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Diagnostic value of interleukin—17C in ulcerative colitis
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[Abstract] Objective To investigate the significance of serum interleukin—17C (IL-17C) expression in
patients with ulcerative colitis (UC) and its diagnostic value in vitro. Methods The 32 UC patients in Affiliated
Hospital of Jining Medical College during December, 2017 to June, 2018 were selected as UC group, and 50 normal
healthy subjects were selected as control group. The gender, age, disease severity, etc. of two groups were collected,
and serum IL-17C in two groups was determined by enzyme-linked immunosorbent assay (ELISA). According to
UC degree, UC group was divided into mild, moderate and severe groups; according to age, the two groups were
divided into < 40 years old, 40-60 years old and > 60 years old groups. The IL-17C levels of different groups
were compared. Results The [L-17C of UC group was significantly higher than that in control group (ng/L:
251.724+90.49 vs. 138.30+68.10, P < 0.05). There was no significant difference in IL-17C among UC patients of
different degrees (P > 0.05). IL-17C level in healthy control group increased with age (P < 0.05), while in UC group
IL-17C levels had no significant difference among different ages (all P > 0.05). There was no significant difference
in different genders of two groups (both P > 0.05). Conclusion [L—-17C may play a significant role in occurrence
and development of UC, and has a certain clinical value in UC diagnosis.
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