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* Inter-donor variability is more dominant than drug-induced variability
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Figure 2. QC Confirms Suitable Sequencing Reading Depths *Criteria for differontially exprossed genes: puy<0.05.

BLV, bulevirtide; p,y, adjusted p value.
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BLV, bulevirtide; DMSO, dimethyl sulfoxide; M, million; QC, quality control; RIN, RNA integrity number. . - . . . .
. All samples passed sequencing depth and read-length QC (Figure 2) significantly downregulated by the HBV preS1 peptide, one of which overlapped with ABI-6250 (Figure 4)
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