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[Abstract] Objective To investigate the relationship between intestinal microbiota metabolite trimet-
lylamine oxide (TMAQ) and diabetic nephropathy (DN) in patients with type 2 diabetes melitus (T2DM).
Methods A total of 108 T2DM patients diagnosed in Jiading District Central Hospital Affiliated to Shanghai
University of Medicine & Health Sciences from July to November, 2021 (the T2DM group) and 72 healthy
volunteers (the control group) were selected,and the general data,past history and laboratory examination in-
dexes were collected,among which the serum TMAO level was detected by ELISA. Spearman correlation coef-
ficient was used to analyze the correlation of various indexes in T2DM patients. The complications of the
T2DM patients were recorded,and the influencing factors of complications of T2DM were analyzed by logistic
regression model. The receiver operating characteristic (ROC) curve was constructed,and the area under the
curve (AUC) was calculated to evaluate the predictive value of TMAO for DN in T2DM. Results The levels
of fasting blood glucose (Glu) , serum glycosylated hemoglobin (HbAlc), TMAQ, lipopolysaccharide (LPS)
and the percentage of subjects with smoking history and hypertension history in the T2DM group were signifi-
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cantly higher than those in the control group (P<C0. 05). Spearman correlation analysis showed that the ser-

um TMAO level of T2DM patients had no significant correlation with other laboratory examination indexes

and anthropometric indexes (P~>0. 05). Logistic regression analysis showed that elevated serum TMAO level
was a risk factor for T2DM patients complicated with DN. The serum TMAO level of T2DM patients compli-
cated with DN was significantly higher than that of T2DM patients without complications (P <C0. 05). The
AUC of serum TMAO in predicting DN was 0. 800 [95% CI (0. 687 —0. 915), P <(0. 05 ]. When the serum
TMAO level was 129. 49 ng/mlL, its sensitivity and specificity was 66. 7% and 90. 0% , respectively. Conclusion
TMAQO can be used as a biomarker of T2DM complicated with DN,and it has high test efficiency.
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