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JL T GEO Bkt 2 00 B D MR i it 4 27 1o Pt vp G4tk
miRNA Fl ceRNA W] 2% ) &l

EE B (IR 901 BERE a. fgdcy; b, 4MEE, A0E 230031)

O E: B R £ (chronic pancreatitis, CP ) i & 2| M i% /% ( pancreatic cancer, PC ) i€ 42 ¥ & 35 # £ 4F
8 miRNA R ALiAE M %, ik M GEO #48 & ¥ T #% i 848 GSE24279 A= GSE25820, ffiikth /2 CP 4= PC ¥ £
J+ & i 89 miRNA ( differential expression miRNA, DEM ) . # DEM #9 ¥ 4k I #= & 4% 3 45 75 RNA (long non-coding
RNA) , ME i&ﬁ;&% B % &, BEE G ZAEML% (protein-protein interaction, PPI ) JF Jf ik i 4K 28 3L ) A= AL A 4%
RAEM F ALY, i@ id 42454 DEM, AE4 K B fe LncRNA 9 %A fo 3G, L T35 4 MR RNA ( competing
endogenous RNAs, ceRNA) o928k, M miRNA 69R4 M 2%, 2R ffikd 16 A DEM, R¥elRAL AR, @
MBS 2 LR 04 BRI AE, DaRR W 4% B K A U4k RNA 2546, M PPI MW, ffikd 17 AMEAK R A 3 M, 2265
M, ¥ hsa-miR-221-3p, hsa-miR-222-3p, hsa-miR-210-3p % RNPS1, MGRNI1 ¥ CP #/& % PC ¥ k4% &, 41 A
LncRNA %4-% 4t DEM, ' MIAT, DANT2, TTN-AS1, PAXIP1-AS2 #= LINC00473 AL A G #1h, & L4 R,
M 6,4 3 A DEM, 2 A= 5 A LncRNA #) ceRNA B35 W %, £ A0 KR 69 5554 7 A 8 T8+ CP
T L ek, HEe) LncRNA-miRNA- K E A ML, G Fei5 97 & CP itk PC o) B AR T A0y A4 F e b
9&{53%- JRERRIE; S PEBIR R s U RNA; SE4PE TR RNA
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Screening of Key miRNAs and Construction of Competing Endogenous RNA
Network Involved in the Progression from Chronic Pancreatitis to
Pancreatic Cancer Based on GEO Database

ZHANG Li-jie*, PENG Quan® ( a.Tumor Diagnosis and Treatment Center; b. Department of General Surgery, 901th
Hospital of PLA, Hefei 230031, China )

Abstract: Objective To find the key miRNAs and their potential molecular mechanisms in the progression from chronic
pancreatitis (CP) to pancreatic cancer (PC). Methods Microarray data GSE24279 and GSE25820 were downloaded from Gene
Expression Omnibus (GEO) database, and screened out the differential expressed miRNAs (DEM) in CP and PC. Predicted
the target gene and LncRNAs (long non-coding RNA) of DNA, and then carried out the enrichment analysis of target genes,
constructed the Protein-protein interaction (PPI) and screened out the hinge genes and modules with special and prognosis
of DEM, hinge genes and LncRNA, built the miRNA regulatory network based on the theory of competitive endogenous
RNAs(ceRNA).Results 16 DEM were found both in GSE24279 and GSE25820, enrichment analyses showed that targets of
overlapped DEM were significantly enriched in symbiont process, positive regulation of organelle organization, perinuclear
region of cytoplasm and double-stranded RNA binding. From the PPI network, 17 nodes and 3 modules were selected. According
to the expression and prognostic, 3 upregulated DEM (hsa-miR-221-3p, hsa-miR-222-3p, hsa-miR-210-3p) and 2 target genes
(RNPS1 and MGRN1) were screened, subsequently, 41 LncRNAs were explored to potentiality bind to those 3 key DEM, 5
of them (MIAT, DANT2, TTN-AS1, PAXIP1-AS2 and LINC00473) had the positive prognostic value. Finally, constructed a
regulatory network based on competing endogenous RNA (ceRNA) hypothesis. Conclusion The methodology in this study
contributed to understanding the pathogenesis involved in the progression from CP to PC, the novel LncRNA-miRNA-gene
regulatory network can provide new clues to predict the development of PC in CP patients.
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JBERJEE ( pancreatic cancer, PC ) S B #5242
I, HAZWT S I HAEAEAE R 2h 4% ~ 6%,
SMRFFEARARE HATIRYT PC B2k, HRE4
B P2 W sE A R W e sl e #m k 2 TR AL
s, RS PC g T ek M, 18 vk AR %

( chronic pancreatitis, CP ) f& PC ZJgHIMMA N R Z
—, JRETE 104F 1 20 4F A2 SFRRUS: 70531 1.8%
T 4%, (E B H i JGTE 28 ) Beu e e b e k4 41
RGN, R PC i2Wibr B2, CP %
A g A T G B DR 1) S8 R AR R MR
miRNA JEIZWr . TR T 22 R i (0 A ) 2 40
M, BADFFE LY miRNA 7] DUESER, JREHR
PCiZWr ) A=W bR . I 47 SR B PR 41 2 1Y) % R AN
SO RT3z AR R T U R A AR TR L i
AN B RE NS IE 1 58 B AT A e A O A
Mo Kb, ARG B2, i
# GEO %4i5 J22 rh 78 CP il PC ' 22 5 38 3 11 G Ak
miRNA ( differential expression miRNAs, DEM ) ,
VI -4 0] LLAUI AR TY CP AR 1 A= 2 s
Ith CP GAE A L S ALK
1 ##R5FE
1.1 3HRR N GEO BdlaE P % 1 CP #l PC
) FE R R R TR R 4R, BRAEFEAR A 412, %k
= 10, B %W E GSE24279 #l GSE25820 I 14 44
FAF R B 5. Hoh GSE24279 1) 9 5 81 £l 4 5
T GPL10944 ¥ 4 ( febit human miRBase v11) ,
£ 45 136 > PC #£ 4 Fll 27 4~ CP #£ 4, GSE25280
I F GPL7731 *F 55 (agilent-019118 human miRNA
microarray 2.0 G4470B ) , [ 54~ PC A 1 5 4~
CP FEARL o DFFEGERRIR T A ORI 1
Jos B e A
12 Fikh%itF o
1.2.1 DEM fiidk: i/ R AR AFEA (PC vs
CP) #FATILER, S Wi Edn 5 v B8 317 A
WEAL AL B log2 ¥4, SR )5 A Limma R {0 %8¢
DEM, LI FDR <0.05, [log2FC[> 1 /£ vebriifi,
P R B DEM i1 THIEE R %0 S m oA o
122 DEM $BAEHAYSEE : W AT S PPI AL
fif i starBase3.0 % 4}5 % ( http:/starbase.sysu.edu.cn/
index.php ) HFATHIEE 7347, AMF5EH, miRNA 51
BEDR A B8R HT AR AR . CLIP $idls (= ™
# ) , Degradome %4l ( = EE™ 4K ) |, JadhE S Y

(=1) MHEHE (=3) . ffiH Metascape ( http:/
metascape.org ) X} DEM [ 5 K 1 47 T i PR A% &
& (gene ontology, GO ) Fl 5t #fi JE K 5L K41
Bl 4 4 (kyoto encyclopedia of genes and genomes,
KEGG) ##&4#r. Hri, GO /rHradfll k=4

Jrm s Wi (biological process, BP) , 4l Al
43 (cellular component, CC ) F143FIfiE ( molecular
function, MF ) , ZrHr&s R LA P <0.01 E M BIE. f#
FHl STRING10.5 #0484 ( https:/string-db.org/ ) #4%
DEM #JE Y PPL M4, K515 > 0.4 B8R
HWrbrifE . Bfi)S, ] Cytoscape BfF (A 3.6.1)
f) Cytohubba ffi {4 LAZE 55 = 5 (bR IEZEFEAR A LA
fi 1} MCODE i - 26 AE ¥y I RERL I, ¢ MCODE
5= 5 wE AEIERE (EHEIE= 2, 2455155
= 0.2, K-core =2, I KW&E =100) . RJ5HH
Metascape LA P <0.01 FbRAESETTE F 507 -

1.2.3  FEHE£IR 5 Hr. GEPIA (http:/gepia.cancer-
pku.cn/detail.php ) ] T3 i B R ZH B ( the
cancer genome atlas, TCGA ) Fl GTEx i H fJ RNA
Iy 23R8 . GEPIA 445 179 BRI 420
AN 171 N IEF AR LA, (HE = FE TR R
IR ZS 1 22 ik 50 4E . 1 UALCAN ( http://ualcan.path.
uab.edu/ ) WIZHA T [ TCGA Bt 22 i i A
ST AT LIS T AR I RSB Tl Ak . AR
e, FRAVE X A e L 1 OGS P Y
Fik, LLP<0.05 fER#EEFRTE,

1.2.4  HA75¥r: Kaplan Meier £04&/% ( http://kmplot.
com/analysis/index.php?p=background ) ic 5% | 3
Fl miRNA 78 2 F i AE (9 15 B0 . A BF5T i
Btk S8 R AE, A REmIHE, L
P<0.05 h 2 5 A 4011 5 o miRNet £045 % https://
www.mirnet.ca/miRNet/home.xhtml ) 427 ] miRNA
AR ATy B &, IF X miRNA A8 U B Y
LncRNA #4771k, ABFIER BT E T -
H:#)( H.sapiens ). 2HZ( pancreas )l H #J( LncRNA ),
Bifi J5 {4 FH Kaplan Meier £5088 % % 3% LncRNA 47
TS

1.2.5 LncRNA-miRNA-gene 1) ceRNA 25 H4 7 .
R ceRNA AU, LncRNA 7] DL i 540 miRNA
75 5 10 5L X 0 BR T 72 24 miRNA 1 ceRNA, A I
miRNA 5 LncRNA Z [HJf£7E R LG F, 1l mRNA
5 LncRNA Z[AfFPEIEADG . (H i T B FrEdE i
ANAETE L T IR R IR B LncRNA By %3k, H ik
FATTAIN 13X 48 LncRNA 7E PC Bl IF MM, K
55 DEM BA MG, H50CH IR —20m
LncRNA #4 ceRNA FEE I MIZ

2 HR

2.1 DEM#fefe ki B 92 5]  7F GSE24279 ik th
47 4~ DEM, f34& 27 4~ [ DEM F1 20 4~ F 5 1
DEM; GSE25820 r'fiiiif 1} 230 /> DEM, fi4F 108 1>
-1 DEM #1122 /4~ T DEM, #i# h83% i
4 94> DEM, ¥HR¥E FiHMA 71 DEM, W&
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1. #3iX 16 1~ DEM i k{5 £ DEM #E— 25 4 i
FEH (HRYEG AARIE, hsa-miR-132-5p AR 34550 3
) 181, ¥ DEM A 250 PMERA, T DEM

£ 161 #EE, Hib, % DEM BYEREER A 90
AL, T DEM BHRIERAG 57 NEE LA

®1 B FEE GSE24279 1 GSE25820 Fhkik#a#4HRE#I DEM
GSE24279 GSE25820
DEM PC L
logkC P.Value logC P.Value

hsa-miR-222-3p 1.84 7.61E-14 1.88 9.79E-05 iR

hsa-miR-107 1.03 1.04E-10 133 0.000 874 T
hsa-miR-221-3p 141 1.90E-10 153 0.001 526 L
hsa-miR-92a-3p 123 4.20E-06 149 0.001 508 L
hsa-miR-20a-5p 132 6.89E-06 237 6.82E-06 iR
hsa-miR-210-3p 231 0.000 166 3.99 8.58E-07 i |
hsa-miR-146a-5p 132 0.000273 156 0.01193 L
hsa-miR-17-5p 1.05 0.000424 226 6.21E-05 L
hsa-miR-106b-5p 158 0.001434 153 0.00265 14
hsa-miR-216a-5p —342 7.38E-09 — 1193 3.11E-05 T
hsa-miR-148a-3p — 244 1.89E-08 —394 9.10E-06 TR
hsa-miR-216b-5p —3.60 2.76E-08 — 174 0.000 361 T
hsa-miR-30b-5p —1.08 1.60E-07 — 107 0.002 952 T
hsa-miR-30c-5p —1.05 3.07E-07 —172 8.32E-03 iR
hsa-miR-30e-3p — 105 0.000137 —129 0.001 436 Tl
hsa-miR-132-5p — 146 0.000458 —1.80 0.015 494 T

22 3ARFTESI. PPI MEAME LR 5
{8 F Metascape #1715 & DEM #L 3L N 1) GO & 4
M ZeiH, VR DEM BOSBREN F 2 R e At
FE(BP) | WEREMASEECN S (CC) FIEE 145k ek
FESErEgs S (MF) |, 1 R DEM A48 LR ) 3252
FAETOFIE (BP) | B E X (CC)
FIXUEE RNA 454 (MF) o KEGG 7frids, il
DEM [WHIEN 525 T 4hiik . AW
RAGS WP, 1M 4 DEM RUHEIEN N F 82 5T
WAETEF, RNA %32 FVE RS 8 A0 56 A5 538 i

L3k 2.

Xof 3¢ 4 B KL P A4 B PPI R 2%, 7E N Ik 9K ST
FHE 43 3% #2195 55 )5 {8 FH Cytoscape 7] # fk &
B, ML 169 A5 A 364 N EEH L. H
o Degree = 9 19 X 41 %& N 4L A 17 4~ ACLY,
MAPKS, EP300, CALM3, DDX5, APP, CCT2,
HNRNPA2B1, CASP8, SRSF7, HIF1A, PTBPI,
BUB3, MET, UBE2D3, RNPS! il UBQLNI., M
PPI P2 b Ul i 3 A HE4E, BB RIHEEER 71

IR 21 AN FERE A, UL 1. 3K L R RN
TREAE HP 110 32 DR AT A 7 12 P R AR 2 30 o 0 e it
PR T EEAERR I, FHESPT LM,

a5 I A A B AR AE BY A mRNA BY 452 19 710
2. A mRNA 456 . G55 IERES; BETH
FED ) F= BB AR R VR IRG P . DY AT
mRNA B2 TR FN AR FH A

23 AR RELAH>H K LRI A
BT LR T R B3R, B3 543
(ACLY, RNPSI, FBXL19, MGRN! F1 TRIP10)

H) 28 7 5L TR IR ROR SR fEfE 22 7. Hrp,

RNPS1 1 MGRNI1 J& PC ' 3 4~ |- 1§ DEM ) I 5
A (hsa-miR-221-3p, hsa-miR-222-3p Al hsa-miR-
210-3p) . WL IE 2C, 2F fir 7, 7E B R BB E b
RNPS1 Fil MGRNI (15 R BB E W5 Bbr (P
< 0.05) , I # #8 UALCAN % % #&, RNPS1 #l
MGRN 1 &3 (A3 Z (BT T A TR %

T 2,



FACK G R e 5384 452 202343 H T Mod Lab Med, Vol. 38, No. 2, Mar. 2023 21

x2 &i% DEM SIERMEE 0
HER F B mEH Ak JEHEH LogP
PC 1 1% DEM SRR G0:0044403 BP SeA 2 —82
G0:0010638 BP il A e e 18 -7
G0:0016032 BP P 19 —67
G0:0000407 cC ECIRLLLA 5 —58
G0:0000118 cC HEAMCBAEE A 5 —43
G0:0043209 cC it 7 —4
G0:0019904 MF AT B A 18 -6
G0:0019900 MF (e 16 —46
G0:0000982 MF FESRRTEHE, RNA BAWE LRI S P oI DNA 454 12 —44
hsa04137 KEGG — Zekifk - shfl 7 —66
hsa04140 KEGG AL - 504 6 —37
hsa03161 KEGG LI 6 —34
PC R DEM BRI G0:0006342 BP et i 5 -39
G0:0045814 BP SRR, FWik 5 —36
GO:0071479 BP AR PR B R T Y S 4 —36
G0:0048471 cC ik ol AR 14 —58
G0:0030176 cC P R AL B 73 6 —43
G0:0031227 cC VA I I R A 6 —42
G0:0003725 MF W RNA 454 5 —47
G0:0001046 MF B Rl FIFFIE Rt DNA 256 3 —32
G0:0019902 MF TARRRESS & 5 -3
hsa04144 KEGG  JFHMER 5 -23
hsa03013 KEGG ~ RNA#E 4 -22
hsa03034 KEGG  kghi 4 —21

TE: GO: FERAMIE; BP: ¥t CC: 4MMURSY; MF: ZrFUifE; KEGG: stfBAEN LKA fRtadi.

A.PPI % ; B.HRAISLIN; C ~ B BHE 1| ~ 3, LOEACEEAME, WG i
B 1 PPl MEHIE RIRHRS T

i
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A * B Expression of RNPS1 in PAAD based on Pancreatits status C RNPS1
© —
9 o
d nr = HR = 0.54 (0.34 - 0.85)
E; e logrank P = 0.0067
o w B ' 3
oy 2
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= gwr 2@ 3
* baid t = o
z B § — 2 b
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3 1 : " '
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Nomal With pancreattis Without pancreatis .
=) =12} L] Number at risk Time (months)
PAAD TC6A low 110 7 3 0
num(T)=179; num(N)=171 high 67 25 10 5 1
D —% E Expression of MGRN1 in PAAD based on Pancreatits status F MGRN1
© -
- ) = HR = 0.64 (0.42 - 1)
g 5 . logrank P= 0.048
© -
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Eo : = 0 i 8,
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" © | Expression
— low
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S hign . . .
0 20 40 60 80
< Nomal \ith pancreatifs Without pancresifs

=)
PAAD
num(T)=179; num(N)=171

=12
TCGA

Time (months)

jumber at i
low 49 " 4 0 0
high 128 a7 13 8 1

(=127}

A 5 D: K1 GEPIA M) RNPS1 Il MGRN1 {EE R 3R 1k B 5 E: ARG TCGA Bl AL TR &R A5 RNPS1 Al MGRNI
TEB R Y3k ; C 5 F. RNPS1 Fl MGRNI &l i WU i
2 kpERERBEFHNRENTRENE

24 LncRNA-miRNA-gene #) ceRNA M % #&  /:
£7 53 7 7% 3 4~ 1 () DEM (hsa-miR-221-3p,
hsa-miR-222-3p il hsa- miR-210-3p ) Xf PC 4R
AEFUS , i1 34~ FJH A9 DEM( hsa-miR-148a-3p, hsa-
miR-30b-5p Fl hsa-miR-132-5p ) $&/8 i Bl 45
U TSR T O[S S 4 hsa-miR-221-3p, hsa-
miR-222-3p F hsa-miR-210-3p #i &y CP ¥t J&& y PC
rh R A5 T B IR S e TS ) OCHE DEM., XX 3
AN K DEM 21T LncRNA B 000 20 7 & B0, A
41 /> LncRNA 7] fE 53X 3 4~ &5 DEM #H 56,
' 4 5 4> LncRNA ( MIAT, DANT2, TTN-ASI,
PAXIP1-AS2 il LINC00473 ) 7 [ i 8 v HAT il
Wrfl, JfH5CHE DEM M, 5N —3.
FET DL 455 K ceRNA WK%, ot 7 —4
LncRNA-miRNA-gene [ = H =ML, UKL 3,
3 iFig

PC & UL fa b P2 B 1 WA L AR OB Bk s
Ab, CP WA MR e A ks &=, B H T
ATk R X 3 TR A PR e RV R , BF5% CP
TETEAS A PC Yl A v A 48R HT Y OGBS st A ik
BAEEE L BRI RSO R, 4k
IR A5 B 22 Bl e i L 2 Wt SR Y7
PRAUETEAE 1 43T B

LR SN > h d
Ly ot .. . ' '
. & P4 (984 . '
\ H S : :
. i N I 3
% ' R SE SOl 4 H
. ' e S [y ] =
. 3 3 EOGNRS . b a2
Y ow B a” TSN R =
“ L, %N o
., S
hsa‘—iip hsa -3p hsa‘)—3p
»
*\ ’ b ¢
. ’ L}
. . i
R :
RNPS1 MGRN1

e GO NIIIEICE LneRNA, 206 RTEICRTE PC kil b

JHI miRNA, 1 (H7 AU miRNA {9 FIFELEER
B 3 LncRNA-miRNA-gene B = EiJ#E MK

AWFFEE L GEO Bl 1, 780 1 Hh iy P~ %K
PRI A T BT s, Bt 1 AATEA
[FZ2ik a3y 16 4~ DEM.  H A C A BFFE HRAE TE 5L
hsa-miR-221-3p, hsa-miR-222-3p #1 hsa-miR-210-
3p MR RIA AT RETE R A A R4, 2
FERADbREY BT TMH., 3X 34> DEM [3ikK
SLE AL A M PR TR R R AE N B 22 R R 2 A [m]
(i 10 R KT e AT T B 8 A s R R ) R
PESGE . CP I £F Ak 5 M S BUBR IR A9 5h 53 04
Yitesz 4, akni g R IEE R, M5 HTE PC
Mk RIRTMARERMEREZAEM M AW,
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2 NEHEAE TP Y hsa-miR-148a-3p 223K 7 CP HhH4 i
FTHE, DA IRE miR-148a 25 T 1B IR £F
7 Ak v AR % ) TGF- B /SMAD 15 5 g U,
XL AR SE T A58 i A (5 B 2= e A R
. 5 CP AL, PC "PAY hsa-miR-132-5p ik i,
X5 OncomiR B EH AYIC S —2, HAForrti e
B hsa-miR-132 [ £k 5 PC W) B 4%, B
has-miR-132-5p 7£ PC & A& Fl i Ji v i 4 FH v 75 2
— W98, X T hsa-miR-30b-5p, ZIMFFE R Hat
JEFRIA TN 4G sE . RZEBERERS, P2
VFZ b Bam i R U e A A ik, T hsa-
miR-30b-5p 7 PC H/E R BRIETR D, XIONG %
i, 7F =FHM: (CD24+, CD44+, EpCAM+) il
J g T4 P, hsa-miR-30b-5p M N4, JEnlAE
YEh PC T TE IR TS

0L F HE DEM RIS R (9 58 B 2%, FRAT T &
B, [ DEM my# 5L A 36% (90/250) &,
1M F 1% DEM #B 35 K A7 35% (57/161 ) S, X%
B 85T I8 DEM £E AR 92447 R v AT A R AR AR
fZhfie. Hb, Fi% DEM RUSERN 25 T AR
1B, 1R DEM (RN 25 T | IR 7
P IR A T LA E A S IR PR R 4R LR
BRI REABE RS, DA f 16 4 14 B 1 37 AR
RUFTE K, AH A W AR R T A4 AL 0 2
AU FE CP g S el v, T bR A0 7%
AR T BRI, i e R LR A0 A A
T O] AV R e g 2 15 g e
Al T P A EXT PC AYYTFARL Y R, A pT i
() DEM 1] 3 1o i 0 3 DR G AILAAR () 1 s oy 8 R 4
BRI G I B E A, st i — 2 i D e
FURME T . A, FE PC R RRALE T, T
o PR 25 A SO AL ) ARG 1 R 7 $ 8 T HE SR,
— IR REAS 1) 45 5 FE P AR SRR I IE ST 3 /R T AR
20 s AR FVROCHE %, b CDKN2A, TP53,
MLH1,BRCA1,BRCA2 F& ATM . Jy i KUK 3 ] 11
ATIRGE 7 1 M ) B DR B Th RE A BT R A 5 4R 7
mRNA [JIE$ | 455 &R A A SN AR i fd v,
R AR IR & A ol v 8 3 R S AR ML AR AL 2%
BEFEH

ceRNA {15 B 56 SALMENA 26 A4 .
BfJ5, ORI ST L FE 2RI A (f0dh
PC flI CP) WHIESE T X —P4 P AWFoE e, 1
i o LncRNA [ 22 15 0] [X 43 1 8 AR 98 0 R B
Jo P WANG %5 U3 T A W A5 BB 24 o b A
RT-PCR # #ll 4% W 4F 5%, STX12/miR-148a/SMADS5
) TR 45 ) 4% TR R IR TT CP ORI I 55 2 iR £F 2 Ak Y
B, EIZWESE T, WANG 45 U K I 2 has-

miR-148a 7 CP " YRI5 B 3 T, X5 341
o3 B — 2 Bk, o8 T — 20 B 3 miRNA 78
CP 2| PC [y B vh It B 45 1Y AR W) A AT, FRATT
T ceRNA fiise, I 1 41 >nf G5 SCHE DEM 45
4 % LncRNA, 7E 43 HT LncRNA 1 1 f5 1 {H f5
iifi ¥ 1 MIAT, DANT2, TTN-AS1, PAXIPI-AS2
I LINC00473, 454 % DEM $IU3E R 255 43 M1 5 15
# ) RNPSI Al MGRN1, ## T 5 CP il PC K ik
K T J5 A 5 i) LncRNA-miRNA-gene 1 45 % 4% .
FEI% M 45 o, MIAT Al LINC00473 1 >4 miRNA
ceRNA CL7E PC u CP "5 #HESE ", A, %
ceRNA 4% [ 25 H 145 5 AE M CP £ PC (15 72+
B A5 B A A e E AR AT
i LR, AWTSTE S B, G T
CP B H BRI R FEOCHE I L L, P4 G B
BIRRIIPETE, WX oSG T R PR A= W) 71
F#EAT TR (B, AP — 25
BRYE, 15, W T RAEARMERTS, KA.
FOTHTIUMERS: , B I B A 18
AR WK, d T RAIBTH bR AL, 2t
ABHERY A Db E YA AT RERHEBRTES L s 0 Hr e iy
%) DEM, HEPHI I LncRNA ¥ it 2k — 2L SCR B IE
FHRZEANTTE PC BYIZWI I AT PRI
S 30k
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