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Figure 3: Galunisertib treatment blocks TGFB-induced collagen deposition, stellate activation, and TGFB-pathway specific biomarkers in ExVive Human Liver Tissue. Tissue was treated for 14 days with and
without galunisertib co-treatment. (A) Trichrome staining for collagen deposition. (B) Alpha-smooth muscle actin (red) and desmin (green) immunofluorescence following 14 days of treatment. (C) Collagen

guantification via Sirius Red-Fast Green assays on 15 puM tissue sections taken from tissue adjacent to the histological image. Dye was extracted and quantification was performed on a spectrophotometer. (D)

!-I:e';:?dr:jc-!gzsue ACTAZ2 transcript quantified by qRT-PCR. (E) SMAD2/3 phosphorylation quantified by ELISA. (F) TIMP-1 secretion quantified by ELISA. Data plotted as mean values +1 SD, **p<0.01, ****P<0.0001 by ANOVA with
. Scalable Dunnett’s multiple comparisons.
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