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The term dementia is characterised by a progressive decline in cognitive abilities impacting 

on personal, social and occupational functioning, often caused by degenerative changes and 

positively correlated to age1. The most prevalent form being Alzheimer’s (AD)2.

In 2011, the National Institute on Aging (NIA) and Alzheimer’s Association (AA) updated the 

original criteria from 198410,11. They proposed that AD develops long before symptoms 

present. The criteria has three categories for diagnosis; preclinical AD, MCI and dementia 

(Figure 3). In the preclinical stage. biomarkers have a greater role to play in early detection. 

Biomarkers are specific characteristics that can be objectively measured to predict the 

presence or risk developing a disease12. For dementia, these include atrophy, protein levels 

and patterns of perfusion. Specific regions and patterns can assist with determining 

dementia subtype.

Up until June 2018 the NICE guidelines CG42 recommended the use of the National Institute 

of Neurological and Communicative Disorders and Stroke and the Alzheimer’s disease and 

Related Disorders Association (NINCDS/ADRDA) criteria for diagnosing AD9. CG42 

recommended structural imaging in the form of MRI or CT to rule out underlying pathologies 

and to support a diagnosis, while favouring SPECT imaging to distinguish between dementia 

subtypes over FDG PET.

With projections estimating up to 5 million people within the UK are aged 85+, accounting for 

approximately 5% of the population3. Age appears to be the strongest risk factor in dementia, 

with the incidence of dementia increasing exponentially from ages 65>4. An official report into 

the prevalence rates of dementia estimate the number of people with dementia in the UK is 

to reach over 1 million by 2025 and over 2 million by 20515. With costs rising from £14 billion 

in 2007 to £34 billion by 20266. 

CLINICAL FEATURES ALZHEIMER’S

ONSET Gradual

MEMORY IMPAIRMENT Early, pronounced deficit 

EXECUTIVE DYSFUNCTION Late appearance

NEUROLOGIC FINDINGS None or subtle in early stages

NEUROIMAGING Later stages: hippocampal, temporal and parietal 

atrophy most common

CARDIOVASCULAR HISTORY Less commonly observed

Historically, the role of structural imaging in dementia has primarily been one of exclusion, 

with the aim of uncovering any conditions which may themselves account for cognitive 

symptoms e.g. tumours, hydrocephalus, or haemorrhages7. Although, in recent years, this 

role has changed from one of exclusion to one of supporting a diagnosis8. 

Figure 1. CG42 Guideline – Diagnostic criteria

4. DIAGNOSTIC CRITERIA

Preclinical 
AD

• This stage is characterised by measurable changes in biomarkers that can be 
indicative of the earliest signs of disease, before symptoms become apparent (such as 
memory loss)

MCI due to 
AD

• This stage is marked by mild changes in cognitiion, to the extent that they are 
noticeable to individual affected and can be measured via imaging, but do not affect the 
ability to conduct everyday tasks

Dementia 
due to AD

• In this final stage, cognitive functions have deteriorated to a point where they have an 
impact on ability to function.  

Figure 3. Breakdown of NIA’s stages/ progression of dementia

CRITERIA NINCDS-ADRDA 

(1984)

NIA-AA (2011)

PROBABLE AD

Dementia diagnosis Impairments in 2 cognitive 

domains based on clinical 

exam and documented by 

cognitive testing 

Impairments in 2 cognitive domains, 

and expands the definition on the 

non-memory forms of AD 

(language, executive function)

Onset and Progression Progressive worsening of 

memory symptoms and 

other cognitive functions

Insidious onset and clear-cut history 

of worsening of cognition by report 

or observation 

Age Between ages 40-90 No age limitation

Biomarkers Not available in 1984 

criteria

Use of MRI, PET and CSF and 

other biomarkers to positively 

increase the certainty of AD in 

patients with probable AD. 

Recommended only for research 

purposes. 

POSSIBLE AD

Atypical presentations Presence of variations in 

the presentation, onset or 

clinical course

Presence of atypical course, 

sudden onset or there is insufficient 

historical detail or documentation of 

progressive decline

NON-AD phenotype Not addressed At least 2 biomarker categories 

positive  (Aβ CSF, tau CSF, PET, or 

MRI) to support the presence of 

underlying AD pathology

6. NINCDS-ADRDA – NIA-AA COMPARISON 

NICE published the dementia guidelines NG97 in June 2018 replacing the pre-existing CG42. 

There were several changes made:

• The most notable being the replacement of the outdated NINCDS-ADRDA (1984|) 

diagnostic criteria with the NIA’s (2011) criteria.

• NG97 Guideline 1.2.12 recommends the use of structural imaging to rule out reversible 

causes of symptoms as well as assisting with diagnosing dementia subtype in cases where 

subtype is unclear. 

• Further tests and functional imaging are to be conducted only when it would help to 

diagnose a dementia subtype

• Guideline 1.2.15 (NG97) states that if Alzheimer’s is suspected, the use of FDG-PET is 

recommended in order to arrive at a definitive diagnosis, with SPECT to be used if FDG is 

unavailable. As an alternative to the functional tests, cerebrospinal fluid (CSF) could also 

be examined for levels of tau and beta fluids. 

7. KEY CHANGES FROM CG42 TO NG97

Figure 2. CG42 Guideline – Diagnosing dementia subtype 

Table 1. Clinical features of Alzheimer’s

Table 2. Comparison of NINCDS-ADRDA AND NIA-AA diagnostic criteria


