Tau pathology, CSF lactate levels and cerebral glucose hypometabolism |
are associated in Alzheimer* Disease: evidence from BA10 analysis.
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OBJECTIVE
Neurofibrillary tau pathology Is one of the main hallmarks of Alzheimer’s Disease (AD) neurodegeneration. Recent evidence suggests a possible causal role
of tau pathology on cerebral glucose metabolism impairment and CSF lactate levels in AD (Kulic et al, NBA, 2011; Liguori C et al, JNNP, 2015).
On these basis, the aim of the present study Is to investigate in AD patients possible interplays linking alteration of neuronal energy metabolism, measured
via both CSF lactate concentrations and [18F]FDG PET assessments, to CSF total tau (t-tau) proteins levels.

January 2011- December 2013
205 AD patients screened

METHODS

We measured CSF t-tau and lactate levels and performed [18F]FDG PET analysis in a population
of AD patients. We compared AD patients to two populations of non-demented controls, the first

60 patients excluded

who performed [18F]FDG PET evaluation (controls-1), and the second who underwent CSF
biomarkers analysis (controls-2). Finally, we correlated CSF t-tau proteins levels to CSF lactate 145 patients underwent CSF analysis
concentrations and cerebral glucose metabolism in the AD group. (AD biomakerks and lactate)
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CONCLUSIONS

We verified the occurrence of high CSF t-tau and lactate levels in AD patients compared to controls. Significantly, CSF t-tau and lactate
concentrations are not only linked in a mutual interplay, but also correlated to cerebral glucose hypometabolism. Significantly, CSF t-tau and lactate
levels correlated with hypometabolism in BA10, which represents a key area in AD neurodegeneration.

We hypothesize that in AD neurodegeneration tau pathology may exert a detrimental effect on the neuronal energy metabolism, which could be
evaluated by means of both CSF lactate levels and [18F]FDG PET assessments. This effect is more evident in BA10, a brain area significantly
affected by AD pathology.



