Differential synaptic marker involvement in the different genetic forms of frontotemporal dementia
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FIGURE. Levels of synaptic markers in CSF from the different genetic groups included in the study. Levels expressed in fmol/mL and p-value of each significant change indicated in each graph.

UK Dementia
Research Institute

ENFI

GENETIC FTD INITIATIVE

@ a.sogorb-esteve@ucl.ac.uk

' @aitanasogorb




