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The expression of EGFR,PDCD4 , TGF-f31 ,Smad3 and Smad7 during
oral buccal mucosa carcinogenesis in chinese hamster
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Animal Science and Human Disease Animal Model, Taiyuan 030001, China)

[ Abstract] Objective To study the expression and significance of EGFR, PDCD4, TGF-B1, Smad3, Smad7 in
oral normal mucosa, oral simple hyperplasia, oral epithelial dysplasia and oral squamous cell carcinomas ( OSCC).
Methods Serum levels of EGFR, PDCD4 were measeured with ELISA in Chinese hamster during the oral mucosa
carcinogenesis ; The expressions of TGF-1, Smad3, Smad7 in oral normal mucosa, oral simple hyperplasia, oral epithelial
dysplasia and OSCC tissues were examined by immunohistochemistry. Results In the process of oral carcinogenesis, the
expression level of EGFR increased significantly ,while the expression of PDCD4 was decreased, the negatively correlation
was evident between expression of these two proteins in ED and SCC. The expression of TGF-B1, Smad7 was higher in
OSCC than in oral normal mucosa, oral simple hyperplasia, oral epithelial dysplasia( P < 0.05), while the expression of

Smad3 was decreased. Further analysis showed the expression of TGF-B1 was correlated with the expression of Smad7.
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Conclusions

The expressions of EGFR, PDCD4, TGF-B1, Smad3, Smad7 are closely related with the biological

behaviors of oral squamous cell cancinoma. This experiment provides a theoretical basis for the study of oral squamous cell

carcinomas mechanism research. So it has important significance for the development and prognosis of oral squamous

carcinomaare.
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Tab.1 Pathological identification results of each specimen

LI 6 JRl4 9 JHdl 12 4 15 4 At
Histologic type 6 weeks group 9 weeks group 12 weeks group 15 weeks group Total
Ar“L»D < AL i
I RS 1 9 7 8 35
Normal oral mucosa
afi ¥
b ) 1 ) | 8
Epithelial hyperplasia of pure
|:'“=u.i
J:EZ# i HQEI 0 3 4 0 9
Epithelial dysplasia
' . SN 988 K S . 0 0 ) 6 g
Insitu carcinoma and squamous cell carcinomas
11 Total 15 15 15 15 60

K2 OEFEEZA MBI EGFR PDCD4 i B LS (% +5)

Tab.2 Comparison of serum EGFR ,PDCD4 in different stages of the oral mucosa carcinoma

4] Zq*ﬂ 1|5
_VE ” 7< s EGFR/ng/mL PDCD4/pg/mL
Histologic type Number
I
IE% MR 6 0.57 £0.08 219.72 £12.76
Normal oral mucosa
b el A ,
.65 +0.12 .37 £7.45"
Epithelial hyperplasia of pure 6 0-6520 20537745
TR S
LR A 6 0.77 £0.04 "% 182.70 £6.67
Epithelial dysplasia
JELAE 958 K

6

Insitu carcinoma and squamous cell carcinomas

0.98 £0.07 *** 138.97 £8.81 "+

E SR B P <0.05, P <0.01, ™P<0.001; 5H.2 HIEE P <0.05,YP<0.01,"P<0.001; 5% EHLIK*P <0.05,
A X R AR TP <0.05, P <0.01, P <0.001; HHapii i IbH 4P <0.05,°P <0.01,™ P <0.001 ; 553 %14 4H L # A P <0. 05

®pP<0.01,*P<0.001,

Note. Compared with the control group, *P <0. 05, **P <0.01, **P <0.001 ; Compared with the simple hyperplasia group,” P <0.05,°P <0.01,* P
<0.001 ; Compared with the epithelial dysplasia group,4 P <0.05,®P <0.01,* P <0. 001.
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SR P <0.05, P <0.01, P <0.001; SHaif B 4P <0.05,°P <0.01," P <0.001; 55 F A4l gt P <
0.05,®P <0.01,*P <0.001,
B1 O AR S M B EGFR . PDCD4 BYZE 1k
Note. Compared with the control group, "P <0. 05, **P <0.01, **P <0. 001 ; Compared with the simple hyperplasia group,® P <0.05,° P <0.01, *
P <0. 001 ; Compared with the epithelial dysplasia group,® P <0.05,®P <0.01,* P <0.001.
Fig.1 Changes of serum EGFR and PDCD4 of in different stages of the oral mucosa carcinoma
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Tab.3 OD value comparison of TGF-B1,Smad3 .Smad7 in different stages of the oral mucosa carcinoma

ZH A1 HY 1%
Hi;iiuji tiYpe N{jf}ir TGF-B1 Smad7 Smad3
IEH HERBE Normal oral mucosa 6 0.11 £0.02 0.23 £0.01 0.23 £0.01
Bz B4 1 Epithelial hyperplasia of pure 6 0.16 +0. 02 0.24 +0.01* 0.29 0,02 **
[ J R EHZE Epithelial dysplasia 6 0.23 0. 02 ™ 0.29 £0. 01 *** 0.26 +0. 02 *°
T i K Bt 6 0.28 +0.0] * 0,33 40, 02 "k 0.20 £0. 00 “*

Insitu carcinoma and squamous cell carcinomas

T SRR L P <0. 05, P <0.01, P <0. 001 ; Saisi/E4q HAE 2 P <0.05,°P <0.01,% P <0.001; 5 HiEH IL#4 P <0.05,° P
<0.01,* P <0.001.

Note. Compared with the control group, *P <0.05, **P <0.01, **P <0.001; Compared with the simple hyperplasia group,”P <0.05, ©P <0.01,
*P <0.001; Compared with the epithelial dysplasia group,4 P <0.05,®P <0.01,* P <0.001.
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:E‘:Normal:xfj'ﬂﬁ?ﬂ;SH;ﬁé@i@ﬁi?ﬂ;ED:%%i@E?ﬂ;SCC:%%@EO
2 TGF-B1 .Smad3 Smad7 A 414b45 5 (IHC x 200)
Note. Normal :the control group; SH:the simple hyperplasia group; ED:the epithelial dysplasia group;SCC:the squamous cell carcinoma group.

Fig.2 Results of TGF-B1 ,Smad3 ,Smad7 in different stages of the carcinogenesis immunohistochemical

0.4 0.4+
Tk
. *k%k
0.3 e 034 —
— 0. . .
E‘ *k%k -E *
o = -
= 0.2 - £ 0.2
o =}
a [a]
-I-
° 0.1 C 01
0.0 T 0.0 T
Normal SH ED Nee Normal SH ED Nee
0.4+
*k%k
03 T *0
% ok
g I *k
£ 0.2
o
g
0.14
0.0 T
Normal SH ED SCC

TE: 50 BRALILE P <0.05, P <0.01, **P <0.001; SHaiii L4 ik
5P <0.05,°P<0.01,"P<0.001; 555 E 4 AP <0.05,°P <0.01,*P<0.001,
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Note. Compared with the control group, P <0.05, *P<0.01, **P<0.001;
Compared with the simple hyperplasia group,” P <0.05, ©P <0.01,” P <0.001; Compared with the epithelial dysplasia group,
4P <0.05,°P<0.01,*P<0.001.
Fig.3 Expression of TGF-B1 ,Smad3 Smad7 in different stages of the oral mucosa carcinoma
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