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Study on the correlation between serum HMGB-1,IL-1f, Vaspin and
HOMA-IR in patients with non-alcoholic fatty liver disease
FU Shujiao ,2YANG Zhixin
(Department of Gastroenterology ,Chengdu West District Hospital ,Chengdu,Sichuan 610000, China)

Abstract: Objective  To investigate the correlation between serum high mobility group protein Bl
(HMGBL1) ,interleukin-18 (IL-1B) , Vaspin and insulin resistance index (HOMA-IR) in patients with non-alco-
holic fatty liver disease (NAFLD). Methods From July 2016 to October 2018,188 patients with NAFLD were
selected. A total of 100 healthy persons were selected as healthy control group. The basic data and the levels of
HMGBL1,IL-18 and Vaspin were compared between the two groups. Univariate analysis, Logistic regression a-
nalysis and Pearson correlation analysis were performed. Results The total cholesterol (TC), triglyceride
(TG) ,low density lipoprotein cholesterol (LLDL-C),fasting blood glucose (FPG) ,fasting insulin (FINS) , HO-
MA-IR, HMGB-1,1L-18 and Vaspin in NAFLD group were significantly higher than those in healthy control
group (P<C0.05). Multivariate Logistic regression analysis showed that HMGB-1,1L-18 and Vaspin were in-
dependent influencing factors of insulin resistance in NAFLD patients. The levels of HMGB-1,1L-18, Vaspin,
FINS and HOMA-IR increased with the severity of the disease (P <C0. 05). Pearson correlation analysis
showed that HMGB-1,11L-18 and Vaspin were positively correlated with FINS and HOMA-IR in NAFLD pa-
tients (P<C0.05). Conclusion HMGDB-1,1L-18 and Vaspin may be involved in the occurrence and development
of insulin resistance in NAFLD patients.
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