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Abstract ;[ Objective | To study the correlation between the key factor of NGAL pathway and the recur-
rence of ulcerative colitis and its clinical application. [ Methods |89 patients with ulcerative colitis were ran-
domly selected. According to the severity of ulcerative colitis,the patients were divided into mild and mod-
erate UC group and severe UC group. The levels of NGAL pathways in the patients were detected,and the
relapse rate of the two groups was analyzed retrospectively. [ Results |Serum NGAL levels in patients with
severe UC were significantly higher than those in patients with mild to moderate UC(P <C0. 05). The re-
currence rate of severe UC group was significantly higher than that of moderate UC group at 3 months and
6 months after remission(P<C0. 05). [ Conclusion ] The level of NGAL in patients with ulcerative colitis was
significantly increased. And the higher the degree of disease activity, the more obvious NGAL levels in-
creased. At the same time the recurrence rate of patients was also increased, It may have important clinical
significance to control the levels of NGAL in patients with UC for prevention of disease recurrence.
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