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Correlation analysis of urine protein sensitivity based on urinary glucose-sensitivity in
predicting clinical susceptibility to diabetic kidney disease

GAO Jialin ZHU Yu ZHANG Wei LU Yaqun HU Yonghui CAO Xuehua LI Qin HE Junjun WANG Lizhuo
Department of Endocrinology and Genetic Metabolism The First Affiliated Hospital of Wannan Medical College Wuhu 241001 China

[ Abstract JObjective: To initially establish and define the method of urinary protein sensitivity index( urine protein/urine glucose diabetic nephropathy in—
dex) and to observe the outcomes of the index in predicting occurrence of diabetic kidney disease( DKD) . Methods: DKD patients with positive urine glu—
cose in the first admission were screened in those admitted to our hospital at least two times in the past three years( time interval no less than 3 months) .

Then the patients were divided into group of positive urine protein plus urine glucose positive( U"*/¢*) and negative urine protein plus urine glucose posi—
tive( UY~/¢*) according to the presence or absence of proteinuria. Retrospective studies including correlation analysis stratified analysis and grouping a—
nalysis were conducted to evaluate the feasibility of the diabetic nephropathy index for early prediction of DKD. Results: General data analysis showed that
urine glucose was significantly lower yet the diabetic nephropathy index uric acid serum creatinine urea nitrogen blood pressure weight and course of
diseases were significantly higher in the U */®* group than in U"~/®* group( both P <0. 05 or P < 0. 01) . Other indicators such as HbAlc fasting blood
glucose and age remained insignificant between groups. U”*/®* patients had higher positive rate of urine protein than those of U"~/®* group in the later

period of hospital stay based on urinary glucose-sensitive( urinary protein-positive) index analysis( P <0. 01) . Stratified analysis of the diabetic nephropa—

: (81800766) ; ( 1708085MH188) ;
(2017H120) ; (20144381) ; ( YR201612) ;
( exqy2018041) ; (Z1816)
12019-03-11
(19839 ( ) 18355335266 ( ) gaojialin_xr@ 126. com;

( ) 19277984 @ qq. com o



- 344 -

(J of Wannan Medical College) 2019; 38( 4)

thy indicators indicated that the percentage of patients with positive proteinuria was increased with added risk of diabetic nephropathy index and stratifica—

tion in advanced stage with statistical significance( P <0.001) and analysis of the related factors( exclusive of the course of disease blood pressure and

weight) for urine protein and correlation of urine glucose demonstrated that urine glucose was an important risk factor for the occurrence of proteinuria and

the correlation was statistically significant( P <0. 01) . Further stratified analysis of the association of urine glucose with diabetic nephropathy indicators re—

vealed high correlation of urine glucose with urine protein when the diabetic nephropathy index was between 0. 1 and 1( moderate-high) and the correla—

tion was significant( P <0. 01) . Nevertheless there was no significant correlation between urine glucose and urine protein at low and very high stratification

(P >0.05) . Conclusion: Urinary glucose sensitivity can occur in urinary protein in DKD patients and is conditionally( clinical susceptibility) related to

urine glucose. The urine protein sensitivity index( diabetic nephropathy index) based on urine glucose sensitivity can be used as a susceptibility prediction

index for DKD and guidance to the prevention and treatment of DKD in clinic.
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