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[WHZ] Br HTZAREMEEAR (BPD) K7 JLILH 1 microRNA-495-5p ( miRNA-495-5p ) 13
SKASAE IR TLE W E D501, IR ATFSE miRNA-495-5p 5 BPD 456 Z4RIEHSIRTE ., AiE UG8 2015
F 1 %2016 4F 12 J NICU fF Be 1697 5 LI — M ln ROk, e BUEAT 71 BPD Il R 20 B8 LN
BPD 21, JCHI BPD I RFRILEY 20 iR L AR IR . SR LARANE L, 4145 ALIEE S #8L,
I miRNA B R B ARG P 4 A8 LIS T 25 SR 1 miRNAs; AR & REPLIEE 6 i L, R RT-PCR 4
ARFFRIGIE L 22 SM26ik . W] TargetScan, miRDB, miRWalk 374 175Xt miRNA-495-5p BEAT#ILEEAF00 ;R JH]
DAVID $icii e X $EIE I EA T A D RE & 4 /M A S il s w4 0. SR SxHIR4LB LA, BPD 415k
JLIME miRNA-495-5p ik 3% FIH (P<0.05) o dlid 3 FhEE PEFN miRNA-495-5p RYFIELILAE 117 4>, H
ANIL PR DI RE S B 8 B TG ST ISR L BE SR TEE L S BB TG E A T O RE, RN AR AR L 4RO
DNA MFESe8%  MAARRGEA Y S i, DRI, A0 . AEEE S SEARA s b (P<0.05) 5 (555
AP G AR T mTOR (5 538 (P<0.05) . 518  miRNA-495-5p n g s L gL k. T4
oAk AP T K A NESE S 5 BPD R AR, WG SR AWFIE AR BPD /R F K D REHLEIPRAE TR ZL R,
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Expression of microRNA-495-5p in preterm infants with bronchopulmonary
dysplasia: a bioinformatics analysis
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Abstract: Objective  To study the expression of microRNA-495-5p (miRNA-495-5p) in the serum of preterm
infants with bronchopulmonary dysplasia (BPD) based on a bioinformatics analysis, and to provide a theoretical basis for
further research on the association between miRNA-495-5p and BPD. Methods A total of 40 preterm infants who were
admitted to the neonatal intensive care unit from January 2015 to December 2016 were enrolled. Among these infants,
20 with early clinical manifestations of BPD were enrolled as the BPD group, and 20 without such manifestations were
enrolled as the control group. Peripheral blood samples were collected. The miRNA microarray technique was used to
screen out differentially expressed miRNAs in serum between the two groups. RT-PCR was used for validation of results.
TargetScan, miRDB, and miRWalk databases were used to predict the target genes of miRNA-495-5p. The DAVID
database was used to perform gene ontology (GO) analysis and Kyoto Encyclopedia of Genes and Genomes (KEGG)
pathway analysis of the target genes. Results Compared with the control group, the BPD group had a significant
increase in the expression of miRNA-495-5p in serum (P<0.05). A total of 117 target genes of miRNA-495-5p were
predicted by the above three databases and they were involved in several molecular functions (including transcriptional
regulatory activity, transcriptional activation activity, and transcription cofactor activity), biological processes (such as
metabolic regulation, DNA-dependent transcriptional regulation, and vascular pattern), and cell components (including
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nucleoplasm, membrane components, and insoluble components) (P<0.05). As for signaling pathways, these genes were
significantly enriched in the mTOR signaling pathway (P<0.05). Conclusions MiRNA-495-5p may be involved in the
development and progression of BPD by regulating angiogenesis, stem cell differentiation, apoptosis, and autophagy,
which provides clues for further research on the role and functional mechanism of miRNA-495-5p in BPD.

[Chin J Contemp Pediatr, 2020, 22(1): 24-30]
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X ARE M & & A B (bronchopulmonary
dysplasia, BPD ) J& 5.7 JL r 5 UL (9 18 4 i 9
( chronic lung disease, CLD ) o JAEFELT LML
A PR R AR EAR B R L R, {HBPD 1Y
RRFEIFBA W T, R LA 5
FAE T i Y R R LI S —Fh B BPD,
F B R IE 2 SR ARE BN T 5 A i 40 il
KA, 3B 2 A {7 A R I & F S
W MEER—DRERNEY LR, ZR 2
Z 2 50, SRR MR . AR
AR P 1 microRNAs (miRNAs ) fFE H—
FHE Rt i 5 4 HOKOF- Rk AR i RNA, 32
B ]S i A2 E mRNA FEA# 2 T3 mRNA Bi%
SR L B, ARk, BOREZ ST kR
miRNAs TEALHEfili & & 76 N I Z R A= Py i e v 2
HHEZEEMY., HATC A £ 5 miRNAs 9 iE 5
it % B i BB UIAH G, £04E miRNA-127, miRNA-
26a, miRNA-106b &5 %, (HJE, FfiE XA & K&
ils B AH OB IR L BHLAR 0 NI, 2 B L
miRNAs 15 & BB

miRNA-495 /E y miRNAs W i1y — 51, Bk iE
S H5AEMEEE . BT, R LRIERN, Jf
S Al g . =258, B 2 e,
Yang %5 "V W7 5% & B miRNA-495 75 fili % & v BAT
HENEM, "TRES SRR & & R BB .
R, ASBFFTHEDN miRNA-495 W] fig 5 il & & i
KB MKRBIREYIME R, AT AEYE B =50
M, 3T miRNA-495-5p 76 7. 7= JL BPD H1 iy 33k
K HG R R X, A5 miRNA-495-5p 7E BPD %
AR S b B R AL RE SALRI AR
1 #BRERE®
1.1 MBS
2015 4F 1 J1 % 2016 4F 12 JTUEELEARE NICU
A BE IR I7 1Y 7= L — MBI IR % kL, BPD By R
TR TR 38 2R A A LA i A8 S I AL

A B 5% 4R TR HE R 0 10~14 A", &5 H R E N
4h BPD B2 Wibs i ", AHESE b BPD 418 LAY
BRI R AU A B v o B AT LA, 5k
B S E WA B R 28 d, BA R
JL BPD LI R RIE (320 f]; Horr 14 #7741
WOES, 6 FliTaE R, ARG HFEWE) .
X BRZH B JLTC T AR L sl TR I ) A8, 1A
HL BPD I R R (220 fi]; #1732 AR
RA B SEWSA, WAEWKE <30%, N H
<3d) ., BPD 4HHJLIGIA 28.8 £4.3 JH, HAIKE
1570 £335 g; XFREZHEILIAEY 29.1 £ 2.5 7, H/E
TREE 1620 +289 g FTAT A4 LI SERIBIE I K
R LA B LR 25 A AE, BITC A
WY, ABERTETEA )G 12 h AN, SRAEARH
HRE AT, BPD 4L 28 d LUF, XT A
HBILNAIG 3 d 2247, PR ILI— MG R 7Rk
AT ZE S G FE L (P>0.05) o AFRZS
TRREZE By At T B 2 SR g Rl
1.2 miRNA &K

fdi 1] TRIzol 42 UMY RNA, fdiJ1] NanoDrop
ND-1000 il & 4 {6 J5 () RNA ¥ B, H ok &
RNA 52 8 Ve, 42 69 RNA 3@ o ke 5, 6
miRCURY ™Array Power Labeling Kit ( Cat #208032-
A, J}7 Exiqon 28 @ ) X miRNA #1471 451iC; 2k
J5 ¥ RE S 5 miRCURY™ LNA Array (v.18.0, F+#
Exiqon 24 F] ) ith 2858, S0 5 2 UL 54 7 .
5 J5 1 i Axon GenePix 4000B A5 F- F 3 A3 45 6
o
1.3 RT-PCR &l

P& WIS RNA J5, 2% i Sl 0 &
Ui B A5 FE AT 300 5 Sk O, R4S cDNA M. H
e A A IR A RIS R E R R
WS IEE 5T 5 (£ 1) . RT-PCR i &
% : 2 x MasterMix 5 uL, 10 pmol/L [, TG
£ 0.5 uL, ¢DNA #& #z 2 uL, DEPC /K 2 uL, T
RT-PCR ¥ I #47 PCR & iZ: 95 °C 10 min; 95 C
10s, 60°C 60s, 40 NEH; ¥ 1 /W 45 K e,
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95°C 105, 60°C 60's, 95°C 155, I 60°CZEIEHN
IAEN 95°C (A% A st Ay, N 0.075C /) o
BB R 220 R RIRROR

&1 PCRS3I4FE3
LA 519)%51
F: 5'-GCTTCGGCAGCACATATACTAAAAT-3'
ve R: 5'-CGCTTCACGAATTTGCGTGTCAT-3'
) GSP: 5'-GGGGAAGTTGCCCATGTTA-3'
miRNA-495-5p

R: 5'-GTGCGTGTCGTGGAGTCG-3'

e GSP R FATZEALENT miRNA R 5 LIS 1Y),

1.4 EBEETN

FFH miRNA $8 #5  [K 245 & TargetScan
miRDB. miRWalk 3 17 L 2 X Ft i, 4% 3] 47 3¢
miRNA-495-5p (R FEP, B 3 i 4 35 I 45
[ACHENE Ty 25 5 miRNA S AL
1.5 Gene Ontology 434

Gene Ontology (GO ) 43 At X L B PR #E 1 7 1)
AE R 0T, A0 GO TEREH Y737~ I AE ( molecular
function ) . AW2= i # (biological process ) S 4
figH 77 ( cellular component )
1.6 SFitEHH

miRNA 857 $71 41 i A GenePix Pro6.0 # 1
T EATEAE S AT, 8 22 A5 AL (fold change ) il
P {E 22 SME R IE MY miRNAL B PCR $dia 45
KA GraphPad Prism #fFH, B IER 01T &
TERHLAYIE = bRifEzE (xxs) oK, PN ILEL
KW REA ¢ Ki 5. I DAVID 304 & (htps://
david.nciferf.gov/ ) XTHRIER 1T KEGG {5554 548
% & A BT B GO 4B, P<0.05 R 25 A Gi it

2 #R
2.1 miRNA & F X% RT-PCR WiE& R

BEAILIE B 20 45 5 1] 8LV AE A1 T miRNA
O b 0 A5, BPD 41 iR % 29.8 £2.1 JH, 4 AE K
T 1386+285¢g, X HR 41 i #% 309+ 1.8 i,
AR 1467+ 101 g, TG 41 8 LR & 2 AR 1R
AR 22 B g i 2 (430 1=-0.93,

-0.60, P>0.05) ; miRNA Jfs A &5 3 B R, 5%
AL (0.21+0.06) A Ee, BPD 41 & JL I i
miRNA-495-5p (0.41+0.17) ik b H (1=2.44,
P<0.05 ), Z5FINMH(BPD 41/ XFHR4L ) M 1.92,

Bifi ML 356 PR 2 4% 6 3] A8 L I v A AR 4T RT-
PCR #: U, BPD 4 it #% 29.6 +1.9 &, i 4 1k
#1296+330g, X M40 Hf % 314+1.8 4, H
AR 1507+ 127 ¢, PG 41 8 LR & 2 AR IR
FEHBRERBI LG ¥HE L (55 =-1.73,
-1.46, P>0.05) ; RT-PCR #5355, BPD 414 L
miRNA-495-5p Fik/KF- (2.56 +0.83 ) & T X HRA
(1.05+0.35) (t=3.77, P<0.05) , 5its g i—a,
2.2 FMEREMNLER

FI FH miRNA #8 b5 5 K 2035 & TargetScan
miRDB . miRWalk #F 47 8 3 DX 70000 5 B 32 4, 445
193] miRNA-495-5p AL AL 117 4>, Hdp
ITHREER L 2,

& 2 miRNA-495-5p & 3 NMRETRMET SR EE T &

FER D FERZFR| | ZEH D FERZFK | | FH D FEE LK
57491  AHRR 84159  ARID5B || 55183  RIFI
1639  DCTN1 || 23440 OTP 4148  MATN3
10293  TRAIP | |389677 RBMI2B 3708  ITPRI
9132 KCNQ4 || 83999 KREMENI| | 51151 SLC45A2
29855  UBNI 6262  RYR2 2634 GBP2
57448  BIRC6 51719  CAB39 4170  MCLI
79718 TBLIXRI| | 122830 NAA30 || 149420 PDIKIL
29915 HCFC2 5926  ARID4A || 23014 FBXO021
9798 IST1 1398 CRK 51091 SEPSECS
1999  ELF3 26054  SENP6 58506  SCAF1

23 GO DIER

DL b 117 AR L R GE i GO VR A 2815 3]
55 MR E GO AEW e BEERE B 27 A
1) GO 73 F I REE BT B M 23 DR GO iy
Ao RS B 453 278 miRNA-495-5p (1) 7 il
B DR 43 ) SR AR A R A IR . RS DNA 119
FesRURRE L MBS Y R R, SRR T
PR SR IGPE L B SR B IS YR AR 4y
Ae, DARKZIR ., By ANV TR o 55 40 i 4L
I (P<0.05) , W 3~5,
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# 3 miRNA-495-5p FIFREFE GO £t iEH %
GOID L P{H %53%]% WA
(4
ELF3. ARID4A, CASK, HCFC2. OTP, AHRR. PAX7,
0051252 AR AR 0.0001  27(250) o 6. HNRNPF. POUAR2 %
S ELF3. ARID4A, CASK, HCFC2. OTP, AHRR., PAX7,
0006355  {{KHfi DNA [r%% st 4% 0.0004  25231)  \nC  OUAR2. ZNF28] P
0001569 I L 0.0085  3(0.28)  SEMAS5A. NRPI, VEGFA
RNA R &8 113 30 F A9 7 ZNF281, ATXNI, TBLIXR1. NCOA2, MED26, VEGFA .
0006357 g 0.0087 12(L11) i pouams. HCFC2
0007389 TG E TR 0.0087  7(0.65)  SEMASA., NOTCH2, NRP1, PAX7. VEGFA, PBX3, FRS2
. ELF3. ARID4A. BDP1, ZXDC., CASK. HCFC2. OTP,
0045449 LR 00092 28(259) heE LT MED26 p
KT B F 19 1F ATXN1, TBLIXR1, NCOA2, PCBDI, VEGFA. ZXDC,
0010557 ¥ 00114 THIL02) )k poU4F2. PIAS2. FAMI129A 4
SCAF1. CNOT6L, PAIP1, HNRNPF, VEGFA., CDC40
0016071  mRNA HfRHEF 00116 80.74) oon T
0001654  HRE® 0.0116  5(0.46)  TWSGl, MYO7A. VEGFA, POU4F2, FRS2
0006916  HLIHT: 0.0121  6(0.56)  NOTCH2. BRAF, MCLI. PAX7. VEGFA. BIRC6
oy ATXN1, TBLIXR1, NCOA2, PCBD1, VEGFA, ZXDC,
0045941 FE LT 00126 10093) )oK | poU4F2. PIAS2. SMARCA2
ATXNI, TBLIXR1, NCOA2, PCBDI1, VEGFA, ZXDC,
0010628  FEPRFRIE M IE IR 0.0150  10(0.93) CASK. POUAFZ. PIAS2. SMARCAZ
ATXN1, TBLIXRI, NCOA2, PCBD1, VEGFA. ZXDC
p A . . . . . .
0031328  ZMEAM A G R IEITE  0.0154  11(1.02) CASK. POUAFZ. PIAS?. FAMI20A &5
ATXN1, TBLIXR1, NCOA2., PCBD1, VEGFA . ZXDC
A . . . . . .
0009891 A=) R Y IE T2 0.0169  1(L02)  ()ok  pou4r2. PIAS2. FAMI129A 45
0007423  JREIRENET 0.0183  6(0.56) TWSGI, KCNQ4, MYO7A, VEGFA, POU4F2, FRS2
0048863  T-4ffisr1k 0.0191  3(0.28)  NOTCH2, RIF1. PAX7
B, HH . E R ATXN1, TBLIXR1, NCOA2, PCBDI., VEGFA. ZXDC,
0045935 AR AR IE A 00228 10(0.93) CASK. POU4F2, PIAS2, SMARCA2
. ATXN1, TBLIXR1, NCOA2, PCBDI, VEGFA ., ZXDC,
0010604 ArFEBHEMIERE 00265 12(1.11) CASK. POU4F2, PIAS2., SKP1 4%
SEMASA. NRPI, PAX7, MYO7A. VEGFA, POU4F2
, . . . . . .
0030182 &Itk 0.0266  8(0.74) PEX3. OTP
ATXN1, TBLIXR1, NCOA2, PCBDl, VEGFA, ZXDC
A . . . . . .
0051173  ZALEWRII R ERE  0.0272  10(0.93) OO 0T FIA. ST
0045892 i DNA HB6 5 s 00313 7(065) ZNF28\L TBLIXR1, NCOA2, ARID4A. ARID5B, POU4F2,
SMARCA2
ZNF281, ATXNI., TBLIXRI, NCOA2, ARID4A. ARID5B
1 ‘ ‘ . . . . . .
0016481  Estiifs 00331 8074 Lo SMARCAZ
0051253 RNA fCUftBAG G 00335 7(0.65) ZNF281, TBLIXRI, NCOA2. ARID4A, ARID5B., POU4F2,
SMARCA2
0043010 MR &7 0.0344  4(0.37)  TWSGl, VEGFA, POU4F2, FRS2
. SLC12A6, KCNQ4, SLC23A2, SLC9A4, SLC39A12, RYR2,
G E BT His 03¢ .
0030001  4xJEEFRyisk 00352 80.74) g A. ITPRI
RNA AR 113 3h 1 15 5% ATXNI1, TBLIXR1, NCOA2, VEGFA, CASK, POU4F2,
0045044 o el 0.0371  70.65) G ipoas
. ATXNI, TBLIXR1, NCOA2, VEGFA, CASK., POU4F2,
0045893 i DNA [R5 S 1E T8 00395 8074 L GMARCA2
ATXNI, TBLIXR1, NCOA2, VEGFA, CASK., POU4F2,
0051254  RNA {Riftid 72 A9 1 4 0.0410  80.74) . L
0032989  ZMIZH ML K 0.0489  7(0.65)  SEMASA. CAP2, NRP1, OPAl, MYO7A. POU4F2, LAMCI
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% 4 miRNA-495-5p FN#LEE GO o FIhgEan 2K
=N
GOID AT prg ERAE 5 B3R
[1(%)]
N ZNF281, TBLIXR1. ELF3, ARID4A. PCBD1. ARID5B. ZXDC,
0030528  FLsEIETIE b 0.0002  23(2.13) FOXN2. HCFC2 4
IR, ZNF281. TBLIXR1., NCOA2, ELF3, PCBDI, MED26, ZXDC
0016563  FE G TG 0.0014  10(0.93) BN lGEGL S MARGAS
0003713 54l Bl i 0.0028 7(0.65) NCOA2, ELF3, PCBD1, MED26, PIAS2, HCFC2, SMARCA2
0060090  fEHEs TiEtE 0.0096 4(0.37) SH3BGRL. AHRR. CRK. FRS2
0003712 SRR EIA TR b 0.0096 8(0.74) TBLIXR1, NCOA2, ELF3, PCBD1, MED26. PIAS2, HCFC2,
SMARCA2
0016564 &A1 1 0.0174 7(0.65) ZNF281, ATXNI, TBLIXR1, NCOA2, ELF3, ARID4A. ARID5B
0043565 EFIHERAE DNA 254 0.0449 90.83) ZNF281, TBLIXR1. ELF3, ETV3L, PAX7. FOXN2, POU4F2,
PBX3. OTP
%5 miRNA-495-5p Fil#EE E GO HAnE S 52K
PRI ;
com s P VAN W B
[n(%)]
ATXN1, TBLIXRI. ARID4A, MCL1, HNRNPF, MED26. CPSF6, PIAS2,
0005654  #% 00036 13(1.20) (o ppvs p
SLC12A6., SLC23A2, KREMEN1, CLEC2D. CASK. BIRC6. RYR2
-y . . . . . . .
0005624 JELL 4> 00372 100.93) prccn e
0005626  REPEALS 00452 100.93) SLC12A6., SLC23A2, KREMENI, CLEC2D. CASK. BIRC6. RYR2,

RPS6KB1 %

24 KEGGEBEOWHNER
TE GO ERAr I FEEAE -, FIHE R &Y
BEECHE, XTIERES TR 117 DR T4 Y

FEE T, AR EIR, miRNA-495-5p i &
FTIFL Y E A R A A ( mammalian target of
rapamycin, mTOR ) 15 S I H ( P<0.05) , W 6,

% 6 miRNA-495-5p ISR EF ) KEGG BHEHIBEEEE AT

H B

KEGG i % P{E WA
[n(%)]
mTOR {5538} 0.0028 4(0.37) BRAF. VEGFA, RPS6KBI. CAB39

3 g
W U & B NG, T BPD AR BT 45 Fh
PR 28 X5 AN 2 S B B 82 405, AR I ) S
&5, BT BPD fEN = LA R K 5 1
WL CLD, & A #H A JLEAE W% bs o ok T
[ IR R 2 —, ARER )AL AR 58 2 BB, R UG,
PRIT BPD 119 & S AL K By v 1 i H A 2 R i I IR
=

miRNAs J& 2 7% 22 LA IR 1 =5 AR <P 9 AR
Hifih /N3 T RNA, 38 1k 0 40 5L DR A 3 Sf I R
UL R IAIKOT, B 450 ) 22 Tl 2 BRI

PSR, S5AYRET . . e T
fifr e e A A R B e M I S AR A AR 2 A
K AL AE R, T IT 45 R W miRNAs 78 i
KB Bk R A REEMEH . AR5
K H miRNA S5 5 R i 6 78 BPD f& L i H 25
S FRIN miRNAs, FFFIH RT-PCR 4 A Hf 2 H
2 VEFRIA, U miRNA B £ B #8351 BPD i &
S bl S5 IR, T X R IL, BPD 4
LI miRNA-495-5p &k T+, 2% H 511
SR S HE— A B SCEk T g, FERG I KR A
H1, miRNA-495 7E/NE A 10 4850 01 & & 1Yo # v
Feik B TFE, TR RS 0 R ek R
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A TR, HE8 miRNA-495 (AL AT AES: Sp AT BB TG mTOR {5538 PS5 208 5+
SR & B RORFEIBY B, HEt, AHEST HEN FERUNE, P2 BPD MY KRR R,
miRNA-495 5fifi ’k B % V1M C, FFrl aEfE Uf BPD %L% . ASHFGE N A W AE B T
() 295 EmaﬁMﬁﬁLmﬂMA%%L Mk mmmmﬁwﬂsgwﬁﬁk,n%immmm-

%%ﬁ P W . SR L T A A T AR

,@EEM®¢%m%&mﬁﬁ$ﬂw%ﬁ
ﬁ”%

ARWFFEH GO 234 ] WL miRNA-495-5p # 3 [A]
LRI E TR MM R ian s %
S FOife, AT R . AR DNA A5 SR T
e, IR M S
DU F 25 AR miRNA-495-5p T8 A 45 AR i
T2 L S A B kB L fE R ¥ EEAE
HI, XA B2 miRNA-495-5p 2 55 il & & A ]
By B AR AL . EA TR, fEh—2
HA ARE XL b ae i, T4z

%”Eb%Fﬁ B R AR R B ANE T 40

—o HATCA K AR N S 52 500k B - ] 78
ﬁ?%wTLﬂﬁMWL§%m%ﬁg,@%W
R A G IR S T e RS U, X AT REAE N
Immm@ymﬁﬁﬂ%mm£%ﬁ*m%ﬁﬁ%
FEEAEFNUH, 0 BPD BB IGHR AT Y L

mTOR J&—F = BE PR ST I 22 8 BR / 95 TR R
PG, W P TR LB A DG 0, 2
P AR . A . TR AN, SO IR
A 2 BRI A SR S50 B 1 B e T 0 A
UM ARIFSEAE GO FERB M 2 FEmN X4
B AT A Y AR T, A5 R R miRNA-
495-5p & & B & T mTOR {5 S ik, Fr5rhpd
W P13K/mTOR 15 5 3 % 7] #0044 S0 1l 38 9 Bz 26
KT (VEGF) i a5 . A7 FR N
VEGF i1 £ ™, A7 HiEFR miRNA-495
Al 3E 3 mTOR {5510 g PE SR M R T 32
FCFEUE T R P S5 B R0 A
T MEERS, 80 XTI 25 0 0 S A Y
DL b AF 75 45 9 $2 7R miRNA-495-5p 7] GE 38 i 9 55
mTOR {55538 B G S 5 ik B A R B B 4
Bl PR B I A S A Wi B Sureshbabu 45 )
HE— 25 A AT e PR A il mTOR 7] FR A s
YRR 7, WA IR T kA, B il 2 4G
¥, EI/NRAEE S, XA BEJE miRNA-495-5p fi
i BPD J B & e E A E AL, B miRNA-495-

495-5p 7E BPD A AE Kk Jread # ] R & #4424k
M, HA AT R P 18 A A AR A T AR
oAl AN T b A WA DT TSI . (HAITSE
1 A T 40 K P S A PN S EAT AR DG B IE, B =Z
FH S SRR SCRe, SOV . ASWTST A HE
B 5N 4 5 miRNA-495-5p 5 BPD A ¢ 1 #F 5% 42
T BB SRR HE

(& % x W]
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