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Dementia
Dementia is lasting brain decline that steals memory, thinking, and independence
— and Alzheimer disease causes most cases.

T H E  S T O RY  I N  O N E  S E N T E N C E

Dementia is lasting brain decline that steals memory, thinking, and independence — and

Alzheimer disease causes most cases.

“Dementia means the brain loses its ability to remember, think, and solve problems over time.

Figure out which type, slow the slide when you can, and support the person and family through

every stage.”

Normal anatomy — the body's job

Your brain is a network of billions of nerve cells that talk to each other through tiny chemical

messengers called neurotransmitters. Different regions do different jobs: the hippocampus files

away new memories, the frontal lobes plan and make decisions, the temporal lobes recognize

faces and language, and the parietal lobes help you navigate space. All of these areas work

together so you can think, remember, solve problems, and stay yourself. Keep this picture —

because dementia is what happens when these networks break down.

B O D Y ' S  J O B

The brain's job is to take in information, store it as memory, pull it back when you need it,

plan ahead, control your emotions and behavior, and keep your personality steady. It does

this by keeping neurons (brain cells) alive, connected, and talking. Neurons that stop

working or die cannot be replaced — so when whole networks go silent, the jobs they did

disappear too.

What breaks

One upstream break explains everything. In most cases, abnormal proteins pile up in the brain

— either between neurons, inside them, or both — and poison the network until cells die. In

other cases, blood vessel disease starves patches of brain tissue. Either way, the neurons stop

talking, memories vanish, thinking slows, and the person loses the ability to live independently.
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C L I N I C A L  T E R M

Neurodegeneration (brain cells dying) and vascular injury (blood vessel damage) disrupt

synaptic signaling and kill neurons in memory, executive, language, and visuospatial

networks — leading to progressive cognitive and functional decline that cannot be

reversed.

How the body compensates

The brain tries to reroute signals around dead zones, the person develops routines and writes

lists to cover memory gaps, and families step in to fill the gaps — so for a while, things may

look stable. But that stability is fragile. The crash points to watch for are falls (when spatial

reasoning fails), choking or weight loss (when swallowing and appetite networks die),

wandering or getting lost (when navigation vanishes), and caregiver burnout (when the family

can no longer keep up). Once one of these tips, decline speeds up and independence is lost.

Catch the slide early, not after the crash.

Early on, the person writes everything down, follows strict routines, and leans on family to

remind and prompt — so daily life looks almost normal, even though the brain is already

losing cells.

The brain reroutes signals through surviving networks and recruits other regions to help —

like using the right hemisphere more when the left hemisphere is damaged — so test scores

may stay borderline normal for months even as real-world function slips.

Families step in quietly: they take over bills, driving, cooking, and medication reminders —

so the person seems independent, but they are actually being held up by others.

This compensation hides the true severity — so clinicians and families often underestimate

how far the disease has gone until a sudden stressor (infection, hospital stay, new medicine,

or caregiver illness) strips away the scaffolding and the person crashes.

Watch for these red flags: falls (spatial networks failing), getting lost in familiar places

(navigation gone), weight loss or choking (swallowing and appetite networks dying),

wandering or unsafe behavior (judgment gone), and caregiver exhaustion or depression

(the system is breaking).

Once any crash point hits, decline speeds up — so the goal is to spot the slide early,

optimize everything you can (treat depression, hearing loss, sleep pauses in breathing

(apnea), vitamin B12 or thyroid deficiencies), start medicines if appropriate, and put safety

plans and legal plans (power of attorney, advance directives) in place before the window

closes.
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Domino effect

Abnormal proteins pile up and neurons start dying — usually in the hippocampus first. — In

Alzheimer disease, amyloid-beta clumps form outside neurons and tau tangles twist inside

them; in Lewy body dementia, alpha-synuclein builds up; in frontotemporal dementia, tau or

TDP-43 damages frontal and temporal lobes first. These proteins are toxic — they clog up

the cell's machinery, block signals, and eventually kill the neuron. Once a neuron dies, it is

gone forever; the brain cannot make new ones to replace it.

Memory fades — recent memories vanish first, then older ones. — The hippocampus (the

brain's memory-filing system) is where Alzheimer damage hits first and hardest, so new

memories never get filed and recent ones disappear. The person repeats questions, forgets

conversations from an hour ago, and loses track of appointments. Older memories — filed

decades ago — last longer because they are stored in wider networks, so the person may

remember childhood clearly while forgetting what they ate for breakfast.

Thinking slows, planning gets hard, and judgment fails. — As the damage spreads to the

frontal lobes (the brain's planning and decision-making center), the person loses executive

function — the ability to think ahead, organize steps, solve problems, and control impulses.

They cannot manage money, follow a recipe, or figure out what to do when something goes

wrong. They may make risky decisions (giving money to strangers, driving when unsafe)

because the brake on impulses is gone.

Language breaks down — finding words gets hard, then understanding speech, then

speaking at all. — The temporal lobes (which handle language) lose neurons, so the person

hunts for words, calls things by the wrong name, repeats phrases, or stops talking

altogether. In frontotemporal dementia, language loss can be the first and most obvious

sign. In Alzheimer, it comes later but is still devastating — it cuts the person off from

connection and makes it impossible to tell you what they need.

Personality changes, behavior gets odd or impulsive, and emotions swing wild. — The

frontal lobes also control personality, social behavior, and emotional regulation — so when

those networks die, the person may become apathetic (no interest in anything), disinhibited

(rude, sexually inappropriate, or impulsive), or emotionally labile (crying or laughing for no

clear reason). In frontotemporal dementia, these changes come early and can be mistaken

for a psychiatric illness.

The person gets lost, cannot recognize familiar places or faces, and loses the ability to do

daily tasks. — The parietal lobes (which handle spatial reasoning and navigation) die, so the

person cannot find their way home, recognize their own house, or remember how to dress,

use a fork, or work a lock. Even loved ones' faces may look unfamiliar. Every learned skill —

how to cook, clean, drive, read — vanishes as the networks that stored those skills

disappear.
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Eventually the person cannot eat, walk, or control their bladder and bowels — and they

need total care. — In the final stage, the damage reaches the deeper brain regions that

control basic survival functions — swallowing, balance, bladder and bowel control. The

person is bedbound, silent, cannot swallow safely (so pneumonia from inhaling food or

saliva is common), and needs help with every single task. Death usually comes from

infection (pneumonia or urinary tract infection) or the brain simply losing the ability to tell

the body to breathe.

None of this is random — it follows the anatomy of the disease, one broken network at a

time. — Each type of dementia has a signature pattern: Alzheimer hits memory first

because it starts in the hippocampus; frontotemporal dementia hits personality and

language first because it starts in the frontal and temporal lobes; Lewy body dementia

brings hallucinations and stiff movement because it hits visual and motor networks early.

Trace the symptoms back to the anatomy, and you will know which type you are dealing

with — and what is coming next.

Symptoms · what the patient feels, and why

Memory loss that disrupts daily life: Brain cells in the hippocampus (the brain's memory

recorder) and nearby areas are damaged or dying, so the person can't hold onto new

information or recall recent events — though old memories often stay longer because those

pathways were built years ago and are stored more widely.

Trouble planning or solving problems: The prefrontal cortex (the brain's planning and

problem-solving center at the front) is not working well, so tasks that need steps — like

following a recipe, paying bills, or balancing a checkbook — become confusing or

impossible.

Difficulty completing familiar tasks: The brain can't organize the sequence of actions

anymore, so even everyday routines like driving to a known place, cooking a familiar meal,

or playing a card game feel new and hard.

Confusion with time or place: The parts of the brain that track dates, seasons, and locations

are damaged, so the person loses track of where they are, what day it is, or how they got

there — sometimes thinking it's decades ago or not recognizing their own home.

Problems understanding visual images and spatial relationships: Damage to the occipital

and parietal lobes (the brain's visual-processing areas in the back and sides) makes it hard

to judge distance, read, recognize faces, or see contrast — even though the eyes themselves

work fine.

New problems with words in speaking or writing: Language centers in the left side of the

brain (Broca's area for speaking and Wernicke's area for understanding words) are failing,

so finding the right word becomes a struggle — people may stop mid-sentence, repeat

themselves, or call things by the wrong name.
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Misplacing things and losing the ability to retrace steps: Memory of where you just put

something disappears because the hippocampus isn't recording that moment, and the

prefrontal cortex can't think backward through your actions to find it — objects may end up

in odd places like keys in the freezer.

Decreased or poor judgment: The prefrontal cortex, which weighs risks and makes

decisions, is impaired — so the person may give large sums of money to strangers, ignore

personal hygiene, wear the wrong clothes for the weather, or make unsafe choices without

noticing the danger.

Withdrawal from work or social activities: The person realizes they can't keep up with

conversations, remember names, or follow hobbies anymore and feels embarrassed or

frustrated, so they pull away from work, clubs, and gatherings to avoid those uncomfortable

moments.

Changes in mood and personality: Damage to the frontal lobe and limbic system (the brain's

emotional-control circuits) can make someone unusually anxious, suspicious, depressed,

irritable, or easily upset — especially in unfamiliar settings where they feel lost and

confused.

Focused exam

Recent memory loss — person forgets what happened today but remembers childhood

clearly: Dementia damages the hippocampus (the brain's memory-maker deep inside each

side) first. Old memories live in the outer brain shell (the cortex) and survive longer. When

new memories fail but old ones stay, it tells you broken proteins are piling up in the

memory-making zone.

MMSE score under 24 out of 30, or MoCA score under 26 out of 30, and dropping over

months: These tests measure memory, attention, and thinking with a real number. A falling

score means brain damage is spreading. You need the number to track how fast dementia is

moving and whether treatment is helping.

Family reports person cannot pay bills, cook meals, or do laundry anymore (called

instrumental activities of daily living, or IADL): When someone loses the ability to plan,

organize, and finish tasks, it means the broken proteins have spread from memory areas to

the prefrontal cortex (the front of the brain that plans ahead and solves problems). This is

dementia moving downstream.

Walking becomes slow and shuffling, especially in vascular dementia or Lewy body

dementia: Slow, unsteady walking means the basal ganglia (the brain's movement control

centers deep inside) and the motor cortex (the movement-command strip on top of the

brain) are damaged. In dementia, this raises fall risk sharply — falls lead to broken bones

and hospital stays.
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New personality changes — person becomes mean, suspicious, or wanders at night:

Behavior changes tell you the protein damage has reached the frontal lobe (which controls

judgment and self-control) and the limbic system (which regulates mood and sleep). This is

dementia spreading to new networks, and it raises danger for the person and the caregiver.

Caregiver looks exhausted, sad, or says they cannot keep doing this: Caregiver health is

part of the care plan. A burned-out caregiver cannot keep the patient safe at home.

Catching this early prevents harm to both people.

Diagnostics · every test answers a question

TSH (thyroid-stimulating hormone) → Is the memory loss caused by low thyroid hormone

instead of dementia?

Vitamin B12 level → Is B12 deficiency making the brain fail?

RPR or VDRL (syphilis screening) → Is untreated syphilis eating away brain tissue?

Non-contrast brain MRI or CT scan → Is there a structural problem in the brain (tumor,

bleed, stroke, hydrocephalus) causing the symptoms?

Complete blood count (CBC) and comprehensive metabolic panel (CMP) → Are severe

anemia, kidney failure, liver failure, or electrolyte imbalance confusing the brain?

Amyloid PET scan or CSF amyloid-beta and tau levels (if diagnosis is unclear and early

treatment is considered) → Is amyloid-beta protein actually piling up in the brain,

confirming Alzheimer disease?

Treatment logic

Rule out and treat reversible causes first — thyroid disease, B12 deficiency, normal

pressure hydrocephalus, depression, medication side effects (anticholinergics,

benzodiazepines, opioids) → Fixes memory loss completely if one of these reversible

problems is the real cause. Treating hypothyroidism or B12 deficiency stops the decline

cold and can restore thinking.

Cholinesterase inhibitor — donepezil, rivastigmine, or galantamine — for mild to moderate

Alzheimer disease or Lewy body dementia → Blocks the enzyme that breaks down

acetylcholine (a brain messenger chemical needed for memory and attention), so more

acetylcholine stays around longer. This slows memory decline by a few months and may

help thinking and daily function.

Memantine for moderate to severe Alzheimer disease → Blocks excess glutamate (a brain

chemical that kills nerve cells when too much is around) from overstimulating NMDA

receptors (the receiving docks on neurons). Protects cells from further damage and may

slow decline, especially when combined with a cholinesterase inhibitor.
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Anti-amyloid monoclonal antibody — lecanemab or donanemab — for early Alzheimer

disease with confirmed amyloid buildup on PET or CSF testing → Binds to amyloid-beta

plaques in the brain and flags them for removal by immune cells (microglia), slowing

cognitive decline by about 25–35% over 18 months in early disease. This targets the root

protein problem, not just symptoms.

Non-drug approach first for agitation and behavior problems (called BPSD) — keep a calm

routine, use familiar faces and objects, play favorite music, offer simple tasks, avoid

arguing or correcting → Reduces agitation, anxiety, and confusion by keeping the damaged

brain in a predictable, gentle world. A broken memory system cannot handle chaos, so

removing chaos calms the storm.

Antipsychotic medication (risperidone, quetiapine, or haloperidol) ONLY when behavior is

immediately dangerous or causes severe distress despite trying non-drug steps → Quiets

overactive dopamine (a brain messenger chemical that drives movement and motivation)

and serotonin (a brain messenger that steadies mood) signaling to stop severe agitation,

aggression, or psychosis. Use the lowest dose for the shortest time possible.

Caregiver support — respite care, support groups, counseling, adult day programs →

Prevents caregiver burnout, depression, and health collapse. A healthy caregiver keeps the

patient safer at home longer and makes better decisions.

Medications

Donepezil (Aricept) · Cholinesterase inhibitor

In Alzheimer disease, brain cells that use acetylcholine (a messenger chemical that carries

signals between nerve cells) die off. The acetylcholine that is still made gets quickly broken

down by an enzyme called acetylcholinesterase. Donepezil blocks that enzyme, so the

acetylcholine hangs around longer. This helps the remaining healthy nerve cells talk to each

other a bit better. Think of it like plugging small leaks in a bucket so the water you have lasts

longer.

A nerve cell releases acetylcholine into the synapse (the tiny gap between cells).

Normally, acetylcholinesterase enzyme quickly chops up the acetylcholine.

Donepezil blocks the acetylcholinesterase enzyme.

Acetylcholine stays in the synapse longer instead of getting destroyed.

The receiving nerve cell gets a stronger, longer signal, which may improve memory and

attention for a while.
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S A F E T Y  WAT C H

Nausea, vomiting, and diarrhea (acetylcholine also works in the gut, so boosting it can

upset your stomach) · Vivid dreams or trouble sleeping · Slow heart rate, especially risky if

you already have heart rhythm problems · Muscle cramps · Loss of appetite and weight

loss · Dizziness or fainting when you stand up quickly · May worsen asthma or chronic lung

disease (acetylcholine can tighten the airways)

Rivastigmine (Exelon) · Cholinesterase inhibitor

Like donepezil, rivastigmine blocks the enzyme acetylcholinesterase so that acetylcholine (the

messenger chemical) stays active longer in the brain. Rivastigmine also blocks a second

enzyme called butyrylcholinesterase, which may give a slightly broader boost. It is used in

Alzheimer disease and also in dementia with Lewy bodies (a type where clumps of a protein

called alpha-synuclein build up inside nerve cells).

A nerve cell releases acetylcholine into the synapse.

Rivastigmine binds to and blocks both acetylcholinesterase and butyrylcholinesterase.

Acetylcholine levels stay higher for longer.

Nerve cells communicate better, which may temporarily improve thinking, memory, and the

ability to do daily tasks.

S A F E T Y  WAT C H

Nausea, vomiting, and diarrhea (very common, especially when you start or raise the dose)

· Loss of appetite and weight loss · Dizziness and headache · Tremor, or worsening of

tremor in people with Parkinson-related dementia · Slow heart rate or fainting · Skin

irritation if you use the patch form · May worsen asthma or COPD (chronic obstructive

pulmonary disease, a lung condition that makes it hard to breathe)

Galantamine (Razadyne) · Cholinesterase inhibitor with nicotinic receptor

modulation

Galantamine works two ways. First, it blocks acetylcholinesterase so acetylcholine lasts longer

(just like donepezil and rivastigmine). Second, it also tweaks nicotinic receptors (landing pads

on nerve cells that acetylcholine sticks to) to make them more sensitive. This double action

may help nerve cells talk to each other more effectively. It is used in mild to moderate

Alzheimer disease.

Galantamine blocks the acetylcholinesterase enzyme, so acetylcholine stays in the synapse

longer.

Galantamine also binds to nicotinic receptors and makes them work better.
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More acetylcholine is available and the receptors are more responsive.

Nerve cells send and receive signals more efficiently, which may temporarily improve

memory and thinking.

S A F E T Y  WAT C H

Nausea, vomiting, and diarrhea · Loss of appetite and weight loss · Dizziness and headache

· Slow heart rate or heart block (a problem where electrical signals in the heart get stuck),

especially risky if you already have heart rhythm problems · May cause or worsen ulcers in

the stomach · May worsen asthma or COPD · Not safe for people with severe liver or

kidney disease

Memantine (Namenda) · NMDA receptor antagonist

In moderate to severe Alzheimer disease, damaged nerve cells leak too much glutamate (a

messenger chemical). Too much glutamate overstimulates receptors called NMDA receptors on

nerve cells, which burns them out even faster (like leaving a light bulb on too bright for too

long). Memantine gently blocks these NMDA receptors just enough to stop the harmful

overstimulation but still lets normal, useful signals through. This may protect nerve cells from

further damage and slightly improve memory and daily function.

Damaged nerve cells release too much glutamate into the synapse.

Excess glutamate overstimulates NMDA receptors on the receiving nerve cell.

Memantine partially blocks the NMDA receptors.

The harmful, constant stimulation is reduced.

Nerve cells are protected from excitotoxicity (damage caused by too much stimulation),

which may slow the worsening of symptoms.

S A F E T Y  WAT C H

Dizziness and headache · Confusion, especially when you first start taking it · Constipation

· Drowsiness or fatigue · High blood pressure (rarely) · Hallucinations or agitation

(uncommon) · Use carefully if you have seizures or severe kidney disease

Lecanemab (Leqembi) · Anti-amyloid monoclonal antibody

Lecanemab is a laboratory-made antibody (a protein that grabs onto a specific target) that

attaches to amyloid-beta proteins in the brain. Amyloid-beta clumps together to form sticky

plaques between nerve cells in Alzheimer disease. Lecanemab binds to early, smaller clumps of

amyloid (called protofibrils, the clumps before they harden into big plaques) and flags them so

immune cells can clear them away. Removing these clumps may slow the damage to nerve

cells. It is given by IV infusion every two weeks. It is only for people with mild cognitive
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impairment or mild dementia due to Alzheimer disease who have confirmed amyloid in the

brain (proven by a PET scan or a test of the fluid around the spinal cord).

Lecanemab is infused into the bloodstream and crosses into the brain.

It binds to small clumps of amyloid-beta protein (protofibrils).

Immune cells in the brain (called microglia, the brain's cleanup crew) recognize the

antibody and clear the amyloid clumps.

Amyloid plaque buildup is reduced.

Nerve cell damage slows, and decline in memory and thinking may slow by a modest

amount (about 27 percent slower decline over 18 months in research studies).

S A F E T Y  WAT C H

Infusion reactions (fever, chills, headache, nausea during or right after the infusion) ·

ARIA-E (amyloid-related imaging abnormalities—swelling (edema), meaning swelling in the

brain). Can cause headache, confusion, vision changes, or seizures. Happens in about 13

out of 100 people. · ARIA-H (tiny bleeds or spots of bleeding in the brain, called

microhemorrhages). Usually cause no symptoms but can be serious. Happens in about 17

out of 100 people. · Higher risk of brain swelling and bleeding if you carry two copies of

the APOE4 gene (a gene variant that raises Alzheimer risk) · People on blood thinners

(anticoagulants like warfarin or apixaban) have a higher risk of bleeding · MRI scans are

required before you start and regularly during treatment to watch for brain swelling or

bleeding · Dizziness, falls, and confusion · Very expensive and requires specialist infusion

centers

Donanemab (Kisunla) · Anti-amyloid monoclonal antibody

Donanemab is another antibody that targets amyloid plaques in the brain. It specifically binds

to a form of amyloid-beta that has already been modified by the brain (called pyroglutamate

amyloid-beta), which is a major building block of the sticky plaques found in Alzheimer disease.

Once donanemab attaches to these plaques, immune cells come in and clear them away.

Removing plaques may slow nerve cell damage. It is given by IV infusion every four weeks. It is

approved for people with mild cognitive impairment or mild dementia due to Alzheimer disease

with confirmed amyloid and tau buildup in the brain.

Donanemab is infused into the bloodstream and reaches the brain.

It binds to pyroglutamate amyloid-beta in plaques.

Immune cells (microglia, the brain's cleanup crew) recognize the antibody and break down

the plaques.

Amyloid plaque burden decreases.
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Nerve cell damage slows, and decline in thinking and daily function may slow modestly

(about 35 percent slower decline over 18 months in research studies).

S A F E T Y  WAT C H

Infusion reactions (headache, fever, chills, nausea) · ARIA-E (brain swelling). Happens in

about 24 out of 100 people. Can cause headache, confusion, vision problems, or seizures. ·

ARIA-H (tiny bleeds or spots of bleeding in the brain). Happens in about 20 out of 100

people. Usually no symptoms, but can be dangerous. · Higher risk if you carry two copies

of the APOE4 gene · Increased bleeding risk if you take blood thinners · Regular MRI scans

required to watch for swelling and bleeding · Falls, dizziness, and confusion · Very

expensive; requires infusion centers and specialist monitoring

Red flags

Rapid decline in memory or thinking over days to weeks (suggests delirium from infection,

medication, or stroke rather than typical dementia)

New weakness, numbness, or trouble speaking on one side of the body (may mean a stroke

is happening now and needs emergency imaging)

Severe confusion with fever, stiff neck, or bad headache (could be meningitis or

encephalitis, which need emergency treatment)

Sudden inability to recognize family, complete loss of awareness, or seizures (points to a

serious brain event that needs urgent imaging and care)

Signs of neglect, weight loss, bruises, or unsafe living conditions (the person may not be

able to care for themselves safely and needs immediate help and protection)

Nursing priorities

Check and trend vital signs every 4 to 8 hours, looking especially for fever above 100.4°F

(38°C) or blood pressure changes — Fever signals infection like urinary tract infection or

pneumonia which triggers delirium (sudden confused state) on top of baseline dementia

and needs antibiotics; blood pressure spikes can mean stroke or medication problem

Assess mental status using a structured tool like the Mini-Cog or MMSE (Mini-Mental State

Exam) and document exact score to track change over shifts — A numeric score lets the

team see if confusion is stable dementia or worsening delirium; rapid drops over hours to

days mean medical emergency like stroke, infection, or medicine toxicity that needs

immediate workup
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Screen for and remove physical restraints, bed alarms that increase agitation, and urinary

catheters unless absolutely required — Restraints and catheters raise delirium risk by

limiting movement and causing discomfort; dementia patients cannot tell you they are

uncomfortable so they pull at tubes and become more confused, and catheters cause

bladder infections

Create a calm, well-lit environment with clocks, calendars, family photos, and the same

caregivers each shift to support orientation — Dementia damages the hippocampus

(memory center) so patients cannot form new memories or track time; consistent

environment and cues reduce fear and agitation by helping the damaged brain recognize

where and when they are

Check medication list every shift for anticholinergic drugs (diphenhydramine, hydroxyzine),

benzodiazepines (lorazepam, diazepam), and opioids, and question any new orders — These

medicines block acetylcholine (a brain chemical) which is already low in dementia,

worsening confusion and raising fall risk; even one dose of diphenhydramine can cause

delirium in dementia patients that lasts days

Perform fall-risk assessment and keep bed low, rails down on exit side, non-slip socks on,

and path to bathroom clear and lit at night — Dementia damages the parietal lobe (spatial

awareness area) and frontal lobe (judgment area) so patients forget they cannot walk safely,

misjudge distances, and fall trying to get up alone, causing hip fractures and head bleeds

Monitor food and fluid intake at each meal, offer favorite foods, sit with patient during

meals, and use hand-over-hand assist if needed — Dementia patients forget to eat, lose

ability to use utensils, and cannot feel thirst due to hypothalamus damage; dehydration and

malnutrition worsen confusion and cause delirium, pressure ulcers, and infections

Assess pain using a behavioral scale like PAINAD if patient cannot report pain verbally,

looking for grimacing, guarding, or agitation during care — Dementia destroys language

areas so patients cannot say 'I hurt,' but untreated pain causes agitation, combativeness,

and screaming; treating hidden pain often resolves behaviors labeled as 'aggression'

without need for antipsychotic drugs

Sources

American Academy of Neurology (AAN) 2018 practice guideline

Alzheimer's Association clinical diagnostic criteria

National Institute on Aging

Cochrane systematic reviews on dementia

Last reviewed: 2026-07-07
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