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Abstract Objective: To analyze the predictive value of C-reactive protein(CRP), serum albumin(ALB) and
CRP/ALB(CAR) on renal insufficiency in patients with diabetic nephropathy(DKD). Methods: A total of 97 pa-
tients with DKD treated in Jing’an District, Yangpu District Central Hospital from April 2015 to October 2020
were selected. According to whether the glomerular filtration rate (e-GFR) was less than 60 mL/(min * 1.73
m?), all patients were divided into renal insufficiency group(53 cases) and non-renal insufficiency group(44 ca-
ses). The predictive value and influence of CRP, ALB and CAR on renal insufficiency were compared. Results:
The areas under the curve(AUC) of CRP and CAR in predicting renal insufficiency were 0. 717 and 0. 776 respec-
tively, and the AUC of ALB in predicting non-renal insufficiency was 0. 714. The predictive value of CAR was
higher than that of CRP and ALBC(all P <C0.05). There were significant differences in disease course, e-GFR,
proportion of renal insufficiency, uric acid(UA), CRP, ALB., CAR, fasting plasma glucose(FPG), hemoglobin
(Hb) , neutrophil/lymphocyte(NLR) and white blood cell count(WBC) between DKD patients with CAR=0. 37
and CAR<C0. 37 (P <C0.05). Binary logistic regression analysis showed that CAR=0. 37, course of disease and
NRL were independent influencing factors of renal insufficiency in the patients with DKD(P<C0.05). After cor-
recting confounding factors, CAR=0. 37 was the influencing factor of renal insufficiency in the patients with DKD
(P<C0.05), while CRP and ALB were not the influencing factors of renal insufficiency in the patients with DKD.
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Conclusion: The predictive value of CAR=0. 37 for renal insufficiency in patients with DKD is higher than that of

CRP and ALB, and CAR=0. 37 may be an independent influencing factor of renal insufficiency.

Key words diabetic kidney disease; renal insufficiency; C-reactive protein; serum albumin; glomerular filtra-

tion rate
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