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Serum lipids and protein changes in patients with ulcerative colitis
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Abstract ;[ Objective] To observe the relationship between serum lipid and protein levels and the sever-
ity of patients with ulcerative colitis(UC). [ Methods ]Ninety-four UC patients and 100 healthy people were
enrolled. Total cholesterol(TC) , triglyceride(TG) , low-density lipoprotein (LLDL) , high-density lipoprotein
(HDL) ,total protein(TP),albumin(ALB) ,prealbumin(PA)were reviewed,and their correlations with the
severity were analyzed. [ Results]TC, TG,LDL,HDL, TP,ALB,PA in active UC patients were significantly
lower than those in controls(P<C0. 05). Correlation analysis showed that TC, TP, ALB was correlated with
the Baron score(P<C0.05). ALB was correlated with ESR(P<C0. 05). [ Conclusion |Disorder of lipid and
protein occur in active UC patients. ALB can be used as an evaluation indicator for the disease severity.
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