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MicroRNA ¢ H. 58 5L DIFERE bR 9 ' i

N EUE R R

BT, RNH, GRS HW - RIS, 817, XIH, &KiH

HREAKXFEAMEFR, LS K 830011

RE WIESHERBESHE/DRSEHEXE microRNAs RIEFZEAXARNAEEPCRAMMERSHRFEHRUEXR, MU
db/db /MR AHEREIZE (DN ) ,db/m/NRAEEA(NCA) , EHNE/MRAEE. 4E ., Hil =8 . 2BEEE R 24 h R E G #HEtt
R, BEDN/MEENC/IREHALR, N SHARESFL AR LHEHEEPCR(QRT-PCR), qRT-PCRIGIEE RFKIA
B microRNAs & EBE F # mRNA RikkF, mMHE. 24 h[REAHM RERRPERRB SHRIPEBEERI, ENC/IR
#HEE, DN/ & fE miR-196a.miR-21.miR-200b RiIZARFH S , BEERBHRITFE X (P<0.05), miR-196a.miR-200b.
miR-21 M RIFZKFEMME . HiB =8 . ZEEEE .24 hIREAHEMREFEEEHEXKR(P<0.05), FHA miRNAs ##8 & Hill
miR-196a B E E B ANX1,HOXB7,PTEN, FOXO1,HOXB8.HOXA5% , 5 NC #HLtt%:,DNH ANXT, FOXO1H mRNA &
EKFEER, BERBEFHITEEN(P<0.05), B ANX1,FOXO1524 hIREBGH M RFAEIEEX(P<0.05), MiR-196a 7]
BEIE I AT ANXT.FOXOTRIRIFKERSSHRFERNEELR

XEBR  HERM SR ; microRNA; LR EE PCR; 85 H

HEPKSA (diabetes mellitus, DM ) J2&—Ff DL s MUBE R BEAE
PEPEAR I o BE R B 9% (diabetic nephropathy, DN) J&
W bR 28 WL R TR I AE 2 — , 2 5 | 2 AR T
TR ( end-stage renal disease, ESRD) FIEEAHH, DN
B A S sk A AR B IE LR 2l 2 e il s e 2 L PR 5 4
PRI AR, (H BARBLE] % A 56 206 2 . microRNA (miR-
NA)J& NATIEAE R B — BN T 24 %0 TR 1Y 055 IR 4
fith (N EAPE RNA J3 1, AT FERE s J5 /K13 5 5 8 [ mRNA
FY) 33 2 B DX E D P DT 9 55 BRI 1 R ik o AR SE R
miRNA 75 20 g 28 & 385 | 0 Ak S 0 1o b e % i B AR
AP WFTER YT, miRNA A5 DM % A AH5EY, 7 DN [ %
S BIL T ep LA T A Ry B AR A0, 22 miRNA 78 DN &
MG LB EH LU bR S R W R IR 5 AR S
MR AR S 3 UIAR DG, 25T DN A B AE BILAR] . PR
Bt 2 B 55 (1 AR A, P miRNA K 7] i 5k 710 DN 2 Wi
HIAR Y o db/db /N ERUE: H AT SE 5 LA 1L UM PR 95 sh P
BEAY, FEERBUN W/ NR R AN g A BB 2 B Y
JEL U [ BT £ 4R A B 2 PR A S ASHIFSE LA db/db /) B (B

ZH,DN41) 5 db/m /N CIEH 41, NC 2H) Jy SE X 42, 35 JH 52
98t PCR BIE 22 57 263K 19 miRNA |, - 00 H T e i
JREILS DN AT REAETE IR C R, 0 T DN 9 &9 HL
Tl PR L

1 #HE
1.1 SCIGzhin

PEBUS ALY 54 CSTBL/Ks) (1 SPF i 1 9% db/db /R 10
U4 JES (R ) AT 2 (20.20+1.45) g 855 H4 A (9 db/m /)N
FL10 B, 4 Ji Ol ) R H Ry (14.9+0.72) g, W) [ B B R 2445
KT, /N T RR R R S S g b RS B
%8 1 H L /NRBER I POK B R R SR R R T v
T I SRS LGS ROET AR o RN 18 ~ 25°C, A X
TR} 60%~80% , SR AC R HRIA 45 12 h, AR Sh #3286 B 3d i
B BB B — B i s e A0 32 D1 st
1.2 RFISEE

SR AL, HIH =R (TG) I 5 350 4 5 s AH [ s
(TC)ME B & (b A Jb s A= R A IR AR ) 524 hIR

A B H1:2016-09-09; 45 =1 B #1:2017-01-20

AR A BRAARMFELT B (81460162) ; % % FAAHHt %] B (XJEDU20141021)
Ve A M T, B LA 50 A 50 77 161 A1 microRNA 5 48 f % B 9% , o F 12 46 : 568910956@qq.com;; £ ir (GBAZAE# ) , 81 335, FF 50 7 &) A At 7k o%
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A I E R & (Rt AE R BR A W) ) s — 20 RT-
PCR 157 & (WA TRABRA F]) s miRNA 6 5E it PCR
A5 & (A T A A RS 7)) 3 Throme Scientific Rever-
tAid First Strand ¢cDNA Synthesis Kit (#F [EZEER /R B )
SYBR® Select Master Mix i & (ABIA R, K[ . SLH A%
AR AR 2D KRR (BIO-RAD /A A ; SEH 56 6 1 it PCR
AEFML(ABI AR, e )45

2 ERFAE
21 EEEVS5HHE

e 945 10 H db/db /NG db/m /N B 3 J 00 Ao
XU SR AR FE AR K AL, 7850 B 3 P 37 0 /0N B A b
=R RV IELET P K- A A SO PRI, U 7E 24 h PR EE
FEE A 2 db/db /N URE 24 h R EE F RS db/m
AN 2E AR SR U (P < 0.05) , R BIBE bR B ik 51
PRI ),
22  IRAKLE

> DN BRI IS, T4 20 JEPEE/IN BRI ZK A SRR
T, A8 P 5 40 3 3 A A MR J5 DK DA B it e B 2 e 00
4°C,3000 r/min B0 10 min Ji7 BCE o B /N U], Dok
U B, 3 22 BRI, — 000 MW SR AE A T TR AT
URAF, o — M E 10 % HH RV W 11
2.3 MmiFtEtRS 24/Met R EZEB KN

e P A e R AR T 000 TR 25, AR TG TC R &
U BH A0 2 i3 o H v = e B R R i, R/ 24 h
PR, AR A 24 b R 10 7 150 26 10 ] 5 IR f e 2 00 5
24 h REE R
2.4 DN/MNRBREREFEN

P RAFAE W RS W b 0 B A LA T K A S A3
VIR T 3~4 wm, AR -4 e o (HE ) G iR -5 e e 4
(PAS) . Hh#% = [CHu A (Masson ) & 7 kil A Y (b B, 760
BT WSS /IR BB /INE R AR L, T2 A A AR 5 A i
Ax BRI MSEHG IS B N A LT AL B TR AT AL B TTRR
Jie S D URR AR IE M B A
2.5 miRNARENS qRT-PCR it £ FRiLEH miRNA

FREGE A ORI /N BB IEZH 2L 50 mg, %420 miRNA
B ST B AR U 25 RNA R A R B 43 BT
DU ZE RNA ¥ S Al 2, 42 BRGG it i) & B 20 B RNA
Wik R cDNA /R R A0 45 : Sxhispec buffer 4 WL, 10X nucle-
ics mix 2 pL, RT-mix 2 pL,RNase—free water 10 pL, & RNA
2 wLo KA1 :37°C 60min, 95°C Smin, i qRT-PCR #:]
23 RIKA miRNAs, K R 445 . RNase—free H20 3 pL,2x qP-
CR mix 10 pL, Universal primer 2 pL, BS99 2 rL, Rox
(L)1 pL,cDNA 1 pLo RN Z&A4:95°C 30 s(1MEFF) ,95C
5 5,60°C 30 s(40MIEHF) . qRT-PCR AT L 1,
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F1 miRNALRZEZPCR5|#

Table 1 Primer of miRNA quantitative real-time PCR
miRNA miRNA 5 [#)F51(5—3)
miR-196a-5p UAGGUAGUUUCAUGUUGUUGG
miR-187-3p UCGUGUCUUGUGUUGCAGCCGG
miR-709 GGAGGCAGAGGCAGGAGGA
miR-451a AAACCGUUACCAUUACUGAGUU
miR-98-5p UGAGGUAGUAAGUUGUAUUGUU
miR-29¢-3p UAGCACCAUUUGAAAUCGGUUA
miR-200b-3p UAAUACUGCCUGGUAAUGAUGA
miR-21a-5p UAGCUUAUCAGACUGAUGUUGA

E:FA L%, RATH5 4,

2.6 miRNA $BE E

RHE miRNAs 2032 % : miRBase (http://www.Mirbase.org) |
TargetScan (http://targetscan.org) , PicTar(http://www.pictar.org)
TN miRNA 50 D], 36 B F 3 3 AR50 e v 0 45 2R 1 52
AN miRNA FUSIIER
2.7 qRT-PCR#&MEBEFE A mRNA ik K F

0 MR 28 ML Trizol 3455 HUE MIEZH 21 7h 6 RNA, IR A%
PR A 143 BT {00 7 RNA W B K 4015, AR 4f Throme Scientific
RevertAid First Strand ¢DNA Synthesis Kit i 77 &5 k17 3106 #%
¥ . 2 Genebank ) mRNA FE 41, #05E K 51 4 1 Primer 3.0
AT, B TAEWARA R A (R 2) . R4ESYBR
Green JRHE I E ML R AY mRNA 23k 7K, SO 2548y - Tl
A5 P 50°C 2 min, ZEPE 95°C 10 min, 95C 15 s, i k 60°C 1
min, SEf{195°C 15 s, SEHRAE R 272 A Rk

F2 NREERESIMFT
Table 2 Target gene primer sequences of mice

FH R 24k I (5—3)
Bactin—F TGTTACCAACTGGGACGACA
B-actin—R GGGGTGTTGAAGGTCTCAAA
ANXI-F GCCCCTACCCTTCCTTCAAT
ANXI-R CCAAAACAACCTCCTCCAG
HOXB7-F GATCTACCCCTGGATGCGAA
HOXB7-R ATCTGTCTTTCGGTGAGGCA
PTEN-F GAAAGGGACGGACTGGTGTA
PTEN-R TACATAGCGCCTCTGACTGG
HOXA5-F CATCTGAGCGGCCAAAGTAC
HOXA5-R ACGAGAACAGGGCTTCTTCA
FOXOI1-F CATTGCGGAAAGAGAGAGCC
FOXOI-R AGGGGTTGCTGCTGAAATTG
HOXB8-F GATGCGGGGTCTCTAATGGA
HOXB8-R TCGAAGAAGGGATGCCAGTT

2.8 LGitFESH
B SPSS 17.0 B ST TRRSE T, P AT 311k e
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B R Y BArE 2 (Rs) BTE R TR, PLH B89 e sk
FHAST AR R T, P <0.05/0K2E S A G2 L,

3 #R
3.1 IMREBELIER

5 db/m 21/ BUEE S, db/db 270N BB AR B AR 56 4 J5] 56 8
JE B 128 BB 16 B 20 R TR iR, H2E A it era

(P<0.01)c 5 db/m 4L/ EREE, db/db 41 /)N B A L H
R R R KOT- RS 4 8 VB 8 R VAR 12 8] 5 16 A L5 20
JAFes T, HERA S FE X (P<0.01), 5db/m4dl/h
FUELER , db/db 2/ BRI 24 h PR EE L HEIERAESS 128 (16 J] |
20 JEE S, H2ZERA SRR L (P <0.01) AR P 4L/
W5 24 h FREE (1 HEMESRAE B0 53 BT, Ul S PR B 90 1 3
RERIR ) (3R 3) 6

*®3 FEMNRH—RIERSENLIER (xes)
Table 3 General conditions and biochemical indexes of two groups of mice(xxs)

Sy NGV 1A/ (mmol - L) il =g/ (mmol - L) AHEEE/ (mmol - L") JREEA/(ng/24 h)
[f1d=q
NC DN NC DN NC DN NC DN NC DN

P4 1477103 23.56+1.44" 2.95+1.53 4.34+0.82" 0.45+0.13 1.89+0.30" 1.08+0.20 1.89+0.30" 0.16+0.05 0.18+0.05
8 16.02+0.82 27.29+2.75" 3.15£0.92 5.92+1.78" 0.20+0.05 0.38+0.11" 0.69+0.19 1.30+0.29" 0.83+0.3  1.06+0.91
FE12JH 18.66+1.06 31.02+4.277 3.43+0.71 8.19+2.63" 0.29+0.06 0.55+0.15" 0.82+0.17 1.69+0.35" 1.24+0.29  3.5+0.45"
16JH 21.05+1.00 38.26+6.53" 3.54+0.53 8.94+3.04" 0.40+0.09 0.85+0.43" 0.88+0.18 1.97+0.11" 1.17#0.2 3.56+0.79"
20 22.49+1.27 42.57+6.55" 3.59+0.63 10.43+4.24" 0.41x0.10 0.87+0.04" 0.91+0.18 2.00+0.11" 1.2+0.27 4.54+1.01"

E: 5 db/m i, ¥4 P<0.01.

32 DN/MRBFEFE

ARWFFEIE L HE \PAS  Masson 4e (0158 DN /N B B S
LA UL, HE Qe @25 51T 1, DN /N A3 B /N Bk HH B AR
JEEHS 98 R R RS IR BN A MO AR O L NC /N U
BRI/ IVE R DL S . PAS YL (g R DN/INERER 43
BNERFR N BRLL ORI DI R B NME —E R Y

(a) NC/hNRHE#E

(b) DN/MNRHE#E  (c) NC/NRPASHE

5K, NC /N /INER B B /N R DL S 28 Ak, A DL I 5%
AR YRR

Masson 4e {025 Hn] UL DN 24 /)N BR ] DL B /N R RS i —
FETREN R R O R A e I W, I E Rk
o3 A0 RE RS 5 B ) I B 21 AE ORI, NC /N BB ZNER
B /INE B ) SRR SR AT AR e 1 (B 1)

(d) DN/ PAS#£2 (e) NC /IR Masson it (f) DN/INVER Masson St

E1 DN/RSNC/RBIARFEFEE(400x)

Fig. 1

3.3 ELHWHEEPCRER

5 NC 41/ BUAH EE , DN 21/ BUE JIE ' miR-196a . miR-
21 .miR-200b B R IEKFFHm W i, H2E 5 A Gt X
(P<0.05) , miR—187 ,miR-709 , miR-451 , miR-98 . miR—29¢
MFRIBAEEF A G2 E X (P>0.05) 258 Lk 4,
3.4 XML

A AH M2 HT AT, miR—196a 126 1K 7K F- 5 108 | H- b
R R EEE 24 h R A I HE R R A OC O e R 50y
5 K r=0.651. r=0.807 r=0.419 F1 r=0.682, fif A P<0.05) ,
miR-200b (1) &K 7K 5 MUE H- i =g SR R 24h PREE
P HE 38 3 T A OC (A ¢ R 8804390 8 r=0.579 .1r=0.61 . r=

B 86

Renal tissue morphology in DN group and NC group (400x%)

x4 WMANRERFKEAIMRNA (xxs)
Table 4 Differential expression of miRNA in two
groups of mice (xxs)

miRNA NCH4 DN4
miR—-196a 1.32+0.33 2.53+0.66"
miR-187 1.37+0.50 1.17+0.34
miR-709 1.56+0.96 1.28+0.89
miR—-451 1.34+0.53 1.07+0.27
miR-98 1.21£0.45 1.17+0.32
miR-29¢ 1.60+0.69 1.96+1.02
miR-200b 1.12+0.38 1.88+0.81
miR-21 1.42+0.53 2.120.74"

JEFH P<0.05,%%% P<0.01,
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0.602 il r=0.584, i fi P<0.05) . miR-21 ik K T 5 il
B HI = I S 24h BRAR AR AR 2 TE AR O (R OG
&5 mIRNARAKTES/NRENFEIRE R S
Table 5 Correlation analysis between miRNA expression
and biochemical indexes in mice

A fa bR
miRNA  FHEeM: o i MIE 24 hREH
" — Mg i8] et HEf
) r{H 0.651  0.807 0.419 0.682
miR-196a
P  0.001  0.001 0.021 0.001
) r{H 0.579 0.61 0.602 0.584
miR-200b
P{i  0.001  0.007 0.008 0.011
, r{H 0.518  0.591 0.583 0.586
miR-21

P 0.048 0.01 0.011 0.011
Er R TARE AH ;P<0.05FZ T HALIEEAE

1.60

ONCZl = DN
120+

*%
0.80 -

040

MRNA 7K P (Es)

SCIENCE & TECHNOLOGY REVIEW

2805 M r=0.518 . r=0.591,r=0.583 Fll r=0.586, T 47 P <
0.05),
3.5 miR-196a$BEF & R

25 i 2 Y miR—196a 1 N A YR BF 58 % 42 -5
I HR IR LA | 3853 miRNAs 2046 % miRbase . TargetScan Fll
PicTar Tl A] 68 5 05 PR B e AHOC RO BT L N . A4 : ANXT
(R 1 A1) \HOXB7 ([RJE3ER B7) \PTEN (BERR i L2 7% 1
HAFRPEEER) FOXO1 (RSP F 0 1) \HOXAS([7]
JRIE AS) \HOXBS([R]JHIEH BS) .
3.6 miR-196a #8E F K mRNA Rix Kk F

SEA 26 E i PCR 45 SR 7R, 5 NC 4LAH Eb , ANXT
FOXO1#£ DN/NEUE IErP R8T, H2E S A gt m X
(P<0.05), {HHOXB7 .PTEN .HOXAS5 HOXBS8 2% 5+ L4 1%
EX(P>0.05)(F2),

ANX1 HOXB7

PTEN

FOX01 HOXA45 HOXBS8

E:5NCZML,*4 P<0.05,*% P<0.01
B2 miR-196a #EEE I mRNA RKikKkF
Fig. 2 mRNA expression level of miR—196a target gene

3.7 HXMERH

FHORH OGPk 4 BT A5, 24 bR B HE R 5 ANXT
(r=—-0.898,P=0.001) .FOX01(r=-0.839, P=0.001) Y F K FF1E
WA (FR6).,

*6 FBERE524hREQHEM RBEXES T
Table 6 Correlation analysis between target gene and
24h urinary protein excretion rate

FUIEIR
Ak bR A
ANX1 FOX01
T ] -0.898 -0.839
24 hIREEHAHEE P{E 0.001 0.001

4 w558

WEDRIA B 95 (DN ) J&=—Fh LB /NaK 2R RS 200 i - i 10 7 5
Jie bt B K 41 it A1 A I (extracellular matrix, ECM) 1o B TR
SRR R A PR | A R A BN ERAE AL, 3 B R fE

vk, R, S0 2R A0 3G 5 K ECM MERUZE DN & A4 %
it R T AVEN . Choudhur ZEU A 5E 25 49, DN
2 S W AR I B D RE 8 B 40% , A LRI B IIE Y
P PRI B8 5 AR AR AR R AU AT 20% , IIE, 2R DN 1 &
A SRR B A BRI TE S

db/db /N H RTBFTEHE AR AR 1R PR s A
I, SR db/db /INERAE R AR EREDE PRI B s I S 42, 45
F R, db/db /N BT | U L HIW =R L EIE [ EKOE S
db/m /NEAH ISR TR o fce B8 PRI DN A PR BRAREAE
db/db /INERNER 12 IR R 20K 2 PRAEAR , 25 R 7R db/db /)y
BT 24 h R B A HEER S dbm/ NR LT E I, HE R4
Giitepm o /RIS 24 h RZE A HEIER S RO, A
UCUREE DN S R BUR B o Ry 1% db/db /1N B B e
ARG ML, AT T B I ZH2H HE . PAS A Masson 4 {0, , K 5
db/m /NEEEER , db/db /)N U I 2R REE2H B A | R R T e
Y AR IE T TR BA ., el SRt — 20 3 B DN B RU A7, HL
118 3k S T AL Ak S bl PR T PR R S B0 H AT AN

Py vk
xé{ﬁ%o

87 I
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55 % B, miRNAs 7EA R 22 R kA Fr AN Ta], HZkak
A S 5 NP0 & A 2 e A bRe L0 I A0 A
PRI B FLIE e Qs R B 5 45 o Dey S5 BIFSE R I, 7E 0%
R /I B ) Jo 48 4k A6 K BB RS rf miR-21 3R 3k T
b, RS PTEN 235 R, 51 R ALK 27 i%
B (FN) Rk ECM UTA A BE S . miR-21 fig #F B k21
Y AL 1 5 A 5 TGF- B/Smad 15 5 5% 53 I 47 16 25 1) B
R SEARR 6T miRNA S8 PR B & A2 & TR B AR 56
W2 IEH .

A FE R KL 2R DN AH G SCHRHRE 1)/ BB A 20 22 5%
35 miRNAs FI0 Fr 45 520 Bk 4 22 5 1 25 11 miRNAs
FEAS TR EE B DN SRR b g AT B0E . 76 I 2 DN
YIRS ] qQRT-PCR S01E 22 5% 238 1) miRN As , #H&:
S & B miR-196a . miR-200b .miR—-21 5 8% . H i =g &
JIEL W J2 24 h PR B HEI 3Rt 28 1A DG, A5 el A 2 Sk & R
miR—196a 15 0 PRI B 975 10 45 56 22 i oK WL AR GE , DA ik 6
miR-196a {E AR TS . I H miRNAs £045 F miR-
base , TargetScan Fll PicTar T H R YA AL, &% B miR-196a
PR RS VS AR R W R A A e R T i
B AR T S5 Z2AJ7 1, i et ANXT .HOXB7 \PTEN |
FOXO01 .HOXA5 }x HOXBS £} miR-196a [ FE K , 5 NC
INERAH L, ANXT FOXO17E DN /NS b 33k B2 8, B
ERFGIE L

WFFE ARG Y, IR R 11 (ANXT) 2 —Fh Z2 T RE W5 il
A2(PLA2) JIHI 86 11, 462 5 RAE A5 T 1% 38 S 40 4 1k
A0 - nthra ZEPBFSE &, ANXT O35 40N /N1
JE 2t RNA (miRNA) 4%, 7E B8 4140, ANXT 5 miR-
196a Y F 1k 7K F B A 5E . Niinuma 25 % P miR—196a i
I ANXAT (2 T8 08 HE g A s 5 . ASFoT 45 R R
76 DN /N JIEZH 2P miR-196a 35 1, H 5 ANXT 5%
PR AREE X8 miR-196a A i1t I ANX1 26578
DN Wy & R e RAEEZAEM . SRS S+ 01 (Fork-
head transcription factor Ol, FOXO1) EFOX EHR G E
B0, E M R I M R R S AR K 5
W LR P, FOXO 1 8 #2876 T BEAR AR
AN A AT AR By T R AR R, WF
SER I, FOXO1 7E I R B s K BRI B 1 T 5 e Wb
PR B 2R B 00 Jf rp 1) AR IR S AR S5 SR R,
FOXO1 5 miR-196a 7E DN & Il AF 76 T n] 450 R, 320
miR-196 7] GEM L T FOXO1 357 DN B & A & B b &
FEEBER,

£ L JriR , miR-196a 1] figdll & T I8 ANX1 . FOXO1 19 3=
ik, 7E DN W & A R b R #E B2 R (R LR R LA A
frifE—5T
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Expression of microRNA and target gene in kidney of diabetic

nephropathy mice

YANG Xuewei, LIANG Xiaodi, NUERSIMANGULI Aosiman, LU Jianfei, GUAN Yaqun, JIAO Yi

Preclinical Medicine College, Xinjiang Medical University, Urumqi 830011, China

Abstract In this paper, the expression of microRNAs in diabetic nephropathy is verified and the relationship between the target genes

and the diabetic nephropathy is analyzed by qRT-PCR. With db/db mice as the model group (DN group) and db/m mice as normal group
(NC group), we measure the weight, the blood glucose, the triglyceride, the total cholesterol and the 24 h urinary albumin excretion rate in
every mice. The renal tissue from the kidney of the DN and NC mice is taken for pathological examination and qRT-PCR. The difference of
the expression levels of microRNAs is confirmed by qRT-PCR, and then the mRNA expression of the target genes is verified. The DN
animal model is successfully constructed according to the blood glucose and the 24 h urinary albumin excretion rate results. The expression
levels of miR-196a, miR-21 and miR-200b are significantly increased in the DN mice compared with the NC mice, and the difference is
statistically significant (P <0.05).The expression levels of miR—196a, miR—200b and miR-21 are positively correlated with the level of the
blood glucose, the triglyceride, the total cholesterol and the 24h urinary protein excretion rate. The microRNAs database is used to predict
the target genes of miR-196a, including ANX1, HOXB7, PTEN, FOXO1, HOXBS and HOXAS. The expression levels of the ANXI and the
FOXOI are significantly lower in the DN mice compared with the NC group, and the difference is statistically significant (P <0.05). There
is a positive correlation between the ANX1, the FOXO1 and the 24 h urinary protein excretion rate. It is concluded that miR—196a may be
involved in the development of the diabetic nephropathy to regulate the expressions of the ANX1 and the FOXO1I.
Keywords diabetic nephropathy; microRNA; quantitative real-time PCR; target genes
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