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[ E] B892 hsa-miR-363 EAYAEY2ATEE, ik B JGi# 1 miRbase ,UCSC 7B EXT hsa-miR-363 AYH
FEFP e RS RN EA T 08T HARGE$E miranda .miRDB . PicTar 2 TargetScan PUN7EZEEUHE 4 H1 hsa-miR-363 Ky
ARE R I 4 | i I AT R F IR 22500 s B Je il ad BE R GO DI | & £ 431l KEGG 15 5 4% T8 I & S 0, 0125
FIH hsa-miR-363 #E:FI 2 5RIE AR BE 515 5 ps 85 R AREE YR S22 TN AR R  hsa-miR-363 WINREE 12,
HEMBERERYZ 5 TN ARE R E KRR 2 E Y, 4518 hsa-miR-363 fRTT B8 5 F & NS O0AE Y
SR B DIARSG , A AT RE Ak R A HE )36 7 S I FE A BT 4
[REE]  hsa-miR-363; 75 WIBFALAE ; A= Y15 B2 IR
[(RFESEES] R7117 [XHEFrERE] A
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[Abstract]

base sequence, chromosomalposition and conservation of the sequence through miRbase and UCSC databases. Secondly, we predicted

Objective: To identify the potential biological function of hsa-miR-363. Methods: Firstly we analyzed hsa-miR-363

the target genes by the miRNA databases, including Miranda, miRDB, PicTar, and TargetScan. Then the intersection of these
predicted genes were done for further study. Finally, we clarified those cell functions and signaling pathways regulated by hsa-miR-
363 target genes using GO and KEGG pathway analysis. Results: According to these bioinformatics data, we found that hsa-miR-363
might have a wide range of functions, and some potential target genes of this microRNA participated in the initiation and development
of endometriosis. Conclusion: Hsa-miR-363 might be related to the pathogenesis of endometriosis, and it may provide a potential
target for the clinical therapy to endometriosis.
[Keywords] hsa-miR-363;endometriosis; bioinformatics analysis ;target genes
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FEIRRHE , U2 I PRI TT N e AR, 07
IR Y (= 28 A 2 2 Fh R 2 [ 2 5 0 2 2 i
T, EL S MR AR ZERNNAE R 3 AN BB, I
HW K Z 555 % SHm B A B U . PR, 3535
TENBEHLUZZERALE], FHEIN AR IR YT 8
BN R T N ST I RTR T B A Y
{H.

TERTIAAESE 3 i microRNA St A
DUAZAR 43 S04 0 PN S0 S PN 2L 21 TN S 7
o PR B 28 R T i P T2 4 25 57 3R 3K 1 microR-
NAs, & IS5 1EH PRAR H , R4 NS 56 N i b
hsa-miR-363 ] i LKA, H 56 WK hsa-miR-
363 NRIEEALTTENL NI £ %] hsa-miR-363 £ (%)
AR & B, 76 B B 2 E R Sk B
N2 IR S IR 2 2 | hsa-miR-363 HA7 B
WY FRIR2E S IF XN B2 40T e S B i 4 i o3
W EA —E 5 B0 FR A SCHERHRGE R T, hsa-miR-
363 R4 FUIFAE L sk & R Z M (ITGA6, IT
GA5 ., ITGAV %) SMAD ZZJ% (SMAD7 . SMADG6 5§) |
PTEN %5515 N B A 0E e As & T A AR5
T % (MAPK  PI3K/Akt %5 ) B HIAH 5191 miRNA
S 5N SRR A R R A E N
JEETR] BT 4 A (ESC) B3 58 AT ik (22856 41
A HSEMELA T2, FIHERT hsa-miR-
363 IR RE 5 B WIS ALAE ) 24 . k% VA
*. BT HAETH G hsa-miR-363 5 N S B HEAH G
HOWFFEHIE , JNZ hsa-miR-363 7E N S4E H 9 4E H
WU 522 B DRI, R AFST hsa-miR-363 £
N SE H B LT, AR U B

BT IE A W15 828 3 A A B P
XF hsa-miR-363 FEAT A= ¥ 27 R ik LA B2 ) fig Tt 43
B, MAEWIE B 226 BRI A0 HIWT hsa-miR-363 5N
FEAE AR A HA A M I RS TR TR A SRR DG B A
TENSIE R A R SRt A i ) HAR 7 - HIL I B A2
VA NS IR 3 A

1 #RF7EE

1.1 A

HIIRF I, EH 20 BI2A 5 G BREGIS N
SEAE I S B B AR IR IRIREE T 20
LEAT N S AR AL RRE AR, T AR IR A S BHERR
PR SR 14 BB 3 T 8 P A 2 SRkt B SR v 3 o
microRNA 0 A6 I B2 AR i 2 22 5 6 3K 1Y microR
NA, FRASSRIE T s T 4 e, FR B AT 26~

45 % BITENFFEIEAE , RET 3 DA WRIRHIEER
K, RIBARAL SR BE IR E JFEE T
GRS ER
12 Fi&*
121 BT

i 11f miRBase (http ;//www.mirbase.org/) . NCBI
(http://www.nchinlmnih.gov/pubmed/) & UCSC (http:
//genome.ucsc.edu/cgi-bin/hgGateway ) 55 90 $% 1 £
B eI BT hsa-miR-363 MBNELTH1 | BT 7E s (4
{1 E e miR-363 TEA Rl Z 18] AR T
122 B3

F) F Promoter scan (http ; //www-bimas.cit.nih.
gov/molbio/proscan/) \UCSC K NCBI %5 7£ £k 8 ¥
i, 43 M1 hsa-miR-363 7EFE 4] I Ui7 10 kb LAY
CpG By oAt ; TEREHA 3 10 kb LA 7
15 R B8 A0 S L 1R 0 & (TSS) | I RE Y e 53¢ 9 1245
AL E (TFBS) X AT RE Y polyA 15 547 & ; I X hsa-
miR-363 FT7EX IR EST B4 7504, LASFIBOHR
M BT,
123 ek B AR

i 13f miranda (http;//www.microrna.org/) .miRDB
(http://mirdb.org/miRDB/) \PicTar (http://pictar.bio.
nyu.edu/) & TargetScan (http : //www.targetscan.org/ )
X} hsa-miR-363 T AEAFTE AYFLRELR JEAT FUI , B 4
ANEICHE P Y S BEARCR T RE D ) 2528
1.2.4 3tk B 3K B A K (gene ontology, GO) iE &
KEGG ¥ 38 % 57

FIH DAVID 45 2 M AE 9 i #2 (biological
process) , 0 ZH B, (cellular component ) F1 43§ D HE
(molecular function)3 &R 43E4T GO BT, HL
Bl e BLEEEA Y P < 0.05 i B PRI, ik
OIATER T PR LART A1 X i R 45 SR B P AR E
FYE, FE— DO as R XS U S L DY A7
KEGG (kyoto encyclopedia of gene and genomes ) %%
FAG Sl B oA, RIS R P<0.05 1)
AHRAF IS, i Fisher KR L0E— LR IEH:
PAEL, JFAGAHN A 5 T e id s . INTTTE— 20 )
B hsa-miR-363 MLEH)~AVEH K IIRE

2 5 R

2.1 ARFHSH

i# 3 miRbase NCBI K UCSC 7 £k % 4 % %of
miR-363 HATIRSFIESTHT, & B hsa-miR-363 £ T X
JeafR q26.2 X, AR T 51K /NR 22 bp, 1%
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A - miR-363 HUIED 0N K A B o b

-913-

hsa-miR-363-3p (5'-AAUUGCACGGUAUCCACUGUA-
3’) % hsa-miR-363-5p (5'-CGGGUGGAUCACGAUG-
CAAUUU-3")2 8714 H L hsa-miR-363-3p i
T, HEE 7)) pre-miR-363, K/ 75 bp, 44 .5/
-UGUUGUCGGGUGGAUCACGAUGCAAUUUUGAU-

GAGUAUCAUAGGAGAAAAAUUGCACGGUAUCCA-
UCUGUAAACC-3', miRbase & UCSC ¥ 7R miR-
363 TEN it B S D B E 2N YR
] A v B DR AF M (3R 1), #2278 hsa-miR-363 H.
AIBTER) EZ AW II6E

®1 AEYH miR-363 K55I
Table 1 Mature sequence of miR-363 in different species
Yrfh miRNA 1R

A (human) hsa-miR-363 50-AAUUGCACGGUAUCCAUCUGUA-71
B (macacamulatta ) mml-miR-363 50-AAUUGCACGGUAUCCAUCUGUA-71
% il (house mouse) mmu-miR-363 50-AAUUGCACGGUAUCCAUCUGUA-71
2K B (rattusnorvegicus ) rno-miR-363 56-AAUUGCACGGUAUCCAUCUGU-76
Z K (canisfamiliaris ) cfa-miR-363 45-AAUUGCACGGUAUCCAUCUGUAA-67
I (horse) eca-miR-363 50-AAUUGCACGGUAUCCAUCUGUA-71
B 5 1 (zebrafish ) dre-miR-363 78-AAUUGCACGGUAUCCAUCUGUA-99
P Tt (tropical clawed frog) xtr-miR-363 56-AAUUGCACGGUAUCCAUCUGU-76
B2 ISR (pongopygmaeus ) ppy-miR-363 50-AAUUGCACGGUAUCCAUCUGUA-71

22 BTN

F)F Promoter scan  UCSC fz NCBI £Z57E 26 54
J&, T hsa-miR-363 B 8T 1551, 4558 & BAFAE
5 g FRINAH B P FVRRAE 3 7E AR
K hsa-miR-363 TEREKZ U7 10 kb LA, 177E
AIRERY CpG &y, HEEEHKIE; JFHAFTE V $ GA-
TA1_05.V $ CHOP_01.V $ OCT1_04 &% V $ TST1_01
SERTREAYHE SRR F25 A0 B (TFBS) ; X hsa-miR-363
JIAE X EST Bt 475007 , KIHAFAEZ
SRS ERTT
2.3 e E A

i# i3 miranda ,.miRDB PicTar A TargetScan %{
P FEXT hsa-miR-363 HEATHIIEA Tl , HGX 4 M4k
PEPE ) AC LA TR e, TR AT BB A A AR L 245
A, Hrp 35 5 78 N R S0 A= 22 AL B A G
& %% ) A E (9 IGTAS IGTA6 ITGAV PTEN .
SMADG6 .SMAD7 SOX4 K GATA6 253K . % 2 K
3T A hsa-miR-363 #UAEED |
2.4 GO A KEGG % Jmil 35 M7

Wit DAVID 562, X} hsa-miR-363 [ Fiil
R HEAT GO TR, e B EL R 5 i i 1A
M A i R B TSR i AR | AR
AP SEs i SO R FRA e R AR R
(1) 0L T I, EES 542K
IR EARLL R S b AR I (18] 2) 5 70T DI RE - 2240 dh
DNA 2550 Al R AR A% R 32 AR Y
G55 ERET B IR KA BT Lk | 5 iE

regulation of transcription | |
gu p! 50

transcription ] 45
phosphate metabolic process-:| 22
phosphorus metabolic process 122
positive regulation of macromolecule | —)
positive regulation of biosynthetic | —
positive regulation of cellular [ ——717
positive regulation of macromolecule [ 717
positive regulation of nitrogen.: 16
positive regulation of nuc|eohase::| 16
positive regulation of gene expression [ 116
vesicle-mediated transport-:| 15
positive regulation of transcription :| 15
positive regulation of RNA metabolic [ 115
positive regulation of transcription | 115
:

0 20

40 60
AL

B 1 hsa-miR-363 FUNEEEFE LS EYWFITE GO HTER
Figure 1 GO analysis of predicted target genes of hsa-miR-

363 in biological process

e Sl AR (18 3),

KEGG % A5 5 i il i A 0 i 45 2%
7, hsa-miR-363 I N i 25 5 SR 7R R G B ECM 32
T 3 A 2R 2 IRER S AR A 1AW E UG
SYRFERR IR T B 25N i A
OHURERIERLL (1 4)
33 i

miRNA J& ] Z e T HAZ Y P — 2R K E
18~25 MEZH IR PEEIE S i/ N 31 RNA, it 5

mRNA3'UTR X #4758 @A 58 4 B AMEEXT , miR-
NA FJFEAR mRNA sl dil B, s 2041
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K2 EHTHEN hsa-miR-363 ELEF intracellular non-membrane- 143
Table 2 Predicted target-genes of hsa-miR-363 ”"”'r.“imhml’;el' bounded Iﬁrgf”e”e - M3
b men
AR RIS || AR RS e e
ACOX1 NM_004035 ITGAV NM_002210 organelle memebrane 23
CHKA NM_001277 ITGA6 NM_001079818 cytoskeletal part [ 7719
CD2AP NM_012120 || ITGAS NM_002205 e”i“_’m‘?mfra“e e :'i;
exirinsic to memprane
APOBEC3F  NM_145298 || SOX4 NM_003107 cell junction | ———715
GATA2 NM_032638 GATA6 NM_005257 membrane-bounded vesicle 14
FAM110B NM_147189 || PCSK6 NM_138323 synapse [ 114
MORC3 NM_015358 || TBLIXRI  NM_024665 eytoplasmic membrane-bounded | 113
- - neuron projection 111
ME1 NM_002395 SMAD6 NM_005585 synapse part 110
MYO5A NM_000259 | SMAD7 NM_005904 20 40 60
MOAPI NM_022151 || WRNIPI ~ NM_020135 AP
PTEN NM_000314 || COL11A1 NM_080630 Bl 2 hsa-miR-363 M EFESHAMAR GO HTER
Figure 2 GO analysis of predicted target genes of hsa-
miR-363 in cellular component
DNA binding ] a4 focal adhesion: |26
protein domain specific binding 30 dilated cardiomyopathy_ |24
coenzyme binding| 127 hematopoietic cell lineage |21

hormone receptor binding
nuclear hormone receptor binding
amine transmembrane transporter
amino acid transmembrane
androgen receptor binding
transforming growth factor beta

branched-chain-amino-acid

25
I N
115
T4
13
112

18

0 20 40 60
FHE
& 3 hsa-miR-363 FEEEEEE S FIIEE GO HTER
Figure 3 GO analysis of predicted target genes of hsa-

miR-363 in molecular function

Bagg Ak AR TR R SEAER A
KT B, miRNA 5 ZF0 i A5G, AH5E miRNA
P BB S PR i SR R R O Bk 3 3 T
miRNA P B iF9E miRNA 924206,
XoF Il R B g ()3 7 oA AN

i 3% hsa-miR-363 AL W15 B4 7 B & B8R
miR-363 7EA5 YR AL EA = B I ORSFYE . J391 hsa-
miR-363 7EFE 41 i 10 kb 38 BB P AE7E & F Ak
X3 (HP CpG &) R AT s F45 65 (TF-
BS) , iXLEHR I SE hsa-miR-363 HA J53 3 1 s g
FIXIFR AL T A IESE . HoA S ST alidlem 1 X
BT 50 5 BE ARSI E T hsa-miR-363 HA 7
FEMEZ A YA

T hsa-miR-363 WML pr | &R0 I H 5
WSREA & % VIR . DA % (ITGA6 ITGAS J
ITGAV ) /& E B HZEM 70T, Vernet-Tomas 25" Hf
FERIN, N FRE B T8 IR R IR a6 T FE

hypertrophic cardiomyopathyl 117
small cell lung cancer-:ﬂél
ECM-receptor interaction-: 14
arrhythmogenic right ventricular :’ 12
valine, leucine and iso|eucine-:| 8
pantothenate and CoA hiosynthesis-:l 6
0 10 20 30
L%
B4 hsa-miR-363 ANLEFES KEGG FSHFEE
ENNER

Figure 4

it

KEGG pathway analysis of predicted target
genes of hsa-miR-363

WAL, X —FR IR WA A TR AR R
AE IR S E A R B, IRl A A R AR AT A
S P9 SN i 5 R P 2 A B R R Y, SR AR
ZEGE ) BANEE R «6B1 SN LRSS
JE I FAK B8 2 FRBERR AL, P05 MAPK 38 % rf i
ERK JNK {5556 il i , et 75 A i 5 2 2
B AR AZ 201, ERK1/2 {550 B 7R 20
o35 BB ARG AR 28 01J7 HH EE AR R,
FRLRIGILAY ERKL2 3424 B T4 gE . A m
WaaR I ToRE 11 QR IL N Smad7 B #EAHSC ST
B AE IE R NP FGE I B T S E R A
ST N R B AR IR 204 Alain 55055 30 %
IR NI PR R A () Smad7 £, SIS
HEAH L, Smad7 33 & 38 20 M /¥ i B8 R R 226k 1 BH
VR TSI IN, [RAHA &% PR Smad7 AN AT S
T, P00 35 [0 4 i B 1 A 43, 00 S o A 1R 28
R BRI VEGF iY77 Az, W 41 i 1% 2F
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2RSS - miR-363 BUAEA TN K AR WA IR A -915-

., P, Smad7 $A Al B A2 2E 75 IR T,
PO 5 R ARZE RS R I AT LR A il PN 5
E R A 5 2 % ; @PTEN A 18 i X i R Ak , 4l
PI3K {5 555 il Li UWF58 &30, PTEN 76.%
P T 98 400 Y T 70 B s 20 e L R 9 0 e 5 e
Y it v XA A Y LB R AR s dE— 2P R B,
PTEN 38 25 100 1 25 11 s 20 R0k It , 470 0 e 8 4 e %)
WEFERE T, T8 5 A BEAG AR ELAE A, 400 40 i
W34 5E KR RS 1. ARSCHEWT PTEN X ESC 13
i ER AR ZE I B — 252, Sato AF1E L
O B AR B R 6T 20 151 5P 5L PN RE R 24
151) B 55 175 HF 20 J6 9o Ko 34 {51 B 5§27 E5 A IS 7 408 firb
HAP Y PTEN 17 J A 0K 10q23.3 7 sS4 Ak
R T E ARy A5 PTEN 2836 2 P S
AL B R G B2 1E T TR I PTEN 78 N SIE
W R AR R A B L,

XTFIL N UEFT GO R & KEGG FRfs 5
P ATHT N SRR AR 2R R R T AR
A=A AR R R 3 PR R S5 T I, W] 2
& SANMIES I A0 A K S ki B, I L
EA DNA BRI Z5H0 5 il R 2 R a% =
RS | ERET B SR B i i B A%
SEHN ) R AT S 2N LS B R A T
S EEEETRE R ECM 22K, 1S4 |
IR SHIE A A B BB o S SRR I K Al
% b, HS 5 /N R Ao R e, iR
hsa-miR-363 (i A LAY ke, HrbdA
Z B H5NRRELE RN T BGER, Otk
K B(TGF-B) , X Fh Z T HE M IR AE K 7, AT LA
PEIE A R GEIE A, 148 AT DA 3 3k 386 M 440 it o 32 o fie
T o (A I BT Ak TN 2T 4 2 1 A TR ik, (i 9%
()7 DY RS A0 0 B L SR SR AE B s O, DT (2 ol
FERE AR 5 S A  TGF-B 3 i T P G2 il 1, il 5
57 P9 Rk ket e 28 WAL, SR AR, 7 A AR b
JAZZEE 23 FHSEMFFTUESE , TGF-B 78 N SHIE
BE WK IS B S or N IR 2 1) 3R B B
TEHFIRE  FRBH TGF-B 75 N SE 1Y & A A e rhra]
e R EE AW FERY, QECM M 8 HER
W SWE R 1 3 2L R A Aa ok, A2 45 P A 2 19 i g
ISR %) B AT R 50 . ECM N RERS 45 2840
P S RS RA T 5 05, ST A0 M R B4 5 A1k
ZhIE GRS S BER Pk HAA EEAMEH, ECM 78
11-6 IL-8 TNF-o \VEGF . TGF-B 252 Fiy Ji ity A [
FHR JRrsBIe AR R A , 0 s PRy RS 200 P A o

K, s S IR ECM AR M AS T A, 21T
PRAd N SRE B9 TE BRN & R 248 Harrington 551
G e AL AW esternblot X5 ZEAV PN JE RS0 A 5
HECM £ 140 T 4R o 1 2235 1 iE AT I A, A
HAE YA S5 E  ECM &S 78 051 N 5N
NI s — 2, REEN AL,
ECM et 4epliz Er 2hiEmEn VIR Gk
YR % B RN A B X TS P BRSSP i
B ThREX BAT B, W2 EMs ZRHLH 04
JEFEREDY MRS IA & L, ECM JRA] 5@ it TGF-B
B4 200 60 288 B A 1 R L 2 A A B S R R R R
B FRIE B R LGB, I B A fof i 21
LU G P T 5 N AT BE R, QFEBE,
S B R 25 A 26526 R (FAK) , AN S 51875 40 i
AR ORE AT B BT RS R (A
W LA X R e A T =2 R R T
RAE R ER S B A E YR R 4tk
Elivision ¥ K FAK 7E 20 ] EMs #3787 P I
HE A N AL 2 i 258 (LA 20 BiIEH T E
NBEZH AR5 R ) | 5 R & B FAK B9 FHPE 18 R 7E
SEAL IR FEAL NI I R 45 95% (19/
20) .70% (14/20) .35%(7/20) . &7~ FAK 75 N 5
i AR 1% 8 2% 8 T LARHL 1k Bl 268 I 36 3 A 5 s 1
VA R0 ) 2 B R T 8 PN A AT T ok IF
W5 TR AR R LI A R, BRI
PSR 44 o
2% bR, 3% hsa-miR-363 A 115 B2
ST, HIAEWTE hsa-miR-363 (S 5187 EMs 1)
KR IR IR ESC H3EEE TS T 258
e T EAEEAEE- . BT B AT R _E 8= XF
N SEAE L A BOS WHE R, I % Y SR TR T
{5 BAEXHEIRT YK, B, TRABRT hsa-miR-
363 XN SFE AR RS, TRNSIERE R
J& AR JE X8 5 N S E B9 I R I2 W 53Ry B &
BT, X P S B RS Wi b S ) i
JrR R A R L,
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