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[ Abstract] Objective To explore the relationship between urinary adiponectin and the severity of
diabetic nephropathy. Methods A total of 150 patients with type 2 diabetes mellitus were divided into three
groups based on urinary albumin/creatinine ( ACR) : normal albuminuria group ( ACR < 30 mg/g), mi-
croalbuminuria group( ACR 30-300 mg/g) , macroalbuminuria group ( ACR >300 mg/g), with 50 cases in
each group. Meanwhile, 30 healthy people were chosen as control group. Fasting blood glucose (FBG),
HbAlc, serum creatinine, albumin, triglycerides, total cholesterol (TC), high density lipoprotein choles-
terol (HDL-C) and low density lipoprotein cholesterol (LDL-C) were measured by automatic biochemical
analyzer. Plasma and urinary adiponectin concentrations were measured by enzyme linked immuno-sorbent
assay. Results The levels of serum and urinary adiponectin, as well as HbAlc were increased gradually in
control group, normal albuminuria group, microalbuminuria group and macroalbuminuria group, and the
differences were statistically significant between groups ( F =62.46,65.26,5.37, all P<0.05). Serum
creatinine increased with the increase of urinary protein, and the difference were statistically significant be-
tween microalbuminuria group, macroalbuminuria group and control group (F =8.25, P <0.05) ; no differ-

ence was found between microalbuminuria group, macroalbuminuria group and normal albuminuria group
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(P>0.05). With the decrease of proteinuria, estimated glomerular filtration rate ( eGFR) increased

(F=54.67, P<0.01). Pearson correlation analysis showed that urinary adiponectin was positively correla-
ted with serum creatinine, ACR, serum adiponectin, and HbAle (r=0.66, 0.61, 0.62, 0.35, all
P <0.05), and was negatively correlated with eGFR (r= -0.71, P <0.01). Multiple stepwise regression

analysis showed that urinary adiponectin was associated with serum creatinine, HbAlc, ACR, eGFR and se-

rum adiponectin (all P <0.05). Conclusion Urinary adiponectin level is positively correlated with the se-

verity of diabetic nephropathy.
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