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Introduction: Guillain-Barré syndrome (GBS) Is a rare, Results | | | | |
complement-mediated peripheral neuropathy characterized by Acute Inflammatory signature Is conserved in GBS across independent cohorts

idl : K ith di t 1—2 ksl * Olink serum proteomics identified 352 shared upregulated proteins in baseline GBS-02 and US GBS cohorts vs HC (Figure 1A)
raplaly progressive weakness wi naair at 1—« WEEKS * A clear enrichment of inflammation-associated pathways was observed in the ten most represented Reactome pathways and protein counts (Figure 1B)

* Protein expression in the top three Reactome pathways was significantly upregulated at baseline (Figure 1C)
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Data show mean = SE NPX change from baseline in upregulated proteins significantly suppressed by tanruprubart in Olink proteomics. Bold lines indicate group means.
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