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A Study on the Relationship Between Colorectal Polyps and Non - alcoholic Fatty Liver Disease. Liu Shan, Feng Yuliang, Wang Weif-
eng, et al. Department of Gastroenterology, Zhejiang Hospital, Zhejiang 310013, China

Abstract Objective To explore the association between colorectal polyps and nonalcoholic fatty liver disease. Methods This ret-
rospective cohort observational study conducted at department of gastroenterology, Zhejiang Hospital from February 1st 2017 to July 1st
2017. Patients who underwent colonoscopy were divided into case group (94 patients with colorectal polyps) and control group (135 pa-
tients without colorectal polyps). Data were extracted from the patient charts including demographic, triglyceride, cholesterol, low density
lipoprotein, fast glucose, helicobacter pylori infection. Results Compared with those of control group, the levels of triglyceride, choles-
terol and low density lipoprotein in colorectal polyps group were increased significantly ( triglyceride 2. 90 + 1. 36mmol/L vs 2. 03 =
11.00mmol/L,t = —4.417; cholesterol 3.33 +0.45mmol/L vs 4.40 +0. 64mmol/L, ¢t = — 12.417; low density lipoprotein 3. 33 +
0.45mmol/L vs 2.54 £0.46mmol/L, t = —12.926; P all <0.01). The prevalence of nonalcoholic fatty liver disease was 46.81% in
the colorectal polyps group and 15.56% in the control group. There was no significant difference in glucose and helicobacter pylori infec-
tion between case group and control group( P all >0.05). By multiple regression analysis, nonalcoholic fatty liver disease was found to be
associated with an increased risk of colorectal polyps( OR =2.342; 95% confidential interval: 1.324 —2.621). Conclusion Our study
found a possible association between nonalcoholic fatty liver disease and colorectal polyps. It was necessary for these patients to strengthen
abdominal ultrasonic examination.
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