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ABSTRACT: Senile Dementia is a form of general lietgtual impairment observed in elderly people. Apgimately 10 percent
of all people more than 65 years of age have dlliamportant intellectual impairment. Althougha@li 20 percent of these
cases may be due to treatable causes such asdtogiaeactions, most cases are what is known aseiier's disease. This
condition begins with failing attention and memolgss of mathematical ability, irritability and B®f sense of humour, and
poor orientation in space and time. Alzheimer'seaée is relentlessly progressive and leads to death to 15 years.
Examinations of the brains of persons who have diédAlzheimer's disease show characteristic twistibérs, called
neurofibrillary tangles, in certain areas of thaiby and cores of abnormal protein, called neuptéqjues, interspersed among
nerve cells. No cure is known for Alzheimer's déseaA form of this disease strikes younger persimsshom it is known as
presenile dementia.

Introduction

Dementia (a word taken from Latin, originatheaning "madness", froge- "without" + ment the root ofmens
"mind") is a serious loss of cognitive ability inpseviously unimpaired person, beyond what mightekpected
from normal aging. It may be static, the resulaafnique global brain injury, or progressive, réaglin long-term
decline due to damage or disease in the body. Afthalementia is far more common in the geriatripypation, it
can occur before the age of 65, in which casetérised "early onset dement&".

Dementia is not a single disease, but ratheon-specific illness syndrome (i.e., set of signd symptoms) in
which affected areas of cognition may be memongrdibn, language, and problem solving. It is ndiynequired
to be present for at least 6 months to be diagn®sedgnitive dysfunction that has been seen only herter
times, in particular less than weeks, must be tdrdairium. In all types of general cognitive dysftion, higher
mental functions are affected first in the process.

Especially in the later stages of the condit@ffected persons may be disoriented in time Knotving what day
of the week, day of the month, or even what ye#)jtin place (not knowing where they are), angbémson (not
knowing who they, or others around them, are). D@ragthough often treatable to some degree, isllysdue to
causes that are progressive and incurable.

*The Alzheimer's Study Group acknowledges prelimnaources of information for this review which
include articles by Dr. Kenneth L. Davis and fronikiffedia Encyclopaedia.
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Symptoms of dementia can be classified agertversible or irreversible, depending upon thigobogy of the
disease. Less than 10% of cases of dementia ar® daeises that may presently be reversed withntezdt. Causes
include many different specific disease processeshe same way that symptoms of organ dysfuncsioch as
shortness of breath, jaundice, or pain are at@liiatto many aetiologies.

Without careful assessment of history, thertstesm syndrome of delirium (often lasting daysweeks) can
easily be confused with dementia, because they ladlveymptoms in common, save duration. Some mental
illnesses, including depression and psychosis, pnaguce symptoms that must be differentiated froh lolelirium
and dementi&!

There are many specific types (causes) of démeoften showing slightly different symptoms. wkver, the
symptom overlap is such that it is impossible tagdose the type of dementia by symptomatology aland in
only a few cases are symptoms enough to give a pigbability of some specific cause. Diagnosishisréfore
aided by nuclear medicine brain scanning technigGestainty cannot be attained except with braspsy during
life, or at necropsy in death.

Some of the most common forms of dementia Ateheimer's disease, vascular dementia, frontoteadp
dementia, semantic dementia and dementia with Lieedies. It is possible for a patient to exhibit tao more
dementing processes at the same time, as none khtwn types of dementia protects against thersthe

History

Up to the end of the 19th century, dementia wanuch broader clinical concept, which includeshtal illness
and any type of psychosocial incapacity, includingse which could be reversédDementia at this time simply
referred to anyone who had lost the ability to odasand was applied equally to psychosis of meilitass,
"organic" diseases like syphilis which could degttioe brain, and to the dementia associated withagle, which
was held to be caused by "hardening of the artéries

Dementia when seen in the elderly was caéede dementia or senility and viewed as a normal and somewhat
inevitable aspect of growing old, rather than asdpeaused by any specific diseases. At the same, inh 1907, a
specific organic dementing process of early onsatied Alzheimer's disease, had been describeds Wais
associated with particular microscopic changegénbrain, but was seen as a rare disease of naddle

Much like other diseases associated with ggiegnentia was rare before the 20th century, afthdiyy no means
unknown, due to the fact that people seldom livedjlenough to experience it.

By the period of 1913-20, schizophrenia had bedidedined in a way similar to today, and also teem dementia
praecox had been used to suggest the developmes@ndé-type dementia at a younger age. Eventuaéytwo
terms fused, so that until 1952 physicians used tdrens dementia praecox ("precocious dementia") and
schizophrenia interchangeably. The term "precocdmmentia” for a mental iliness suggested thapa tf mental
illness like schizophrenia (including paranoia asecreased cognitive capacity) could be expectedrtive
normally in all persons with greater age. At theneaime, the beginning use of dementia to desdydib what we
know understand as schizophrenia and senile demeiter about 1920, acted to give the word "deraénat more
limited role, as one of describing a type of perarrmental deterioration which was not expecteldetoeversible.
This is the beginning of the more recognizableafdbe term today.

In 1976, neurologist Robert Katzmann suggestdink between "senile dementia” and Alzheimdiseasé®
Katzmann suggested that much of the senile demerdaurring (by definition) after the age of 65, was
pathologically identical with Alzheimer's diseasecorring before age 65 and therefore should notreated
differently. He noted that the fact the "senile @eta" was not considered a disease, but rathéropaging, and
this fact was keeping millions of aged patientshwithat otherwise was identical with Alzheimer'sedise, from
being diagnosed as having a disease process, thtrersimply considered as aging norm&lyatzmann thus
suggested that Alzheimer's disease, if taken torooeer age 65, is actually common, not rare, and the 4th or
5th leading cause of death, even though rarelygbeiported on death certificates in 1976.

This suggestion opened the view that demastisever normal, and must always be the result particular
disease process, and is not part of the normaityeagjing procesger se The ensuing debate led for a time to the
proposed disease diagnosis of "senile dementiaeoftzheimer's type" (SDAT) in persons over the abé5, with
"Alzheimer's disease" diagnosed in persons youtigar 65 who had the same pathology. Eventually,evew it
was agreed that the age limit was artificial, amat tAlzheimer's disease was the appropriate terrpdosons with
the particular brain pathology seen in this diseasgardless of the age of the sufferer. A helfihding was that
although the incidence of Alzheimer's disease emed with age (from 5-10% of 75 year olds to asynes0-50%
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of 90 year olds), there was no age at which albqes developed it, so it was not an inevitable eguence of
aging, no matter how great an age a person attained

Also, after 1952, mental illnesses like schlm@nia were removed from the category of "orgamiain
syndromes," and thus (by definition) removed froosgible causes of "dementing illnesses" (dementkssjhe
same, however, the traditional cause of senile déme- "hardening of the arteries" — now returnsdaaset of
dementias of vascular cause (small strokes). Thesee now termed "multi-infarct dementias" or vascul
dementias.

In the 21st century, a number of other typedementia have been differentiated from Alzheimdisease and
vascular dementias (these two being the most comypes). This differentiation is on the basis ofhyéogical
examination of brain tissues, symptomatology, agddifferent patterns of brain metabolic activity muclear
medical imaging tests such as SPECT and PET sdathe drain. The various forms of dementia havéedifg
prognoses (cause of illness), and also differirtg & epidemologic risk factors. The causal etiglad many of
them, including Alzheimer's disease, remains unkmoalthough many theories exist such as accumulatio
protein plaques as part of normal aging, inflamoratinadequate blood sugar, and traumatic braimynj

Signs, Symptoms and Comor bidities

Dementia is not merely a problem of memotyrelduces the ability to learn, reason, retain exrall past
experience and there is also loss of patterns aights, feelings and activities (Geldetr al. 2005). Additional
mental and behavioural problems often affect peop® have dementia, and may influence quality &, li
caregivers, and the need for institutionalizatids.dementia worsens individuals may neglect thewesednd may
become disinhibited and may become incontinentldget al. 2005).

Depression affects 20-30% of people who have déaentd about 20% have anxié®yPsychosis (often delusions
of persecution) and agitation/aggression also oftetompany dementia. Each of these needs to besadsand
treated independent of the underlying deméfitia.

The Canadian Medical Association Journalreasrted that driving with dementia could leadawese injury or
even death to self and others. Doctors should adpgropriate testing on when to quit driviflg.

In the United States, Florida's Baker Act allows kenforcement and the judiciary to force mentalleaton for
those suspected of suffering from dementia or atiemtal incapacities.

In the United Kingdom, as with all mental atders, where a sufferer could potentially be agearto
themselves or others, they can be detained undevémtal Health Act of 1983 for the purposes okasment, care
and treatment. This is a last resort, and usuathyded if the patient has family or friends who @arsure care.

The United Kingdom DVLA (Driving & Vehicle kensing Agency) states that dementia sufferers who
specifically suffer with poor short term memorysdiientation, lack of insight or judgment are albertainly not
fit to drive—and in these instances, the DVLA mhstinformed so said license can be revoked. Thelyodeever
acknowledge low-severity cases and early sufferrd, those drivers may be permitted to drive pendiedical
report.

Behaviour may be disorganized, restless qupr@priate. Some people become restless or waitbert &y day
and sometimes at night. When people suffering fdementia are &Jt in circumstances beyond theiitiakil there
may be a sudden change to tears or ang@atastrophic reaction).*

Causes
Fixed cognitive impair ment

Various types of brain injury, occurring asiagle event, may cause irreversible but fixed d@gbgnimpairment.
Traumatic brain injury may cause generalized dantaghe white matter of the brain (diffuse axonglry), or
more localized damage (as also may neurosurgertgmforary reduction in the brain's supply of blasdxygen
may lead to hypoxic-ischemic injury. Strokes (istihestroke, or intracerebral, subarachnoid, suldurextradural
haemorrhage) or infections (meningitis and/or eheéifis) affecting the brain, prolonged epileptieizires and
acute hydrocephalus may also have long-term effentsognition. Excessive alcohol use may causehalco
dementia, Wernicke's encephalopathy and/or Kor$akafychosis, and certain other recreational dmgg cause
substance-induced persisting dementia; once ovetesses, the cognitive impairment is persistent ot
progressive.

Slowly progressive dementia
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Dementia which begins gradually and worsemnsgnessively over several years is usually causgd b
neurodegenerative disease; that is, by conditiffestang only or primarily the neurons of the brand causing
gradual but irreversible loss of function of thesdls. Less commonly, a non-degenerative conditimy have
secondary effects on brain cells, which may or matybe reversible if the condition is treated.

The causes of dementia depend on the agbiehwymptoms begin. In the elderly population @llsudefined
in this context as over 65 years of age), a larggority of cases of dementia are caused by Alzhémudisease,
vascular dementia or both. Dementia with Lewy bsdg& another fairly common cause, which again megup
alongside either or both of the other cadS#¥22! Hypothyroidism sometimes causes slowly progressbgnitive
impairment as the main symptom, and this may Hg felersible with treatment. Normal pressure hgegmhalus,
though relatively rare, is important to recognizece treatment may prevent progression and improther
symptoms of the condition. However, significant oibtige improvement is unusual.

Dementia is much less common under 65 yelhagi@ Alzheimer's disease is still the most frequause, but
inherited forms of the disease account for a highreportion of cases in this age group. Frontotewpbar
degeneration and Huntington's disease account ést of the remaining cas€d. Vascular dementia also occurs,
but this in turn may be due to underlying conditiqincluding antiphospholipid syndrome, CADASIL, MES,
homocystinuria, moyamoya and Binswanger's dise®&sg)ple who receive frequent head trauma, suclxasbor
football players, are at risk of chronic traumaticephalopathy?! (also called dementia pugilistica in boxers).

In young adults (up to 40 years of age) whaveapreviously of normal intelligence, it is vegre to develop
dementia without other features of neurologicaédse, or without features of disease elsewherteeitbody. Most
cases of progressive cognitive disturbance inabesgroup are caused by psychiatric illness, alamhother drugs,
or metabolic disturbance. However, certain gergisorders can cause true neurodegenerative denadritizs age.
These include familial Alzheimer's disease, SCAtidn{inant inheritance); adrenoleukodystrophy (X-tidk
Gaucher's disease type 3, metachromatic leukoghystroNiemann-Pick disease type C, pantothenates&ina
associated neurodegeneration, Tay-Sachs diseaseWAlsdn's disease (all recessive). Wilson's disesse
particularly important since cognition can impravith treatment.

At all ages, a substantial proportion of @atts who complain of memory difficulty or other oitive symptoms
are suffering from depression rather than a neg®euderative disease. Vitamin deficiencies and clraorfections
may also occur at any age; they usually cause apptoms before dementia occurs, but occasiomaiiyic
degenerative dementia. These include deficiendiegtamin B,,, folate or niacin, and infective causes including
cryptococcal meningitis, HIV, Lyme disease, progres multifocal leukoencephalopathy, subacute esiaeg
panencephalitis, syphilis and Whipple's disease.

Rapidly progressive dementia

Creutzfeldt-Jakob disease typically causeementia which worsens over weeks to months, beiged by
prions The common causes of slowly progressive demealBa sometimes present with rapid progression:
Alzheimer's disease, dementia with Lewy bodiesntistemporal lobar degeneration (including corticsaia
degeneration and progressive supranuclear palsy).

On the other hand, encephalopathy or delinoay develop relatively slowly and resemble denzerRiossible
causes include brain infection (viral encephaligsibacute sclerosing panencephalitis, Whipple'sadis) or
inflammation (limbic encephalitis, Hashimoto's eplcalopathy, cerebral vasculitis); tumors such asplyoma or
glioma; drug toxicity (e.g. anticonvulsant drugg)etabolic causes such as liver failure or kidndjufe; and
chronic subdural hematoma.

Dementia as a featur e of other conditions

There are many other medical and neurologioadlitions in which dementia only occurs lateha tliness, or as
a minor feature. For example, a proportion of pasienith Parkinson's disease develop dementia,gtihavidely
varying figures are quoted for this proportidfi™" "¢ \WWwhen dementia occurs in Parkinson's disease, the
underlying cause may be dementia with Lewy bodie&lpheimer's disease, or bdtfl. Cognitive impairment also
occurs in the Parkinson-plus syndromes of progressupranuclear palsy and corticobasal degeneréiach the
same underlying pathology may cause the clinicadeymes of frontotemporal lobar degeneration). @Gitro
inflammatory conditions of the brain may affect niipn in the long term, including Behcet's diseaswiltiple
sclerosis, sarcoidosis, Sjogren's syndrome anemsystlupus erythematosus. Although the acute poradymay
cause episodes of confusion and psychiatric diaha®, dementia is a rare feature of these rarasise’
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Apart from those mentioned above, inherited coadgi which may cause dementia alongside other fesmtur
include!®

» Alexander disease

» Canavan disease

» Cerebrotendinous xanthomatosis
« DRPLA

» Fragile X-associated tremor/ataxia syndrome
» Glutaric aciduria type 1

* Krabbe's disease

* Maple syrup urine disease

* Niemann Pick disease type C

» Kufs' disease

* Neuroacanthocytosis

» Organic acidemias

» Pelizaeus-Merzbacher disease

» Urea cycle disorders

» Sanfilippo syndrome type B

» Spinocerebellar ataxia type 2

Diagnosis

Proper differential diagnosis between theetypf dementia (cortical and subcortical) will requat the least,
referral to a specialist, e.g., a geriatric intstnigeriatric psychiatrist, neurologist, neuropjobist or
geropsychologist. Duration of symptoms must evidentt least six months for a diagnosis of den@eatiorganic
brain syndrome to be made (ICD-10).

Cognitive testing

There exist some brief tests (5—15 minutea) tiave reasonable reliability and can be usebaroffice or other
setting to screen cognitive status (Table 1). Exampf such tests include the abbreviated menttl seore
(AMTS), the mini mental state examination (MMSH)odified Mini-Mental State Examinatio(8MS)2 the
Coghnitive Abilities Screening Instrumel@ASI) 22 and the clock drawing te%® Scores must be interpreted in the
context of the person's educational and other backgl, and the particular circumstances; for examalperson
highly depressed or in great pain will not be expédo do well on many tests of mental ability.

Table 1: Sensitivity and specificity of common gf&ir dementia

Test Sensitivity Specificity Reference
MMSE 71%-92% 56%-96% 1]
3MS 83%-93.5% 85%-90% [20]
AMTS 73%-100% 71%-100% [20]

While many tests have been studi@d>2® and some may emerge as better alternatives tdVISE,
presently the MMSE is the best studied and mostneonty used. Another approach to screening for déiménto
ask an informant (relative or other supporter) itbdut a questionnaire about the person's everyclagnitive
functioning. Informant questionnaires provide coempéntary information to brief cognitive tests. Rably the best
known questionnaire of this sort is thigormant Questionnaire on Cognitive Decline in thieerly (IQCODE)?"!
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On the other hand th&eneral Practitioner Assessment Of Cognitemmbines both, a patient assessment and an
informant interview. It was specifically designeat the use in the primary care setting and is alaglable as a
web-based test. Further evaluation includes reigsit another date, and administration of othetstef mental
function.

Laboratory tests

Routine blood tests are also usually perfartoerule out treatable causes. These tests indlit@ein By, folic
acid, thyroid-stimulating hormone (TSH), C-reactptein, full blood count, electrolytes, calciurapal function,
and liver enzymes. Abnormalities may suggest vitadgficiency, infection or other problems that coomy cause
confusion or disorientation in the elderly. The lgemn is complicated by the fact that these causdus@mn more
often in persons who have early dementia, so tteatetsal" of such problems may ultimately only bmporary.
Testing for alcohol and other known dementia-indgairugs may be indicated.

Imaging

A CT scan or magnetic resonance imaging (Btin) is commonly performed, although these maédslito not
have optimal sensitivity for the diffuse metaballtanges associated with dementia in a patientsti@is no gross
neurological problems (such as paralysis or wealnes neurological exam. CT or MRI may suggest @brm
pressure hydrocephalus, a potentially reversibliseaf dementia, and can yield information relevardgther types
of dementia, such as infarction (stroke) that waqadiht at a vascular type of dementia.

The functional neurcimaging modalities of SPECT &l are more useful in assessing long-standingitiog

dysfunction, since they have shown similar abilitydiagnose dementia as a clinical eX&hiThe ability of SPECT
to differentiate the vascular cause from the Almtexis disease cause of dementias, appears to lkeeosufp

differentiation by clinical exarf?”!

Recent research has established the valueEdf imaging using carbon-11 Pittsburgh CompoundsBaa
radiotracer (PIB-PET) in predictive diagnosis ofriwas kinds of dementia, in particular Alzheimedisease.
Studies from Australia have found PIB-PET to be 8&86urate in predicting which patients with mildyodive
impairment would develop Alzheimer's disease within years. In another study, carried out usingp&éients seen
at the University of Michigan, PET studies usinthei PIB or another radiotracer, carbon-11 dihyelrabenazine
(DTBZ),eiseo(]tl to more accurate diagnosis for morentbae-fourth of patients with mild cognitive impaient or mild
dementia:

Prevention

It appears that the regular moderate coniompf alcohol (beer, wine, or distilled spirig)d a Mediterranean
diet may reduce risRUPARRY A study failed to show a conclusive link betweeighhblood pressure and
developing dementia. The study, published inlthacet Neurologyournal July 2008, found that blood pressure
lowering medication did not reduce dementia but thata analysis of the study data combined witteotiata
suggested that further study could be warrafited.

Brain-derived neurotrophic factor (BDNF) espsion is associated with some dementia tjHE&!

A Canadian study found that a lifetime of bilingaal delays the onset of dementia by an averagewfyears
when compared to monolingual patietits.

M anagement

Except for the treatable types listed abolverd is no cure to this illness. Cholinesterasiitdrs are often used
early in the disease course. Cognitive and behahiioterventions may also be appropriate. Educaimd)providing
emotional support to the caregiver (or carer) isrgfortance as welkge also elderly caje
Pain and dementia

As people age, they experience more heatihlpms, and most health problems associated wittgazarry a
substantial burden of pain; so, between 25% and 50%lder adults experience persistent pain. Senwith

dementia experience the same prevalence of conslitikely to cause pain as seniors without deméfti®@ain is
often overlooked in older adults and, when screefoed often poorly assessed, especially among thoise
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dementia since they become incapable of informithgrs that they're in paiff’**! Beyond the issue of humane
care, unrelieved pain has functional implicatidPersistent pain can lead to decreased ambulatnesised mood,
sleep disturbances, impaired appetite and exadenbaf cognitive impairmerif? and pain-related interference
with activity is a factor contributing to falls the elderly 2

Although persistent pain in the person wigmentia is difficult to communicate, diagnose amdt failure to
address persistent pain has profound functionaichzsocial and quality of life implications for shivulnerable
population. Health professionals often lack thdlskand usually lack the time needed to recognamsurately
assess and adequately monitor pain in people \eitieditia*”“* Family members and friends can make a valuable
contribution to the care of a person with demeblyalearning to recognize and assess their painc&anal

resources (such as the Understand Pain and Demérttisial) and observational assessment tools are
available!ol4Ies]

M edications

Currently, there are no medications that cieically proven to be preventative or curative démentid*®
Although some medications are approved for usehéntteatment of dementia, these treat the behali@urd
cognitive symptoms of dementia, but have no effecthe underlying pathophysiolo§y!

»  Acetylcholinesterase inhibitors: Tacrine (Cognexjonepezil (Aricept), galantamine (Razadyne), and
rivastigmine (Exelon) are approved by the Unitegt&t Food and Drug Administration (FDA) for treahinef
dementia induced by Alzheimer's disease. They neaysieful for other similar diseases causing demesotth
as Parkinsons or vascular demefffaAcetylcholinesterase inhibitors aim to increase #mount of the
neurotransmitter acetylcholine, which is deficiemipeople with dementi&®! This is done by inhibiting the
action of the enzyme acetylcholinesterase, whielaksdown acetylcholine as part of normal brain iond*!
Though these medications are commonly prescribed minority of patients these drugs can cause side
effects including bradycardia and sync&e.

. N-methyl-D-aspartate (NMDA) receptor blockers: Memiae is marketed under several names by different
pharmaceutical companies including: Abixa, Akatinakura, Ebixa, Memox and Nament4.In dementia,
NMDA receptors are over-stimulated by glutamatejcWitreates problems for neurotransmission (and thu
cognition) and also leads to damage to neuronaugfirexcitotoxicity. Memantine is thought to work by
improving the “signal-to-noise” ratio and prevemtiexcitotoxic damag€? Hence, due to their differing
mech[?sr?[isaps of action memantine and acetylcholiresteinhibitors can be used in combination withheac
other:

Off label

Amyloid deposit inhibitors: Minocycline and Clioquoline, antibiotics, may help reduce amyloid defsosi
the brains of persons with Alzheimer's diséade.

*  Antidepressant drugs: Depression is frequently @ated with dementia and generally worsens theedegf
cognitive and behavioral impairment. Antidepressaaitectively treat the cognitive and behaviorahpyoms
of deFr]ession in patients with Alzheimer's disé¥séut evidence for their use in other forms of detiaeis
weak!>”

* Anxiolytic drugs: Many patients with dementia expace anxiety symptoms. Although benzodiazepires li
diazepam (Valium) have been used for treating apxmeother situations, they are often avoided biseahey
may increase agitation in persons with dementia amd likely to worsen cognitive problems or are too
sedating. Buspirone (Buspar) is often initiallyettifor mild-to-moderate anxiel§f"" "¢ There is little
evidence for the effectiveness of benzodiazepinekementia, whereas there is evidence for the teféess of
antipsychotics (at low doses§!

. Selegiline, a drug used primarily in the treatmehParkinson's disease, appears to slow the developof
dementia. Selegiline is thought to act as an aittéoX, preventing free radical damage. Howevealsb acts
as a stimulant, making it difficult to determine ether the delay in onset of dementia symptoms & tdu
protection from free radicals or to the generalafion of brain activity from the stimulant ef'fé%(’tg.J
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e Antipsychotic drugs: Both typical antipsychoticaudh as Haloperidol) and atypical antipsychoticshsas
(risperidone) increase the risk of death in denaeasisociated psycho&i¥. This means that any use of
antipsychotic medication for dementia-associategtipssis is off-label and should only be consideaétdr
discussing the risks and benefits of treatment thigfse drugs, and after other treatment modalitee failed.
In the UK around 144,000 dementia sufferers aresc@ssarily prescribed antipsychotic drugs, arous@D2
patients die as a result of taking the drugs eaehS}’

Services

Adult daycare centres as well as special gaits in nursing homes often provide specialize dar dementia
patients. Adult daycare centres offer supervisiengeation, meals, and limited health care to gigdnts, as well as
providing respite for caregivers. In addition, Horwa&re can provide one-on-one support and careeanhtime
allowing for more individualized attention thatriseded as the disease progresses. While some ipeglinstudies
have found that music therapy may be useful inihglpatients with dementia, their quality has b&mm and no
reliable conclusions can be drawn from t .

Nursing people with dementia

Psychiatric nurses can make a distinctiverdmution to people's mental health. The four maiamises upon
which psychiatric nursing is based are:

e The nursing is an interactive, developmental huna&tivity that is more concerned with the future
development of the person than the origins.

«  The experience of mental distress related to tlyehpatric disorder is represented through distuceanor
reports of private events that are known only tpbrson concerned.

. Nurses and the people in care are engaged inteoredhip based on mutual influence.

*  The experience of psychiatric disorder is transglateo problems of everyday living and the nurséerdhe
human responses to the psychiatric distress, ealitordef®!

Feeding tubes

There is little evidence, even after widesprase, that feeding tubes help patients with adsdmiementia gain
weight, regain strength or function, prevent asfwrapneumonias, or improve quality of life. Theks associated
with the use of tubes are not well knolffh.

Epidemiology

Evidence from well-planned, representativedepiiological surveys is scarce in many regionstiqaarly in
low-income countries. However, estimates from 280§gest a global dementia prevalence of 24.3 mijlligith
4.6 million new cases of dementia every year. Thenlver of people affected will double every 20 yetrs
81.1 million by 2040%!
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