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INTRODUCTION RESULTS

ROCK2 is central to disease processes driving fibrosis pathology REDX10616 has suitable in vitro ADME properties and is orally bioavailable ROCK2 inhibitors reduce markers of fibrosis in human liver in vitro models
* ROCK2+/- on HFD protected against loss of insulin * TROCK2 arterial smooth muscle cells, cultured * REDX10616 is a highly selective ROCK2 inhibitor across a panel of 422 kinases, and in the CEREP safety panel with - Redx ROCK2 inhibitors reduce primary human hepatic stellate cell activation and and fibrotic gene expression in vitro.
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Table 2. Summary of analysis of culture supernatant from cells cultured with Redx’s ROCK2 inhibitors  Figure 2. Mouse mesangial cells cultured for 8 days in high glucose with media
and KDO25 as a comparison. Data are from n>3. refresh and compound addition on day 3 and media and compound refreshed on References: 1. Soliman et al, 2016; 2. Xie et al, 2006; 3. Waddingham et al, 2015; 4. Cicek et al, 2013; 5. Shimizu et al, 2013; 6. Yao et al, 2013; 7. Okamoto et al, 2013; 8. Zhou et al 2012; 9. Hu et al. 2018; 10. Luo et al, 2012; 11 Zhang et al 2016; 12. Trebicka et al, 2007; 13. Wang et al, 2018; 14. Kolavennu et al. 2008; 15. Baba et al. 2014, 16. Sun et al. 2006; 17. Nozaki et al 2015; 18.
day 6 (A). Supernatant harvested for analysis, representative data in (B). Zhou et al 2013; 19. Ho et al. 2012; 20. Knipe et al 2015; 21. Kast et al, 2017; 22. Flynn et al, 2016.
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