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Y-box 8545 A -1 15 i 26328 B A L]
ik LA LB LR B
CZBEHRXFOEESRE, ZHEHNRFRE 2 EER 2 A @I, 2808 2 R BAR T 5
FIFE ANE 230032;° M EAKXFABEFRRRENFEAT, A0 230032)

WE BRI EEHE(OSCCOAHL MMM T Y-box 45 & H- L(YBD)MRIKAKTRIGIRE L. Fik RALYELS
I SEA AL  Western blot J2 qRT-PCR K1l 0SCC 2HZH b YBI1 A9 A B I F AT BUS B A= 770 A s MU EE AR YBI (19 0SCC
MM RR , 8 CCK-8  XIJE SE56 Al Transwell SEE A YB1 X OSCC 4 Mot 58 i AL AN 2B AU 52 M, -8 i Western blot ¥ 1l &
fIX YBLJ5 WM e LR 3-8t/ 25 188G B (PISK/AKT) {5 53K K bR - st oAb (EMT) M kR ik fh. &R 4
BB 7R, YBL £E OSCC FEAR TR/ T IEE AR (P<0. 001) , HHZIE 5151 (P=0. 022) iR LR (P<
0.001)FHAHXE M . Kaplan-Meier plotter ZE £ BT 32 W, YB1 = 323538 A 228K (Log-rank P=0. 012) . #2411k . Western blot &
qRT-PCR SZE0HGUET YB1 #£ OSCC AU i Fik/KoP i TIE R 4L, 4UMSE I 25 51 o , it YBL $iil OSCC 4 i i

B B G F1T R . Western blot £l 25 5 7w, @Ik YB1 RBUZKE MK p-PI3K Ml p-AKT [ & [ 3R 38K, I 904l
EMT, £ YBIL & OSCC 2HZH K 4l b 2 3235, 3+ #8725 T YB1/PI3K/AKT #li 7 OSCC EMT i F2 o i & B T, A Bl

0SCC HIiy7 i VAR AT B iR A 59 o

KW Y-box 45 G H -1 H B ; HYFH 5 1T 7% 5 (248 PIBK/AKT {5 5 i i

FE4ES R739.8
XEARERS A XEHS 1000 - 1492(2026)03 - 0524 - 09
doi: 10. 19405/j. enki. issn1000 — 1492. 2026. 03. 019

3k 205 85 985 (head and neck squamous cell carci-
noma , HNSCC) & 4 BR 55 - R IE , £ 60% Y 8
W2 RN A e Hodr, R85 (oral squamous cell
carcinoma , OSCC) f A8 WL, 28 Iy b BOBPER AL (X
WO L85 S A e R o B WHO 42 3R 0 i WL 2%
PR IE L 2022 AR BRI ST T R 38 TR
B, FE T 18 TT A, Hh Rl & 5 A4 i SE A 1y JiE 42 a5k
1o 2040 4 I I A HE R alak 40% , it
RAKERFEEETH . OSCCALGARM A LUE K2 W,
(B H IR A AR RN AL 50% , PRt , s 3 5 L )
FEIF KB W s ) B AR T SR g

Y-box 454 1 1(Y-box binding protein-1, YB1/
YBX1)J& £ i fiE DNA/RNA 254 8 H, 15y 84 i
Joa R AR DMK AL 03, TR 22 T E R e
B R 245 Vi e 45 B, G I /K P 30T O 46
S RIS AE (4 2R Wb sk o SRR W, YBI i

2025 - 11 -21 #2lL

B TH LR S AAREIE E G H (455 :2023AHO05
0644)

(AP SN O I R 7 Ea e
BB, B EIROR B AT B A A 0 AR
E-mail : chenxin2672@ahmu. edu. cn

] miRNA RS S fie A 738 fi S i 9 o A
B UK S R G BE . AR, HAE 0SCC i IfiE
PR P HL ) AN BRGSO 5T I 7R B BT YBIL AR
OSCC iy o3 T4 W 285, DAy B A i e 2 2% 55 1 245
FEAUHLAA I A IT AR ) YBL ARSI T B
HER

1 #R57EE®

1.1 SKI#rsy

LL1 mmH AR RO Bt
Jo 1T B e AR BE 22 D1 2o (4 %5 : K2023011) o 1R
4 2023—2024 4F 22 BRI B B 11 651 T S0 A
OSCC ZH 41 I 1 9 45 Z4H 21 (oral premalignant lesion,,
OPL) FRJ#EZHZ 2 em DAL 19 5% 1E # 2412 (normal
oral tissue, NOT) B 14 Jd Ji] 48 £ # 1) I 24 J IX 2 21
K Ji A& B8 1) 2F JE 20 2R Ol 4 0E 2H 21 (oral in-
flammatory tissue, OIT) , %% 4 fi|, 4225 0.5 cm , T
AREARBRJG LRI EP P, -80 CIRAF. o
A 1 I PR BT R A 45 B A B (44 P
RIS RIS B e B RE CHLEE 2 B
S5 ) s FRAT R O BB 07 AR R AR A SE A Sy
PEFERESE) s — M 00 (B AR B i BMIL LT | ¢
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AR S KT S O ARTE AR o BB 2021 —2024 4F
LB TR BE e OSCC 4 4R E 1 2H 2T i) B %)
& 18 B W IRARAT o FRE AR A S 2 2 21 Ly
W2, IS H R 2 IR 2017 41 1A 21410
PRESRAT
L1.2 FZXAMEMNE ADEMREANEER (ho-
man oral keratinocytes, HOK) F1 3 Ff A\ OSCC 4l il 5
(CAL27 HSC3 ,SCCO) AT T L BB B R 1
O S A LI PEOL E B PCR A (3£ € Bio-Rad
Laboratories 2% &) , #1 5 . CFX96) , CO, [H & 5% 3£ #4
( Z£ [E Thermo Fisher Scientific 2> & , B 5 : Heracell
150i) , DMEM iy #5577 3k (R 5t 4 AR e A I BOR AT
BRZA R, 5245 :319-205-CL) K JIG 4R 1fiL 1 (e 5t e AR F
WA R ], 5250 085-150) , 0. 25% JHEEE 1
filg I B B8 S LB AT BR A 7], 585 : €100C1 ),
HHER-BHEREW( LER S REYEARARL
LS. C0222) , H v iR 5| Lipofectamine 2000 ( 3
[ Invitrogen 28 H] , 585 : 11668019) , %6 Y6 & & PCR
1 & (H A Takara 23 ], 52 %5 : RR820A) , e 5
G & ( H 7K Takara 22 F, 575 : RR0O36A ), CCK-8 i
ME(EBEREZREMERAGRAFA, 58T
C0038) , 514 il A T AW TR IRy A PR )
B
1.2 Fik
1.2.1 A EF o AW IEAE S N 4114
7% (the cancer genome atlas, TCGA) 7y 3 % 5 J&
(http://tcgadata. nci. nih. gov/) H i BE Hi OSCC FEA
TV . 0 T FEAS , 3 280 1] . 49 AbRifE : (45
BT R 2045 BT A HEUR IR 0SCC 2L,
R 4 + ZH 2R U AR 5 191 TC s PAC g BB 27 AR OC AR LA
ToHE ARG o (RO CRROAS 4.4.3) 43 B
OSCC HEARSIER AT YBI IR %57, YBl %
ik OSCC 2 b R FRAF AR 1 SCIRPE | I 2047 9l
JEHEAE IR

OSCC % i i 4 T 51~70 % (¥ v 248 A HE,
W 55k 189 i, Lotk 91 19, 55 MRA | A S IXURS: AL
ARG 22 53 —50 . TNM 43301 59 PFAh 7™ s 2 41
PR e 5k 5 5 R g A R 5 2= B3 2 L[] ) 72 A A
JARIE . TIIAEAA 11 1], s Bi B Jie g A X Jmy R
U85 T WIREA 70 5], g A7 — 5 ik e B A7) Ak
TAr G L I REAS 62 ], © BRIz
R X L5 R s IV IR 137 4], 3275 b
O KA AL e R% o SRR R A B T 42

THI A 5 52 95 76N [F) & JR By BL i) R o TE A0 AL R JEE
Lo A ARREAS 44 5], 35S bR A R A A e
AT TE A W AR AR T IG5 A A REAR 177
], A0 fUOE S P Re A T ot SRk 2 10l
A AL REAS 59 ], Bl Jed 240 e B 25 N T BE 5 1E 40
MR RS R . AN, AR
W R B AT O B, 2 B ORI 3 (— A R A D
T 100 32)=1; S Hr W 0 2 (G486 & H AR 2 Al B
H W0 2 B8 IR R ) =2 5 24 BT R R A 15 4F=3;
MRTHRIE AT 154F=4, WL LA AT, BEIEIRA
PRIT e i M ) A= 0227 R 5 S IR R FFIE R G &R
1.2.2 Skade AR B RK AL B0k
LB E |, 3%H,0, E I 15 min ,PBS H
RS min , A 3K, 1%BSA , E i E 4] 15 min .
—$LH PBS 1:200 , W& W 4 Cid K . —HiH PBS
1:500 ,37 CH% & 60 min, J5 {2 #L7E PBS H' 5 min,
HE 3. DAB WA EEPIEINA 0. 85 mL ZE1H
K, PG A VB LCF I AR 45 50 uL L 1R
R DAB W3 . YR B3 100 pL 2 5] ,
ToF B0 € ) I A28 PR T B oK iR 20k N . R R
FaE U5 T WA N ISR YL 3R S A R

1.2.3 qRT-PCR % % & il YB1 5| ¥ ¥ % F.
5-GCAGGGAGAAGTGATGG-3', R: 5-CTGTCTTTG
GCGAGGAG-3', B-actin 5| ¥ J¥ %1 F: 5'-GGCACCC
AGCACAATGAA-3', R: 5“-TAGAAGCATTTGCGGTG
G-3", B T AR A b A< $2 IR 9 A 20 S0 55 L 2
A HFEE | DL TRIzol #EHXRNA , R S 55 Sk 7 & 78
37 CT A M cDNA o HIR R & JE 1T qRT-PCR
PCR W &5 1287 95 °C.5 min J5,95 °C.10s ,
60 ‘C.10s ,72 ‘C 155 ,40 PMEFR, FIH 27 )5 ik
ST EE . SCIR RS 3 R HUYAE.

1.2.4 Western blot £ % 4 F#EBGLH &4
S LA R SR AL SR A, B0 R WA T R .
i FH BCA LI & Mk . #e LB A 5xLoad-
ing Buffer, & 100 ‘C/K &5 H & W 5 min , -20 C{£
e 45 12%SDS-PAGE , B4l 4 20 pL L
JE£ 80 V, fH R HIYK 2.5 h, FEEE F4r 85 )5 , R L %
VLR 2 PVDF B G i = oK, HL T 80
VEREN 1.5 h), 5% WA W £ 041 1 h , TBST $EAR,
—PU 4 CFE IR, IXTBST YEMRJG , i FHBAR 3 &
YRR IR IR P E 1 h, B AR . A
4 A S OGRS RGR R R . B R
AT, BE I K 52 4k B & 42 (Gel-Pro-Analyzer
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A 43 B B AR A RO EE(E

1.2.5 fmheds i % 44 %% HOK M 3 Ff A
OSCC 40 I8 & (CAL27.HSC3.SCCo) & A 10%
FBS F1 1% APt DMEM 15 53 F 37 °C.5%CO0, %
MR IR OLEE E. qRT-PCR &4 YB1 £kl
WEEMAMMH TR . &0 AR YB1 B HiE
i+ & 3 4% siRNA 2 1 45 B 7 % B8 NC, 78 %%
CAL27 Zi MatR A, BEBE X A K W A0 M kA 7 5 g
AR LYY 48 h J5 , Western blot &2 qRT-PCR 43 Il
AN YB1 2 (1 & mRNA 19235, e85 YL ik
A — AT IE S

1.2.6 CCK-8 Zafe3g 7 2% DALY UR 1Y
siRNA % CAL27 400,48 h Ji [7) 23 1 % HE2H LA 4
FL 1x10° 4~ 40 o $E F T 96 LA v, 78 B 35 40
(37°C, 5%CO, )53 2 h i, 435 F 0.24 .48, 72 h
JIA 10 pL/AL CCK-8 W , 4 ML T35 =465 5 1 h, 7E
AR 450 nm T 2 W' (Absorbance, A){H..
1.2.7 XRE% KL HMMLL 4310° ~/ml %
JER SRR T 6 FLA P, 55 9% 24 he FRAMMEIGRE)S
FH 200 pL A6 Sk FEFLARIE R 3 25474k, DL PBS
BRI R B ) A M JE R R R SRR R AR L 24 h R T
B N PRI R

1.2.8 Transwell 52 3% FJC Il %5 B 97 5 & B 40
JItS, B 200 pl 40 %5 B Sk 2X10° ~/mL 14 40 i 2
T Transwell /NE K5 /INE Gt 24 FLAR, F=EIMA
5 10%FBS 5 R53R5E  WH 24 h 5, B R e
20 min , 45 S YL 7R AR TR

1.2.9 mieszan 5 wE XA si-NC
1 YB1 si-RNA THAH , AU E 3N EYFEL
(si-NC 4H : si-NC-1. si-NC-2. si-NC-3; si-YB1-1. si-
YB1-2.si-YB1-3) Ml P FEA FH T oK IR AFiE 2% 2 )M
J i B A YR AT BRA R A T SR 4 )

1.3 ZitZEaE RO E bR 2 (R
$)FE7N , PIZHIE] Fe A0 ) o A6, 22 40 1) He R FH
2901, 22| Kaplan-Meier A= 47 [ £ LAt A4= 4743
MT, Log-rank 6 56 41 [] 22 5 M , M 2 I &R Cox HL Al
RS A, BRI HE R R e oM S T R .
BEBARIHIHE I R 4. 4.3 A1 SPSS 27.0 ,P<0.05 K
RO,

2 #R

2.1 YB1 7 OSCC ALAFHRIENESIRKFEE
FFIEM X ZE TCGA Eudls & 43 ¥ W 7n , YB1 7E

0SCC hFRKKFE FIEHHL , ZRAGIHFE
SC(E 1A, P<0.001), HH &k 5550 (& 1B, P=
0.022) W AL R BE (] 1€, P<0. 001) A AH G,
1B 5 fhJgs TNM 2031 (& 1D, P=0. 41) JC ] & A &
P MR Kaplan-Meier 4= 77 {12k, & 1 YB1 Fik#s
R S AR TR (K 1E ,P=0.012), {#
3288 TAERRAE (ROC) 43 Hr Al YB1 XF 0SCC
() T A BE L, AT AUC A 0,797 |, TN A4 BE %5 4
(K 1F) o ZKH%E Cox MIHZHT /R (Bl 1G),YBI
IR A SR OSCC B A A7 R AR 22 I fE I [N
Fo N TRUE LIRS AR XT 0SCC A4V IE
WHAIAT T R ik 4 (E 2A .2B) , Western
blot(& 2C) 1 qRT-PCR (&l 2D) K5, 45 R s |
YB1 7E OSCC R kK-8 TIE# 4. sk,
qRT-PCR([H 2E) 45 3 8 7% YB1 ££ OSCC 4 ig &
FIRAKE & F AN D B M4 & HOK, H 7¢
CAL27 4ififl & h3Rik e 3 . I, %+ CAL27
) I RS 2T

2.2 =% EEAK GO K KEGG ###r & 3A.3B
SRR, YB1-si-774 B RACR B . 0 TR
YB1 LG , OSCC A= 2= Dy ek 55 1 ] BEAIL I , %
YB1 % e 20 M bR 247 i s AL Ty o kol B R
YB1 @i fiX)5 , CAL27 4 i v 3235 L8 3L 210 4>,
FERT LR 81 (K 3C), His 5L P # K L 8]
3D, Hirr, PI3K/AKT 15 %53 i 19 G4 3 F FGFR1 .
COL4A1 F R B FE 2R RN, X2 T I FE N AEY L
2 (biological process, BP) .7 U1 fiE (molecular func-
tion , MF) F1 4 g 21 i, (cell component , CC)3iX 3 4~
JZHHEAT GO FERE, Tk 3L P 0 B35 GO .
A D25 S LR FE BP J2 1 32 5 AR 1R W R
“H XAk R R 7 1 (L 3E) , 7E MF 2T 3
BUE AR T 2R AT “Ryanodine BB ES
BEGE R G E” F( 3F) , fF CC 2T & 5w 47
“HOA X B AR e gt B (E13G) Bl
J5 N 25 R IE R AT KEGG 207, 207 {7, ik 26 5k
PR 2 2 4 v 7 4 i DR -2 R ELVE T A T
(& 3H),

2.3 YBI1 3t OSCC s T B MEZEEN
B0m A0 R si-YB1 mfik YB1 7E OSCC 2 i
I, BF5E T YBIL XF CAL27 Gk e AU (52,
1T YB1 #£ 0SCC #E P fEH . CCK-8 3L 5 (1A
AA)EER R AR YB1 S350 CAL27 41 it 14 5 ik
A KRR SE 5 (] 4B 4C) R, B YBL 3855 T
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. 5 1001 -+ Expression=High 0sk
s = -+ Expression=Low :
zo9r S 0.75F 2
£2 3 2 061
2o gl = L =
) 8 ;;0 50 % 04k
Z4,] : %
- é 7 g 0.251 Log-rank 02F
n P=0.012 =
6L 1 1 1 1 (0] =N 1 1 1 1 1 1 0k 1 1 AlUC |0797|
Stage I Stagell Stage III Stage IV 0 10002000 30004000 50006000 0 02 04 06 08 1.0
Time (d) 1-Specificity
G Hazard ratio
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1 EMERFS YBL 7 OSCC iRk
Fig.1 Bioinformatics analysis of YB1 expression in OSCC
A: Analysis of YBI1 expression in normal tissues and OSCC tissues using the TCGA database; B-D: The expression of YB1 in OSCC tissues and
their relationships with clinicopathologic features; E: Kaplan-Meier curve of correlation between YB1 expression in OSCC tissues and survival progno-

sis; F: ROC curve analysis of YB1 diagnosis of OSCC patients; G: Multivariate Cox regression analysis of prognostic factors in patients with OSCC.
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Fig.2 Expression of YB1 in OSCC tissues

A, B: Immunohistochemical staining was used to detect the expression level of YB1 in OSCC tissues and normal tissues

x400; C: Western blot

was used to detect the expression level of YB1 in OSCC, precancerous lesions, inflammation and normal tissues; D: qRT-PCR was used to detect the ex-

pression level of YB1 in OSCC, precancerous lesions, inflammation and normal tissues; E: qRT-PCR was used to detect the differential expression of

YBI1 in human normal oral cell lines and various OSCC cell lines; “"P<0.01, “P<0.000 1 vs Normal group; #p<0.01, " P<0.000 1 »s HOK

group.

CAL27 A fiEREHE T 5 Transwell S25 (18] 4D (4E)
FW, B YB1 S50 CAL27 40 M A 1R 22 RE 108055 .
2.4 YB13f PI3K/AKT {5 S1# 8§ & OSCC 4
B - 18] 3¢ Bi #% 4X. (epithelial-mesenchymal transition,
EMT)8I80M A5 si-YB1 5] A CAL27 4ifi,
i1 Western blot ([l 4F) & PI3K . AKT A H.# R
2 5 R A 2K, 45 51 W, B YB1 ), A
HEAANE, BRI E AR, [FIE, Western blot
(K 4G)M5E EMT & H AR S 0 R 3B K 451 18
7, ERRREY) E-cadherin F, 5% 55 K1 Snail T
VL R ER YBLJES T YB1 o EMT A6 . i
2 A PIBK/AKT {55 5 i [ 3806 7 IGF-1 )5 , B i
g4, ntit OSCC 4 3 58 (& 5A) (B 7% (1A
5B.5C) ffZ 2% (&l 5D .5E) , ¥ PI3K/AKT {5518
#% (& 5F) Ik EMT(E56) .

RN AN SEBF5E 7R, YBI £E 0SCC Hh Bl

Ak, Rk K 5 0SCC B A A7 K T fs
FEAE 5 2 AR OCE  $ 7515 F PTRE VR FE 2 5 5 T
I HAT WU PEAS A . SR 3 DR R IR AR e S
PR SRR R ARG YB1 ek, WLES B A0 it 4 5
TG 0 W32 . R 5256 )2 Transwell 525 7R
YB1 A LIMEi#F OSCC 240 M 4% S A= 281 77, 1T X
CHIEN] 5 OSCC W B AR A7 T B2 UIAH OC
EMT BY#% O R IE R IR b Rtk P ke 2k 5 1a] o
FAVRAT A e iR HUE T R A B
AR EVE R AVIK SR AR I AR 2 MAPK/
ERK ., Wnt/B-catenin LA M PI3K/AKT/GSK-3pB %5 {5 5
AT, 25 IR A0 205 AL AR Ak, A 2E 40
MR PR L AR Hir PI3K/AKT {553 i PR HLAE
AP IE SE R PR LT EMT M 4532 G, If:
TE B E R O S 5 2 Fh A e s 2
JESEY) ) AT 1 Western blot WAl YB1 X}
PI3K/AKT 15 53 % S EMT #0353 F-Fr 4 o 42
YEH , N4> F K48 77 YBL 38 i 2 5 98 % PI3K/
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Fig. 3 Analysis of transcriptome sequencing outcomes

A, B: Human tongue squamous cell line CAL27 was selected for transfection, and the knockdown efficiency was detected by Western blot and qRT-

PCR; C: Differential gene valcanomap ; D: Differential gene heatmap; E-G: GO analysis of differential genes ; H: KEGG analysis of differential

*P<0. 000 1 vs si-NC group.

o
genes;

AKT {5 538 T 1 EMT JERR , BE T 5200 0SCC 3
B AP AL . X B9 E IR AE OSCC FhEsT,
T YBI/PI3K/AKT i i ¥ 6 &, #h 78 T BEAE T
YB1 £ 5 HNSCC & (R 8

YBI f ) R 35 MHC T1 288 58 D9 3% S5 1 ok &
B, 38 R AR B T X Y-box T

CCAAT L)%, kﬁ%%ﬁﬂﬁﬂlﬁam S 240 i 44 7
AL S, MU R T YB1 AR

N2 DIRERE TR éﬂﬂﬂ’ﬂikﬁ’i A, X&YW YBI
TEZERT HE PR A 52 2 R TR 45 - it v ) B 284, O
NN AR AL 2 T HLH IFRE T 287 /Y
WEFERLA o I SR IR | S I P BF 5

5 H YBI m%% Sl R 1 VAU Ab K 7 v

AEROTE AR CIE " . HEAM, Kolk et al ™ HF5E % W] YBI

m%@ﬁ 5 e ﬁﬂ“%ﬂiﬁﬁﬁfﬁ%ﬂaﬁwi,,\

12 Wﬂﬁ%ﬁﬁnﬂ’%?ﬁ TNM 7 R 46, #271 YBI
fEfE - HNSCC i2Wi X 1 i A Wb ks

YB1 %} PI3K/AKT @%E@ﬂﬁﬁﬁ%éﬁﬁﬁ

HE A WFIE R, YBI FAK PTEN 40 4 7K SF, A

11320 PISK/AKT 3 B 3800% o SR, 76 JTF 98 A0 B 3

ST 25 B0 Y B X PISK/AKT A 8 48 5 fii 7] T

FLAREE SRS, UHARAL P R R, YB1 il i 4k
ﬁﬁ%?ﬁ‘ifﬁﬁéﬂiﬂﬂﬁ W TEIBAE R RS i AR

YB1 ¥ £ i3 miRNA 8l -5 HAb 38 5% A2 5. R 42 52 10
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Fig. 4 The effects of YB1 knockdown on OSCC

A: CCK-8 verified the effects of transfection on the proliferation rate of cells; B, C: Cell scratch verified the effects of transfection on the migration

rate of cells X100; D, E: Transwell verified the effect of transfection on the invasion rate of cells X200; F: The expression levels of PI3K, p-PI3K, AKT

and p-AKT were detected by Western blot 48 hours after the knockdown of YB1; G: The expression levels of E-cadherin and Snail were detected by

Western blot 48 hours after the knockdown of YB1; a: si-NC; b: si-YB1;

PI3K/AKT {5553 % , 4nsi i B8 ZEB1 sl il 94 1=
G I ZRIRTY . H BTSS0Il R AR A F1
LR, AR YBI A B A PI3K/AKT {5
Sl s, R E— A I YB1 AR 4, Rk 4
& FUR RS R 2k YB1 7E 0SCC i B4 4
FH 30 e B 200 00 A T 400 S S L I A
HoA A 538 % (40 Wnt/B-catenin) BRI #E 0SCC 3

'P<0.001,

ok

P<0.000 1 vs si-NC group.

J . REEA R TE YBU kR /N BB R A A
0SCC RAT BN AIEM . FF & YBL RSP i
A, 85 PIBK/AKT # i 571 15¢ ] , a] BB OSCC 11
BENRIT R RRTE A G ZHF T SR
BRI, 76 B R IS AR 1 (PDO) Hll iy 7 2L, #
31 YB1/PI3K/AKT % i) i b 7 JH#44k
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Fig. 5 Effect of knockdown YB1 and use of the PI3K/AKT signaling pathway activator IGF-1 on OSCC
A-E: CCK-8, cell scratch and Transwell assay verified the effects of the knockdown YB1 and IGF-1 on the proliferation, migration (X100) and in-
vasion (x200) rates of OSCC, respectively; F: The expression levels of PI3K, p-PI3K, AKT and p-AKT were detected by Western blot 48 hours after
the knockdown of YB1 and IGF-1; G: The expression levels of E-cadherin and Snail were detected by Western blot 48 hours after the knockdown of YB1
and IGF-1;a:5i-NC; b:si-YB1; ¢: si-NC+IGF-1; d:si-YB1-IGF-1; “*"P<0. 000 1 s si-NC group; **P<0. 000 1 vs si-YB1 group.
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The expression and mechanistic study of Y-box binding protein-1

in oral squamous cell carcinoma
Zhang Yi', Yu Xiao', Shao Wei*, Chen Xin'
(" College & Hospital of Stomatology , Anhui Medical University , Key Lab. of Oral Diseases, Research of
Anhui Province, Hefei 230032; > Department of Pathogen Biology , School of Basic Medicine,
Anhut Medical University , Hefei 230032)

Abstract Objective To analyze the expression level and clinical significance of Y-box binding protein-1(YB1)
in tissues and cells of oral squamous cell carcinoma (OSCC). Methods Bioinformatics analysis, immunohisto-
chemistry, Western blot and qRT-PCR were used to detect the expression of YB1 in OSCC tissues, and the progno-
sis and survival analysis were performed. The effects of YB1 on the proliferation, migration and invasion of OSCC
cells were evaluated by CCK-8, scratch assay and Transwell assay, and the expression changes of Phosphoinositide
3-kinase/protein kinase B (PI3K/AKT) signaling pathway and epithelial-mesenchymal transition (EMT) related
markers after YB1 knockdown were detected by Western blot. Results Bioinformation analysis showed that the ex-
pression level of YB1 in OSCC samples was higher than that in normal samples (P<0.001), and its expression was
correlated with gender (P=0.022) and tumor differentiation degree (P<0.001). Kaplan-Meier plotter survival
analysis showed that the survival rate of YB1 was low (Log-rank P=0. 012). Immunohistochemistry, Western blot
and qRT-PCR experiments verified that the expression level of YB1 in OSCC tissues was higher than that of normal
tissues. The results of cell experiments showed that knockdown of YB1 inhibited the malignant biological behaviors
such as proliferation, migration and invasion of OSCC cells. Western blot results showed that the knockdown of
YB1 could reduce the protein expression levels of p-PI3K and p-AKT, and inhibit EMT. Conclusion YBI is
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highly expressed in tissues and cells in OSCC, and reveals the important role of the YB1/PI3K/AKT axis in the pro-

cess of EMT of OSCC, which is expected to become a new tumor marker for early diagnosis and treatment and prog-

nosis evaluation of OSCC.
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