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Introduction

CCL24 (eotaxin-2) is a chemokine that promotes cell trafficking Proteomics s
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CCL24 as a potential therapeutic target for patients
with liver disease driven by inflammation and fibrosis.

proximity extension assay (PEA) of 3072 proteins. Differentially
expressed proteins between CM-101 and Placebo treated
patients were identified using a mixed effect model fitted to the

data. To identifv pathwavs differentiallv modulated from baseline significant (p<0.05, by linear mixed model) proteins altered in the treatment group compared to placebo. Values are centered and
to F;OS betwgepn CIVI-lel and playcebo eroups, Gene Set scaled. (C) Boxplots of key pathways showing mean fold change (NPX values) across all proteins in a given pathway, for each treatment

Proteome profiling analysis differentiate between CM-101 and Placebo groups
(A) Principal component analysis summarizing the differences in the proteomic profile of each treatment group. (B) Heatmap of

group (p<0.05: *, <0.01: **, < 0.001: ***). (D) Receiver Operator Characteristics (ROC) of selected proteins, showing sensitivity, 1 —
specificity and area under the ROC curve. (F) Ingenuity pathway analysis (IPA)- Diseases and Bio Functions and Toxicity Functions,
filtered for liver and hepatic related pathways, and their corresponding activation z-score and p values.

Enrichment Analysis (GSEA) and Ingenuity Pathway analysis
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