EfRIRRES 2024 F£ 6 % 5 HA

ISSN: 2661-4839

JeF 15 B AT e N B Wi S A R SC B R ¢

P LT

MZE= HK 4%

RREERAZMEE —ERASR ERIIIR/RE 150001

B OE: B ATAMREEIMINLEENMIE (OCCC) t9A4 AR, #mERIA KNG BIetsfnis T ik, ik @
i GEO # 4B limma ZF 24 £+ A B . WGCNA FAMAZ 857 =K I hab K H, @d % G K ZAaE A W%
Friends 247 7 i R L 0 XA W, %R i GEO KA AN EFHN, KI 669 NER B L FHEL, TH
5 0CCC A X R ZF ARk 0 313 AR W Ak i, 356 NAR A TR, @i WGCNA 447 KA T 17 MRk HEk
it 2 F A B AR A, R 302 A hub £ B . 2F 302 A hub gene #47 PPI W% 547, JFiliit cytohubba 3£IR 10 A% 42
B, %% % SERPINE1, MET, FGF7, VCAM1, MMP2, CXCL12, JUN, KIT, SNAI2, PDGFRB. i#iil Friends % #7

PDGFRB 4 OCCC #) %423 W, STAT1, STAT3 #= ETS1 =4 TF T ¥Ax; £ 42 A B PDGFRB A2 f 3 4F ), %% PDGFRB

£ OCCC Z AWM KR, £%J7 OCCC wHfrie s,

KEEW: AR FIN; WREAWMSE; o DBATEERRET LK

b H¢ M 5P S 9 9E (epithelial ovarian cancer, EOC) &
IR EEIE A, 205 BT A BP S (ovarian cancers,0C )
1) 909", A ERERAE 94T 239000 i3 & EOC 4], 152000
W HE T, i B T A 4 41 (The World Health Organization,
WHO ) #4 51 55 3% B 20 Jitd 4 5 (ovarian clear cell cancer,
OCCC) & R —Fkop S0, il mERR MR i
AL, AR, FLARA LRGP occe fE A
EOC 1) —FRp R AL, B SRR IR R R, A%
110 HEURHLE | Iy FHRRE A B FIN 250 B eah,

R BE W, SR, HA 20-25% ) OCCC HB#H X% EOC
W ST 27 RN, B RTIFRA R IAYT OCCC AL
S Bl IR Z B OCCC &P, IR SR IIATT
SOHER: OCCC A AR LEKR,

AW E B R — TR 2B ARk A SR 2 U
SRS IHIE X ER, B EEE LR Gis FIEYE .
AE BRHF S 2O AR TR, XA BT AR
BCo T AEbE L S HTRARRE, LA K R AR R T £
B EY R X R FRATT 2N A S B 2R,

il AR BUA B (GEO ) OCCC Myt fE (s 8, XF
OCCC PR HEFT /0T, LI OCCC mIBLHIR AN 24k
eI

1 R 5%

INEAE/EIN

M\ GEO(http://www.nebi.nlm.nih.gov/geo) B35 J2E Hh i 16 3
T 0CCC I IR GSE6008 12 FIkEAS | Hirh 8 f5i] 1%
B AN O S A 7 o 7 R A

1.2 22 5 R o b7

i/ R 344 limma(version 3.40.6) #E47 25 52408, LA
AT LU 505 RZL 1Ay 2 S B K, S0y 2 S A%
HRT 1.5 4%, WEBEME/NT 0.05, FKERHR DEGs

1.3 &80T

X TR B T RE B AR 0 A AT ] R R A€ org.Hs.eg.
db(3.1.0) H /) 2 F Y GO vERE, DL KEGG rest API(https:/
www.kegg jp/kegg/rest/keggapi.html) 3% B T &% B 19 KEGG
Pathway RS RVERE, DUCPE AT 5t ok R i o 3 5L 4R
&

i R B4 clusterProfiler(version 3.14.3) #4755 443

119 W



A

EFrIRRES 2024 F 6% 5 8§
ISSN: 2661-4839

Br, DARFSERE R RS R . R/ N ERER 5, ek
FEFESEN 5000, WEB(E/NT 0.05, FDR/NT 0.25 I
REER,

1.4 WGCNA 2544 7

FRATIE I PR 3R 1 ke T A AN L R 1 MAD (P24
XHR2E ) . KBk MAD S/NMOHT 50% RIFERH . FRATAMEH R
AL WGCNA 1 GoodSamplesGenes 75 1 25 [ S (i FIBE
A, I WGCNA BE— 20l T — A JehR LR M4

SR Pearson 3543 M 5L IR 22 [A] A AH 1 |, $R A5 56 R0
W, SRR DG de i O g DGR RS

1.5 hub FEPH B 7

14 WGCNA 2145 Hh i) S B i JE B 5 GSE6008 1)
DEGs Y38 | fifi i Hh 8 28 S DRV Ol D25 S 3G JE M, 3X
BEILN AT S OCCC M &L R B EEAIG

1.6 T HAEM LS (PPL) Z#7

Fe AT 14 STRING #4f% %E (https://en.string—db.org/) 41 F
T PPLIS,  FRATHE I Ts (4 S /IR A F A0 805 8 Ry de s
EARE (0.900) , FFEWTIT /Y15 25 LAAE B PPL 2%, i
HH Cytoscape ( WA 3.9.0) A4 ik — 25 2 BRIV G LW
FAIEAE M. BfJ5, FATEH T cytohubba(http:/apps.
cytoscape.org/apps/cytohubba) % [ £ 1 sy 5k H A5 o0 & 647
He4 Ak

1.7 Friends 437

Friends 34T/ i A gt 5L AR BLAR FH IS | I 2596
INESEOT A S T B | et /T AR
[F) B R AEAH DG AE Wit R b i SRR FIR AL

XF i A B 43 T 91 36 AT ID B 0, il R iR
GOSemSim (2.22.0) #E4T Friends 4347

1.8 A0 o DR g s 19X 45 )

. H NetworkAnalyst(https://www.networkanalyst.ca/
Network Analyst/) X %0 35 P 2047 I 46 42 20 #F, - 9 Ar vl LA
X EAREE AT IR R EEE R T (TF) A1 microRNA,

gHR

2.1 25 3H (DEGs) 7Hr

RATE T ¥ GSE6008 £ d 4 OCCC 5 Normal [REEA
PHATAHT, JEIRIOE S EEM 669 4>, Horp LIEREA 313 4,
T 356 (1) .

« 120

og10{pvalue)

log2(FoldChange)

Extoivon

.

mm«-w’w-m».ﬂc <

2 A

N —

B ¥ LIDC 100505650 M LOC1G92 M

i_ —
—
: [
—
i 3 —
— —
- —
_—
— ]
— ' -
—
. -

Yy
P R

E1 £Z2RoH
2.2 WM
GO 43 #r . 7x, 28 e M DA 42 2w 45 7E 4f i 2H K
(extracellular region part, extracellular space, extracellular
region, extracellular vesicle, extracellular organelle I
extracellular exosome ) Fll 4= ¥ i F (tissue development,
animal organ development, regulation of multicellular organismal

KEGG 43 M7 i, 22 5 2 H = 2 5 4 7F Fluid

shear stress and atherosclerosis, Drug metabolism — cytochrome

process ) 5

P450, Metabolism of xenobiotics by cytochrome P450, Drug
metabolism — other enzymes, Chemical carcinogenesis, Central

carbon metabolism in cancer, Pathways in cancer, Melanoma,



EIFRISEREE: 12024 4F 6 % 5 88 A
ISSN: 2661-4839 NCADENTC

Platinum drug resistance, Osteoclast differentiation ( ] 2) .

2,800 ] o
2,600
2,400
4og10pualue)
e :
2,000
OTOrmi + -
.I araceiulas g:u"m ‘E\
L region
¢ regn Z 100
D oriracetiular mairn
hutar ves 2 1,600 ]
exraceluiar organese c L]
@ oxtracelilar ewaome S
@ animal organ deveiopment o 1,400 |
‘Emsue development
regulation of mulScelular arganismal process. % 1,200
g 1,000 .
800 |
600 hi
L]
400 | !
L
200 |
. ™ s :
0 ".o*—-e-eo.
W% T I E d 0 T8 0 6 T8 26 2 2228005
Dl b
Soft threshold (power)
KEGG Pathways
Fluid sheas stress and atherosciorosts
g metabalism - cyachrome PASD
of Pas0
g qu.oﬂwunwu %‘i
@ Cliemical carcinogenesis » pre
Cantral carbon metabolism in cancer
o in cancer
@ Meanoma
Plalinum drug resistance =

Osteociast diflerentiation ]

2 BES

2.3 WGCNA 43#7

it WGCNA A akdg 7 17 Ak das ik | i1
BEHURFE ] 5 5 36 PR A SRR AHOC R, &R 1207 4SSl
IRFEFM R RN . il id 5 DEGs B HAIE, REL302 10 aermeon

g

Meagn Dynamic

R T

hub JE[H (18 3)

.25
s 4 Y0 *
08 ] PR LA Te=22086 y 0
. K ol ek -§ 015
Q“ . 4 = o
& - - Ay
2 06 . il . )
= ) | navajowhitez ~ Distance
@ . black
i 0.4 | maroon
i i | coralt
§ | i Al dicl
i | i urple
§ 0.2 | purp i
-g- ! il |j slennal
o 0.0 - — — ey
= B | | |medi
L]
[ g
w Il
- ] [ yetlowa
= | lightsteelblue1
& il = : antiquewhited
= nd
0.4 _ i darkseagree
| bisgued
darkslateblue
.

- b ey éb I
6 1% 16 16 1 w‘*&o"fé&}& @Sb @%\éfﬁ.@@&
Soft threshold (power) @

6‘

121



EPRIERES 2024 6 5 5 A
ISSN: 2661-4839

@ £=0.00+0 =097

0s

S —

0o0j

= ] L L] (103 [ L T
Module Membership in antiquewhited module

3 WGCNA 4347 hub £ H
2.4 KHEFL R AT

%f 302 4~ hub gene # 47 PPL B %% 4% #r, Jf i i

cytohubba FKH 10 4R, 435 J& SERPINEL, MET,
FGF7, VCAM1, MMP2, CXCLI2, JUN, KIT, SNAI2,
PDGFRB. i3} Friends 23T PDGFRB Jy OCCC 17 53 A (&
4) .

- 122

op

_— ]

n'
e
sNa | e o "o

SERPINE1 gs gs e o

L L T T

04 0.5 0.6 07

4 XEERSHR

2.5 FARFERAE ML 50 Hr
STAT1, STAT3 F1 ETS1 = /> TF ] LA % 5 & Jt
PDGFRB EIFIEEH (K 5) .



EFrIRRES 2024 F£ 6 % 5 81
ISSN: 2661-4839

@ere

fmeral- 1127

POGFRI

;P Ans

hRgemER 188

@ ".suv. "
e ANAL g
@
-_'_-:::WEP ®oror
Lol 0 serpE
e
¥ hanemibtstoe
@ FrasG
B rraras
B 5 uEEmmm g
3itig

O S5 175 W 240 i e B R R AE B — R L, A
AR e A FRAREAIE o WS S0 A0 52 2 M B 7 T 4 i 114
RFAE S X b v 47 B 200 i 2 AL 7 4 T 25 AU A )L
JRUAE B 37 W A R AT W S Y 20 T RRAE, {EL R0 S e
P | R R R E 1R T RO AT SR R AE Ppotentially favour—
ing carcinogenesis across a spectrum from benign disease with
cancer—like characteristics, through an atypical phase, to frank
malignancy. In this review, we focus on mTOR dysregulation in
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tion, considering environmental, hormonal, and epigenetic factors.
We then discuss postmenopausal endometriosis pathogenesis and
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