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SECI14L1PI1%} O Bz &% 1K 20 fel 725 2 Fe 14 58 #0

7 B 5 i

MMEH, ~ B, KBA, MEN, EIAN, BRE
INARSE R R R BE, LR #ED5 261053

=

(HWE | $S258M: SECI4LIPIESECIAKGE—MIREEE, O LM S
ZRME R AR . KRB YIROC, (HHAE D IR BRR 4% (oral squamous cell
carcinoma, OSCC) FFAYVEH M AIH . A5 BIERA TSECI4LIPITE
OSCCHNME P 1 FIRFFAE RN A0 M A7, LA R HXFOSCCHN g 34 i AT A% 1 52
W, A3k @i ENCORIEE PEXTSECI4LIPITE S S Stk 4N fiid% ( head and
neck squamous cell carcinoma, HNSCC ) ZH41r i 2RIk 34740475 FIFHGDCHI
UCSC Xena¥itd i it — 2 A7 SECI4L1 PIZEHNSCCHR Ry ik K 5 B EHiE 2
[ R o RIS 50 E R A ME SV ( real-time fluorescence quantitative
polymerase chain reaction, RTFQ-PCR ) ¥l SECI4LIPIFEOSCCHIJIEF H Y=
i5; RFRNAKE R 5 S22 SEC14LIPIFEOSCCHN L b i 2 /37 . ¥TCAL-
2740 M7 SECI4LIPIEI®, ( SS-SEC14L1P1 ) 4 AIE XTI ( SS-NC ) 4,
STHN3O4 I ST SECI4LIPIE ik ( SECI4LIP1 ) ZlFlit A IR ( Vector )
2l g AR £-8 (cell counting kit-8, CCK-8) Fltranswel il #5555
PEAGSECI4LIP IR - A AN s . B RE S B52m . SR FIRTFQ-PCR
I RENE: ( Western blot ) ¥ISECT4LIPIZRIKMBUEXS | K -8 78 T 4k

(‘epithelial-mesenchymal transition, EMT ) 5GP FEAKF-H52mT . SR H#E
R T AR B S SEC I4LIPITER I XTOSCCH I FE 2 mm , 4512 H4JH
W BALB/c#R FRBENL > M L AR ( antisense oligonucleotide, ASO) -NC
HFASO-SECI4LIPI4, HA6H, & RHBEIMIrIE. #—LrpLkIvroR
i i RNAInter 8045 i 43 A7 5 SECI4LIPIZE B 43 F, il i ENCORIEHE 45 1)
SECI4LIPI S DHXOMFIEAHIM: . R Western blotkz I SECI4LIP13IR AR
X NE EELEE3 -1 8 ( phosphoinositide 3-kinase, PI3K ) /2 Hi#[i#B ( protein
kinase B, AKT) g . &R FARZESP /R, SECI4LIPIYEHNSCC
AP FRAR TIEWAL, HS5EFMWARTGHYIMX ., RTFQ-PCREGHE K
W], SECI4LIPITE6FPOSCCHIM R iy miaRik; RNAR I ;B LI R R,
TECAL-27HIHN304UM HHSECI4L1P1 F B i FAIMAZ N . 5 SS-NCALAI I,
SS-SECT4L1P14H A f AN e 1k /K I b A0, EL A S 8 2 B 334 i R 2 RS i
715 HVectorHAH LY, SECI4LIPIZHHAHXSFIA/K T W W Fhas, A M 5 FniT
e I A . SECI4LIPIM T RFEEE-#545 8 11 ( E-cadherin ) fJmRNA
FEIRME KT, N-45FE8 1 ( N-cadherin ) FlIIEIEE A (vimentin ) 11
mRNAFRIAFE LKFREAL, SECI4LIPINFERIG A RNAHZ . BRI T
R RIS BoR, S5 ASO-NCH H4, ASO-SECI4LIPI14] % T Ay (AR
AFE RN 2 P58 R ILSECI4LIPI 5 DHX 9 2 1A e,
HEA U £ DHXOREIIG PI3K/AK TS S8 i ; MiSECI4LIPI' SR
PI3K ( phosphorylated-PI3K, p-PI3K ) FIfR{LAKT ( phosphorylated-AKT,
p-AKT) HYEE FAFRIBIND, S RIKSECI4LIPIN 78 p-PI3K Mip-AKTHY & 1415
Hahn, £5i: SECI4LIPITEOSCCANMIFIZL L 280 H B = kK7, FF Hik
fEHFOSCCYNAIMT X iTHS , X—IM G [ fE5SECI4LIPIVATEPI3K/AK TR 518
%, HEMEHEMTA .
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Effects of SECI14L1P1 on proliferation and migration of oral squamous cell carcinoma cells ZHENG Wentian,
GONG Hui, ZHANG Xinyue, HAO Jiayi, WANG Yajie, JIANG Yingying (School of Stomatology, Shandong Second
Medical University, Weifang 261053, Shandong Province, China)
Correspondence to: JIANG Yingying E-mail: jiangyy@sdsmu.edu.cn

[ Abstract | Background and purpose: SECI4LIPI, a pseudogene of the SEC14 family, is closely associated with the
development of various tumors, but its role in oral squamous cell carcinoma (OSCC) has not been clarified. This study aimed to gain
insights into the expression characteristics and subcellular localization of SEC/4LI1P1 in OSCC cells, as well as its effects on OSCC
cell proliferation and migration. Methods: The expression of SECI4LIP]1 in head and neck squamous cell carcinoma (HNSCC)
tissues was analyzed by the ENCORI database; The expression of SECI4L1P] and its relationship with patient prognosis in HNSCC
was further analyzed using the GDC and UCSC Xena databases. The expression of SECI4L1PI in OSCC cell lines was detected by
real-time fluorescence quantitative polymerase chain reaction (RTFQ-PCR); RNA nucleoplasmic separation assay was performed to
determine the localization of SEC14L1P1 in OSCC cells. SEC14L1P1 knockdown (SS-SEC14L1P1) group and knockdown control
(SS-NC) group were established for CAL-27 cells, and SECI4L1PI overexpression (SEC14L1P1) group and overexpression control
(Vector) group were established for HN30 cells. The effects of SECI4L1P1 expression on the proliferation and migration abilities
of cells in each group were assessed by cell counting kit-8 (CCK-8) and transwell migration assays. RTFQ-PCR and Western blot
experiments were used to detect the effects of altered SECI/4L1P1 expression on the expression levels of epithelial-mesenchymal
transition (EMT)-related genes. To investigate the effects of SEC/4LIPI on the proliferation of OSCC cells in vivo using a
subcutaneous xenograft tumor model in nude mice, 12 four-week-old BALB/c nude mice were randomly divided into two groups: the
antisense oligonucleotide (ASO)-NC group and the ASO-SEC14L1P1 group, with 6 mice in each group. All mice were individually
labeled. Further mechanistic studies were performed by analyzing molecules interacting with SECI4L1P1 through the RNAInter
database, and the ENCORI database was queried for expression correlation between SEC/4LI1PI and DHX9. The effect of altered
SECI14L1P1 expression on the phosphoinositide 3-kinase (PI3K)/protein kinase B (AKT) pathway was detected by Western blot
assay. Results: Database analysis showed that the expression of SEC/4L1P1 was higher in HNSCC tissues than in normal tissues,
and was strongly associated with poor patient prognosis. The RTFQ-PCR results showed that SECI4L1PI was highly expressed in
all six OSCC cell lines; RNA nucleoplasmic separation showed that SEC/4L1P1 was mainly localized in the nucleus in CAL-27
and HN30 cells. Compared with SS-NC, the relative expression of SECI4L1P] in the SS-SEC14L1P1 group was significantly lower
and significantly inhibited cell proliferation and migration, while the relative expression of SECI4L1PI in the SEC14L1P1 group
was significantly higher compared with the Vector group, which also significantly increased cell proliferation and migration. The
down-regulation of SEC14L1P1 was accompanied by increased mRNA and protein levels of E-cadherin, and decreased mRNA and
protein levels of N-cadherin and vimentin, with the opposite result after SEC/4L1P1 overexpression. In vivo experiments showed
that the xenograft tumor weight and volume of the ASO-SEC14L1P1 group were significantly reduced. Further mechanistic studies
revealed a positive correlation between SECI4L1P1 and DHX9 expressions, and DHX9 has been shown to activate the PI3K/AKT
signaling pathway. Knockdown of SECI4L1P]1 resulted in decreased protein expressions of phosphorylated-PI3K (p-PI3K) and
phosphorylated-AKT (p-AKT), and overexpression of SEC/4L1P] increased protein expressions of p-PI3K and p-AKT. Conclusion:
SECI4L1P]1 showed high expression levels in OSCC cells and tissues and promoted the proliferation and migration of OSCC cells, a
phenomenon that may be related to the regulation of the PI3K/AKT signaling pathway by SECI/4L1P1, which in turn promotes EMT.

[ Key words ] SECI4L1PI; Oral squamous cell carcinoma; Cell proliferation; Cell migration; Epithelial-mesenchymal transition

1 85O 40 9 % ( oral squamous cell
carcinoma, OSCC ) J&& UWLAY Sk SR AE IS Y
R T ENERIR g, AT R, A0
AT NEU90%, FERAER . FAA
AR L TOSCCEA ERME %, &
R R E NESRRAT, A B MR AR
ek TR, RAEHXTOSCCHFA |
WO RALT Sty FRIEBUS B ESEAE ), H
OSCCHHIISEAAERIIAIL60% o AT

I, BRAXTOSCCor 12 MFe ik B A, XT3
ILOSCCHY L IPHE HES W ARy 7 7 ST,
WA PIAOCHE

KEEIESISRNA (long non-coding RNA,
IncRNA ) 1E—FEsw =4y, HRIE#L200
MZH R HA RS EH BRI Re )y, & 40T
ST EYPER S RS 2 — 1 MIncRNATER;
S RMIBHE | ok Ja S 2 2 R SR R
IKIF, B RE R I B AR AT o,
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AT BN B R Gl B2 W sl A ) 7 VB e, 0
VFZ IncRNAGZ IR TN L m i X a7
DIERRSE R, BEEFEOSCCH R R ik
A IncRNA RJ A £ 40 MU 3 58 . 12 4% Jefle i 1 J -
8] 78 )i 71k ( epithelial-mesenchymal transition,
EMT) 72, X FIncRNA SECI4LIPIAE TG
ARG B E R O e S, B
IR M HAEHNSCCHA T BRIk, HAFE
B, SECI4LIPIFERA T AZE 1154
KA Tp11. 2K By, FERIS5 I —, (L5 14
HhE T, AT R2 586X . HAT,
SECI4LIPITEOSCCKR A . & JE i ity HARAE H]
S i ARG . ABFRIRFLSECI4LIPITE
OSCCHNMI &R h Y FRIBFHE . ENifFoL, LhAH
FIRIKF- AR XTOSCCAn e 5 . B2 FIEMT
BIF2I, AT A T4ROSCCHIA AR T bR it
TS IR ATAESE 7 0] .
1 BRI
1.1 AR RFASLIEH L
ARWEFEAEH T 6/ AOSCCHlii & (HNG6 .
HN30. CAL-27. SCC-4. SCC-9F1SCC-25) ,
DI AR 0 28 15 1 Rz 20 A Sl TE 8 X R, Ok
WS WAERTIESE ) L AR S B SC B A R
HAASRIEWT . DMEM S =611 ¢ 1L
YDMEM/F 1 245% 55 e 80 [ 1 ¥ 95 5% A= D Bk 4
AR AT, HRR-GERH R . HF s
( fetal bovine serum, FBS ) FlJBEHE B R
W 17 R TR AR i i B R ST A H]
TRIzoIA A . [ 551250 & Fn S22 O o it 2R
A HifsE 2 v (real-time fluorescence quantitative
polymerase chain reaction, RTFQ-PCR ) {ifl| &
¥ A H A TaKaRaZsH), PARIS™ Kitid 7] &1
H 3¢ [E Thermo Fisher Scientific/A ], Lipo8000™
UG A LR S RAEVHEARARAF,
AT 57 & -8 (cell counting kit-8, CCK-
8) W H M IEREMB AR AE, —F
7] T8 ( bicinchoninic acid, BCA) FEHE =
WG BERZE sl R %W ( phosphate-buffered
saline, PBS) A& A M iR-20= 2 Bk 2% ik
%W (tris-buffered saline Tween, TBST ) 1
W HAEE RZEEREARAR, N-F5REA
( N-cadherin ) . E-¥5K5#5 1 ( E-cadherin) .
W HEH (vimentin ) . B-actin—HL M Ki-674i
PRI F 9 Abcam 2 /], BRI UL A 3 - il
( phosphoinositide 3-kinase, PI3K ) . & [1¥#{[FB

(protein kinase B, AKT ) M&ILHERR LI bk
B F 3L ECSTA W, Hismfbs: &t (enhanced
chemiluminescence, ECL ) # & & G 1
transwell/NE P H € EMillipore /A 7], LA .
S B 5 % LA 500 A S5 FE M ¥ [ 28 [E Corning
KA} ARWSEHT B GI¥ . SECI4LIP1 Smart
Silencer S AN AR (NC ) . Sh¥WsEss i X
MR (antisense oligonucleotide, ASO ) J H:
FIPEXTHR (NC ) BiseitG i s N i AE 9
BHE A BR A F 58 .

1.2 KEHE

1.2.1 ¥ FE LT

FIFHHENCORIZHE % ( https://rnasysu.com/
encori/panCancer.php ) 43¥7SECI4LIPI¥EHNSCC
HAhWERERE, #H—PHFHGDC (https://
portal.gdc.cancer.gov/ ) [JAE KL 2H &1 ( The
Cancer Genome Atlas, TCGA ) £(#EfUCSC
Xena ( http:/xena.ucsc.edu/) F-5 & TCGA
BeH YR A SECT4L 1P I{EHNSCCAH AL i 55
ik 5B WAL RHIAT . AR R
SEESMBOE N . © JERMEMNE; @ 18% <4
1% <804 . THEBRFRIENI M E . © BEH
At R sk 5 O HALE AR R . HNSCCHe %
RO ; @ HNSCCH-AEA T BT Sk 3005 X 5k 14 5
Bil; B WD FRA 2B R E R R TR, @
it = A SERYSECI4LIPIRIBEHE -

il RNAInterZtd8 /% ( http://rnainter.org/ )
)] BE 5 SECI4L 1P IAHH AR R 45 PI3K/
AKT(H 5 #7015l i ENCORIELE

( http://starbase.sysu.edu.cn/ ) ZifISECI4LIP15
DHX9M IR
122 ek

HNG6. HN30MCAL-274iffl 27F % 10% FBS
FI1% AT A DMEM s Bl B F 6 P b A7 15 575 A
FLZ &, SCC-4, SCC-9MISCC-254Mifd 2 U] 7 %5
FLBIR A FUDMEM/F 1255 38 5k b A K, [RlREER A
10% FBSHI1%Xt. Frf 4ifdy & 137 «C. CO,
IRFRUI BCR 5% Sl O E I TE IR R R Al v, LA
ORI R A AR RS
1.2.3 RNARIR, R4 FFRTFQ-PCR% %

K TRIzoliZ WAL R BUSRNA,, AR5
T A A s R Bk RS Sk e DNA L R
RTFQ-PCRIGIMSECI4L1PIFEOSCCHI M Z i)
FKik, B-actinfERWINZ . RN KMAHIS CHUAE
P30 s; BEISHEAT40 AR, 4595 CANES sHl
60 “CiE KIEMI30 s, HIXFE KK Flad2 2 ik
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PATRACTTR . SIS,
*1 RTFQ-PCRETH3I#1F 5
Tab.1 The sequences of the primers used in RTFQ-PCR

Gene Primer sequence
SECI4LIP1 Forward: 5'-GGCCTGCTGGATTACATTGATAG-3'
Reverse: 5'-CCAGTAGAGAGATTTGGGGACC-3'

S-actin Forward: 5'-CATGTACGTTGCTATCCAGGC-3'
Reverse: 5'-CTCCTTAATGTCACGCACGAT-3'
GAPDH Forward: 5'-GAACGGGAAGCTCACTGG-3'

Reverse: 5'-GCCTGCTTCACCACCTTCT-3'
U6 Forward: 5'-CTCGCTTCGGCAGCACATATACT-3'
Reverse: 5'-ATTTGCGTGTCATCCTTGCGCA-3’

E-cadherin  Forward: 5-CGAGAGCTACACGTTCACGG-3'
Reverse: 5'-GGGTGTCGAGGGAAAAATAGG-3'

N-cadherin ~ Forward: 5'-TGCGGTACAGTGTAACTGGG-3'
Reverse: 5'-GAAACCGGGCTATCTGCTCG-3'

Vimentin Forward: 5'-AGTCCACTGAGTACCGGAGAC-3'

Reverse: 5'-CATTTCACGCATCTGGCGTTC-3"

1.2.4 RNAB A & F%

K HIPARISTMIR | & 42 AR XFCAL-27HIHN30
YRR T A MOAZ S A BRRN AR 43 B b B, SR
FHRTEQ-PCRAG M SEC 4L 1P 17F 21 i A% 121 Jfd Joe
':F' EI(J *H XUL %% ﬁ 7k 5|7_ . JE ﬁZ ( ERNAYCH{l — 41 /P RNAY Ceft )
X 100%1135.SEC14L 1P 17 4 il 57 F 20 o A2 v i
ditb. Hh, U6FIGAPDHYE AN MIA% 5 40 il 5t
M N Z84R, LLIfESECT4L1P IR 20 it 55 5 40 i
b RA G, SR,

1.2.5 Zafodk g 528 R SECI4LIPIZ R F 3k
$+SECI4L1P1 Smart Silencerf4 ACAL-27
Y, #7SS-SECI4L1P1SZ52H FISS-NCX R
M, YL TR. RO EUER DI A, JE AR
W B2 X101, WERAE, AR
IR . MRIELipo8000™ 5 YL 7] i) id B i
HEEYGRAY), FREE20 min)5, HHEE
IMA4E L. 40MI7E37 °C . COLMRF I E N
5% IRES N 4kSERE 5748 h, [ )5 RTFQ-PCR
PPAG RO R, , TR SL AT R 2L SL g 20 TR
SECI4LIPIVTUBRIEE P A TE L2,
1.2.6 tapeitd S8 R SECI4LIPIT & ik 3 &
I5E

fifi FH BR: K AR S 3R ISECT4L 1P 3R
IKCRL, JER R AHN3OZ M, AT A8 2
SECI4LIPIE 33k (SEC14L1P1 ) ZH AN FH M%) i
( Vector ) 4. &AL TXEA KA 40, LA
2 X 104 /AL IR 2% 3 ¥ S Fh T o fLA T, IF
TE PRAE A 85 552 A B T 15 5% 2 40 0 B O 0 K =
70%~80% % . HLHE Lipo8000™ 4 YLir 7] Aty ivi B

MR QR EY, IR IZEm AL, 2
JG, AR 3T C . COMRARGECR 5% B 37
Firp4kLL ;248 h, RHAIRTFQ-PCRiFf7id ik
RGN, AT 255
%2 SECI4LIPI Smart SilencertJ#B/F 51
Tab.2 SECI4LIPI1 Smart Silencer target sequences

Name Target sequences

SECI4LIPI Smart Silencer ~ GATTATCCTTGGCAAGACA
CCATTGGACTCCACCTTCC
GCATCCCTGATAACAAACT
TCAGTTCCTATGTGCATGGG
TTGCTACCTGGGCCGTTCCA

GGCCAGTTACCCTAAGAGAC

1.2.7  CCK-8 5% Il 2m i 38 54 At

EEYL TS B £5 AL AN T A AR, 100 pnL/AL
(2X 10 40f ) R 296l , R34
AL B RAEFUE 1Y IR 5 ] AL P i A CCK-8
R (10 pLAL) , EOCTESEFRAANIEE2 h, B
PRI E 450 nmPE K AWOLEE (D) &, il
5d, idsRHE. RHGraphPad Prism 9.58{4%
il 4 ) A R it 4k o
1.2.8 Transwell 52 346 2m fien £ 4% 48 7

fi AN S FBSHIPLAE B BR324 FE I 14K
FEYL S AR . B A 2.5 X 10 Y 150 pL
Y B AERN R LR/ NE T, FRTE T =P inA
600 L&A e RS R FR L, FE37 CHUREFRAH
5 FR48 Wi . ARRAE RS I /N E R AR,
HEGE R RS HRBRE S, H4%2 5 H R
FE, 0.5%45 Atk g, FfE, AR
PERRORBE T RS I AL . 78 B lUBE N BEPLIE
SAWRESALEY , HEAT PRGN B g A RRIE 5 o X
ISt R R A AT, R AR
A TR 2L 8dE AT
1.2.9 Z&&ai¥ritik (Western blot ) #4484 &
& 09 kA R

Y48 hfS AN I PBSIEVE3 M , 4
20 2 R A AR IR L, 7E105 C &
JEE M0 min, SRJTBCAZEMN E & ik
FE o BC T b R B 5RO U TR M 5 i r
¥k (sodium dodecylsulphate polyacrylamide gel
electrophoresis, SDS-PAGE) Btf, LG
HEATHLIK 3 8, TEVKIB 51 T ¥ £ PVDF
i, R N AES % LR WA N FE R E ML b,
A HIAATL = 1 0007 B L B Y E-cadherin |
N-cadherin, vimentin, PI3K, p-PI3K ( Tyr458) /
(Tyr199) . AKT. p-AKT ( Ser473) FlB-actin
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YUk, 4 CRERER . H2RXHTBSTHRRE3 K,
AZPRBR (1:10000) , FiHEIEF1 h, X
FECLHBUE LR . B3, ffifHImage I
AT IR BEAE 53T o
1.2.10 SECI4LIPIZUB AR Rk F A5 H G 52 1

12 L4 BALB/c#R U [ B 5 MG i 55 55
SYEF DO [ A ANIESR S SCXK (&)
2019-0003 | , Sh¥SCE O ARG MY B 2EBE (3
WAh “IARFEERIRE ) LS ZE
Bt (HEUESCS . 2023SDL263 ) , S
PAERT A B R BB A e e Fifl S e .+
AR FR T AR AR i LA BRAE R R IR . B
ML N ASO-NCZL FIASO-SEC14L1P14, 4
6 -, B N R MARIC . W Ab T X ik K B
(ICAL-2740Mf, FiJCIE DMEME; 32360 H i
B, B E2X 10 /mL; FESHE
HE100 L 210 Ak YR 1 T S PRV A ) 5 5 1
o RV FRE VR 22 A ] DR ARIE B, 430 1] 7
IR N TESTS nmol/50 L fH [ B A H LAk A& 1 1)
ASO-SECI4L1P1E{ASO-NC, %34 diF4f1k, 1t
HATSU ISR AE KA L. FR28 d)E
SEHONEE, HEREIRIE, BUR SRR, TR
2 [B) g8 (R AR RN T S IR R . 4% 2 R R
W e IAR24 W, BK . B Y] R Ak
o BEEXTHSY R A TH-BYe, IR IKi-67
PR T RPEA LU= Y, (il F IE B W
Y1 A IE.
1.3 ZitFAahE

SCES AT AR 3K, TR TR Y R
IREAS 2 8] 5K F Student’s thG 1, 2220 8] LR
PRI R T 2200, dE—25 B HL R LS D2k
5o X FiEREHE A9 HT, K HKaplan-Meieri:
2 A frh 2, SR Hlog-rank St i1 LA P 2 [R] B
PRI ES , P<O0.05SHEFAGITHE L. X
FHGraphPad Prism 9. 5334788 o0 B AL

2 4k 3
2.1 SECI14L1P17EHNSCCAHLE R EFIGHK

i 3 A I ENCORIEUE 5 K BLSECI4LIP]
FEHNSCCA A i REE T IEH AN
(P<<0.000 1, EI1A) . il GDCHEHE AT
BRI R IRSECI4LIPITFHNSCCA 4 (35
s E m TIER 44 (P<0.000 1, EIIB.
1C) o B2 TAERHE (receiver operating
characteristic, ROC ) MZ X SECI4LIPITE

HNSCCiZ W L BEHEAT T 1FM, 45 R EIR,
ROCHIZ I HE £ T A (area under curve,
AUC) iK0.807 1, HH R N64.2%, FisF
£ 488.64% (E1D ) . #—i3UCSC Xena
BARPEA AT R ISEC14L1 P13 k7K - 5HNSCC
SECE I R 2R AR Z ) B — R R,
SECI4LIPIEFRMHNSCCHRE A7 R FAK
(P<0.05, FIE, IF) .
2.2 SECI4LIPIFEOSCCHARE % Y 3% #0317 28
BELRE fir

I RTFQ-PCREGM ZISECI4LIPITE
OSCCHiMfi ZhmaRik (E2A) . R T#—F
YRGESECI4LIPITEOSCCHANM i E N, #AT T
RNA T4 B 5L, 455 R, SECI4LIPITE
CAL-27HTHN3 04 it 1Y 40 it 55 5 4 it Az vh 245 4y
i, PHFEEFENTAMRZEN (E2B) .
2.3 BUBSECI4LIPIHIHEIOSCCLRRtGsEFNITR
1

RTFQ-PCRALEGZ, R /~, SECI4LIPITESS-
SECT4L1P 1419 (A X} &35 7K F H SS-NC ALK
(K3A) . CCK-8EmZ it —2 Win, il
SECI4LIP1HE 5 41 M i 16 1A Eb SS-NCAH . 3%
T (E3B) . Transwel il L5 s, mil
SECI4LIPIZFRIK)GMIEFEAE 1 TR ([E3C.
3D) .
2.4 TRIXSECI4LIPIIRHOSCCLHAEIEEFIT
e

RTFQ-PCREZE 4R B R, SECI4LIPIEER
IR AR ek A et FR A3 i ([E14A ) o 18
1 CCK-83L55 | transwel if A4 LI A M SECI4L1P1
M FRIE 2 R XTOSCCH ML 3G 78 . T fk 1 5%
M, CCK-8LIZs R n, SR,
1L RIKSECI4LIPI S ARAEIIE Ji38 ek (K4B)
Transwel il #3250 45 R 7, Rk i 4 it
FEHE )] S0 A L 2 B (JKl4C, 4D)
2.5 BUBEIERIZSECI4LIPIXEMTHE X
mRNAFIE B0

MRTFQ-PCR 45 R B /x, i
SECI4LIP1J5N-cadherinflvimentin ymRNA 7K
EREAL, M RIEEW A (K5A. 5B) .
Western blotSZH0 45 KRB, 7ECAL-2740 M b it
I SEC14L1PI1{fiN-cadherinflvimentinf & (3
KB, E-cadherinll B ¥ A S a%, M, 7
HN3040 jfs 3t Fe3KSECI4L1P1)5, N-cadherinfll
vimentinfi) 8 H AT+, M E-cadherinf £ H %
IKNFEAL (ESC~5E) .
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SECI4L1P1 with 502 cancer and 44 normal samples in HNSCC
Data source: ENCORI project

0 | TCGA-HNSC project (n=566) |

" e P<20.000 1 *
. SECI4L1P1 (n=566)
A i
- — Metastatic (n=2)

sk

Of**ssssesss .

(log, TPM+0.001)
9

Expression level: log2 (FPKM+0.01)

Expression of SEC14L1P1

L ]
-4 - s Y
T T Y L -10f .
-6 | Soild normal tissue (n=44) | | Primary tumor (n=520) |
s T NomalHNSCC
i Cancer log2 (FPKM) Normal log2 (FPKM) S . _ ormal
| Quantivative expression (n=564) | (n=44) (n=520)
D E F
| TCGA clinical cohort (n=12 591) |
100 §
| Iterms or participant with 2 100 —s— SECI4LIP1""  Log-rank P<0.05
30 other tumors (n=11 987) = | —=—SECI4LIP1"™" HR (high)=1.716
BN v g SORRN 95% CI: 0977 7-3.011
> — : 3 o IR
‘g 60 | Participant with HNSCC (n=604) | 8 60f -
= s
g 401 Age>>80 (n=20) E 40k
»n 7 AUC:0.807 1 Unclear race (n=4) 3
208 +95% CI: 0.760 2-0.854 0 | Unclear pathologic stage (n=68) :m 20}
RE - . . . . gnciear ﬁl‘i?ijal §taﬁ (n:(l3)22) § Lt a0 E
0 20 40 60 80 100 nclear histological type (n= . : . . . .
. Unclear SECI4L1PI expression (n=77) © 0 1000 2000 3000 4000 5000 6000
100%-Specificity% \

t/d
HNSCC clinical data (n=400)

El1 SECI4LIPIZEHNSCCHLAFRKIRIZ RS
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A: ENCORI database analysis of SECI4L1PI expression in HNSCC; B, C: GDC database analysis of SEC/4LIP1 expression in HNSCC tissues
and normal tissues; D: ROC curves analysis of the diagnostic value of SECI4LI1P1 in HNSCC; E, F: UCSC Xena database analysis of SEC/4LIP1
expression and patient survival rate in HNSCC. ****: P<<0.000 1.
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Fig. 2 Expression and subcellular localization of SECI4L1P1 in OSCC cell lines

A: RTFQ-PCR detection of SECI4L1P1 expression in OSCC cells; B: RNA nucleoplasmic isolation assay to detect subcellular localization of
SECI4LIPI.
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A: RTFQ-PCR to detect the relative expression of SECI4LIPI knockdown; B: CCK-8 assay to detect the effect of SEC/4L1PI knockdown on the

proliferative ability of CAL-27 cells; C, D: Transwell migration assay to detect the cell migration ability of SECI4LI1P1 knockdown. **: P<<0.01;
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