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Alzheimer’s disease ¢ New prospect of therapy
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Core diagnostic criteria

AD or as AD advances

Supportive features
B. Presence of medial temporal lobe atrophy

Exclusion criteria

FLAIR or T2 abnormalities in the MTL)
Criteria for definite AD

as required by the NIA-Regan criteria
Both clinical and genetic evidence (ch1, 14, 21) of AD

Probable AD: A plus one or more supportive features B, C, D, or E

A. Presence of an early and significant episodic memory impairment

1. Gradual and progressive changes in memory function reported by patients or informants over more 6months
2. Objective evidence of significant impaired episodic memory on testing

3. The episodic memory impairment can be isolated or associated with other cognitive changes at the onset of

(volume loss of hippocampus, entorhinal cortex, amygdala evedenced on MRI)
C. Abnormal CSF biomarker (low AR42, increased total tau or phospho-tau concentration)
D. Specific pattern on functional neuroimaging with PET (FDG, PIB, FDDNP)
E. Proven AD autosomal dominant mutation within immediate family

History (sudden onset, early occurrence of gait disturbance, seizures, behavoural canges)

Clinical features (Focal neurological features, early extrapyramidal signs)

Other medical disorders severe enough to account for memory and related symptoms
(Non-AD dementia, Major depression, CVD, toxic and metabolic abnormalities,

Both clinical and histological (brain biopsy or autopsy) evidence of the disease,

1 Research criteria for the diagnosis of Alzheimer’s disease: revising the NINCDS-ADRDA criteria (Lancet Neurol 2007)
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