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protein expression changes in chronic hepatitis D patients following 48 weeks of treatment with bulevirtide
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Conclusions

« Participants from the MYR301 Phase 3 study were randomized in a 1:1:1 ratio to
receive 2 or 10 mg/day of BLV or no anti-HDV treatment (delayed treatment) for
W48 (ClinicalTrials.gov Identifier: NCT03852719).

» Total bile acid, ALT, and HDV RNA were assessed at all time points including BL
and W48.

Differential expression of NTCP protein between BL and W48 core

. . . Transcriptomics did not reveal any differences in NTCP gene
liver biopsies

e Results suggest that BLV treatment does not alter the sodium expression between treatment arms or VIFO|OgIC response groups

taurocholate co-transporting polypeptide (NTCP) mRNA
expression but may increase NTCP protein levels in the plasma
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Data is presented as A) The log,, of counts per million (CPM) of SLC10A1 for each treatment arm and B) the log,, CPM of SLC10A1
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Data is presented as A) the Spearman correlation between the baseline median cellular intensity of NTCP protein and baseline clinical
parameters (BA, ALT, and HDV RNA) and B) the Spearman correlation between the fold change of the median cellular intensity of NTCP

protein and the fold change clinical parameters at W48. BA, bile acids, BL, baseline; n.s., non-significant (p>0.05); W48, week 48
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Data extraction: Cell membrane area and the median intensity of NTCP protein
on the cell membrane of the individual hepatocytes segmented was computed.

Data is presented as the log,, NTCP median cellular intensity normalized to the membrane area of hepatocytes compared between BL and
W48 for A) treatment arms and B) virologic response status of pooled BLV-treated arms and delayed treatment.

BL, baseline; W48, week 48; n.s., non-significant (p>0.05); *p<0.05; **p<0.01
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