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BACKGROUND

- Fibrosis often originates from a persistent insult that damages
epithelial and endothelial cells and activates chronic pro-
inflammatory processes that impair the regular course of tissue
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remodeling (type VI, XVI and XVl collagens), the ELF score
and bile acids were measured in serum from 62 patients with
primary sclerosing cholangitis (PSC) at baseline (BL) and after
12 weeks treatment with Aldafermin (FGF-19) (clinical trials:

NCT02704364). Risk of transplant or death by tertiles of PRO-C3 Aldafermin therapy simultaneously reduces bile acids and
Table 2. 4-year risk and hazard ratios in PSC patients stratified according to PRO-C3 and the changes correlate
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0.78 [0.46,0.91] 6.92 [2.88,16.61] and a 7-fold increase in the hazard ratio in relation to the
group with the lowest PRO-C3 levels (lower tertile).
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CONCLUSIONS

* Fibroblast activation and collagen formation are important for outcomes in PSC.
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* The data suggest that bile acids activate fibroblast driving fibrogenesis, and that lowering of
‘ bile acids attenuate the fibrotic drive. Lowering fibroblast activity may have positive effects on
| liver related outcomesin PSC.

+ NordicPRO-C3™ (PRO-C3) was measured in serum from 138
PSC patients from a prospective study with 4 years follow up.
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