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Clinical significance of miR-30,miR-125 changes in urine of diabetic nephropathy
patients and their relationship with podocyte injury
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Abstract : Objective To investigate the clinical significance of miR-30, miR-125 changes in urine of diabet-
ic nephropathy (DKD) patients and their relationship with podocyte injury. Methods A total of 88 cases of
DKD patients diagnosed in our hospital from March 2017 to March 2019 were chosen as DKD group,50 cases
of type 2 diabetes patients with normal renal function were chosen as simple diabetes group, 50 cases of
healthy volunteers were chosen as healthy control group. The expression levels of urinary miR-30, miR-125,
peripheral blood kidney indexes[ serum creatinine(Scr) , urea nitrogen(BUN) , 8, microglobulin(B,-M) ], urina-
ry podocyte damage markers (podocalyxin, nephrin and podocin) were compared between three groups. The
levels of miR-30 and miR-125 in urine of DKD patients was evaluated by Pearson test. The expression level
was correlated with the severity of the disease. Results The expression levels of miR-30 and miR-125 in urine
of DKD group were lower than those in simple diabetes group and healthy control group;the levels of Scr,
BUN and B,-M in peripheral blood were all higher than those in simple diabetes group and healthy control
group;the levels of urinary podocalyxin, nephrin and podocin were all higher than those of simple diabetes
group and healthy control group (P<C0. 05),there were no statistically significant difference between simple
diabetes group and normal control group(P>>0. 05). The correlation analysis showed that the expression lev-
els of urinary miR-30 and miR-125 in DKD patients were negatively correlated with renal function and the lev-

el of urinary podocyte damage markers (P <C0. 05). Conclusion The abnormal abnormal decrease of urinary

YEZ B KRR, 4, 96 BT, 222 A S5 9 40 18 -5 AR89 O 1 A 7 5%
ARSI AR R, T 2 BRI B R IR TP miR-30 . miR-125 A8 4k (I PR 32 X e He 5 2 40 i 45 45 10 06 &R [T . [ B 4G 56 5 2%
Z4,2019,40(20) :2504-2507.



EFRR I E ¥ 275 2019 48 10 A% 40 %% 20 #1  Int J Lab Med,October 2019, Vol. 40, No. 20 + 2505 -

miR-30 and miR-125 in DKD patients can indirectly reflect the degree of renal function and podocyte injury.
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