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HE] BR HITEREEEED 1 (GOLML) 76 N ESRR A (OSCC) il ik K H X OSCC 4 A b
WL OERS . RZBM L ERI R (EMT) W2 e HpLH . ik RIRAEDE 2% 500 e TCGA B0 e il
GTEx $UlE 2 h A ek Bk 4 ig 68 (HNSCC) MAHE, 43T GOLMI1 /£ HNSCC i ZRB - 0 Ko X AU 19 5
M, 2 20 24k 25 7R K GOLMI 7 OSCC A 2L il S5 L 4 b [ Rk 1 Ol o SR B IEH 1S A S 4 i (HOK)
J OSCC 41 ifs & HSC-3 1 SCC-25 ' GOLM1 iy mRNA FIFE (1, FIHZO6E &R A H4E N (qQRT-PCR) MEH
i PE NIt (Western blot) 5l GOLMI (81K 2 57 . #E UL HSC-3 F1 SCC-25 AT MRS 525, R A8 9 3 5%
PLUUER GOLMI, Jfidid qRT-PCR Fll Western blot $o i 5% Y8 R s CCK-8 FAAE V& TP 1L 5 o 6 I 40 M 3 4 e g 5 Rl
JE ST I Transwell 52 56 K6 I 40 g 3T B2 A1 28 € 11 ; Western blot ¥l EMT A 3¢ 25 H E-45 45 & 1 (E-cadherin) .
N-5 458 H  (N-cadherin) FEIEHEH (Vimentin) BFREEIL, HHEEELSHP (GSEA) ik GOLMI A #g
(1 B B% , I3l 3 Western blot FIHE RS0 HEATIGIE . SR W5 B 2%/ B 45 5 & B GOLM1 7£ HNSCC 1
EFRIA H S HHS A RA K. GOLMI 7E OSCC A4l m3Rkik . GOLMI £ OSCC 4l il & HSC-3 Fl SCC-25 111
FIRKV B 5 F HOK, Vi%k GOLMI J5, OSCCHNMLMIET, | T8 M {22866 J1 B E P (% ; B-cadherin %35
B3 ETF, T N-cadherin il Vimentin () 3235 2.3 T M. GSEA Z0#1 /8 GOLMI1 5546 /E KN T-B (TGF-B) 1%
S EIA G ; UL GOLMI J5, TGF-B1. Smad2 Fil p-Smad2 AYFEIE A% ;s AMNETET 2H A TGF-p1 4 11 3 nT
Wi ULER GOLMI 381 OSCC i Mi g 58 . T B AR ERE I RENL . 4518 GOLMI 7E OSCC ZH 4URI 4 g i i 3=
ik, ULEK GOLMI1 13 & TGF-B1/Smad2 il J% 410 il OSCC 4 iy 358 . 4 . 74%

HIEMT.
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[Abstract] Objective To investigate the expression of Golgi membrane protein 1 (GOLMI) in oral squamous cell
carcinoma (OSCC) and its effects on proliferation, migration, invasion, and epithelial-mesenchymal transition (EMT) in
OSCC cells and the underlying mechanisms. Methods Bioinformatics analysis was performed using the data from The
Cancer Genome Atlas and Genotype-Tissue Expression databases to evaluate the expression of GOLM1 in head and neck
squamous cell carcinoma (HNSCC) and its prognostic significance. Immunohistochemistry was used to detect GOLM1
expression in OSCC tissues and adjacent tissues. The mRNA and protein levels of GOLM1 in human normal oral kerati-
nocytes (HOK) and OSCC cell lines (HSC-3 and SCC-25, respectively) were measured via real-time quantitative poly-
merase chain reaction (QRT-PCR) and Western blot. For in vitro experiments, GOLM1 was silenced in HSC-3 and SCC-
25 cells via lentiviral transfection, with the transfection efficiency validated through qRT-PCR and Western blot. Cell pro-
liferation was assessed through Cell Counting Kit-8 (CCK-8) and colony formation assays. Cell migration and invasion
were evaluated via wound healing and Transwell assays, respectively. Western blot was used to analyze EMT-related pro-
teins (E-cadherin, N-cadherin, and Vimentin). Gene set enrichment analysis (GSEA) was conducted to identify potential
signaling pathways associated with GOLMI, followed by validation through Western blot and rescue experiments. Re-
sults GOLMI exhibited a high expression in HNSCC, correlation with poor prognosis, and significant upregulation in
OSCC tissues. In addition, GOLM1 showed markedly elevated expression levels in OSCC cell lines HSC-3 and SCC-25
compared with those in HOK cells. Silencing of GOLM1 markedly suppressed OSCC cell proliferation, migration, and
invasion, accompanied with an increased E-cadherin expression and decreased N-cadherin and Vimentin levels. GSEA re-
vealed a strong association between GOLM1 and the transforming growth factor-beta (TGF-p) signaling pathway. Silenc-
ing of GOLM1 reduced the expressions of TGF-f1, Smad2, and phosphorylated Smad2. Exogenous recombinant human
TGF-B1 protein rescued the inhibitory effects of GOLM1 knockdown on OSCC cell proliferation, migration, and inva-
sion. Conclusion GOLM1 is overexpressed in OSCC tissues and cells, and silencing of this protein inhibits OSCC cell
proliferation, migration, invasion, and EMT via the TGF-f1/Smad2 signaling pathway.
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1 9 IR 20 ffe 8% (oral squamous cell carcino-
ma, OSCC) fajFRIH W, 2 P T ¥ a5 i I
B b B PR R, 5 A A R
90% LA 112, ARk, JRAEAE OSCC HYIR YT 1
5Tk, HRHAZEER, BBERESMYE L
MFE L, B SAE AR 50% . NI,
RABGE OSCC MIETEAYIbR Y AR T RE AL, X
PSR A HEEE XL,

R IR 1 1 (Golgi membrane protein 1,
GOLM1), Xk GP73, GOLPH2, FEEKILT
R RE R AR, AR BN B A M 5% b S
B, GOLMI & it 2 [H 37 T AN e (514 9921.33
I, &K 3042bp, H 1200 bp 1 FF B EHE AL
PIASGASIX, 435 AT 4t 400 1 391 A Z HE R T
FNC AR Ry 4 R i R SRR S I S R s R T
GOLMI Y Giantin & FH 3t % {7 T i /- SR AR L,

FE PR S 55 5 032 R R IR A 5 0 i AR
GOLMI1 1Y 23k 2% 1] 55 i Jeg R J8% e 1 6 o %% D AH
K, RV, GOLMILE ™" Figi Bt
S5 E R MERCY . BN LA 22 S AR i
JE TR R ERIA T8 A IR AR R R AR R TR Y OC B
B R SR EVE] . 75 OSCCH, GOLMI ik |
P, HERBMELS P RE D ES TIRAEL,
PRH AT ES 5 OSCC MR 28 A, SR, HET
KT GOLM1 7£ OSCC Hr iy B AR A= W27 T e J =4y
FHLH A A

AW SR A YA B2 50 T GOLMI 75 3k
IR Hed  (head and neck squamous cell carci-
noma, HNSCC) ik M & H 5 5 1Y ¢
F URIER A FE A HOR K OSCC 414U A
JflH GOLMI iy &35 /K V5 fiJm L OSCC 4 il 5
HSC-3 Fl SCC-25 AW X4, #FUIE GOLM1
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Xt OSCC AT . TR . (Z28M E R TRk
(epithelial-mesenchymal transition, EMT) [H4EH,
HRAE AT Hoor 70l LUSh OSCC Bz Wi g
IT PR HEB 1 BRI ARHE

1 M#FTTIE

L1 A4 RHRTGH]
LL1 IRREEA

OSCC A2 K o5 LH 24U A Va1 BE R 2= [ R
I = B F AT SR, B b A 223 i R
ANIE, ARG [R) R v R RO B
1 JFS PR e PR A AR B B 2x 4t ifiE (45 20220531-
002) .

1.1.2 4 A

NIEH DA 4 (human oral keratinocy-
tes, HOK) (IRYIZEHAEH YR ARLA);
A OSCC 4 gtk HSC-3 1 SCC-25 (L h 7% %
YRR AT
113 HABRRFIAR]

DMEM #5533 (DS Pk arBHE A IR A
Al JRFIMIE (BIAH, Liad]); H&ER-5%5
R, 0.25% REFE (A RAEYHARA
BRAT]D; i e SPilifl e (bt AR Y+
ABERAF); LRV LFR (ethylenediaminetet-
raacetic acid, EDTA) iR . 8 FH R4 2
EW (RDFELER A BHEARA R s JRARRGE
W (st it B B AR B ARA R AR A F]) 5 Stea-
dyPure 3 RNA 2 UL & . Evo M-MLV J % 5%
{4 . SYBR GreenProTaqHS Tl iR I 5L 5 55 2
4 B 5% = W (real-time quantitative polymerase
chain reaction, qRT-PCR) X7 & (IR Rk
P TREA R R s B HlmE I 208 (glyceral-
dehyde phosphate dehydrogenase, GAPDH) #1GO-
LML 59 [AETAEYTE () KHBARS
7 ]; shRNA (sh-NC Flsh-GOLM1) [ Fioc ¥
AR (R B ARAR ] CCK-815 & (4=
NF), HA); Transwell/N%E (Corning A ], 3
¥ ); Matrigel J&JH K (BD AR, EE); + 4%
HERE R 4 - SR TN s Tk e 358 IS FE UK (sodium dodecyl
sulfate polyacrylamide gelelectrophoresis, SDS-PA-
GE) #il#iRX7& . RIPA SR 124 . BCA
Jo e W e 5R) & . MLk AR &0 (electrochemilu-
minescence, ECL) Failiil & (@7 A A= 4
HEARGRAF); L GOLMI ., Pt b A K K F-B1

(transforming growth factor-beta 1, TGF-B1) . ¥t
BIEHE A (Vimentin) $UiRFIEH 20 A TGF-p1 & H
(R =B AEYEARGRAF); $1Smad2. $ip-
Smad2. ¥t E-#5K5%5 H (E-cadherin) F1HT N-£5 Kk
fH (N-cadherin) $itfk (CSTAF], HEHE).
1.2 ik
1.2.1 EWE R =00

TIMER2.0 43 #F TCGA %4 2 h GOLM1 7E A
W A 2 g ik, UNCLAN 4341 TCGA ¥ ¥
J&E H GOLM1 7 HNSCC AS [ Iifi PR 43 30 vp (1) 35
GEPIA 43 #T TCGA #1 GTEx B4 £t GOLM1 ik
XFHNSCC JBE A A7 R
1.2.2 %44t (immunohistochemistry, THC)

A A Ul R, EDTABE, 3%
o E AL S RO ROEIE R, 10% 113 i = R
Mo IMA—HifE4 CTEARBE . EiRT P
A 1h, INADAB R (K. WHMEE T 24EE 6k H
P, PBSERUEZXIER M. HAKEY. VA BIK.
T, TR R BCTR R AR (KF-
PRO-002, TURILFEMEREFARARAF) WE
THC &5 5.
1.2.3  ZAEEsE 3R K e

HSC-3 i F DMEM bR 2% (10%FBS+1%
HER-BEERRM) . SCC-251 [Tl DMEM F-12 1%
Tkt (10%FBS+1% H & R-BE R RIFW) 7E37 °C.
5%CO, 55 N HEFR . A AE A 2 E A KO S 4%
FivZe 6 fLAR, 4B 25 B2 A2 K 3 40% I 42 R0 B 45
AT, KAl 3 A R g4 (Control 41) | #%
P IRTEA (sh-NCH) . # Y574 (sh-GO-
LMI14), EFLINA 1 pg/ul 1Y Polybrene-plus 42 /5
REYLROR, YL 12 h S, 72 h R LB FE YLk
o BN YL T 5 B LI 2 mg/L IR R 3R
G IR, WS, # Control HANMAET, #
I A B Yl 240 AR T TE R T) , PTIEAT R SRS
S0 BT FH 2 095 B O B L F A0 LR 1. FE SR ROSE
i, {10 ng/mL W EE 41\ TGF-B1 & AL #H 41 i
24hf5, TS
1.2.4 gRT-PCR

WX BUE KA A iR T 6 LA, K524 h
J&i, i FH Steady Pure Pt RNA $2 B0 5] & 3 Bt
2 J 4 i S RNA . fifi i Evo M-MLV [ #% 5% 1t
F £ W 5 5 cDNA., SYBR Green ProTaqHS 7l iR
T qPCRIA N & AL 35 #4791 . UL GAPDH AN
Z, 270K HET AR E AT TS A I
2.
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Tab 1 Transfection sequence
R A R Fr 41
sh-NC CCTAAGGTTAAGTCGCCCTCG
sh-GOLM1 1# GAACAGTGTGAGGAGCGAATA
sh-GOLM1 2# GCAGGGAATGACAGAAACATA
sh-GOLM1 3# CATCATCGTCTTGGGCTTCAA
x 2 5l9F7
Tab 2 Primer sequence
R 44 FR FP3) (57-37)
F: ATCACCACAGGTGAGAGGCTCA
GOLM1
R: ACTTCCTCTCCAGGTTGGTCTG
F: CAATGACCCCTTCATTGACC
GAPDH
R: GACAAGCTTCCCGTTCTCAG

1.2.5 CCK-8 5

A DL 3x10° AN /ALEEFR 2] 96 FLAR T, BT
REFRAE Ay pIE 5 24 48 F172 h, 4 CCK-8 T 5
BRFRAELAL - 9 WHR &, BALMA 100 pLIR &5
PR, FEFRM T E 2 h, (R PR (L AE 450 nm
LRSI AR FLIG % B (optical density, OD) fH.
1.2.6 £EV%IE LSS

BB LL 1100 A ALIER T 6 fLAR T, &3 d
Pe—RW . W53k 14dJ5, PBSZEMIRIELE, 4% £
RHEEEE, 0.1%45 Mg, MFIdE. Ima-
gel M HTERTE T A48
1.2.7 KR SZE

FE 6 FLAR T 1 FHIC 5 M3 5 P AT4k, 1 X4k
AR INANI LA 8x10° 4 /FLAEFI T 6 fLb b, FRéifif
A K 2 80% BT, KBS (1 200 pL B WAt sk
AN AT EE Tid 52 FAT LM IE . PBS %
BBV 2 U, BFFLANA 2 mL JC I 75 15 95 3 4 55
FEO. 24 h 43 T3 B A T il S R — 107 & R
AT . Image) MM RIIRATS %
1.2.8 Transwell i 5% Fll{= 28 5L 56

TR . UYL E 24 h )5, LL3x10°4/
FLEEFP T JC L35 85 77 2 ) Transwell /N2 &,
TEFMAE 10%FBS #5353 600 uL. 55724 h
J&, PBSZRIEE, 4% ZRWEEME, Mg
£ EEPORTBAM, 0.1%45 My, B
T BHEHLIC S PR UL A R T 5%

{RZBSE . A Y TC L7 DMEM K5 37 24
B Matrigel JE e, EZEF A 100 pL # BEIR &
W, BMABERT, AR AFES. HYLRLE
PRS0 4 A DA 3% 10° A /LA R T TG 1 375 15 97 3£ 19
Transwell /NE FZEF, FTZEFIMAS 10%FBS 5

FEH 600 uL. 53736 h, RFETEHLL.
1.2.9 fRPEENIL (Western blot) SC50

RIPA %4 fift W vK I 24 % 30 min $2 B B
BCA B [ 5 e J3 0 a2 8 7] 80 00 A o 2 IR O
PG 5 19 Sx 35 1 EAEZZ vhil, 95~100 °Cih 7K
7% 5 min. i £ SDS-PAGE #¢ g MEAT Lk, HE I,
st P B A R T L he BR S E,
—Pr4 Cit . ZH=E IR F 30 min. Jil A ECL
BNCRIEIE T . Imagel PEATIKIE /34T .
1.3 Beit=o it

{ifi F§ Graphpad prism 10.0 A4 #1741 0¥,
YR DA B bR 25 ROR , 2 AR S L ECR
FHIRSTREAR e K550, Z41m 255 LR s R 7
250 P<O.05 N BHA G .

2 R

2.1 GOLMI 7E HNSCC H i3k K 5 15 (1) 6 &R

ST TCGA B F 1) 43 B B n , GOLMI 7E Ji%
s . HEAE IR L B HNSCC %5 £ Fh S 41 40 b 1y
HEEEik (P<0.05, B 1A); GOLMI 7EA A I IR
- W HNSCC i Rk IEH AL h ¥ (A
1B). fii [l GEPIA X 3T TCGA Hl GTEx ¥4t )%
P2 BURY B 23 B Wk, GOLMI i 26 1k 41 Y HN-
SCC B3 BV fE R I EAR TRERIA A (P<0.05,
K 1C), OSCC J& HNSCC [ E &Rz —, Xt
78 GOLM1 7E OSCC H A 2Bl iy 5 o AR IR
HIE K 5 B E HUS A RS DI,
2.2 GOLMI {E OSCC ZH 2V R4 it v i ik

IHC 45 5 7%, GOLMI 7E OSCC ZH 41 i fit 32
INEIERS AL B TR (K2A) . qRT-PCR il Wes-
tern blot Z5 ik /R, #HET HOK, 7E HSC-3 #1SCC-
25 1 GOLM1 i) mRNA Fl# [ 2 i5 7K F 2 01 & T
fm (P<0.05, El2B. C). HMIL&EM, GOLMI £
OSCC hEiEF .
2.3 sh-GOLMI1 #& YL sk 4G

D BB W gL gt B W 7x ., Control 41 4 fitd &
Kl 2 5¢ Yo f5 5, i sh-NC4 . sh-GOLMI 1#4 |
sh-GOLM1 2#4 1 sh-GOLM1 3#4H ¥ 5 30 8 & 1Y
EFE (K3A. 4A). qRT-PCRAGINZE R F 0,
5 Control 41/ kv, sh-NC 41 GOLM1 mRNA % ik
KFETLREZS (P>0.05); i sh-GOLM1 1#4]
sh-GOLM1 2#4H #11 sh-GOLM1 3#4H ) GOLM1 m-
RNA £A¥ B % Tl (P<0.05), Hfsh-GOLMI
A IO o 2 (KI3B. 4B). BT L
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WG R % sh-GOLM1 1#21E N sh-GOLM1 41
AT 22505 . Western blot 23T i 7k, sh-GOLMI1
41 ) GOLM1 4 [1 2 18 7K F- ¢ Control 21 Fl sh-NC
HH B ERRAM (P<0.05, F3C, 4C), X—45%

HNSC. Tumor (n=520)

\Hl\ISC.Normal (n=44)
~

~

5 qRT-PCR #i il £5 J — 2, DL Ra5 %M, 7
HSC-3 Fll SCC-25 4 i H sl D 528 T GOLM1 #E A
(A ERAT

N

sdkokk skokok

* EE TS skokok skksk skokok

= o
1 T

GOLM1 Expression Level (log2 TPM)
W

skokok skoksk skskok

ST Aa S TR T mc RN abloslRE s s antcocha st M Taacaocaanhoaonnars
I\Ov—<o~-—<a\oo\nv—'o||m||mvvwv—'mHNv@N\onl\mml\val\lnv—uno-noool\Trl\||c~nn\o—<nnoxo-—<mmom~<rm\nw
\\‘r\\o'—"—‘\\‘ﬁf\lmtlltTJ\ o= = =fn I H?‘U ILw Il NIl —wne || v | v | \\M—‘ﬁ—‘&‘fll'—']\(\l—'m?\\—"ﬁ\\—"ﬂll o
Ele~Lilsllil-vs-lisslaslgqLeelessllsllsll sl -l sl sIL1L888
s?s&5555555sgss553555?;555a5353555a5a5a555§5§5s535555a55a55a55
2L 8% s 5 = i | = = d 2 EEE S E S 5 il I e vl Rl vl vl
SEEEESiEE s Eb el el e b E e e e e S E S EE e EEEEbEEEE s
QHZg%HdHHHOJJHZQHZHSHZ4HjZHZHZHHHZHZHZQHHdeHZHZHHEHZHHZHHng
u<§H<§bé@%5ogogm§52mwm>5gggggggoggogggm>o<ggoomggzgaggsﬁzaao>
<3A§U“¥==momoéoammmo EgmMHH§~E<gHE§DDD§o$§UL§§< <uA§Fomm>oU:D
mmmgis_ﬂqo o 8o mmo % OE MM M 5 = =fsReps| ~ -4 Q_mgﬁémﬁémmHHHEDD
m <
EFF 27 -
A f Mm@
Expression of GOLM1 in HNSC based on individual cancer stages Overall Survival
125+
1.0 — Low GOLMI1 Group
——High GOLM1 Group
Logrank P=0.008 2
q 100 T 0.8 HR(high)=1.4
RS ! P(HR)=0.008 8
= i _ n(high)=257
E 75 T | E, n(low)=259
B _ i H 2067 N
<9 1 ! J— i
5 | - = | g
=N H i H H 7
£ i : i : 2 TR L Tt
3 50 i i i ' Soad e oo
a I : : 80'4_ ..................
< 1 J— !
g ! ¥ ! &
= i i H
s I <L
i | : i R :
Normal Stagel Stage2 Stage3 Stage4 04 '
_ - — 4 - T T T T
(n=44) (n=27) (n=71) (n=81) (n=264) 0 50 100 150 200
B TCGA samples C Months

A: GOLMI7EfMEIhifFeik; B: GOLMI7EAAEIG K /- HNSCC Hr ik ; C: GOLMI Fik X} HNSCC M A fE 2R 1500
E 1 GOLMIZTE HNSCC FF ik K 5 WG i &R

Fig 1 GOLMI expression and prognostic significance in HNSCC

2.4 YLER GOLMI X OSCC 2 o 8 5 (1) 5% i
CCK-8 25 57~ , HSC-3 fil SCC-25 sh-GOLM1
ZH 11 OD,,, {4 sh-NC 2H ¥ ] B F&AL (P<0.05, [
5A. B). SEVHIEHSEE Mo, UIER GOLMI )&,
HSC-3 1 SCC-25 Wy 4 V% I it H W1 i s /> (P<
0.05, EI5C. D). 45HRFEW], Pi# GOLMI A] i
AR OSCC 4H i (1 3458 fig
2.5 ULERGOLMI X OSCC 4TS . (=222 50
20 it R 9 &5 SR R, HSC-3 1 SCC-25 [ sh-
GOLM1 A 7¢ 24 h BYRIRAR XS frA m AR & T
sh-NC 2H (P<0.05, Kl 6A. B). Transwell iT 5 5L

¥k — B UESE, 5 sh-NC 41 #H kb, HSC-3 1 SCC-
2511 sh-GOLM1 1 2F3d b2 Al AL (P<
0.05, El6C. D). [AIFE, Transwell 77855645 7
YR, HSC-3 Fl1 SCC-25 sh-GOLM1 £ 1 2 JiE 41 fifd
B W F KT sh-NC 4 (P<0.05, K6C, D).
XEELE RN TR GOLMI /] i E i OSCC 41
AR RS FIR ZERE ST .
2.6 UL GOLMI X%} OSCC EMT HY5E N

Western blot 45 % I 75, 7F HSC-3 il SCC-25
i, 5sh-NCZHAM ., sh-GOLMI1 2H E-cadherin f¢
FIR W E FFF, 1 N-cadherin Fil Vimentin #5515
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F TR (P<0.05, EI7A. B). XEH, JIEKGO-  LMI1 Al OSCC I EMT,
FEAL FEAR2
g FELLL R4 FiZH 2
40x Sl g e
— .\ /l . ~
Wi g e L
200% |
A 100 | | RS 100 P

18 1.5

o e

7 31 " ®

R . HOK HSC-3 SCC-25 - i

=y z 1.0 *

Z 24 o

< GOLMI 70000

Z =

~ = 0.5

£ 1- =

= GAPDH 37000 3
O

o & h b D

O QO Qﬂ» O Qf»

B TES C T E L

A: GOLMI 7E OSCC A4V R 55441 ik ; B, C: GOLMI7EHOK, HSC-3 flISCC-25H mRNA R EH#iA., S HOKM L, *P<

0.05,

[# 2 GOLMI 7E OSCC ZH £ F4n i v i 2215

Fig 2 Expression of GOLM1 in OSCC tissues and cells

Control sh-NC

sh-GOLM1 1#

sh-GOLMI1 2#

sh-GOLM1 3#

i) i
1.5 ) 1.0 -
B Control sh-NC sh-GOLMI 1# i
® = 0.8
B0 gy =
< GOLMI1 70 000 Eo.ﬁ—
% .4
E£057 g 04 .
Ra= = A
R RETE CH
S FEIFS F£S
S T S ¥
S S
o ©
B s ¥ ¥ C 5

A: 9 sh-GOLMI J5 HSC-3 4iffi#5 41955 B: qRT-PCREMF; YL sh-GOLMI J5 HSC-3 414541 GOLM1 mRNA )ik f; C: West-
ern blot il 4% 4+ sh-GOLM 1 J& HSC-3 il fii %41 GOLM 1 # YKk & . 5 Control A LL, ns A P>0.05; *P<0.05.

B 3 HSC-3 sh-GOLM1 % Yerf Ze it i

Fig 3 Transfection efficiency detection of sh-GOLM1 in HSC-3 cells

2.7 GOLMI iffi i TGF-B1/Smad2 i i 44 OSCC 1)
ik
HE R AE & 4 0T (gene set enrichment analy-
sis, GSEA) I./x GOLM1 5 TGF-B {5 5 18 B A7 1E
I REE (P<0.05, K 8A). Western blot 45 &

W, sh-GOLMI 4] TGF-B1. Smad2. p-Smad2 ik
4% sh-NC 4 i Z[# Ik (P<0.05, EI8B, C). MA
H2H A\ TGF-B1 KL 45 ] o, sh-GOLM1+
TGF-B1 ZH 40 ML i35 (&1 9) . B MR ZERE N
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