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Background and Objective

Brain metabolism alteration represents one of the earlier neuroimaging biomarkers of dementia. This study aimed to disentangle different brain FDG-PET patterns in
Mild Cognitive Impairment on the base of the longitudinal clinical progression.

Su bjects & Methods Type of study retrospective
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FIGURE 5. Areas of hypometabolism in MCI-FTD vs MCI-
MCI (p < 0.001)

TABLE 2. Brain areas of significant differences between groups

Conclusions

FDG-PET imaging, supported by a voxel-based analysis, is a very good tool in dementia diagnosis and might improve diagnostic and prognostic
confidence in MCI condition. Among MCI patients, compensatory mechanisms and relative hypermetabolic patterns shown by FDG-PET are not
vet fully understood and explored. Increase metabolism especially in subcortical areas could be specific of an evolution towards AD and not to
other types of dementia, such as FTD. Further studies are required to better understand whether hypermetabolism might also play a direct role
in the progression from MCI to AD and in the spread of amyloid pathology.
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