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[Abstract] Objective: To investigate the expression of SOX2 in OSCC and to evaluate its relationship with the ex-
pression of E—cad and Vim. Methods: The expressions of SOX2, E—cad, and Vim in 50 patients with oral squa-
mous cell carcinoma and 13 specimens of oral pericancerous epithelium were detected by immunohistochemical stai-
ning method. Statistical analysis was performed with SPSS 19. 0 software package. Results: The expression of
SOX2 in oral epithelium was negative and the expression of SOX2 increased with the decrease of tissue type in OSCC
(P<C0.05). The expression of E—cad in oral epithelium was positive and the expression of E—cad decreased with
the decrease of tissue type in OSCC (P<C0. 05). The expression of Vim in oral epithelium was negative and the ex-
pression of Vim increased with the decrease of tissue type in OSCC (P <C0.05). In OSCC, the expressions of SOX2
and E—cad were negatively correlated (P<C0. 05) . the expressions of SOX2 and Vim were positively correlated (P
<C0.05), and the expressions of E—cad and Vim were negatively correlated (P <C0. 05). Conclusion: Various ex-
pressions of SOX2 were found in different histological grade while the expression enhanced with the degrading of the
differentiation degree, and there were negative correlations between SOX2 and epithelial mesenchymal transforma-
tion marker E—cad, and positive correlations between SOX2 and the marker Vim.
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Fig. 1 The expression of SOX2 in oral epithelium and OSCC.
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Fig. 2 The expression of E—cad in oral epithelium and OSCC.
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Fig. 3 The expression of Vim in oral epithelium and OSCC.
2 H#R
2.1 SOX2 7E OSCC K IE# A& I f iy 23k
SOX2 7E H & E gL ARK(E 1a) . fEmR L
g b L BHE R R T OB B L T L SOX2 % 6
TRz b (& 1b) 5 78 h o Ak 8 b {5 5 284y
T AR AR W F 4 - (B 1o s AR5



FEBE 2050 2017 4F 11 H 2 33 B4 11 1)

1211

P8I DL BHAE 05 O A5 5 220 A T 40
B b AR WL T4 (& 1d) . SOX2 ik K

I R B, SR 0k 25 S BOA 4t A (P <0,
05),

2.2 E—cad £ OSCC B IE# M b Rz v i 3k
FEIEH T BE I 2 b E— cad # 22 ¥ AR £k
T B A A B B L SR E B VR R A
Tk BB & M RIZ AT, E— cad Y 0 35 B 4%
WML E T 6 (K- 22), 78kt E
—cad MY ok FEAR T O 1 i (& 2b) s 78 4k
355 L E— cad A BH 1 8 BE 4k SE 6 55 (& 20) 5 7E MK
AR E— cad I ERIKJLF R R BEPE (B 2d)
2.3 Vim f£ OSCC K IE# 0 b Bz rp i & ik
Vim 78 1E 5 P36 L 4l i b 2 A g o iy, 1
FEFRIA TR J5 0 45 4 41 20 18] J5 240 el 7 4 i
Frb(E 3a)., 7EE A ARBEHE T, Vim 555K F Mg
IR (& 3b) s 78 ar A i i v, Vim BHME R GA
TAf I (B 3¢) 5 ZE IR 40 Ak 898 v, Vim 58 BH M
FiE T M (E 3.

F 1 SOX2 Ml E—cad #ikH spearman 554

Table 1  Spearman correlation analysis of the expression of SOX2

and E—cad
. E—-cad
SOXZ - b g BiEEE P
P 4 3 3% 11 17
[ e 3k 22 0 —0.887  <<0.01

£ 2 SOX2 Fl Vim 3K spearman A0 5620 b7

Table 2 Spearman correlation analysis of the expression of SOX2

and Vim
. Vim
SOXZ b g BiERE P
PH 4 3 3k 26 2
BA 1 2 3k 1 21 0.952 <0.01

#£ 3 E—cad fil Vim ik spearman #H &5 Hr

Table 3 Spearman correlation analysis of the expression of E— cad

and Vim
Vim
Ered  mwEs BEEE P
[ e 3k 10 23
[ 4 & 3k 17 0 —0.897  <<C0.01

2.4 SOX2.E—cad fil Vim £iEMWER KM
spearman % 2 AH 5C 7 #7 . #E OSCC A [A] 41 41 43 Y
H1,S0X2 Fl E—cad MR B AN G-= —o.
887,P<C0.05);SOX2 Ml Vim fF K IEMHHM G- =
0.952,P<C0.05); E—cad Fl Vim )31k 7 P A &

(r= —0.897,P<<0.05) ., WLF 1~% 3,
3 iFig

OSCC 2 1 s a5 T 45 5 L 1) S P e 98 2 o5 1
F S R 1Y 90 %61 L EROAR M R R IR YT K T B
EHE AR OSCC W HAFEALFRRKLA R 50%,
F 2 OSCC BA T = 1 % 0y 4 a8, 4l
IBIT RIS TR R B R S ERRITRCRAE.
PRI U, B 52 L0 0 e A AL ) B A T 5 S

T RN T SOX2 25 ZIEWEHEH
AR S 5 HONE R ARG R E 4l
A BB Y A 2 R R IG kR AR JF HoAT LA
3 A0 L ) 22 W L 0 R T 4 e v ) T
N ORI Z BB R SOX2 5Nk I 17 15
RIS 5 g AR B A B R R A0 e
I TR L 45 L M e O A FL IR ST . BE A X
EMT BABatsE , ATk B SOX2 25 EMT it #2
b, AR FLR R L HR g | 45 1 e 55 iR b e
SHIEMT M1, SOX2 8 EMT I 1 #t
W fEH L T —EER., Nadja 050 R Y.
SOX2 7€ 111 5 9 v 1 32 36 2 — b 3 5 31 42, K Ul
SOX2 By~ B i % T OSCC 1 F 12 Wi M 32 1A
WA HAAEZEEH" . He FHmxm SOX2 Y-
Wik OSCC My B4y A o AR S 45
TR . SOX2 8 IEH# 1 1 Je L 4V R 383k L i 78 AN
AL ZU5r 2 OSCC ¥ ik, B 4200 %
KFBEAL, SOX2 By Rk & Bk, WL LIE
. SOX2 Fl OSCC 1 40 fAH 5G4 52 5% 25 2R i
Nadja 5 He A9%5 R 214,

E—cad 1 Vim & EMT #Ef i 2 4> 8 ) 4y
FAREY TR E R O ERE D E—cad #3078 |
20 67 400 6L S I s Vi B S AE 1) 540 Y 40 i
o 2 E R 20 % A AR Y E— cad £E b R 40 Y
FE BN R s Vim 3587 76 %A b 40 i b &5k
XS G U b B A R AR A AE ) ) 7S R Ak
P, AWGERBRSIEWHEHME, E—cad 7£ I3
AP AR IA TR Vim 76 M5 20 21 b i 35 1k 1
TP <<0.05) , 48 7 76 118 1E 5 40 i 4% 4% Ay i 98 4
JUN SRR S W o T R N 7 = ]
JO 240 6 ) TR 2 R R . AR SR A e K R B A
KA gl ot LU N ALHI LA . E— cad # ik
S FEEME T CDHI1 2 H %A \E— cad 7 5K F
TR VR A B BT H 3L S B— catenin i % i W R
b5, ARSI 45 R WK, E—cad Fl Vim B9 3Kk 1E
IEH O LA OSCC R ATEZESS ., EW O L



1212

Journal of Oral Science Research,Nov. 2017,Vol. 33,No. 11

B E—cad #RBAME R K M BEH OSCC 737K
FEMR, E—cad ik 2 FREBH, AU B R KK
Vim 7EIE# FE R H A, RIk T BT 5 iy )
FE AN AN RGBT B AN, TR OSCC
ML FEAR L Vim 18 OSCC b Bz 40 v % ) 20
FHPER S, HE FJHES ., RSB ETR Y Aguiar &
LA OSCC #53 f 7K F B AR, H E—cad K35
KA 2 R

A WE5E R IR 40 i % A EMT F1 CSCs By JE
J 55 IR GUCE 5 1) 0 355 AN AT o3 (] N 22 T A
TEVF Z AR RHIE . oM TE R EMT %K 4 /Y [+
s s PERE CSCs Kol 5P Ry 221k, LLE Pifh B
G e A 5 3 DR A S R o R A Y e WL s A% A ER E B
SRR B () I i R Gl B A5 AT 2 A X
MG, AR B R CSCs bricd SOX2 5 E—
cad FI Vim 73 547 75 5URH 5C 5 IEAH R AR AR R A2 E |
YW EMT 5 CSCs A 7l RE 2 FER A A 9. Li 4%
98 & B SOX2 J& 0] LLif iF WNT/B— catenin 155
AR R W FL I AN B ) EMT o B2 L - 58 3F it o 2
1 E—cad 1 T EMT B &4 BT B3R5, R B £
A Vim BT HX R IR R A 2 fE OSCC
BRI S R U, Z8 E TR, SOX2 1Y
FBAPHRF N T H S OSCC 7 e 2 BA %
VKA, W5 b R ) 58 B AL bR ic ¥ E— cad #1
Vim 53 BIAEAE i PEAE OG5 TE AR G, 38 78 OSCC 1E
T e R v A B T Y 1 R PR B R TR] 5E BT Ak
)& A
S % 3k
[1] B, 583, E—cadherin Al Vimentin 78 OSCC _F jz — [a] i #%
Ao B PR B3R LT ], A BE 22 B 58, 2016, 32(8) = 857 —
860
Siegel R, Naishadham D,Jemal A. Cancer statistics [J]. CA
Cancer J Clin,2013,63(1) : 11—30
TAH L RN RE. T AR 20 8 4 2L h Periostin (3835 I
JEAE bR W B A B AR L) ). B BE 22 W5, 2017, 33(3)
: 262—265
Takahashi K, Yamanaka S.

[2]

[3]

[4]

Induction of pluripotent stem

cells from mouse embryonic and adult fibroblast cultures by-

[5]

[6]

[7]

(8]

[9]

[10]

[11]

[12]

[13]

[14]

[15]

(A8 #.2017—06—13]

defined factors [J]. Cell,2006,126(4) : 663—676

Boumahdi S, Driessens G, Lapouge G, et al. SOX2 controls
tumour initiation and cancer stem — cell functions in squamous
—cell carcinoma [J]. Nature,2014,511(7508) : 246—250
Neumann J,Bahr F, Horst D, et al. SOX2 expression corre-
lates with lymph—node metastases and distant spread in right
—sided colon cancer [J]. BMC Cancer,2011,11(4) : 1—7
Drilon A,Rekhtman N, Ladanyi M. Squamous— cell carcino-
mas of the lung: Emerging biology, controversies, and the
promise of targeted therapy [J]. Lancet Oncol,2012,13(10)
P ed18—ed26

Herreros — Villanueva M, Zhang J S, Koenig A, et al. SOX2
promotes dedifferentiation and imparts stem cell — like fea-
tures to pancreatic cancer cells [J]. Oncogenesis,2013,2(8)
te6l

Leis O, Eguiara A. Sox2 expression in breast and activation
in breast cancer stem cells [J]. Oncogene, 2012,31(11) :
1354—1365

Piva M, Domenici G,Iriondo O,et al. Sox2 promotes tamox-
ifen resistance in breast cancer cells [J]. EMBO molecular
medicine,2014,6(1) : 66—79

Ye X, Wu F,Wu C,et al. B— Catenin,a Sox2 binding part-
ner,regulates the DNA binding and transcriptional activity of
Sox2 in breast cancer cells [J]. Cellular signaling, 2014, 26
(3) + 492—501

Kokalj Vokac N, Cizmarevic B. An evaluation of SOX2 and
hTERC gene amplifications as screening markers in oral and
oropharyngeal squamous cell carcinomas [J]. Mol Cytogen-
et,2014,7(1) + 1—8

He KF,Zhang L., Huang CF,et al. CD163+ tumor— associat-
ed macrophages correlated with poor prognosis and cancer
stem cells in oral squamous cell carcinoma [ J]. Biomed Res
Int,2014,2014(2) : 838632

Aguiar Junior FCA,Kowalski LLP, Almeida OP. Clinicopatho-
logical and immunehistochemical evaluation of oral squamous
cell carcinoma in patients with early local recurrence [J]. O-
ral Oncol,2007,43(6) : 593—601

Xuefei Li, Yingxi Xu. SOX2 promotes tumor metastasis by
stimulating epithelial —to— mesenchymal transition via regu-
lation of WNT/p — catenin signal network [J]. Cancer let-

ters,2013,336(2) : 379—389

ORZCH D





