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[Abstract] Objective This paper is to investigate the relationship between serum early growth
response factor 1 (EGR1) level and nonalcoholic fatty liver disease (NAFLD) in patients with type 2
diabetes mellitus (T2DM). Methods A total of 158 patients with T2DM who were treated in Liaocheng
People’s Hospital from April 2016 to April 2019 were selected as the research subjects, who were
divided into the NAFLD group (106 cases) and the T2DM group (52 cases) according to whether they
were complicated by NAFLD. Another 50 healthy people who had a physical examination in the same
period were selected as the control group. The serum EGR1 levels were measured by real-time
fluorescence quantitative PCR (RT-gPCR) and analyzed for their relationship with T2DM and NAFLD.
Results The serum EGRI1 level in the NAFLD group was lower than that in the T2DM group and the
control group, with a statistically significant difference (P<Z0. 05). The serum EGR1 level in the T2DM
group was lower than that in the control group, with a statistically significant difference (P<C0. 05).
EGR1 in T2DM patients was negatively correlated with body mass index (BMID), low-density lipoprotein
cholesterol (LLDL-C), fasting blood glucose (FPG), fasting insulin (FINS), and insulin resistance index
(HOMA-IR). The multivariate logistic regression analysis showed that BMI, total cholesterol (TC),
LDL-C, FPG, FINS, HOMA-IR, and EGR1 were all closely related to T2DM with NAFLD. The
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serum EGR1 level of NAFLD mild group was higher than that of the moderate group and severe group,

with a statistically significant difference (P<C0. 05). The serum EGR1 level of the moderate group was

higher than that of the severe group, with a statistically significant difference (P<Z0. 05). Conclusions

EGR1 is closely related to T2DM concurrent with NAFLD. Detection of serum EGR1 can help determine

the severity of NAFLD.
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