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model DISCUSSION

Sustaln pipeline: Cortical thickness across ' o gy staln identified three distinct disease trajectories. Each subtype contained a mix of diagnostic certainty levels, underscoring the complexity of bvFTD.
brain regions was used as input to the ', pach subtype demonstrates a distinctive clinical symptom and atrophy pattern at baseline
Sustaln model to derive distinct subtypes e Behavioral symptoms appear similar across the three subtypes at baseline but progress differently, suggesting distinct clinical trajectories within bvFTD.

m? 4 @ » e Current diagnostic criteria cannot capture these subtype differences, highlighting the need for new diagnostic approaches.
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i ‘;1’ ticipants with — subtype and ¢, 0 nes alignby || ® Three bvFTD subtypes were identified, each with distinct atrophy patterns and clinical symptoms.
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g Stage Inference  q¢rophy trajectories | o At baseline, cognitive and behavioral profiles show little difference across subtypes, underscoring the need for more sensitive biomarkers to improve diagnosis.
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