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Correlation between different stages of diabetic nephropathy and fetuin A levels
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Abstract: Objective To investigate the relationship between serum fetuin A level and different stages of diabetic
nephropathy (DN) in patients with type 2 diabetes mellitus ( T2DM ). Methods A total of 188 patients with T2DM
receiving treatment from August 2017 to August 2018 were enrolled and divided into normal allbuminuria group ( NA
group ,n =84 ) ,microalbuminuria group (MA group,n =74 ) ,and over albuminuria group( OA group,n =30) according to
their urinary protein levels. During the same period,124 healthy persons were served as normal control group( NC group).
The levels of urinary albumin-to-creatinine ratio ( ACR) , blood glucose, lipid profiles, fetuin A, adiponectin ( ADP) and
interleukin-13 (IL-1B) were measured and compared among four groups. Results In the order of NC group,NA group,
MA group and OA group,the levels of serum fetuin A,IL-18 and urinary ACR increased in turn,and ADP level decreased
in turn,and there were statistical differences in overall comparison and each pairwise comparison among four groups( P <
0.01,P <0.05). The level of fetuin A was positively correlated with ACR, fasting blood glucose,2 h postprandial blood
glucose ,IL-1B and disease course(all P <0.01) ,respectively,while negatively correlated with ADP level in T2DM patients
(P <0.01). Multivariate stepwise regression analysis showed that fetuin A, IL-18, ADP and disease course were the
independent influencing factors of ACR (all P <0.01). Conclusions There is a correlation between Fetuin-A level and
DN development stage. The risk of DN development increases with Fetuin-A level increasing. Fetuin-A may play an
important role in the pathophysiological process of DN.
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OA 4 30 146. 42 +35. 74 29.30 £+ 9.26% 556.53 +73. 09 62.51 +13.78%
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