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Dementia – many causes



Illustration by Bob Morreale, provided courtesy of the American Health Assistance Foundation
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Neuroimaging — Brain imaging, preferably with magnetic resonance imaging (MRI), is indicated in the evaluation of patients with 
suspected AD [99]. Brain MRI can document potential alternative or additional diagnoses including cerebrovascular disease, other
structural diseases (chronic subdural hematoma, cerebral neoplasm, normal pressure hydrocephalus), and regional brain atrophy
suggesting frontotemporal dementia (FTD) or other types of neurodegenerative disease. (See "Evaluation of cognitive impairment and 
dementia", section on 'Neuroimaging'.)

●MRI – Structural MRI findings in AD include both generalized and focal atrophy, as well as white matter lesions. In general, these 
findings are nonspecific.

The most characteristic focal finding in AD is reduced hippocampal volume or medial temporal lobe atrophy [47,100-103]. Because 
hippocampal volumes decline in normal aging, however, age-specific criteria are needed [100,101,104]. The finding of hippocampal
atrophy provides incremental support for a diagnosis of AD in a patient with a typical clinical presentation, but it is not sufficiently 
specific to contribute significantly to the accuracy of the diagnosis over the clinical assessment alone [105]. Some studies have suggested 
that MRI features may predict rate of decline of AD and in the future may guide treatment decisions [85,106]. Hippocampal volumetry 
using age-corrected norms available from the Alzheimer Disease Neuroimaging Initiative can predict rates of progression of mild 
cognitive impairment (MCI) to dementia [107]. However, the tools to generate these measurements are not in wide use, nor have these 
findings been validated in a clinical practice setting.



Diagnosis – AD should be suspected in any older adult with insidious onset, progressive 
decline in memory, and at least one other cognitive domain leading to impaired 
functioning. The diagnosis of AD is made in large part by this clinical assessment. 

Neuropsychologic testing may provide confirmatory information and aid in patient 
management. A neuroimaging study should be obtained on every patient suspected of 
having AD. 

In selected cases (eg, those with young age of onset or atypical presentations), other 
imaging or biomarker tests including 18-F fluorodeoxyglucose positron emission 
tomography (FDG-PET), cerebrospinal fluid (CSF) testing, or amyloid/tau PET may be 
helpful, although access and reimbursement for these tests may present challenges. If 
use of aducanumab is being considered, confirmation of amyloid status is necessary 
with either amyloid PET or CSF testing.

https://www.uptodate.com/contents/aducanumab-drug-information?search=alzheimers+diagnosis&topicRef=5071&source=see_link


DIFFERENTIAL DIAGNOSIS
The most common disorders considered in the differential diagnosis of AD are vascular dementia and other 
neurodegenerative dementias. The two most common neurodegenerative dementias after AD are dementia with 
Lewy bodies (DLB) and frontotemporal dementia (FTD).
●Vascular dementia is caused by either ischemic or hemorrhagic strokes or small vessel cerebrovascular disease. 
Diagnosis is most specific if there is a stroke-like course of illness, neurologic signs of stroke on examination, and 
imaging evidence of cerebrovascular disease. However, the course of illness may appear smoothly progressive, and 
there may be no elementary neurologic signs. Cerebrovascular disease commonly co-occurs with AD. With increasing 
age, it is more common than not to find both AD and cerebrovascular disease in the brain of a patient with dementia. 
●DLB may be the second most common type of degenerative dementia after AD. Clinical features that help distinguish 
this from AD include prominent early appearance of visual hallucinations, along with parkinsonism, cognitive 
fluctuations, dysautonomia, rapid eye movement (REM) sleep behavior disorder, and neuroleptic sensitivity. 
●FTD is a neuropathologically and clinically heterogeneous disorder characterized by focal degeneration of the frontal 
and/or temporal lobes. Early alteration of personality, social and emotional behavior, and executive functioning are 
prominent clinical characteristics of behavioral variant FTD. Primary progressive aphasia (PPA) is a form of FTD in 
which gradually progressive language impairment is the core feature early in the course. There are three major 
subtypes, with the semantic and nonfluent variants being associated usually with frontotemporal lobar degeneration 
(FTLD) pathologies (usually tau or TDP-43). PPA, particularly the logopenic variant, can also be a presentation of AD.



https://www.arthriticchick.com/diagnoses/non-autoimmune-diseases/brain-disorders/chronic-small-vessel-disease-of-
the-brain
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Metabolic myopathies
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EMG
Muscle pathology
Muscle MRI
CK level (in blood)
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This topic is a broad overview of our approach to the prevention of 
CVD events in those with established CVD or at very high risk. 
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https://www.who.int/news/item/11-02-2022-icd-11-2022-release



icd.who.int



• ICD-11 highlights

• Legally mandated health data standard*

• Comparable statistics with semantic interoperability

• Conceptual framework for all languages and cultures
• Integration of terminology and classification

• Up-to-date clinical and scientific knowledge
• End-to-end digital solution

• Freely available through open license

https://www.who.int/news/item/11-02-2022-who-s-
new-international-classification-of-diseases-(icd-11)-

comes-into-effect












