Transcriptomic Profiling Reveals Distinct Immune Signatures in Chronic Hepatitis B and Identifies Blood WED-578
Transcriptional Modules Associated With Hepatitis B e Antigen Loss Following Therapeutic Vaccination
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hepatitis B virus « HBeAg loss was associated with sustained upregulation of immune genes STAT4 and

KLRC1, consistent with activation of interleukin-12 and interferon pathways

« STAT4, CNBP, and KLRC1 expression on day 85 differentiated patients with CHB
who achieved HBeAg loss from patients who did not achieve HBeAg loss (P <.01)

(A) GSEA using a pre-ranked gene list. BTMs with [INES| 22 and FDR <0.05 are reported. Different BTMs are functionally grouped and B S L
colour-coded by superannotation. Green injections indicate GS-2829 (PICV) and purple injections indicate GS-6779 (LCMV). '
(B) Gene networks coloured red (up) and blue (down) indicate log, FC at D71.

BTM, blood transcriptional module; CD, cluster of differentiation; CHB, chronic hepatitis B; D, day; FC, fold change; FDR, false discovery rate;
GSEA, gene set enrichment analysis; HP, healthy participant; IFN, interferon; IRF2, interferon regulatory factor 2; ITK, inducible T-cell kinase;
LCMYV, lymphocytic choriomeningitis virus; LPS, lipopolysaccharide; NES, normalised enrichment score; NK, natural killer; PICV, Pichinde virus;
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