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 HSC In vitro assays
Primary human hepatic stellate cells (ScienCell) were cultured for 48 hours in

the presence of recombinant WISP1 or TGF. Collagen levels were measured CO N C LU S I O N S AC KN OW L E DG M E N TS

by ELISA (Takara Bio); aSMA (LS Bio); and, IL6 (MSD).
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* Anti-WISP1 suppresses fibrosis in vitro, in vivo and In -

» Bleomycin and CCIl, mouse models of fibrosis

Mouse models of fibrosis were conducted at Aragen (Morgan Hill, CA) under
IACUC approved protocols. Study designs were as shown in the Results.
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Histologic analysis was done at Dallas Tissue Research (Dallas, TX). IL6 and * HSC reprogramming by WISP1 inhibition is an Engelenburg (Da”aS Tissue
MCP-1 levels were determined by Luminex assays; Pro-collagen 1a1 by ELISA Intriguing therapeutic approach for fibrotic disease
(Abcam); and, TIMP1 by ELISA (R&D Systems). Juing P PP Research, Dallas, TX)
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