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The distribution characteristics of pathogenic bacteria and related factors of diabetic nephropathy
complicated with urinary system infection
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Objective To explore the distribution characteristics of pathogenic bacteria and related factors in patients
with diabetic nephropathy complicated with urinary system infection, and through an in-depth understanding of the
etiological characteristics,in order to provide a scientific basis for clinical treatment. Methods 47 patients with type 2
diabetic nephropathy complicated with urinary system infection who were treated in the community health service center
of our hospital,50 healthy subjects (without type 2 diabetes and diabetic nephropathy),and 130 patients with diagnosed

type 2 diabetes during the same period were selected as the research subjects. The clinical information of the patients was
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collected to analyze the related factors influencing the occurrence of urinary system infection in patients with diabetic
nephropathy. For patients in different groups, laboratory indicators such as glycosylated hemoglobin (HbAlc), fasting
blood glucose (FPG), total cholesterol (TC), triglyceride (TG) , hypersensitive C-reactive protein (hsCRP), cystatin C
(CysC) , fasting insulin (FINS), serum creatinine (Cr), urine albumin/creatinine ratio (UACR) , 24-hour urine albumin
excretion rate (UAER) ,and nesfatin-1 were detected and compared and analyzed between groups. Results Among the
47 patients with diabetic nephropathy complicated with urinary system infection, a total of 47 strains of pathogenic
bacteria were cultured. Among them, Gram-negative bacteria dominated, with a total of 28 strains (59. 57%) detected,
mainly including Escherichia coli (10 strains,21.28%) ,and Klebsiella pneumoniae (5 strains,10.64% ). Gram-positive
bacteria ranked second, with a total of 17 strains (36.17%) detected.mainly Sta phylococcus aureus (7 strains,14.89%)
and Enterococcus faecalis (5 strains,10.64%). In addition,2 strains of fungi (4. 26 %) were detected,all of which were
Candida albicans. A detailed comparative analysis of clinical data was conducted between patients with diabetic
nephropathy complicated with urinary system infection and those without infection. There were statistically significant
differences between the two groups in terms of age,duration of the disease, whether there was a history of urinary tract
infection and whether a urinary catheter had been indwelled (P <(0. 05). In terms of gender composition, duration of
hospitalization and the application of antibiotics, the comparison between the two groups did not show statistically
significant differences (P>>0.05). The levels of HbAlc, FPG,hsCRP and CysC in the infected group were significantly
higher than those in the non-infected group (P<C0. 05). The comparison of the two lipid metabolism indicators, TC and
TG, between the two groups did not show a statistical difference (P>>0.05). The laboratory indicators of patients in the
healthy control group, the simple type 2 diabetes group, the early diabetic nephropathy group. the clinical diabetic
nephropathy group,and the group with combined urinary system infection were compared. The results showed that the
levels of FPG, HbAlc, FINS, Cr, CysC, UACR, UAER. and hsCRP in the combined infection group were significantly
higher than those in the other groups,and Nesfatin-1 was significantly lower than that in the other groups (P <C0. 05).
The results of Pearson correlation analysis showed that serum Nesfatin-1 was negatively correlated with FPG, HbAlc,
FINS,Cr,CysC,UACR, UAER, and hsCRP. Taking Nesfatin-1 as the dependent variable and FPG, HbAlc, FINS, Cr,
CysC,UACR,UAER,and hsCRP as independent variables for multiple linear regression analysis,it was shown that FPG
was independently correlated with serum Nesfatin-1 (P<C0. 05). Conclusion The pathogenic bacteria in patients with
diabetic nephropathy complicated with urinary system infection were mainly Gram-negative bacteria, among which E.
coliyand K. pneumoniae were the main pathogenic bacteria. The age, disease course, history of urinary tract infection,
blood glucose control level and renal function indicators of patients with diabetic nephropathy had a certain correlation
with the occurrence of urinary system infection. The changes in Nesfatin-1 levels were correlated with multiple laboratory

indicators, which can reflect the severity of the patients condition and the therapeutic effect.
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Table 1 Analysis of related factors of diabetes nephropathy
complicated with urinary system infection
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Table 2 Comparative analysis of laboratory indicators among patients in different groups
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