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[ Abstract] Background and objective Lung cancer is the leading cause of death worldwide, and lung adenocar-
cinoma is the main subtype of lung cancer. DEP domain-containing 1 (DEPDCI1) has been proved to be closely related to
the occurrence and development of most tumors, and the overexpression of DEPDCI in lung adenocarcinoma has been
preliminarily confirmed. This study aims to explore the relationship between the expression of DEPDCI and the clinical
prognosis of lung adenocarcinoma, and to preliminarily explore the possibility of DEPDCI as a potential biomarker and
therapeutic target of lung adenocarcinoma. Methods The bioinformatics website GEPIA database was used to collect
relevant information, and the prognostic was analyzed online. Patient data were collected for statistical analysis, and im-
munohistochemical staining was performed on the collected samples. Subsequently, lung adenocarcinoma cells were cul-
tured in vitro, and the knockout efficiency was verified by Western blot and reverse transcription-quantitative polymerase
chain reaction (RT-qPCR), and cell proliferation experiments were performed. Results The expression of DEPDCI in
lung adenocarcinoma tissues is significantly higher than that in adjacent normal tissues. The high expression of DEPDC1
is correlated with the tumor size and clinical stage of lung adenocarcinoma and knocking down DEPDC1 inhibits the pro-
liferation of A549 and H1975 cells. Conclusion DEPDCI plays an important role in the progression and evolution of lung
adenocarcinoma. And it is expected to become an important therapeutic target and a potential new biomarker for lung
adenocarcinoma.
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FRIE, s R AR . NIRRT (small cell lung
cancer, SCLC ) FAE/NEi9 ( non-small cell lung cancer,
NSCLC) o NSCLCHE—24p Jy 3l - 2 4122 AL
Jiti % (lung adenocarcinoma, LUAD ) . JififitR 2 Jfd J 11
RANNEIEES . BB 1036 7 G AR R 1 IR 7 R
FAESEGETAR, B AL A r ke &, fde i
AR AR AR T ECOR BT, AR, i TSR SR BR A
REZBNSCLCEF T LA T, HSAEAAFRARK
BRI, o 74 E B E IS AARR, RB—FoEny 4
Yibrasyy, $Ee it iRianis s, SHERBEIE 2 YNn T
RS CArEEE.

DEPDC1 ( DEP domain containing 1 ) E—MEA
AL, BREEALAD, TEH AR U AR A B &
Ik, DEPDCILE ZHiiE 525 22 e 14 & A= B AR
K, BIINHETS S FUBRES . Bl 4 R
JIF A g8 020, O HAE X SE iR vh s BE AR EA L, JF H S I
IRTUG A RB VI, DL 5 43&W], DEPDCIZE
REBMRE R, BA SO AR S Y ANG S
¥ 1. DEPDCI7Efili i Hhid ikt plwi AP s, A7
5T (SHIE SR M DEPD C 12406 7% H FxB ( nuclear factor
kappa-B, NF-«B ) il B AR A A T (E
AT FE A T S 2 AL B IEDEPD C 1Y ZH 23R 3k
K, WA FATEIY SR, IRUESE R R, T
A BIPLRTS E e — DR

ABIFSE B TEIE 2 5 T R8240 55 988 55 1 i 241
DEPD C1#Y ik it K Hillin PRI 1 22 57, Ho a4 4h
S Fe i — 2 RS I DEPD C 1 Ji 20 i 384 52 1) 52 )
DOKEA B T RRATE— 25 B # DEPD C 175 fili M da 1) & A= %
Jh I R AR A, AR AR I R B AR bR P
AR

1 ARSI

L1 FEARBERE AW AN BRI MR 5 = BBt
Wit ies Bt T AR EE , A RAS AU 2R S iR B
WESE . AR SE YRS G522 5145 ( American Joint Committee
on Cancer, AJCC ) H*@Eﬁiﬁ{% Fjéﬁ—ﬁf% ( tumor-node-
metastasis, TNM ) 2010772 22 Ge A Arivied 43441

BT LA 19644 M /R Ak E = MBS Fr A 1B 1T %
WUE R ETERR N SRR o T AT S8 01 B B FIBR AR 4R T
VERIA BEAR NS R, IR SRS
1.2 {5 DEPDCI1#i{k (ab197246, IHC 1:200, WB

1:1,000) , DEPDC1 _#{ ( PV6000 ) , Trizoli® ]
('Thermo Fisher Scientific, J%[E % FEMIR/RKEM ) |

SuperSilencing™ shRNAFT K A g IA LR (FHHAH,
E, [W#ECo1001) , Cell Counting Kit-8 ( CCK-8, Dojindo
Molecular Technologies, Gaithersburg, MD ) o

1.3 S AU g 6 R ARATE IR RSB IT 1Y
EWHA A IR R, WA EUTT )
A (4 um) , SATHESFPUEE LSS, SDEPDCIL
& (ab197246, Abcam plc, Cambridge, UK. 1:200 ) —i
TE4 «CPIEF K. R, TEZIR TN AEE (/)
B/ R BAWIERI RS ) PV-6000 A 15K ] &
(PV-6000, "PAZEMAMIARRAR], dbat) dir —hrj
30 min, HIDABR. (LA & (ZL1-9018, LT 4 EY)
PHORMARA R, i) #HATESGE, BHIRARR
(G1080, AZFAEVWFHARAR, dtut) #fridn
AR e A, I SE AT BT i K N — F R g B

AR R, AR T RN IR AR 18] o e (5 BT
IR s BRIy RGNSy R 2
Gro B HVEA MY E o AR . R e, 04

1%-24% M9 ML s 153 : 25%-50%; 247 : S$1%-84%:;

37 : 85%-100%. P44 0k Bl Al S e 4 2k
(immunohistochemistry, THC ) ¥¢{f, o 50E 8 10K
OISR BEARSRAS i 1Y o ARAE B B o3 A, FRATH
DEPDCIIYKILIF Hmi#ahdl (343-843 ) AMREILA (0
I35 o

L4 AHEREFR Nl 0 M R AS49 FIH 19758 [ Hh [ R}
e (PR ) o fE37 °CL 95%Z U HIS%CO,
R FAE T, KA AR TE10% 164 LT ( FBS, Gibeo )
URPMI-1640 ( Gibco ) H1. LAZEHEH shRNABTRL AL BE Y
A0}y shRNAZ,  DAFEAF JCASCHE s ) shRINA ) 20 i by %o

LS RUEMBIRMBA 7 #RERKDEPDCI
AARNE A, FRATIESE T A RLAshRNAJF S, shRNAF)
J¥ 5 J&S'-AAACATCGCTGTCGTTTCAAGAG-3', ik
HiSuperSilencingTM shRNAJIT K. R b Ak E%:, fHH
pGPH1/Neo#i ik, 4 Bk 28 K AT 18§ 14 5 5
lipo3000§% %Y, 3 iU R RI;ML, W RERRS
P SO ( reverse transcription-quantitative polymerase chain
reaction, RT-qPCR ) FllWestern blotH T4l P Fh 24l Jifd % 119
MR . VPR AR MU A M T LU RO S9258

1.6 RT-qPCR #Z I B A9, HTrizolifkifl ( Thermo
Fisher Scientific, %[ 5% €M IR /R BEM ) $2HUZH
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MRS RNA, 383 cDNAW % 5% IA58 & ( Thermo Fisher
Scientific, BRI ) $ BRNAWH: S HDNA, KT,
PEATSLHTE S PCR, DEPDC1GY) ( BT, W) .
DEPDCI-IE[[5[#): §-TITTGGTCCTGAAGITACAAGGC
-3'FIDEPDCI1-JZ 15[ : 5“TGGATACCTTCGTGGTAGA
GTTT-3,

1.7 Western blot $EHUEE 5, &M & Ui g,
IFES, BCE HLE 60 VIR 1S min, B S5 1% 100
V, BFE 110 min, B SDS-PAGEN, #EATHERE, B
PVDFR, ZTBSTHWIGEYE, HI10%MEASAR WA 7414
TBSTIHUE3K, BIR3 minf5, KA —PiH, 4 CH
PRIt R, 8 K= FTBSTIE VEPVDEK, £:K10 mindt
3WE, AP, R ELh, HLTBSTIFVEIX,
WS minfi, W5,

1.8 A BEIE LIS K AS49 FIH 19754 i 42 Fh T 6 L
M, BEfLsoo N4, B2 K FIDMSOBBMPAZ A i
FIAL PRI M2 . £ 7% FADIff-Quick ( IMEB Inc.San Marcos,
CA) e, THEUAL v SEL

1.9 AN A RS SR AN AR -8 (cell counting
kit-8, CCK-8 ) %, & MRl 5 idd W] 45 46 DU 248 o 34 7 i
J1o BALIALO uLAA I3 %0 £ -8 ( CCK-8, Dojindo
Molecular Technologies, Gaithersburg, MD ) W, BX
SEAH T E T AR FRAR PSR L he S, AR X
( Bio-Rad, Hercules, CA, USA ) 7£450 nmAb il & G RE
1.10 GEIPABEUHE HE GEPIAKUHE & &2 — 1L
AWAE B BAE % (http://gepia.cancer-pku.cn/detail.
php?gene=DEPDC1 ) , $&ALA SCARIEAE 1Y A= P15 &
G3HTe FATTCGAZLHE T 1 | LAUD & 35 i R &S 40
FImRNAZR IR . SR )5 HLADEPDC LFEifi i 4 2 e
SNt HRAL #1225 . /rHT T DEPDCIELAUD R 11 54
M (overall survival, OS ) FICHE A A7) (disease-free
survival, DES ) W AT H

1.11 G5t Hr RAHSPSS 26,084 % Rl AT/ Mr, TR
NSRBI PR MEZE ( MeantSD ) FKon, [AlAf
FHER I X W LH A THE T . 3o BT R 1Tl A B
TESHEARBKFERETR . P<0.0SINNZERE G5
e

2 #HR

2.1 DEPDCI{EMfiR 4V WfE B2p o il o GEPIAKK

B RAEAS 3474 1E 5 Il 4 2R A | http://gepia.cancer-
pku.cn/detail.php?gene=DEPDC1 ) . Z54 . /RDEPDC1/
Fek A R A 20 B B s T OE 402 (P<0.05)
(El1A) o A T it — P HITDEPD C1AY R IA 5 il i i
BE TG Z BB AEXR, @ HKaplan-Meier?s:
HIDEPDC1 5/l fitf B & WS I C R SRR, 1
DEPDCIREHFHM B E T, OSHEHDESHEHL LA
(EB) , mEAHSERHNTG 25 HA512%
H X (P<0.05) o L4545 /RDEPDCIAE i 4141
IZRIRACE R, IF-5 MEs 0 1005 A A ARG

2.2 DEPDCLITEMYE A LU (R IBE AL 1 GEPIA%KL
W PEAELE S0 M T DEPD C1E s b i Rk 00, 4%
WoR, FERZEMIE 0 i Rk 2 MR, 7EHIR
P dis . SkBURS B . IREK Lk . RERWHEE
#2315 (https://www.proteinatlas.org/ENSG00000024526-
DEPDC1/pathology ) . MITEMERE AW R KL, F
11— 858 T DEPDCIZELS B . LI . Aisl iR
i W TR RGEIE L, RIS . 45
Wi h I ik, HOR ADEPDC1 3 % 4 A 7 40 i i
(KE2) .

2.3 DEPDCIfEffiflfm 4Rk o T 5 DEPDCI
FENT R rh A 2R 00, FRATiE A S Uk~ gL ook
0 6.5 051 il gt 2 2 P U DEPD C1 Y 2k 5 I . 45 9 Wik
7, DEPDCITENMifim el b m &3k, Jf HDEPDC1H
TEMTAMAZ (E3A) o MR AR, RITAN
HiCHE il B9 S5 3 Ry v BB A AR A, HIE & il
YHAUE T N IRZE, & WDEPD C 17E I 5% 14 1F 3 it 41 41
Rk LTI 2 (K3B) .

2.4 DEPDCI = 23k 5 i B 98 04 I Jgg I/ s Bt PR 4 S AH
KX Bk R 6t e B AR A 2 B DEPDC 1K Tk 1
SRS R T T 2400 (1) o HECTHE
DN S S N 2 N NS i 1 6377/ 5 C TR
RIGHRHE AT G2 08T, 45 7R, DEPDC15 i
/N (P=0.002) FIlEPRSMY (P=0.008 ) EAFHIKAE,
S AR . R A L R oAb 34 TE A O
(P>0.05)

2.5 F{KDEPDC1 ] AS49FIH197S 40 M5y
RT-qPCRHIWestern blotfi il DEPDC17EshRNAZH FIX i
ik, LIFIIADEPDCIIURIIRALH . shRNAZ HY
DEPDC 1/ mRNAFIEE [ /K 752 8 2 md (K
4) o Ik, FEAS49FIH197S 40 2 s F 2 T 43 5%

P e TR AE LR M T 350 I PRAE AR (Eﬁﬂﬁz&ﬁ’l\ﬂﬂ% I__EI"JDﬁD LER A IAR R, S T 8 R DEPDC1/EAS49F1
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% 1 DEPDCIHIRIZESMEIRREFRHIRX R (n=65)
Tab 1 Correlation of expression of DEPDC1 with clinical features of tumors (n=65)
Features n DEPDC1 X2 P
Low-expression (n=28) High-expression (n=37)

Age (yr) 0.565 0.452
<55 36 17 19
=55 29 n 18

Gender 0.293 0.588
Male 35 14 21
Female 30 14 16

Smoking 1.784 0.182
Yes 43 16 27
No 22 12 10

Tumor size (cm) 9.323 0.002
<4 30 19 1"
=>4 35 9 26

Tumor differentiation 0.744 0.388
Low 24 12 12
High 41 16 25

Clinical stage 7116 0.008
| 23 15 8
11-111 42 13 29

DEPDC1: DEP domain containing 1.

A B
5. AR Overall survival Disease free survival
o 1.0 —— Low DEPDC1 1.0y - e == Low DEPDCI
' — High DEPDC1 i —— High DEPDC1
44 ..‘ L Lolgra':;)i gzge-M Lﬁgra'f)li ;gge-m
% 0.8+ ioarzs7 0.81" rlow)=46
"i: = _
i =
3 A 2 06 2 06
' I T s - T e
i . e 04 ol e 0.4
? ; 2 e
: & 02 & 02
14 £ FI
= N A SO
i 0 0_ .................... 0 0_
" T T T T T T T T T T
04 —_— 0 50 100 150 200 250 0 50 100 150 200 250
I
LUAD Time (mon) Time (mon)

num (T)=483, num (T)=347

1 DEPDCIZERGRREAL R EMEERFESIT, A MREALNSEHMBLDEPDCIRIZENILL; B: DEPDCIHHEFEARREGFERSTREFENILL
(P<0.05) .

Fig 1 Bioinformatics analysis of DEPDC1 in lung adenocarcinoma tissue. A: Comparison of the expression level of DEPDC1 in lung adenocarcinoma

tissues and normal tissues; B: Comparison of overall survival rate and disease-free survival rate between the high and low expression group of DEP-

000000
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Fig 2 Expression of DEPDC1 in a variety of tumors

A Low
) -

High

B
- )
: - - : -

Prostate cancer

& 3 DEPDCIZEMRREAAPERE. Al MIREALR, AABRAIESRFAA, B: BFEBAA. 25T X1005 X200 FETUWE, MMIREALRS

BRERESTREEHEA.

Fig 3 DEPDC1 was highly expressed in lung adenocarcinoma tissues. A: lung adenocarcinoma tissue, divided into high and low expression group; B:

It is normal tissue adjacent to the cancer. The staining intensity of lung adenocarcinoma tissues was significantly higher than that of adjacent tissues

under X100 and X200 microscopes, respectively.

H197S A s R VE T, 547 T 4l re P2 SE 50 FICCK-8
Sy, SRR, FUIKDEPDCL & IH] T AS49HIH1975
gifasasg (Ks) o

3 g

il i © 200 2 4 it 545 1 g AT T R A 4
RO, Az DU BT 06 7 SLAR AN 25 M B AE b AT o 7
3 S T REUA N KR B IR IR, R 2 B
WROGE S . WA OE R, RS WA A
I Je B 16 il B B A R T B (HUR Hﬂfﬁ% ‘Eﬁ

DA IRIRE 309 A B e D vk S AR TS PR = 491
f#i ( computed tomography, CT ) o Jifi[lJas 1445 Fh A= ¥nhs
EYEHHTIER 2K, PR ( carcinoembryonic
antigen, CEA) . JadiJR12S ( cancer antigen 125, CA12S )
S, X LEARR PRl g ) LS W R R Y,
{ELISK 26 A= W bR d AT A EL o FR YR S P A 0 i s )
fiEds.

DEPDCI{EZEUMYE P HAIESE 35, AmisakiFl24
WS TEH AFREAR L, 40 B8 8 5 1 21 U DEPDC
E9k, DEPDCITE MR LH 2L i s 238 -5 IR a2 Jeg R

ﬁfﬁﬁlﬁ@ Feng#EUe e 8L, 5 1EH sl AR 41214

www.lungca.org



.+ 458 - F I R 2 AR

20214F7 552445 %5 7] Chin J Lung Cancer, July 2021, Vol.24, No.7

A549

1.0 4

0.5 -

DEPDC1 expression

0.0

Control ShRNA

DEPDC1

A549
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B-actin
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DEPDC1 expression

ShRNA

Control

4 FEAS549FIH1975M M R FIZERMEDEPDCT. A: fEFRT-qPCRIE&MDEPDCT mRNAMIRIL; B: fEMAWestern blot#&MDEPDC1 & H &K%,

*P<0.05,

Fig 4 Stably knock down DEPDC1 in A549 and H1975 cell lines. A: Detected the mRNA expression using RT-qPCR; B: Detected the protein expression

using Western blot .*P<0.05. RT-qPCR: reverse transcription-quantitative polymerase chain reaction.

L., DEPDCIFE & MRS 21 I mRNAFIER FI/K P40 %
ik, siRNASMFYDEPDCLERAR b il 1 S M i 40 e 5
CNE-1FIHNE-1AJ3#458 . Gong 5oL A E T, SAHABIE
W HEAZUHIL, DEPDCIFE B i A iRk, A
DEPDC1RIA KV HEE M AL W E G, Rkt
SESIRATIT R ILAY “DEPDCFE T R85 B ek 5
B A RARE" ML5S R —80, TATE S XHERIRY
6SHIREAIEAT TG, AZILDEPDCIEMA A LU 1 ik
I IEEHA R EN S, I &L mKDEPDCLS,
SR 2N 2R o R P 8 A2 B

& FDEPDC LA rh (i A AL © A 40 F e
Guo "5 %W, DEPDCI1iE 1 CCL20/CCR6IE F A1 17

/N B RS R e, DEPDC17E 5[5 98 40 it 22 F12H 4
Fahhn, /NTHERNA (siRNA) | NP5 EDEPDCI
3K T 3 i NF-« B 530 46 90 il e S A i 1 36 01, 3%
UM T . FARBFS IR Y], DEPDCIFEMIE KA &
R T LA, i C T DEPDC IR T AR
AL, Wang25 055 X W DEPD C17E T Bt 21 40 Hp I
¥, Jf HDEPDCIifij:f RAS-ERK1/2{5 5L S HIAS49 |
HCC827HIH1993 40 H Wit o Hi SCHE S 1 Wang U5
FWIDEPDC LIl 1 411 il A20 7 14 K ] 19 NF-«BY& 4, M
MHIAS4OAIM AT T . ST 3 Z Ia] i LR ML A
FEFRATTE 20 R R5E

Zr BTk, FATHAFRWIEY] T DEPDCLLE /it

IS A 5 RN A 2R A I(ikuchi’é"‘flﬁﬁflﬁ??ﬁ Fﬁﬁﬁﬁﬁlﬁﬂ?ﬁiﬁ g R/NARSG , IF 5 OSFFAE
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Control
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Fig 5 DEPDC1 promotes the proliferation of tumor cells. A: Cell colony formation assay in shRNA and scramble cells of A549 and H1975; B: CCK-8 as-

say in shRNA and scramble cells of A549 and H1975. *P<0.05.

BFEMICNE, EDBPDC1R] BE R Hili fis 19— 508 (4 4 7
WURHE R . TATHIEE A B T it — L BEA#DEPDC1 5 i
PRI Z AR R, BT T RRR, B RA YL
¢, DEPDCIA AJBE B i e ) — AR Y AE M AR
Yo AEJSEBATHRIBTIE BT A R 1 B b, wl fiefy
TE—SE iR 22 I/ GEPIABIUE 4 (1 B AR S4B
FAE—ERIRZE . BATRREXH BRI TR, X
SRR — PR LB T T —DRATE A /N
B, i SR mE R A ROR, IR
A AL EARAEHIPLE] .
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