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C3F is elevated in patients with stenotic CD compared to luminal CD at baseline. For the stenotic group C3F levels are higher after the surgical resection compared to baseline, 1 month, 3 and 6 months, suggesting that C3F reflects fibroblast
activity during fibrostenosis and tissue remodeling following surgery. C3F shows modest discriminatory ability across comparisons, with AUC values ranging from 0.65 to 0.69. The positive correlation with CRP supports the association with
inflammation leading to collagen deposition and fibrosis in patients with stenotic CD. C3F shows negative correlation with disease duration suggesting that C3F could reflect fibrosis at early stages of stenotic CD. In patients with luminal CD,
C3F levels were significantly higher at 12 months compared to baseline and 6 months, and early C3F levels (baseline, 3 months and 6 months) were significantly positively associated with ileal stenosis assessed at 12 months. This suggests
that increased C3F may be predictive of future endoscopic disease activity or even a potential relapse. Thus, the findings highlight the potential use of C3F as a novel biomarker for intestinal fibrosis in CD.
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