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Figure 2. Associations between blood-based biomarkers and disease progression and survival in ALS

fundacié ALZHEIMER'S %‘:ssoclmow .. | -I\ HOSpital del Mal" Contact
II‘.'!H{I:EF'EI‘JIﬂEBEtEI paﬁ-‘%l:-glga" A AI[ ;@26 erc Ll E;ﬁgl%[]%h Institute portiz@barcelonabeta.org

Established by the European Commission



	Diapositiva 1

