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T, R DN BE MK miR-192 ik & b 35K T XS I (0.41+0.09 11 1.00+0.00, P <
0.01). £ 40 miR-210 Fik 27 TG 2% Lo TGF-B 75 i NI N FL s £ & 456
M 1(ZEB-1) JES EFAERKEF 1AGF-1) A T AU E (Col T ) AT #f miR-192 #8757, [k B
TGF-B1 M SR M J2 5555 1 miR-192 S REBE T, i M+ miR-192 ]
B8 1 Y TGF-B &2 5 DN IR . miR-192 HAT A4S Sk o] BE 23 g DN VETERY 12 KT 2%

o

[E5im]  BRAGER;  MRNA; HAAKHETR;  miR-192

Expression of serum microRNA-192 in the diabetic nephropathy patients and its impact on
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[ Abstract]  Objective To detect the expression of serum microRNA  (miR)-192 in
diabetic nephropathy (DN) patients and investigate its effects on DN.  Methods The serum
levels of miR-192 and miR-210 in DN patients, diabetic patients without renal injury and healthy
people were detected by real-time quantitative PCR. Down-stream target genes were predicted using
TargetScan software and further confirmed by gain of function and loss of function studies in vitro.
Mesangial cells were treated with different concentrations of TGF-B1, then miR-192 expressions of
cells and supernatant were examined as well.  Results Serum miR-192 level significantly
decreased in DN patients compared with healthy people (0.41+0.09 vs 1.00+£0.00, P<0.01) and
diabetic patients without renal injury, while the serum miR-210 levels were not significantly
different among three groups. Bioinformatics analysis results showed that some target genes were
involved in TGF-B signal pathway. ZBP1, IGF-1 and type I collagen (Col I ) were chosen and
confirmed by Western blotting, which were regulated by miR-192. TGF-B1 decreased the expression
of miR-192 in both cells and cell culture supernatants.  Conclusion  Serum miR-192 may
promote the progress of DN by regulating TGF-B1 signaling pathway and may be used as a
potential biomarker in the diagnosis of DN depending on its certain specificity.

[Key words] Diabetic nephropathy;  MicroRNAs;  Transforming growth factor-B; miR-192

DOI': 10.3760/cma.j.issn.1001-7097.2012.05.008

VE BAL - 412000 1 5 48 BRI T 26 — 2 g 5 P RE (223 A S5 40 8 ) 5 o i R 2 e — 15 B W e 1
FHZAEER)

WAGME#  &24h 45 , Email : pengym5577@yahoo.com.cn



rpAR I R 2 2012 4F 5 145 28 4555 5 8] Chin J Nephrol. May 2012, Vol. 28. No.5 389

W PR 995 1B 5 (DN ) 2 B PR s T 2 1 ff il 45 -
RAE 55 B B0 A A1 A I BT (ECM) 76 ' /N ER R
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