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Background Results

White matter hyperintensities (WMH) and cerebral CSF proteomic signatures of WMH and CMB, and their overlap:
WMH: 123 dysregulated proteins enriched mainly for extracellular matrix remodeling, angiogenesis, and complement activation (Figure 1A).
CMB: 35 dysregulated proteins enriched for oxidative stress and hematopoiesis (downregulated), and ECM remodeling (Figure 1B).
Overlap: WMH- and CMB-associated proteins were largely distinct (Figure 1C).
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Figure 1. CSF proteomic signatures associated with white matter hyperintensities (WMH) and cerebral microbleeds (CMB). (A) Volcano plot showing the proteomic profile of WMH+ versus WMH- with age and gender adjustment. (B) Volcano
_ plot showing the proteomic profile of CMB+ versus CMB- with age and gender adjustment. (C) Venn diagram showing the number of proteins unique to WMH, unique to CMB, and shared between WMH and CMB.
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adjusted for age and sex showing the number of CMB-associated proteins overlapping with tau-related proteins and those unique to CMB.
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