benefits stop when the pool is used up or the maximum period is 

reached. 

How long LTC benefits can last 

Typical individual LTC policies let you pick a benefit period (e.g., 2, 3, 5 years, 

sometimes 6–10 years or lifetime) plus a daily or monthly dollar amount; the product 

of those gives a “benefit pool” that can stretch longer if you use less than the 

maximum per day. 
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Once the pool is exhausted or the stated benefit period ends, payments stop even if 

the person still needs care, which is a key risk for long-duration conditions like 

Parkinson’s disease and Alzheimer’s. 

Relevance to Parkinson’s and dementia 
Policies typically pay as long as the person meets “chronically ill” triggers (needing 

help with 2+ ADLs or having severe cognitive impairment) and is within the benefit 

period and dollar cap; Parkinson’s and dementia are covered conditions if the policy 

was issued before significant symptoms. 

Because dementia-related care often exceeds three years and about 1 in 5 older adults 

need care for more than five years, advisors often suggest at least 3–5 years of 

coverage, and more if there is strong family history of Parkinson’s or Alzheimer’s. 

Underwriting and timing issues 

New LTC coverage is usually not available once someone already has clear 

Parkinson’s disease or moderate dementia; many insurers list progressive neurologic 

disease or significant cognitive impairment as disqualifying conditions. 

Planning is therefore front-loaded: policies should ideally be purchased in the 50s–

early 60s, before Parkinson’s or dementia is diagnosed or before cognitive testing 

shows impairment. 

How this plays out practically 

For a person with mid-life Parkinson’s or early cognitive symptoms who already has 

LTC, the policy can fund home care, assisted living, or nursing home care up to the 

contract’s pool; many dementia patients move to nursing homes about 2–4 years 

after diagnosis and then remain 2–3 years, so a 5- to 6-year benefit can cover much 

of that trajectory if triggered early. 

For someone now in late-stage Parkinson’s or dementia without existing coverage, 

the focus usually shifts from new LTC insurance to other strategies: Medicaid 

planning, VA benefits, hybrid life/LTC already in place, or private pay plus family 

caregiving. 

Because women on average need long-term care longer than men (roughly 3.5–3.7 

years vs about 2.2–2.5 years), many planners favor a somewhat longer benefit period 

for women, especially if single, and a solid mid-range period for men. The exact 

“best” period still depends more on marital status, assets, family support, and health 

than on gender alone. 
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How long care lasts: women vs men 

Studies from HHS/ACL and insurers show average long-term care use of about 3.6–

3.7 years for women and about 2.2–2.5 years for men; around 20–26% of women 

and about 20% of all seniors need care 5+ years. 

Women are more likely to reach very old ages, live alone, and spend more time with 

disability, which is why they need paid care more often and for longer than men. 

Typical benefit period choices 

Insurers today most commonly sell LTC policies with 2-, 3-, 4-, or 5-year benefit 

periods; lifetime/unlimited is rare and expensive. 

Because benefits are really a pool of money, using less than the maximum 

daily/monthly benefit can stretch a 3- or 5-year design longer in practice. 

Practical rules of thumb 

For many men, a 3- to 4-year benefit period often matches average need, especially 

if married or partnered (spouse can provide part of the care and widower risk window 

is shorter). 

For many women, especially single/divorced/widowed or with strong family history 

of dementia/Parkinson’s, a 5-year (or at least 4-year) benefit period better reflects 

the higher odds of extended care and of spending final years alone. 

When to go longer than averages 

A longer benefit period (5+ years or a larger benefit pool) is more compelling if there 

is: early or strong dementia/Parkinson’s family history, high net worth to protect, 

single status, or a desire to fund higher-end assisted living/memory care rather than 

rely on Medicaid. 

Where budget is tight, some advisors favor a 3-year core benefit with good inflation 

protection, then layer in other strategies (home equity, annuities, family caregiving) 

for tail risk beyond the policy period 



73 

 

Stories from people living with end-stage Parkinson’s and their families often center 

on three themes: heavy physical decline, intense caregiving demands, and a 

surprising mix of grief, love, and relief in the very last days. 

What late stage looks like 

In many stories, walking fades quickly over months, then people become 

wheelchair-bound and finally mostly bed- or chair-bound, needing help with all care 

and often losing bladder and bowel control. Swallowing problems, choking on food 

or saliva, and recurrent lung infections are common, and families describe these as 

the “way it ends” when aspiration pneumonia develops. 

Non-motor symptoms are often as hard as the movement problems, with 

hallucinations, confusion, and sometimes Parkinson’s dementia changing 

personality and reality-testing. Caregivers frequently say the person they love seems 

“different” or “not themselves,” especially when psychosis or severe cognitive 

decline appears in the last year or two. 

Caregiver voices and emotions 

One widow described her husband’s final year: hallucinations began in the fall, 

walking deteriorated, by Thanksgiving he was in a wheelchair, by Christmas he 

needed help to get out of bed, and he lost bladder control; he died a few months later 

after becoming comatose and spiking a high fever in his last 24 hours. She wrote of 

feeling both guilt and relief when his suffering ended, a dual emotion echoed in many 

caregiver accounts. 

Research interviews with families of nursing-home residents in late-stage 

Parkinson’s show deep closeness but also ambivalence: relatives know death is near 

but still hope for improvement and rarely talk in terms of a “good death,” even 

though they are in a palliative phase. Caregivers often feel “in charge” alone, 

sometimes estranged from other family members who do not visit, and worry 

constantly about whether they are doing enough. 

Hospice and the last days 

Families who call hospice often say it turns chaotic, frightening symptoms into 

calmer, more peaceful weeks, with better symptom control and support at home or 

in a facility. Typical last-days descriptions include: more sleep, very little eating or 

drinking, irregular or noisy breathing, cool extremities, and eventually a period of 

unresponsiveness where families sit nearby, hold hands, pray, talk, or play familiar 

music until death.\ 



74 

 

 

Some caregivers recount frightening episodes—panic attacks triggered by 

hallucinations or visitors, or severe breathing sounds from lung infection—that 

hospice teams help manage with medications and reassurance. Others remember 

quieter endings, with their loved one seemingly aware but unable to interact, dying 

during the night or early morning after a brief final surge of fever or labored 

breathing. 

Meaning, endurance, and life after 

Narrative studies of Parkinson’s palliative care emphasize that telling and hearing 

these stories helps families find meaning, feel less alone, and integrate the long 

caregiving journey into their own life story. Many caregivers later describe 

themselves as “warriors” or advocates, having endured years of 24/7 care, and then 

needing time, grief work, and often support groups or counseling to rebuild life after 

caregiving ends. 

Alzheimer’s and Parkinson’s caregiving both demand skill, patience, and systems, 

but the “lessons learned” tend to cluster around a few recurring themes: 

person-centered routines, safety and mobility support, communication adaptations, 

and caregiver self-preservation. Below are distilled, practice-level insights that apply 

across both conditions, plus a few disease-specific nuances. 

Anchor everything in routine 

Consistent daily rhythms (meals, meds, toileting, activities, bedtime) reduce 

agitation in dementia and provide structure for Parkinson’s motor fluctuations. 

Break tasks into single, simple steps (e.g., “stand up… now hold the toothbrush”) 

and allow extra time, rather than rushing or correcting. 

Keep the environment and caregiver team as consistent as possible; change one thing 

at a time when adjustments are needed. 

Prioritize safety, mobility, and function 

In Parkinson’s, medication timing is critical; small delays can markedly worsen 

stiffness, freezing, and fall risk. 

Build a safer home: grab bars, non-slip flooring, good lighting, clear walkways, 

chairs with arms, and adaptive tools like weighted utensils or lift chairs. 
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For dementia (including Parkinson’s dementia), make activities of daily living as 

easy as possible with laid-out clothes, visual cues, and simplifying choices (two 

shirts, not a full closet). 

Communicate to connect, not to correct 

Use short sentences, calm tone, eye contact, and one question at a time; avoid 

arguing about facts or trying to force insight into deficits. 

Reassure, then redirect: validate feelings (“You’re worried about…”) and gently 

shift to a comforting activity, rather than confronting delusions or repetitive 

questions. 

In Parkinson’s, remember that facial masking and soft speech can hide how the 

person feels; allow pauses, listen closely, and don’t mistake reduced expression for 

disinterest. 

Preserve identity and joy 

Tailor activities to lifelong interests—music, gardening, faith practices, simple 

cooking, or folding laundry—rather than generic “activities.” 

Involve the person in decisions and tasks at whatever level is still possible; offer 

choices, but keep them limited to avoid overwhelm. 

For Parkinson’s, gently encourage movement (walking, stretching, chair yoga, 

dance) and social contact to support mood, mobility, and dignity. 

Guard the caregiver’s health and support system 

Caregivers are the “invisible backbone” of dementia care and are at high risk of 

burnout; proactive respite, counseling, and support groups are protective, not 

optional. 

Learn to ask for and accept help early (family, church, volunteers, day programs, 

home health), and be realistic about what can be done at home versus when facility 

care is safer. 

Build personal coping routines—sleep, movement, prayer/meditation, journaling, 

and regular time away—to maintain emotional and spiritual strength over the long 

haul. 
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Most dementia behaviors can be eased by treating them as communication, not 

defiance, and responding with calm reassurance, structured routine, and targeted 

non-drug strategies before considering medications. The aim is to prevent behaviors 

when possible, decode triggers when they occur, and protect dignity and safety for 

both the person and the caregiver. 

Ground rules: how to think about behaviors 

Behaviors (wandering, agitation, repeating, aggression, refusal) are usually 

responses to pain, fear, confusion, boredom, or sensory overload, not “bad behavior.” 

Non-pharmacologic approaches (education, environment changes, meaningful 

activities, sensory therapies) are recommended as first-line because they are safer 

and often more effective for mild to moderate symptoms. 

The “Four R’s” core framework 

Reassure: Use a calm tone, simple words, and supportive body language; validate 

emotions (“You’re worried about…”) rather than arguing facts. 

Routine: Keep days predictable—regular times for meals, toileting, activity, and 

rest—which reduces anxiety, sundowning, and “out of the blue” behaviors. 

Reminisce: Engage the person with long-term memories (music, stories, faith, 

photos) to soothe and redirect when they are distressed or “living in the past.” 

Redirect: Gently shift attention to another topic or simple task (walk, folding towels, 

snack, music) instead of correcting or confronting. 

Practical steps for common behaviors 

Agitation, aggression, sundowning 

Look for triggers: pain, constipation, infection, hunger, noise, too many demands, or 

fatigue. 

Lower stimulation (lights, TV, visitors), speak slowly, give space, and offer a 

comforting activity or quiet presence; increase light in late afternoon to reduce 

sundowning. 

Repetitive questions, “going home,” or accusations 

Answer briefly, then redirect to a safe, familiar topic or activity; asking them to 

“remember” usually worsens frustration. 
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Validate the feeling (“You miss home; it was special”) and reminisce with photos, 

music, or prayer tied to that time. 

Wandering, pacing, exit-seeking 

Provide safe spaces to walk, remove or disguise exits, and avoid sensory deprivation; 

“out of sight, out of mind” works for some doors or car keys. 

Channel pacing into supervised walks or simple “jobs” around the home, and 

consider ID bracelets or GPS devices for safety. 

Communication and environment as treatment 

Communication 

Use one-step directions, yes/no questions, and plenty of time to respond; avoid 

quizzing, arguing, or saying “I just told you that.” 

Watch non-verbal cues (grimacing, restlessness, withdrawal) as early signs of pain 

or overwhelm, especially in later stages. 

Environment 

Simplify and de-clutter; limit choices (two outfits, not a closet), ensure good 

lighting, and reduce background noise. 

Use labels, large clocks/calendars, and familiar objects to orient; arrange furniture 

to reduce falls and frustration. 

When and how to use medications 

If non-pharmacologic strategies fail and there is severe distress, psychosis, or risk of 

harm, targeted medications may be appropriate in consultation with dementia-savvy 

clinicians. 

Even then, drugs should be time-limited, regularly reviewed, and combined with 

continued behavioral and environmental approaches rather than used alone. 

Nonpharmacologic interventions for dementia behaviors center on education, 

environment, and personalized activity, and are recommended as first-line before 

medications for agitation, wandering, anxiety, and other BPSD. The most effective 

plans combine indirect approaches (working with caregivers and the environment) 

and direct approaches (therapies delivered to the person with dementia). 
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Indirect: caregiver training and environment 

Caregiver education in problem-solving, communication, and behavior analysis 

(e.g., identifying triggers, using routines, validation, and redirection) can 

significantly reduce behaviors and improve satisfaction. 

Environmental modifications—simplifying spaces, using clear cues, reducing noise, 

ensuring safe walking areas, and structuring day/night routines—are key for 

wandering, agitation, and sleep-related behaviors. 

Direct: activity-based approaches 

Meaningful, individualized activities (folding towels, gardening tasks, simple 

cooking, faith practices, familiar hobbies) reduce agitation more than generic 

“busywork,” especially when matched to past roles and abilities. 

Regular physical exercise (walking, seated exercises, tai chi-style movements) 

shows benefits for agitation, mood, and overall BPSD. 

Direct: sensory and relational therapies 

Music therapy (especially personalized playlists and sing-alongs) has one of the 

strongest evidence bases for reducing agitation, anxiety, and apathy. 

Other sensory approaches—massage/touch, aromatherapy (e.g., lavender blends), 

bright-light therapy, multisensory rooms, and sensory gardens—can help with 

anxiety, wandering, and sleep disturbances. 

Direct: emotion-oriented and behavioral techniques 

Validation therapy (joining the person’s emotional reality and responding to feelings 

rather than correcting facts) can lessen agitation, irritability, and night-time 

disturbance. 

Reminiscence therapy using photos, stories, music, or objects tied to positive 

memories improves mood and can indirectly reduce BPSD. 

Structured behavioral programs (e.g., DICE model: Describe–Investigate–Create–

Evaluate; habit training, prompted voiding) help with aggressive behaviors and 

toileting problems. 

Implementation principles 

Nonpharmacologic strategies work best when they are person-centered, tailored to 

history and preferences, and delivered consistently by a trained, confident caregiver 

team. 
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Combining multiple low-risk interventions (education, environment, activities, 

music/sensory strategies) is often more effective than relying on any single 

technique, and can delay or reduce the need for psychotropic medication. 

Pet (animal-assisted) therapy for dementia shows promising but mixed evidence for 

improving BPSD, with the clearest and most consistent benefit in social engagement 

and, to a lesser extent, agitation and mood. Effects are generally modest, short-term, 

and highly dependent on how structured and individualized the program is. 

What the evidence shows 

Systematic reviews of animal-assisted interventions (mostly dogs) in dementia 

report decreased agitation/aggression in a subset of studies and frequent increases in 

social interaction, smiles, and verbal engagement. 

Randomized and controlled trials suggest that adding dog-assisted sessions can hold 

agitation and depression stable when they would otherwise worsen, but rarely 

produce large symptom reversals. 

BPSD domains most likely to improve 

Social behavior: Many studies report more eye contact, talking, touching, and 

participation during and shortly after sessions, supporting pet therapy as a social 

catalyst. 

Agitation/aggression and anxiety: Some trials show reduced agitated behaviors and 

physiological calming (e.g., heart-rate reduction), though not all studies reach 

statistical significance. 

Mood and depression: Meta-analytic data indicate small to moderate improvements 

in depressive symptoms, but results are heterogeneous and not uniformly positive. 

Limitations and cautions 

Evidence quality is limited by small samples, short follow-up, varied protocols 

(species, session length, frequency), and risk of bias, so conclusions about long-term 

BPSD control remain cautious. 

Pet therapy has not consistently improved cognition or global quality of life in 

higher-quality network meta-analyses, and robotic pets may perform as well or 

slightly better than live animals for agitation in some comparisons. 
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Practical implications for care plans 

Best use is as an adjunct: brief, structured animal-assisted sessions (live or robotic) 

integrated into person-centered activity programming, especially for socially 

withdrawn or anxious residents. 

Programs should include infection control, animal welfare screening, and 

monitoring of individual responses (allergies, fear, over-stimulation) to ensure 

benefits outweigh risks. 

Top holistic supplements for dementia support 
Most evidence-backed “holistic” support for dementia is modest and focuses on 

correcting deficiencies (vitamin D, B vitamins), supporting vascular/metabolic 

health (omega-3s), and overall nutrition and lifestyle rather than any single magic 

pill. No supplement has been proven to cure dementia, so these are best framed as 

adjuncts to diet, exercise, sleep, and social engagement. 

Key principles before choosing 

No supplement reliably prevents or reverses dementia; guidelines do not recommend 

routine use of dementia-specific or micronutrient supplements to improve cognition 

in diagnosed dementia. 

Correcting clear deficiencies (e.g., B12, vitamin D) and malnutrition is supported 

and often prioritized in dementia care. 

Several products (ginkgo, coconut oil, “brain formulas”) show mixed or negative 

trial results and can interact with medications, so clinician review is essential. 

Core “foundational” supplements 
These are the closest to “top tier” because they target common deficits and have 

broader health benefits, even though cognitive effects are modest. 

High-quality multivitamin 

Large randomized trials in older adults show a daily multivitamin produced small 

but statistically significant benefits on global cognition and memory over several 

years. 

A multi also helps cover mild insufficiencies of multiple micronutrients frequently 

seen in aging (B vitamins, antioxidants, minerals) without high single-nutrient doses. 

Vitamin D (optimize to sufficiency, not mega-doses) 
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Low vitamin D status is associated with higher dementia risk and faster cognitive 

decline, and deficiency is common in older adults. 

While trials of supplementation for established dementia show mixed cognitive 

results, normalizing levels is important for bone, muscle, mood, and fall-risk, which 

indirectly supports brain health. 

B-complex with B12, B6, folate (guided by labs) 
Elevated homocysteine and low methylated B12/folate are linked to brain atrophy 

and dementia risk. 

Some studies in older adults with high homocysteine show that B12, B6, and folate 

slowed brain volume loss and age-associated cognitive decline, though large trials 

in diagnosed Alzheimer’s did not show clear slowing once disease is established. 

Vascular and anti-inflammatory support 

Omega-3 fatty acids (EPA/DHA) 

DHA is a major structural fat in neuronal membranes; omega-3 intake is linked to 

reduced risk of cognitive decline and Alzheimer’s in observational studies. 

Meta-analyses suggest omega-3s can modestly slow age-related cognitive decline 

and improve certain markers in mild cognitive impairment, but evidence in 

established dementia is mixed, so they are usually recommended more for 

prevention and vascular support. 

Turmeric/curcumin (with absorption enhancer) 

Curcumin has anti-inflammatory and antioxidant properties and affects amyloid and 

tau in preclinical models. 

Early human trials in Alzheimer’s using standard curcumin preparations did not 

show clear cognitive benefit, but newer formulations with better bioavailability are 

still being investigated; at present it is reasonable as a systemic anti-inflammatory 

adjunct rather than a primary dementia treatment. 
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Targeted / experimental nutraceuticals 

These are “consider with caution” and usually after the foundations above are 

addressed. 

Hericium erinaceus (lion’s mane mushroom) 

Small clinical studies in mild Alzheimer’s and mild cognitive impairment report 

improvements in cognitive test scores and instrumental activities of daily living, 

suggesting possible neurotrophic effects. 

Data are still preliminary and from small trials; product quality and dosing vary, so 

this is best used within an integrative care plan with monitoring. 

Acetyl-L-carnitine, phosphatidylserine, antioxidant blends 

Some small trials of combinations including acetyl-L-carnitine, N-acetylcysteine, 

S-adenosyl-methionine, and B vitamins show short-term improvements on specific 

cognitive tests, but without functional gains and with limited long-term data. 

Current dementia nutrition guidelines do not recommend routine use of these 

products because evidence is not strong or consistent enough. 

Ketogenic/medium-chain triglyceride (MCT) products 

Ketogenic interventions and MCT-based formulas may provide an alternative brain 

fuel and have shown modest benefits in certain early-stage Alzheimer’s populations. 

Guidelines still consider these experimental; they can cause gastrointestinal issues 

and may not be appropriate with weight loss, frailty, or pancreatic problems. 

Supplements with limited or negative evidence 

Ginkgo biloba 

Large randomized trials in older adults with normal cognition or mild cognitive 

impairment found no reduction in dementia incidence or slower decline versus 

placebo. 

It also increases bleeding risk, particularly with anticoagulants or antiplatelets, so 

many clinicians avoid it in frail elders. 

Single high-dose micronutrients (vitamins E, selenium, etc.) 
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Trials of high-dose vitamin E, selenium, and other individual micronutrients have 

generally not shown convincing benefit on dementia progression, and some raise 

safety concerns (e.g., bleeding risk with high-dose E). 

WHO and Alzheimer’s organizations explicitly state that vitamins B and E, 

polyunsaturated fatty acids, and multivitamins are not recommended as stand-alone 

dementia-prevention strategies, but may be part of a broader healthy lifestyle. 

How to translate this into a plan 

For a holistic, evidence-respectful approach, many clinicians and integrative 

practitioners will: 

Prioritize testing and correcting deficiencies (B12, folate, vitamin D; consider 

homocysteine) and ensuring adequate calories/protein before layering in multiple 

cognitive supplements. 

Consider a high-quality multivitamin, omega-3 (if no contraindication), and a 

physiologic-dose D and B-complex as a base, then selectively add agents like 

curcumin or lion’s mane if goals are clear and interactions reviewed. 

Drug induced Parkinson 
Drug-induced parkinsonism is a form of parkinsonism caused by certain medications 

that interfere with dopamine in the brain and can closely mimic Parkinson’s disease, 

but it is often at least partly reversible once the drug is changed or stopped. 

What it is 

• Drug-induced parkinsonism (DIP) is a movement disorder with symptoms 

such as slowness, stiffness, tremor, and balance problems, triggered by 

medications that block dopamine receptors or lower dopamine activity. 

• It is one of the most common causes of parkinsonism in older adults after 

idiopathic Parkinson’s disease and is frequently misdiagnosed as Parkinson’s 

because the symptoms can look very similar. 

Common causative medication 

• The highest-risk drugs are antipsychotics (neuroleptics), especially older 

“typical” agents such as haloperidol, fluphenazine, chlorpromazine, and 

perphenazine, but some newer (atypical) antipsychotics like risperidone and 

olanzapine can also cause parkinsonism. 
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• Other important groups include anti-nausea and GI motility drugs 

(metoclopramide, prochlorperazine, levosulpiride, some antihistamines like 

promethazine), certain calcium channel blockers, valproic acid, lithium, and 

sometimes SSRIs/SNRIs. 

Symptoms and how it differs from Parkinson’s disease 

• Symptoms typically include bilateral bradykinesia (slowness), rigidity, 

tremor, reduced facial expression, and shuffling gait, often appearing weeks 

to months after starting or increasing the offending medication. 

• Compared with idiopathic Parkinson’s disease, DIP more often presents 

symmetrically (both sides) and may have less prominent resting tremor, but 

in many patients the clinical picture is indistinguishable, so medication history 

is critical. 

Reversibility and prognosis 

• In many people, symptoms improve after the causative drug is reduced or 

discontinued, but recovery can be slow, taking about 4–18 months, and some 

patients are left with persistent parkinsonism. 

• Persistent or progressive symptoms may mean that underlying Parkinson’s 

disease was “unmasked” by the drug rather than purely caused by it, especially 

in older adults or those with subtle prior motor changes. 

Management and what to do next 

• Key steps usually include: reviewing all medications; tapering or stopping the 

offending agent if clinically safe; and, when necessary, switching to 

alternatives with lower dopamine-blocking effect (for example, clozapine or 

quetiapine for psychosis under specialist supervision). 

Neurologists may sometimes use antiparkinsonian medications or anticholinergics, 

but these have their own risks in older adults (confusion, constipation, urinary 

retention), so decisions are individualized and should be guided by a 

movement-disorder specialist. 

Risk factors that increase likelihood of drug induced parkinsonism 
Drug-induced parkinsonism is more likely in people who are older, female, have 

brain or cognitive vulnerability, are exposed to high-potency/high-dose 

dopamine-blocking drugs, or already show subtle movement symptoms. 
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Patient-related factors 

• Older age is the strongest and most consistent risk factor, likely because 

normal aging already reduces dopaminergic neurons and reserve. 

• Female sex, pre-existing brain damage (stroke, head injury), intellectual 

disability, dementia, HIV infection, and baseline extrapyramidal signs all 

increase susceptibility. 

Medication-related factors 

• High-potency and higher-dose antipsychotics (especially typical neuroleptics 

like haloperidol, perphenazine, thiothixene) and high-dose second-generation 

antipsychotics raise risk the most. 

• Recent initiation or dose escalation, shorter cumulative exposure in a 

vulnerable patient, and use of additional dopamine-blocking or 

dopamine-depleting agents (metoclopramide, valproic acid, VMAT2 

inhibitors, reserpine, alpha-methyldopa) further increase likelihood. 

Disease and history factors 

• History of tardive dyskinesia, severe psychiatric illness requiring intensive 

neuroleptic treatment, or family history of Parkinson’s disease/parkinsonism 

is associated with higher risk. 

• Underlying but unrecognized Parkinson’s disease (for example, subtle 

hyposmia, mild slowness before drug exposure) may be “unmasked” by 

dopamine-blocking drugs, making DIP more likely and more persistent. 

Practical screening questions 

• Age ≥60–65, female, or cognitively impaired. 

• On any antipsychotic, antiemetic (like metoclopramide or prochlorperazine), 

valproic acid, lithium, or VMAT2 inhibitor at moderate–high dose. 

• New or worsening slowness, stiffness, tremor, or gait change developing 

weeks to months after a medication change. 
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Multifactorial causes of alzheimer and parkinson 

Both Alzheimer’s and Parkinson’s are multifactorial neurodegenerative diseases—there 

is no single root cause, but an interplay of aging, genes, environment/toxins, immune 

and inflammatory pathways, vascular/metabolic health, and lifestyle over decades. 

Many of these factors overlap between the two conditions, especially chronic 

inflammation, oxidative stress, mitochondrial dysfunction, and protein misfolding. 

Core pathological processes 

• Alzheimer’s: abnormal accumulation of amyloid-beta plaques and tau tangles, 

plus synapse loss, neuroinflammation, oxidative stress, epigenetic changes, and 

cerebrovascular abnormalities. 

• Parkinson’s: degeneration of dopaminergic neurons in the substantia nigra, with 

misfolded α-synuclein aggregates (Lewy bodies), mitochondrial dysfunction, 

impaired proteostasis, and chronic neuroinflammation. 

• Shared mechanisms: oxidative stress, mitochondrial injury, iron dysregulation, 

and inflammatory signaling are common “final pathways” that appear in both 

diseases despite different clinical presentations. 

Genetic and epigenetic factors 

• Alzheimer’s: monogenic early-onset cases involve APP, PSEN1, or PSEN2, while 

late-onset AD reflects many risk loci (e.g., APOE and >20 GWAS loci) with small 

individual effects, plus epigenetic alterations such as DNA methylation changes 

tied to inflammation. 

• Parkinson’s: a minority of cases are driven by high-penetrance genes (e.g., SNCA, 

LRRK2, PARKIN, PINK1, GBA), but most idiopathic PD reflects many low-effect 

variants interacting with environment and aging; epigenetic mechanisms link 

environmental exposures to altered gene expression. 

• Shared risk: family studies suggest that in a subset of families, common genetic 

and/or shared environmental factors increase risk of both AD and PD, 

supporting a “shared-risk” hypothesis. 

  



87 

 

Inflammation, immune system, and “inflammaging” 

• Alzheimer’s: systemic and brain immune dysregulation are now viewed as 

central, with age-related low-grade inflammation (“inflammaging”), infections, 

chronic pain, cardiovascular disease, and microbiome changes amplifying 

neuroinflammation and accelerating pathology. 

• Parkinson’s: environmental factors such as pesticides and infections appear to 

act via the immune system; altered gut and systemic inflammation, microbiota 

changes, and loss of immune tolerance to α-synuclein may promote neuron 

damage. 

• Common theme: neuroinflammation is increasingly recognized as a unifying 

mechanism through which genetic susceptibility, toxins, vascular disease, and 

metabolic stress converge in both Alzheimer’s and Parkinson’s. 

 

Environment, toxins, vascular and lifestyle factors 

• Environment/toxins: for AD, long-term exposure to heavy metals and biotoxins 

from bacteria, molds, or other sources may contribute via oxidative stress and 

protein aggregation, though evidence is still emerging. For PD, pesticides (e.g., 

paraquat, rotenone, pyrethroids), solvents, air pollution, and some infections 

increase risk, particularly in genetically susceptible individuals. 

• Vascular/metabolic: hypertension, diabetes, obesity, dyslipidemia, and 

cerebrovascular abnormalities are strong contributors to AD and may also 

influence PD risk and progression through shared vascular and metabolic 

pathways. 

• Lifestyle: diet quality, physical activity, sleep, cognitive and social engagement, 

and smoking/alcohol patterns shape risk trajectories, modifying how strongly 

genetic and environmental risks translate into clinical disease. 
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Overlapping domains in Alzheimer’s vs Parkinson’s 

Domain Alzheimer’s disease Parkinson’s disease 

Core proteins 

Amyloid-β, tau 

aggregation. 

α-Synuclein (Lewy 

bodies). 

Primary brain targets 

Hippocampus, cortex, 

cerebrovascular 

system. 

Substantia nigra, basal 

ganglia, brainstem. 

Genetics 

APP/PSEN mutations; 

APOE and many risk 

loci. 

SNCA, LRRK2, 

PARKIN, PINK1, GBA 

plus polygenic risk. 

Inflammation/immune 

Systemic and brain 

inflammaging, 

microglial activation. 

Peripheral and central 

immune activation, gut–

brain immune axis. 

Environment/toxins 

Metals, biotoxins, air 

pollution (emerging 

evidence). 

Pesticides, solvents, air 

pollution, infections. 

Vascular/metabolic 

role 

Major—

cerebrovascular 

disease, diabetes, 

obesity. 

Important but somewhat 

less central; overlaps via 

vascular and metabolic 

stress. 
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Iron dysregulation 
Iron dysregulation means that iron balance in the body or brain is disturbed—too 

much, too little, or in the wrong place—and this imbalance can drive oxidative 

damage, inflammation, and cell death, including in Alzheimer’s and Parkinson’s. 

Both iron overload and iron deficiency can be harmful; tightly regulated 

“just-enough” iron is essential for normal brain metabolism and neurotransmission. 

Basic definition 

• In medicine, iron dysregulation refers to disturbed iron homeostasis, often 

with increased “labile” or non–transferrin-bound iron that is chemically 

reactive and can enter cells and generate toxic free radicals. 

• Systemically, this may appear as abnormal serum iron, ferritin, and transferrin 

saturation, with excess reactive iron linked to metabolic, cardiovascular, 

infectious, and neurologic diseases. 

Iron in brain and aging 

• Iron is needed in the brain for mitochondrial energy production, myelin 

formation, and neurotransmitter synthesis, so normal aging includes some 

region-specific iron accumulation. 

• With aging and disease, iron can become redistributed or excessive in 

vulnerable regions, contributing to oxidative stress, mitochondrial 

dysfunction, lipid peroxidation, and “ferroptosis,” an iron-dependent form of 

programmed cell death. 

Neurodegeneration, Alzheimer’s, and Parkinson’s 

• Elevated iron has been observed in brain areas affected by Parkinson’s 

(substantia nigra) and Alzheimer’s (regions rich in amyloid and tau), and 

dysregulated iron metabolism is considered a common feature of multiple 

neurodegenerative disorders. 

• Excess free iron promotes reactive oxygen species and can accelerate 

aggregation of misfolded proteins such as α-synuclein in PD and may interact 

with amyloid/tau in AD, fueling a cycle of inflammation and neuronal injury. 
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Microglia, inflammation, and “iron–inflammation” loops 

• Microglia play a central role in brain iron handling; when overloaded with 

iron they adopt a pro-inflammatory, neurotoxic phenotype and amplify 

neuroinflammation and oxidative stress. 

• Inflammatory mediators like hepcidin and changes in iron-regulatory proteins 

further disturb iron homeostasis, creating a feedback loop where inflammation 

drives iron accumulation and iron accumulation drives more inflammation 

and neurodegeneration. 

Therapeutic implications and cautions 

• Because iron can be both essential and toxic, simply removing iron is not 

straightforward: strong chelators such as deferiprone have, in some trials, 

worsened outcomes in Alzheimer’s and in some Parkinson’s contexts, 

highlighting the need to preserve necessary iron functions while limiting 

excess reactive iron. 

• Current research focuses on targeted modulation of iron transporters and 

regulators, and on strategies that reduce iron-driven oxidative and 

inflammatory damage without causing brain iron deficiency. 

Magnesium , potassium , zinc and copper for alzheimer and parkinson 
prevention 
Magnesium and potassium from diet are linked to better brain and vascular health 

and may modestly lower dementia risk, while zinc and copper need to be kept in 

balance because excess free copper and low zinc appear unfavorable for cognition 

in Alzheimer’s disease. None of these minerals has been proven to prevent 

Alzheimer’s or Parkinson’s on its own, so they are best approached as part of an 

overall brain-healthy lifestyle rather than as stand-alone “prevention pills.” 

Big picture & limits 

• No mineral supplement can guarantee prevention of Alzheimer’s or 

Parkinson’s; most human data are observational or small trials, showing 

associations and signals, not definitive proof. 

• Strongest evidence is for adequate, food-based intake of magnesium and 

potassium within a Mediterranean/MIND-style pattern, supporting blood 

pressure, vascular health, and possibly brain structure and cognition. 
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• Metal imbalance (too much free copper, too little zinc, disturbed iron) is 

repeatedly linked to Alzheimer pathology, but how best to correct it safely 

over years is still being worked out. 

Magnesium 

• Observational studies in older adults find that higher magnesium intake (often 

>400–500 mg/day from food plus any supplements) associates with better 

cognition, larger brain volumes, and lower dementia risk, though very high or 

very low blood magnesium may both be harmful. 

• Mechanisms proposed include improved vascular health and blood pressure, 

reduced oxidative stress and excitotoxicity, and lower tau phosphorylation, 

which is relevant to Alzheimer’s pathology. 

• In Parkinson’s models, magnesium helps maintain ATP, reduce reactive 

oxygen species, and stabilize transporters, suggesting a neuroprotective role, 

but this is mostly preclinical. 

Prevention focus 

• Aim to meet, or modestly exceed, the RDA mainly from foods: leafy greens, 

nuts, seeds, beans, whole grains; then use tempered supplementation (e.g., 

magnesium glycinate or citrate) to fill gaps, avoiding megadoses unless 

directed by a clinician. 

• Avoid both deficiency (common in older adults) and unexplained very high 

intakes or blood levels; kidney function strongly matters when supplementing. 

Potassium 

• Long-term cohort data (e.g., Hisayama Study) show that people in the highest 

quartile of potassium intake had about half the risk of all-cause dementia and 

a two- to threefold lower risk of vascular dementia compared with the lowest 

quartile, after adjustment for confounders. 

• Higher potassium and a lower sodium-to-potassium ratio in the diet are linked 

to better cognitive scores and less memory impairment in older adults, likely 

via better blood pressure and vascular health. 
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Practical takeaways 

• Emphasize potassium-rich plant foods (leafy greens, beans, lentils, squash, 

potatoes with skin, avocado, fruits) while moderating sodium; this supports 

both stroke and dementia risk reduction. 

• Supplement potassium only under medical supervision, especially if there is 

kidney disease, ACE inhibitor/ARB use, or other cardiac medications. 

Zinc and copper 

• In Alzheimer’s disease, multiple groups report zinc deficiency plus elevated 

“free” (non-ceruloplasmin-bound) copper, which correlates with worse 

cognition and predicts faster decline. 

• A small 6-month double-blind trial in AD patients ≥70 found that a zinc 

formulation raised serum zinc, lowered free copper, and stabilized cognition 

compared with placebo, suggesting that correcting zinc deficiency and 

lowering free copper may be beneficial. 

• Reviews of metals in AD brains show altered regional zinc and copper, and 

experimental data suggest that excess copper may promote amyloid 

pathology, while zinc has both potentially protective and potentially 

amyloid-modulating effects depending on context. 

Practical takeaways (especially relevant to your copper–zinc stack) 

• Avoid chronic high copper intake from supplements and non-food sources 

(e.g., high-dose copper in multivitamins, unfiltered high-copper water) unless 

there is a documented deficiency; “free copper” elevation, not normal 

physiologic copper, appears problematic. 

• Ensure adequate but not excessive zinc, commonly in the 8–11 mg/day range 

from diet plus moderate supplements; very high zinc dosing over time can 

cause copper deficiency and anemia, so balance is critical. 

• When supplementing, separate zinc and copper by at least 2 hours and 

consider periodic labs (serum zinc, ceruloplasmin, copper, CBC) if on 

long-term higher-dose zinc or copper. 
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How to integrate these for prevention 

• Prioritize a food-first pattern that naturally provides magnesium and 

potassium and reasonable zinc, such as Mediterranean/MIND-style eating rich 

in vegetables, legumes, nuts, seeds, whole grains, and fish, while limiting 

excess sodium and processed foods. 

• Use targeted, moderate supplements to correct measured deficiencies (e.g., 

low magnesium, low zinc, documented copper issues) rather than stacking 

high doses “just in case,” because both too much and too little of these 

minerals can stress the brain. 

Combine mineral optimization with the other “big levers” that have stronger 

evidence for Alzheimer’s and Parkinson’s risk reduction: blood pressure and A1c 

control, physical activity, sleep, hearing and vision care, social and cognitive 

engagement, and minimizing neurotoxic exposures. 

Holistic care 
Holistic care for Alzheimer’s and Parkinson’s focuses on supporting the whole 

person—body, mind, and spirit—alongside appropriate medical treatment, with 

strong evidence for lifestyle, environmental, and non-drug therapies improving 

quality of life. It cannot cure these neurodegenerative diseases, but it can 

meaningfully ease symptoms, slow functional decline, and reduce caregiver burden 

when used consistently over time. 

Core principles for both 

For both Alzheimer’s/dementia and Parkinson’s, integrative care usually includes: 

• Person-centered routines that honor life history, preferences, culture, and 

spiritual beliefs, which helps preserve identity and reduce distress. 

• Coordinated medical, rehabilitation, and psychosocial support rather than 

“just medications,” using exercise, cognitive stimulation, sensory therapies, 

sleep support, and caregiver education as core elements. 

Non-drug supports in Alzheimer’s 

Evidence-backed holistic strategies in Alzheimer’s and other dementias include: 

• Cognitive and emotional therapies: cognitive stimulation therapy, 

reminiscence, validation, and reality orientation can improve cognition, 

mood, and social engagement, and reduce behavioral symptoms. 
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• Sensory, creative, and environmental care: music therapy, aromatherapy (e.g., 

lavender for anxiety), massage, bright light, and meaningful activities in a 

calm, familiar environment reduce agitation and improve quality of life. 

Lifestyle foundations also matter: 

• Regular physical activity, social engagement, and structured daily routines 

help maintain function and reduce depression and apathy. 

• Nutritious patterns like the MIND or Mediterranean-style diet—rich in 

vegetables, whole grains, and healthy fats—are associated with lower risk of 

cognitive decline and may help slow progression. 

Non-drug supports in Parkinson’s 

Holistic care in Parkinson’s emphasizes both motor and non-motor symptoms: 

• Movement therapies: aerobic exercise, resistance training, tai chi, yoga, and 

dance improve balance, gait, strength, and can also support mood, sleep, and 

cognition. 

• Mind–body and complementary therapies: acupuncture, mindfulness, 

cognitive therapies, and selected traditional medicine approaches show 

promise for non-motor issues such as pain, sleep problems, anxiety, and 

autonomic symptoms. 

Daily-life strategies are equally important: 

• Tailored physical and occupational therapy, speech therapy, and home-safety 

modifications reduce falls, support transfers, and preserve independence. 

• Attention to constipation, sleep disorders, sexual health, and fatigue using 

diet, hydration, timing of activity, and stress reduction markedly improves 

overall well-being. 

Role of nutrition, sleep, and spirituality 

Whole-person plans for both conditions give sustained attention to basic rhythms 

and meaning-making: 

• Consistent sleep-wake routines and good sleep hygiene, combined with 

daylight exposure and exercise, support cognition, mood, and nighttime 

behavior. 
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• Spiritual care, prayer, chaplaincy, and time in nature help with existential 

distress, fear, and grief for both patients and families, and are increasingly 

recognized in holistic dementia and Parkinson’s programs. 

Caregiver and home-based focus 

Holistic models explicitly include the caregiver-patient dyad: 

• Education, support groups, and counseling for caregivers lower burnout and 

improve the home environment, which in turn reduces behavioral symptoms 

and hospitalizations. 

• Structured home programs that combine exercise, cognitive tasks, meaningful 

activities, and clear routines provide “integrated care” comparable to many 

clinic-based interventions for dementia 

Nitric oxide, Parkinson and Alzheimer 
Nitric oxide (NO) plays a dual role in both Parkinson’s and Alzheimer’s disease: at 

normal levels it supports blood flow, synaptic signaling, and plasticity, but when 

overproduced in the wrong context it contributes to inflammation, oxidative damage, 

and neuronal death. 

Nitric oxide basics 

• NO is a small gas produced from arginine by three enzymes: neuronal NOS 

(nNOS), endothelial NOS (eNOS), and inducible NOS (iNOS). 

• In the healthy brain, nNOS and eNOS make low amounts of NO that help 

regulate blood flow, neurotransmission, and synaptic plasticity (e.g., 

long-term potentiation important for learning and memory). 

NO in Alzheimer’s disease 

• In Alzheimer’s, all three NOS isoforms are altered; low–moderate NO can 

support plasticity and neuroprotection, but high, sustained NO—especially 

from iNOS in inflammatory glia—drives nitrosative/oxidative stress and 

damages neurons. 

• Excess NO can react with superoxide to form peroxynitrite, which nitrates 

proteins, injures mitochondria, and is implicated in amyloid-related and 

tau-related degeneration. 



96 

 

• Endothelial NO seems protective for the vasculature and may help limit 

amyloid accumulation, whereas dysregulated neuronal NO signaling has been 

linked to abnormal calcium signaling and synaptic dysfunction in AD. 

NO in Parkinson’s disease 

• In Parkinson’s, increased NOS activity and reactive nitrogen species are found 

in the substantia nigra; excessive NO from glial cells and nNOS-positive 

circuits appears toxic to dopaminergic neurons. 

• Mechanisms include NO-mediated excitotoxicity, DNA damage, protein 

modification (e.g., nitration), and convergence with dopamine metabolism 

and mitochondrial dysfunction, all of which promote neuron loss. 

“Good vs bad” NO: why it’s tricky 

• Low, tightly regulated NO signaling supports vasodilation, synaptic plasticity, 

neurogenesis, and myelination, which are beneficial for brain aging and 

cognition. 

• High or chronically elevated NO, particularly from iNOS during 

neuroinflammation, shifts toward reactive nitrogen species that amplify 

inflammation and drive neurodegeneration in both Alzheimer’s and 

Parkinson’s. 

Practical implications (high level) 

• Current research is not at the point of recommending NO-boosting or 

NO-blocking supplements specifically to prevent or treat Alzheimer’s or 

Parkinson’s; most work is preclinical or mechanistic. 

• Strategies that indirectly support “healthy” NO tone—vascular health, blood 

pressure control, metabolic health, physical activity, and avoiding chronic 

inflammation—are more evidence-aligned for risk reduction than trying to 

push NO up or down with single agents. 

 


