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[# E)EH. BTN RNA-132-5p(microRNA-132-5p, miR-132-5p) #[a] S100 £545 5 H H A9(S100 calcium binding pro—
tein A9, S100A9) X b5 T 10 B /INER AR AN U 12 S S SV 52N - T3k « N B/ NIER R AN DMEM JE 5 Bl 85 72 5L 77
Y Jg st BRZH i DMEM (i 32 3 15 374 0 = 4H ; miR-NC . miR-132-5p anti-miR-NC ,anti-miR-132-5p F L 2 1E #3219
B /INER AN 188 miR-NC 2 .miR—-132-5p 4 .anti-miR-NC #1 ,anti-miR—132-5p £ ; f miR-NC .miR-132-5p si-NC ,
si-ST100A9 #5425 W /NER Z2 B4 i rh T G J B 3% 10 B+ miR-NC 41 | mEil+miR—132-5p 20 5 #H+si-NC 20 | 2 b+
si=S100A9 21 ' miR-132-5p 435155 peDNA . pcDNA-S100A9 ¥ 4y 25 5 /NER 22 JEE A0 I rp P s A 7R 3645 %, 10 0 o B +miR -
132-5p+pcDNA 41, =i fli+miR-132-5p+pcDNA-S100A9 41, SERTHEGE it PCR (real-time quantitative PCR,RT-qPCR) il miR-
132-5p F1 S100A9 mRNA £k /KF; Western blot Kzl ST00A9  Bel-2 #H5¢ X 8 H (Bel-2 associated X, Bax) B g ik &8/ H i
-2 (B cell lymphoma/leukemia-2, Bel-2) 23k ; WG R A5 5256 9801 miR-132-5p F1 S100A9 SN B e w1 il
ARG 20 Y R T 5 IR 6 93 W B (enzyme—linked immunosorbent assay , ELISA )0 983 PR FE A F- - (tumor necrosis factor—a,
TNF-a) \ FI4M 3 (interleukin, IL) -8 . IL-6 7K~ _n;'E RS S 00 /NER R BSAEM  miR—132-5p AL, S100A9 F2ik
KT (P<0.05) , miR-132-5p #E[H I S100A9, i 1k miR-132-5p Bl S100A9 Fik | FbEgs 510 B /NeR 2 5400 ffa b 41
JRLJE T3, Bax FEik K FRRAK , Bel-2 5K T1 i, TNF-o IL-8 TL~6 /K- TR (P<0.05) . S100A9 i 253535i%%; miR-132-5p
TE RN R MR T 00 B /N ER A AN ML TR SR SO R RIAVE I . 8518 i R5K miR—-132-5p il #1695 S100A9 il
V530 B/ Nk AR A0 L TN AR BV
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miR-132-5p mediates apoptosis and inflammatory of high glucose-induced

mesangial cells by targeting S100A9
Sun Feng,Wang Ying
(Department of Endocrinology ,Affiliated Hospital of Y angzhou University)
[Abstract)Objective . To investigate the effect of microRNA—132-5p (miR-132-5p) targeting S100 calcium—binding protein A9
(S100A9) on the apoptosis and inflammatory of mesangial cells induced by high glucose. Methods : Human mesangial cells were
cultured in DMEM normal glucose medium as control group,and cultured in DMEM high glucose medium as high glucose group.
miR-NC, miR-132-5p, anti-miR-NC, anti-miR-132-5p were transfected into normal cultured mesangial cells and recorded as miR-
NC group,miR -132-5p group,anti—-miR-NC group,anti—-miR -132-5p group;miR-NC, miR -132 -5p,si -NC, si —~S100A9 were
transfected into mesangial cells and cultured in a high glucose medium,and recorded as high glucose+miR-NC group,high glucose+
miR-132-5p group,high glucose+si-NC group, high glucose+si—-S100A9 group;miR—132-5p was transfected with pcDNA and pcDNA-
S100A9 into mesangial cells and cultured with high glucose medium,and recorded as high glucose+miR—132-5p pcDNA group, high
glucose+miR—132-5p+pcDNA-S100A9 group. Real-time quantitative PCR(RT-qPCR) was used to detect miR—132-5p and S100A9
mRNA expressions. Western blot was used to detect SI00A9,Bcl-2 associated X protein (Bax),and B cells lymphoma/leu—kemia—2
protein(Bel-2) expression;dual luciferase assay was used to verify the targeting relationship between miR-132-5p and S100A9;flow

YEZ B30 ., Email : yzsf18@hotmail.com, cytometry was used to detect apoptosis;enzyme—linked immu-
BER T 6 M kR R Rt nosorbent assay (ELISA) detected the levels of tumor necrosis
BEMEE: £ A, Email:091007@yzu.edu.cn, factor—a (TNF —at) , interleukin (II.) -8 and IL—-6. Results:The
TEBES. 2 HA 4 F AWM TR ERFLTHRE (%HT. expression of miR—132-5p in mesangial cells induced by high
72017018) glucose was decreased , and the expression of SI00A9 was in—
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reduced in high glucose—induced mesangial cells,Bax expression was reduced, Bel-2 expression was increased,and TNF-«,11.-8,

IL-6 levels were decreased(P<0.05). SI00A9 overexpression reversed the inhibitory effect of miR—132-5p overexpression on apoptosis

and inflammatory of mesangial cells induced by high glucose. Conclusion : Overexpression of miR-132-5p can inhibit apoptosis and

inflammatory of high glucose—induced mesangial cells by down-regulating ST00A9.
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UM BT/ NER R AN A T REXT DN &
SRHL S 2 7 B R L, BRI R B, BEIR
WRRAT S100 5545485 1 A9(S100 calcium binding
protein A9,S100A9) # ik I 1, 55 4 bR B Wk 452 17
HEEHICTED, S100A9 /-S40 P Y S RE (5 S 15
SIEAR  FEIAE TP R BB VE Y, AR K R
A 2% S100A9 =35 1/ ,S100A9 7] EA
Toll F£5Z1K 4(Toll-like receptor 4, TLR4) Fl#Z% K -
kB (nuclear factor—-kB, NF-«kB) {5518 f6 b T 2K
A SR 25 R A, R 6 B, miRNA S 577
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1 A e R E AV E T, 5 DN /Y &k % el
Kol ARSI T TargetScan FEZEFTTN S100A9
A AE AR AR miRNA, 455 /R S100A9 5 miR -
132-5p FEAELS G 1 . A BFFEHRAE miR-132-5p 7£
A UREAE £ IRAT, miR—132 i i IR A
REHT AR IBAR NI NG 2753 ) il v W 4 B e 2R
miR-132 il ¥ [m] E2F %5 K 5(E2F transcription
factor 5, F2F5 ) H il v 4 26 4 175 3 1) 1 75 - ¥ L4
JH B4 G AT AL SR miR—132-5p X B S0 B
INER 22 I R T S A& BN 14 5 ) K AL i
FnlH, AR B EMFSE miR-132-5p J& 75 i@ 10 74
& S100A9 52 =T 14 B /INER 22 IS4 i 0 1~ 1
RAE LI

1 #REFE

1.1 @fel £ 29X

NI /INER 22 AT MRk (HMCL) ) [ 5% [ S 50 15 5 4 A5 e
H1.0> (American Type Culture Collection, ATCC) ; JIi 2F IfiL 15 |
DMEM IE 5 555 35 5k (R AR Z 0 5.5 mmol/L) 2 DMEM
e BB IR I CRIAEMR 5 R 30.0 mmol/L) 1 H 5% [ Hyclone
O] IO E RGN & A AU R R R A E]
Lipofectamine™ 2000 4% Y1504 1 1640 5 A= YR A BR
N HREGRF] & | 1] TR (bicinchoninic acid,BCA)
RGO R B BRI R & IR ) V-0

%ﬁﬁﬁ%j"ﬁ?(annexin V—fluorescein isothiocyanate , Annexin V-
FITC) FITAL N EE (propidium iodide , PR & [ JL TR 3E
BN ;ﬁﬁﬂ%ﬁﬁ%miﬁﬁu@(enzyme—linked immunosorbent
assay , ELISA) I [ LAk ik RHE A FRA AT
1.2 @5 o

B /INER ZR AN DMEM 1E % 3 5% 35 5685 32 g ot
T840, ] DMEM ftibs 35 26 15 75V 0 i B 4H ; miR-NC . miR—
132-5p .anti-miR-NC ,anti-miR-132-5p % 4% % 1F % K 52 10
B /NER R IEAT A, 128 miR-NC 20 \miR-132-5p 21 .anti—
miR-NC 4  anti-miR-132-5p 4 ; % miR-NC .miR-132-5p
si=NC ,si-S100A9 F5 Y% 25 15/ NER 22 AN i b 7] i B R 3
K%, iR b EE+miR-NC 24 S H+miR-132-5p 4 | Sh+si-
NC 4 | =B +si-S100A9 4 ;8 miR-132-5p 4351 5 pcDNA |
peDNA-S100A9 % 4t 2 ' /INER 2% 15 200 i v #5110 e W 355 7
a3 ,iﬂi{l%*fﬁ+miﬁ—l32—5p+pcDNA H \%%+miﬁ—l32—5p+
pcDNA-S100A9 41 .
1.3 %832 8% % PCR(real-time quantitative PCR, RT-qPCR)
#eml miR-132-5p #= S100A9 mRNA % ik K -F

KA AN SR 48 h E HEBUE RNA, S SR cDNA |, $%
W 2E ' i i £ 64T PCR, miR—132-5p H1 S100A9 43 51|
PL U6 FUH IS -3 -2 I S5 (glyceraldehyde—3—phosphate
dehydrogenase , GAPDH) NS miR-132-5p 5191751 .
5'=ACCGTGGCTTTCGATTGTTACT -3", F ¥ 31 ¥ %51 .5 -
AACGCTTCACGAATTTGCGT-3';U6 Liif 51 ¥ 41 .5 -CG-
CTTCGGCAGCACATATACTA-3', FiiF5|#1)% %1 .5'-CGCTT-
CACGAATTTGCGTGTCA=3';S100A9 51 M) 51 .5 -AC-
CCAGACACCCTGAACC-3', N5 |97 %1 . 5'~AGCATGAT-
GAACTCCTCGA-3';GAPDH k1551 # 741 . 5'-CTGGGAC—
GACATGGAGAAAA-3', NIFBI ¥ 7% .5 ~-AAGGAAGGCT~
GGAAGAGTGAC-3"; BANFE i 3 NE R G 55440 95°C
5 min,95°C 30 s,60°C 30 s,72°C 30 s, 3t 40 MEF ;60°C 1E
£ 5 min, AAXTFRINE 22 31,
1.4  Western blot # M S100A9 Bcl-2 48 % X & & (Bel-2
associated X,Bax) B 28 JL#k €. J5/ @ )52 & & (B cell lym—
phoma/leukemia—2 , Bel-2) & ik

AN FE 48 h 5 RBUEA T, BCA X8 #1728
&, BE AR AR NIRBIGE IR RIS 5 E R w8 O
B8 SR Ry = iR B 1 h, InA—$t(1:1 000),4°C
R, A ZH0(1:2 000) FIRIFE 90 min, HHLIL2E K
I (electro chemi luminescence , ECL) ¥ & 5 , F ChemiDoc
XRS+ R G WiA% , FH Quantity One A4 % 45 2H #5457 1 K
IR, 38 AR 22357 = F Y 4717 I (R H I S -3 - iR
i S (glyceraldehyde—3—phosphate dehydrogenase, GAPDH)
SR, ARSI 3N ER,
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1.5 %K F RS 92 30 354E miR—132-5p A= S100A9 #) ¥z
IDEFA

I PCR 934608 miR-132-5p 256 5514 S100A9 751
J B A R TOL R FGAEMA T, 33 S100A9 BFAEAIZ,
& (WT-S100A9) ,# S100A9 H1J751 GCCACGG 2875 HAUG-
CAUC, 3K 3 S100A9 5845 %I 2% /& (MUT -S100A9) , ¢ WT-
S100A9 MUT-S100A9 4355 miR-NC .miR-132-5p | Li-
pofectamine 2000 A BT 45 L 22 W /NER R AR R v 5 e
48 h J& , ARE LT 2 M S PR G D7) 15 B ARG DU 2
REEH:
1.6 LA dm e AA M 20 e A =

A5 77 48 b Ji FH T4 19 B R £k 28 vV (phosphate
buffer solution, PBS) 0%, F-45 & & s IR 215 A 10 plL
Annexin V-FITC, FE-ANA 5 pL PLIRA) 5 @G 10 min,
FHI AR AR A ML R T, R 3 AN AL, S A
3,
1.7 ELISA # ) i & 3% 52 B -F —a (tumor necrosis factor—a,
TNF-a) . & /% (interleukin, IL)-8 .IL.-6 /K -F

FH AL SR 48 h 5 BT, B FE R £ e ik
A,
1.8 “itzam

SEEGEA T SPSS 20.0 BAFA 8T, Tk BRI + bR
WEZE (x £5)FoR, 2 AT ¢ K3, 240 1A) FLBeR 2R I 2B
J5 220007 . KR AKIE 0=0.05,

2.1 miR-132-5p #= S100A9 f& S #5569 B/ 2k 2 I 2a e
¥y A

L0 R LUARE , B2 B/ NER R BRI miR-132-5p%
SEIKFREAR (0.48 £ 0.05 vs 1.01 +0.09,1=15.443, P=0.000)
S100A9 mRNA Fik/K-(2.95 +0.28 vs. 1.00 +0.08,:=20.089,
P=0.000) 1 (4 21k K FTFH 5 (0.85 £ 0.08 vs. 0.42 +0.04,1=
14.423,P=0.000) (& 1, 1),

SIUERZE 1 FAEAL 1 XIME4L 2 FME4L 2 XIHR413 EbE4L3

SI0009 s G S . .
caron (D A S D TR

XA 1.2 3R IR 3 AR s i 1.2 .3 10kl
MYy 3 AL
E 1 S100A9 EEHIRE

# 1 miR-132-5p #1 S100A9 7E S ¥ S8 S /N R R &AM h
MRIE (x £5,n=9)

451 miR-132-5p  S100A9 mRNA  S100A9 [
Xf A 1.01 +0.09 1.00 + 0.08 0.42 +0.04
[y il 0.48 + 0.05* 2.95 +0.28" 0.85 +0.08"
il 15.443 20.089 14.423
PAE 0.000 0.000 0.000

T, X B HLHL, P<0.05

22 miR-132-5p Y& S100A9 # &k A

TargetScan T 5 7~ miR-132-5p 5 S100A9 TE1ESS &
FLa (K 2) . SOLRBEMRE 25 WoR , 5 miR-NC 4AH L,
miR-132-5p 4 H 55 WT-S100A9 % 14 14 40 i 56 5 K Big%
P B B JAIG (0.49 + 0.05 vs. 1.02 +0.08,:=16.854,P=0.000) ;
M5 Y MUT-S100A9 ZA B 4N 2 6 2R B 16 vk g 12 22
5(1.04 +0.07 vs. 0.99 +0.09,:=1.316, P=0.207) (¥ 2) , miR-
132-5p 41 S100A9 K ik/KFAL T miR-NC £H(0.20 = 0.02 vs.
0.41 +0.04) , anti-miR-132-5p £ S100A9 F KK TF anti-
miR-NC 41(0.83 + 0.08 vs. 0.40 + 0.04) (F=252.720, P=0.207)
(F3),

WT-S100A9  3'UTR 5" aucacaguggccacgGCCACGGe 3'

miR-132-5p 3" ucauuguuageuuuCGGUGCCa 5'

MUT-S100A9 3'UTR 5' aucacaguggccacgAUGCAUCa 3"
LRI AUGCAUC & S100A9 H1%%1] GCCACGG 8728 Tk
A. S100A9 [ 3'UTR H%7H 5 miR-132-5p HAMOZATERF 51

S100A9 e s S

B.S100A9 171k
BE 2 miR-132-5p [EIFHE S100A9 ik

2 WRAEHRELRE (x£5,n=9)

2H 5 WT-S100A9 MUT-S100A9
miR-NC4] 1.02 £0.08 0.99 + 0.09
miR-132-5pZH 0.49 + 0.05* 1.04 +0.07

¢ {H 16.854 1316
P{H 0.000 0.207

1 :a, 5 miR-NC 2 42, P<0.05

%3 miR-132-5p ifA#= S100A9 EEIFRIE (x £5,n=9 )

2151 S100A9%EH
miR-NCZ 0.41+0.04
miR-132-5p4 0.20 +0.02°
anti-miR-NCZf 0.40 + 0.04
anti-miR-132-5p4i 0.83 +0.08"
FA{H 252.720
P 0.000

1 :a, 5 miR-NC 2H H#E, P<0.05 ;b 5 anti-miR-NC 2H H#¢ , P<0.05

2.3 miR-132-5p id &k 2t @ 45k 09 B3R R B m e )
Ee )

L5305 MR LA, 2 B /N R AT L miR—132-5p
FIRACOPREAR, AR T3 T+, Bax A KT, Bel-2
FRIK TP R#AIR (P<0.05) ; 5 i BE+miR-NC 41 b4, b +miR—
132-5p 24 miR-132-5p Tk AKTF-THm , I TR FEAIL, Bax
FERICEBEAR, Bel-2 Fab KT8 (P<0.05) (] 3,3 4)
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! o ! FatA 5 miR-132-5p S RAX EHEA S 10 N RIE A
1073 1074 HIE R IBOBA (x 25,n=9 )
1°4  sare ALK 10°5 215 TNF-o/(ng-1") IL-8/(ug-L™) IL-6/(ng-L™")
" " X IR 36.58£325  036+0.03 1842+ 1.83
= = e 11524 £1058"  8.12+0.81° 53.65 +5.22°
104 10'5 FBE+miR-NC 41 11932924 836+0.84 56.87+5.61
I I o - BB miR-132-5p 41 52.69+543"  1.52+0.15" 29.36+2.54"
100100 10 100 10° 00100 10 100 10° Pt 273.779 467763 183.728
Annexin V-FITC Annexin V-FITC P{E 0.000 0.000 0.000
i +miR-NC 41 i +miR-132-5p £ Vi 2, AT BRYL AL, P<0.05 s b 5 +miR-NC 21 HL%Z, P<0.05
103 10* 3 o s s . - NN
2.5 ph) SI00A9 F A st & 4875 F 609 B3R A R 2m fe 8 1
3 i 3 N s
b I, 107 Fo SR B 6 R
1o . 1ol 5 B lfi+si-NC 2 IR, Rl +si-S100A9 4 S100A9 % ik
n-‘ 4 Q-‘ y, A ~ ~
TKIFEFEAR , MR T3R8 AR, Bax FEih /KRR, Bel-2 FikK
1 1 .
103 10" 3 SETHES, TNF-a IL-8 116 /K FFEAIE (P<0.05) (4,35 6).,
100 Y e 100 R s popistE] A
10 10 10> 100 10* 10° 10! 102 100  10* 10* 3 10* 3
A i —FITC A i —FITC 3
nnexin V C nnexin V C 10°] » » 10° ]
A A TR N 3 ot b 3
N A = 104 = 104
& 0
4 %’ 1 1
& @ ¢ & 1 104
AN % g i - i G 1o B A
— 100100 100 10° 10° 100 100 100 10°  10°
Bax (- - - Annexin V-FITC Annexin V-FITC
FbE +si-NC 21 FBE +si-S100A9 41
i M 01 .
10°
ViR N . = 10%4
B. AT AR %38 =
3 miR-132-5p X RiXX B HEIF S B /NEk R IR 10'-
ZHAA T RIS + R o B
10° e 100 T
10° 10' 100 10°  10* 10° 10! 100 10°  10*
. . . e N Annexin V-FITC Annexin V-FITC
F 4 miR-132-5p I RIEX HHEESH SRR A AT
RA TR (x +5,n=9 ) . Eilesi B sic
T e UL FHEAL NG g 10049 41
2H miR-132-5p  JHT-2/% Bax Bel-2
it B4 1.00£0.09 7.65+074 022003 0.74+0.07 Stoono M—-— -
(S 0.46+0.04" 25.14+236" 0.68+0.06' 0.30+0.03* Bax w— S —
Fibi+miR-  044+0.05 27.11+2.61 0.69£0.07 0.28+0.03 b2 -
NC4H
Ffi+miR—  0.86+007 1258+ 126" 031+0.03" 0.62+0.06" cArpH S S S
132-5p4] B. AT AR H A
F 1 168.702 223.530 210.291 185.825 4 %l S100A9 FKikX HHEIHFFHE/INEKRIE
P1H 0.000 0.000 0.000 0.000 20 AR TS0
T ra, XL LS, P<0.05 ;b 5 F Bl +miR-NC 41 442, P<0.05

2.4 miR-132-5p it &k xF S FH F 09 B DR R A e X
SE B 84 7% 76

5 IR LA, AL B/ NER R AN TNF-o IL-8
116 7K T4 (P<0.05) ; 5 mi+miR-NC 20 FL#% , B Bi+miR—
132-5p 44 TNF-a IL-8 IL-6 /KPR (P<0.05) (£ 5)

2.6 SI100A9 it & ik 3% 4% miR-132-5p it & ik 2+ & 4k 549
BN ER 2 am A B T e R R

5 B +miR-132-5p+pcDNA 4 I #7 , +miR-132—-
Sp+pcDNA-S100A9 4 S100A9 ik /K F-TF 5, AN -3 Tt
&, Bax KIEKFETHE , Bel-2 Fik KRR TNF-o TL-8 .
IL-6 K F-TH 55 (P<0.05) (K 5,26 7).,
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F 6 HH S100A9 Kk 1EE SH S/ Nk RIEMAA T K RER AN (x +5,n=9 )
215 S100A9 JHT%)% Bax Bel-2 TNF-o/(ng-L7")  I1L-8/(pg-L')  IL-6/(ng-L™)
Xof 2] 0.43 +0.04 6.32 +£0.63 0.23 +0.03 0.75 £0.07 31.26 £3.13 0.42 +0.04 15.69 + 1.57
et | 0.84 +0.08" 24.15 £ 2.45" 0.66 + 0.06" 0.31 +£0.03" 118.26 + 9.36° 8.23 +0.82* 54.63 + 5.44*
B +si-NC 41 0.86 +0.07 26.58 £ 2.55 0.67 +£0.07 0.29 £ 0.03 123.65 +10.31 8.29 +0.78 5721 £5.78
= +si-S100A9 40 0.51 +£0.05" 14.21 +1.43" 0.36 +0.03" 0.60 + 0.06" 63.48 + 6.39" 1.93+0.19" 38.32 +3.74"
F1E 115.169 210417 169.398 177.175 291.902 467.250 165.448
P1a 0.000 0.000 0.000 0.000 0.000 0.000 0.000
T ca, ST HEER, P<0.05 3 b: 5l +si-NC 41 L, P<0.05
= +miR-NC 4 BB +miR-132-5p 21 2 +miR—132-5p+pcDNA 4 5 +miR—132-5p+peDNA-S100A94]
10* 3 10* 3 10 3 10* 3
10° -4 10° 10° 4 10°4
= 10°4 = 102j = 10° = 1073
10! 1 lO‘-! 10! ; 1()13
10° i bpemi ey 10° 2 I CATAT 10° e 10° S ETEC S L
100 100 10°  10° 10 100 100 100 10* 10° 100 10 10° 10° 10° 100 100 10°  10°
Annexin V-FITC Annexin V-FITC Annexin V-FITC Annexin V-FITC
AL iR T A
X
Ly o /6Q
YA ,\%‘3&
g .QJ\ & &&Q\Q
x‘& x@\ ggbxi?‘j/% %X Y’h
& @& O 8
s10000 MR S
By W — — —
Bel-2 e M
B. AT MR H LR
B 5 S100A9 it ik %k miR—132-5p T RiIEX 5 HE1H S 49 'S/ Nk 22 BE 20 AR 1= Fn 28 I = A2
F 7 S100A9 idFRiEFH miR-132-5p W RIEWNSHESHS/NRRREMBTMIERE (x +5,n=9)
21 51 S100A9 TIT%/% Bax Bel-2  TNF-o/(ng-L7") 1L-8/(pg-L™") IL-6/(ng-L)
= +miR-NC 41 0.86+0.08 2541+254 0.68+0.06 0.26+0.03 117.26+10.27 831+0.83 55.21 £5.51
E A +miR-132-5p 41 0.38+£0.04*  11.69+1.17* 0.32+0.03* 0.61 +0.06" 56.32 £5.61° 1.49 +0.15* 28.36 £ 2.74"
A +miR-132-5p+pcDNA 41 0.36 £ 0.03 10.28 £1.03  0.30+0.03 0.63+0.05 53.14 £5.33 144 +0.14 26.58 £2.63
EHE +miR—132-5p+pcDNA-S100A9 4] 0.74 +0.07" 19.65+1.84" 0.57+0.05" 0.35+0.03" 98.54+9.87° 7.93+0.78" 41.22 +4.32"
Fia 167.217 147.586 160.215 157.177 137.336 397.454 100.203
P 0.000 0.000 0.000 0.000 0.000 0.000 0.000

Fa, G M +miR-NC 2 LWL, P<0.055b: 5 bl +miR-132-5p+pcDNA 20 132, P<0.05

A

3 1€

it

DN PRI DL S0 4 I R o AR5 1ot
T H B /N ER R B A AT 5T miR—132-5p #£ DN
HIER . SCRZ R BoR , BRI S BNk R
AR T NS R R, Hat 2 miR-132-5p
iFeih, £ miR-132-5p W ieS 5 @& 5
JINER 25 A M A4 08 TR0 S E S N Ak AR L B Y G

miR -132 7] DL AE #F % 1k 4 K A F (transforming
growth factor, TGF)-B1 757 A4 K B[] J51 i 41 4k 44
[l NRK—-49F 43 WAL I/ RE 5", miR—132 i 410 ]
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