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INTRODUCTION

Early and progressive impairments in social behaviour underpin the core clinical tfeatures ot FTD and may begin to manitest before
clinical diagnosist. However, social symptoms are understudied compared to language and executive function domains. The Socia
Impairment Rating Scale (SIRS) quantitatively measures six social symptoms as part of a clinical interview [lack of adherence to socia
norms, social withdrawal, socioemotional detachment, lack of response to social cues, inappropriate trusting behaviour, and person
recognition difficulties]? incorporated into the core Genetic FTD Initiative (GENFI) assessment.

AIMS

To explore the development of symptoms of social impairment and their neuroanatomical correlates in the GENFI cohort, including
participants in both the presymptomatic and symptomatic stages of disease, with mutations in the GRN and MAPT genes and
expansions in the C%orf72 gene.
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Figure 1. Frequency of participants affected by

SIRS subscores in the GENFI cohort. 10}

CONCLUSION
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progression. Figure 2. MAPT mutation carriers experience grey matter
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