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Abstract Objective: To investigate the expression and clinical significance of ZEB2 and E-cadherin mRNA

and protein in nasopharyngeal carcinoma (NPC) tissues. Method: The expressions of ZEB2 and Ecadherin in 39 ca-

ses of NPC tissue and 12 cases of nasopharyngeal inflammation tissue were detected by Real-time PCR method and

immunohistochemical technique. To assess their correlations with clinicopathological parameters of NPC and the

interrelationship between them. Result: Both the expression of ZEB2 mRNA and protein were higher in NPC tissues

than that in inflammation tissues (P<C0. 05). Abnormal expression of ZEB2 mRNA and protein in NPC were sig-

nificantly associated to N stage and clinic stage (P<C0. 05). but the difference in expression between the different

gender, age and T stage were not statistically significant (P>>0. 05). Both the expression of Ecadherin mRNA and

protein were higher in NPC tissues than that in inflammation tissues (P<C0. 05). Abnormal expression of Ecad-

herin mRNA and protein in NPC were significantly associated to N stage (P<C0. 05), but the different expression

between the different gender, age, T stage and clinic stage were not statistically significant (P>0. 05). In NPC

tissues, the expression of ZEB2 mRNA was negative correlated with the expression of E-cadherin mRNA (r=

—0. 367, P<<0. 05). The expression of ZEBI protein was negative correlated with the expression of E-cadherin

protein (r=—0, 322, P<C0. 05), the differences were both statistically significant. Conclusion: The expression of

ZEB2 was up-regulated in NPC, while the expression of E-cadherin was down-regulated, their expression was sig-

nificantly negative correlated, and might be associated with metastasis of NPC., ZEB2 may promote the invasion

and metastasis of NPC by inhibiting the expression of E-cadherin.
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B 7E 3 i 2 O ' PCR ¥R N 0008 21 2 4k 2 1 Ao il
NPC 21} &M & WH Fh el 21 h ZEB2 #1 E-cad-
herin () R IXME O, R H 5 NPC I Rk 2 S 802
(] 192G & L IF 43 A PR 22 B I AH DG

1 MRl5RH&E

1.1 S5 phf
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N I Sk AR TTI2 . SN B SR R A 2 1Y
PrAs, BT A br A R IR B 3 B R AT k9T . NPC
.58 24 B A 15 B SE AR (A7 TE 11 3) % 5
RS WE R, B o6 ], & 6 fl, AR R
(41 110, D2 W52 18] M 1) AR % 25 55 B 41t 2
B, NPCH 1y TNM 43 # 4 Bj 2010 fig & [ i
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F 3 ) A AL £% : FastStart Universal SYBR
Green Master ROX (Roche) ,ZEB2 i £ 73 [ Bt
& (Bioworld) , E-cadherin % U5 B0 o5 [ Hi 44 | AR
ik A W bR L SE B 1gG S DAB (P A2 4
i), 7300 A E & PCRAL(ABD ,
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1.2.1 415 RNA 2HUAT cDNA 14 B ™%
##% Trizol Reageant i 7 & Ui B 45 Fr #2 4L 19 25 3%,
RS HAFEA B RNA, f#i | Thermo 2\ & i #8
Tl 43 6 B I B RNA ¥, B2 pg &
RNA £ Thermo mRNA i # 53X 7 & 3L B 5
Wi 4 i cDNA L —20°C - 77 % 1 .

1.2.2 %t Es PCR EK ZEB2 A1 E-cadherin
mRNA £k 25 16 ABI7300 & 48 LL SYBR
Green | 1E 2048 78 i 1796 )6 & 18 PCR ¢ 3
., PCR 2 b & & 3t 20 pl: SYBR Green |
10 pl,cDNA #iti 1 ply BEWESI 1 pl, UG
1 pl,ddH, O 7 plo B & A AP 95°C 10 min;
AepE 95°C 15 s, 18 4k 60°C 30 s, 40 IEH. LA
GAPDH fE ML NS . 51 WF o L& 1,
I Livak (27249 35 40 B 56 R 09 A X 28 22 5%
2 ACEFR AR HMER R L ZSHHEE, AACt=
L2 (Ctggaem — Ctearon ) — X B (Ctggum —
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GAPDH-F GACAACTTTGGCATCGTGGA
GAPDH-R ATGCAGGGATGATGTTCTGG
ZEB2-F CAAGAGGCGCAAACAAGC
ZEB2-R GGTTGGCAATACCGTCAT
E-cadherin’F  TTGCTACTGGAACAGGGACACT
E-cadherin'R ~ GGAGATATATTGGGAGGAAGGTC
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AT R R L B L ph6. 0 10 mmol/L #745 1R
b R E 3% i A Ak & R O A4b
10 minZK % P4 U6 1 i S8 Ak W Al 10 V0 1l 2 1 33 5 A
10 min, it ZEB2 }% E-cadherin —#i 4°C vk 1477 »
SR 30 min, il —HT 37°CHEHE 30 min, DAB & fif
BN A0 IR A A Yy, R £ 1k, 5
IR W H K L3 B MR IR B R, 5 R
FE + DAY 0 5 3 RN BE P 40 BT 5 0 A L i iR AT 4
P, Qe BRAE . TCH 60 40 IR B A (1 4P . ke
(243, FEMB (3 40D . P4 e . <10 %
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s Y oo iR 3 0 BH A 41 M G 451 G 00 A5 43 1 TR B 41
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TRE R L T s o, AR AR X5 500 b B R il ST
FEAS ¢ B s IE ¢ K50 (7 22 A8 55) 1T 5 9% k) R
B LR y” K g s Fisher B D) AE 2 75 CRL 1 5%
/NTF 40 1) A K 4 BT ok H Pearson AH 56 43 #t
(W AE ) 8 Spearman S AH X (2 N 4rZRA &)
DL P<<0. 05 HZERAZEIFFEE L.
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S 41 v i) 2 ik

N E B PCR J7 ¥4 ZEB2 #il E-cad-
herin mRNA ik & 1 28 1k, 45 L B /x . ZEB2 1E
NPC () 2 35 7K F &5 1 R M 5 il 2 i 4 20 (P <<
0. 05, 1a),E-cadherin & NPC " ¥ F 15 F
(P<<0. 05, 1b),

GPE N LUk F Y (L 25 W oR . ZEB2 PH M R 3k
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P e 8 3 B T 40 R A A 40 it )5, NPC 4 % BH A 36
KFH 20 590 M T RELIMBE L (83 300), 27
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a:ZEB2 7 NPC 20 40 i) FH M 32 35
HIBAM:F A X200;d:E-cadherin ZE R PHEH LA F A HIEFR K X200,
& 2 ZEB2 1 E-cadherin & 87 NPC flk M BHFE P RIX

2.2 ZEB2 fil E-cadherin 5 NPC Iifi FE% i 5 5 2
EESPSES

et E & PCR 4 #r ZEB2 F1 E-cadherin mR-
NA Fikf 5 NPC I R S 502 |1 C R, 45
R E/R ZEB2 mRNA B & £ 5 MR N 4%
(P<20. 01) Al PR A A 6 (P <0, 05) , 1 5 1l
EW T 02k JTCAH = (P>0. 05), E-cadherin
mRNA £ kK FE 5 NPC 4410 N 5% A X
(P<<0. 05), 551 AE 1 T 20 9 Rl K 43 3
MM (P>0. 05), W3E 2,

[i) Fsf AT AR FH B 2 21 2 Ak 2 445 SR R 1 KO- 43
Wr T ZEB2 H1 E-cadherin [ 3ik 5 NPC 4 Iifi PR 3
SHZEMRR, FRE/R.ZEB2 BEHREKES
fib g i) N 43 2% (P<<0. 01) FllG AR 43 1 (P<<0. 01 A
X%, 5 NPC B4 50 T 432 00 A0 56
(P>>0. 05), E-cadherin % {4 %5 7K F 5 NPC 41
U1 N 4394 e (P<<0 01), 5P 5 AR F T 43 %%
FNIG R 20 30 JCAH et (P>0, 05) . WL# 3.

2.3 ZEB2 5 E-cadherin #F NPC 20 41 &1 3% 35 09 #H
Kot

F AR ] Pearson #H3& . Spearman 55 2 #H 5 M
mRNA 7K FF8E KX 2t T ZEB2 5 E-cad-
herin £ NPC 41 p R K A &, Pearson #H3¢
SR as R g 8 ZEB2 5 E-cadherin mRNA £ ik £
il 6 (r = —0.367,P<C0.05), 7&K,

X2003;b:ZEB2 ZER AR FRBHMEFRIL X 200;5c: E-cadherin 78 NPC 441

Spearman %% 2% FH X 4 ¥r & B ZEB2 5
E-cadherinH.FEEX W E TN MH L (r=—0 322, P <<
0. 05), I3 4, [RIFE WoR .
3 iFig

EMT J& NPC %5 % M W & B R BB I G
HAL TR, Hoh E-cadherin 7E I #2 b A #5545 & 210

% 2 ZEB2 #1 E-cadherin mRNA %% 5 NPC I X 5% B

BHZENXER
I RERIE %K ZEB2/2 4% E-cadherin/2~ 24

FEi/ %

<50 30 1.55140. 551 0.94340. 335

=>50 9 1.82241.088 0.97840. 307
51

5 24 1.70540. 781 0.93640. 278

'y 15 1.46740. 550 1.02440. 449
T 734

T, ~T, 10 1.30540. 616 1.03640.277

T,~T, 29 1.71940. 710 0.92940. 335
N 734

No~N; 11 1.12840. 588 1.15140. 280

N, ~N; 28 1.80440. 659 0.88040. 307
llfs PR 43 441

I~1 S 1.03840. 441 1.06940. 287

I~V 34 1.69840. 699 0.94040. 326
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% 3 ZEB2 %0 E-cadherin EH %% 5 NPC If R fxE &
BZENXR BICY)
ZEB2 E-cadherin
B 4 FH B R

e RFFAE %K

FrAs 2 7l
BHERAE 12 10(83.3) 2(16.7) 2(16.7) 10(83.3)
NPC 39 17(43.6)22(56.4) 31(79.5) 8(20.5)
FEi/ %
<50 24 12(50.0)12(50.0) 20(83.3) 4(16.7)
=50 15 5(33.3)10(66.7) 11(73.3) 4(26.7)
5
5 30 14(46.7)16(53.3) 25(83.3) 5(16.7)
% 9 3(33.3) 6(66.7) 6(66.7) 3(33.3)
T 5+ 2%

T, ~T, 10 7(70.0) 3(30.0) 6(60.0) 4(40.0)

T;~T, 29 10(34.5)19(65.5) 25(86.2) 4(13.8)
N 5%

No ~N,; 11 10090.9) 1(9.1) 6(54.5) 5(45.5)

N, ~N;j 28 7(25.0)21(75.0) 25(89.3) 3(10.7)

I PR 43 $
I~1 5 5(100.0) 0€0)  3(60.0) 2(40.0)
I~V 34 12(35.3)22(64.7) 28(82.4) 6(17.6)
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HERES 20 2

YEH s E-cadherin J&F Ca®" K #fi P 15 BEWE 2 (1, i
5 VR YT 4 M 1) 8 B S N L 4E B A0 I AR P VTR S 4
LGS TR SEE R . R R 7RI L g
Mirf E-cadherin FikFaE SR M 7EAR 2 1 Kz U5 P
o KK P # H RIS . E-cadherin i & ik
A O S I A I 2 ) O 1 e R G = (i
FAME 5 KB B RS A S50 E 9%k
& PCR R G2 20 24U 27 1k 70 il 78 mRNA K&
H K- W28 E-cadherin f9 £ k4810, 45 30 WoR .
E-cadherin [ mRNA F1 & 1 ) 2 18 K F 7 NPC
R 3 38 T 3, E-cadherin 7£ NPC 4H 21+ 19 {I%
Tk GBS A L (P<0. 05) ., 1 5 M9 L 4F
W8 T Rk R/ IN LI R 43 1 TEAH DG (P=>0. 05) , 5
TR T AR BB I 4 A L % S SRR R E-cad-
herin 3k T 78 NPC 1% 22 6 #% of #& vh o] fig &
E —EEM .

ZEDB2 J& —F BF 4 45 48 % 5k K 1, H AT i 45 4h
AR R U TR SRE RN A 22 R AR A TG S B . A
% & B, ZEB2 ] 3 3 1 ] E-cadherinf¥) 2 15 /K - ,

HE s MMP1, MMP2, MMP14 45 £ Fh £ i 4
J& & [ Bf# (matrix metalloproteinase, MMP) , MM
FEA K A EMT, 4 i 40 i 1 42 28 i 227,

ALY 53 B TE mRNA K8 K- B E ZEB2 1

kK, 45 9 WoR : ZEB2 B mRNA Hil & 1 78

NPC 21 rp (1 R 3h K- B i v TR PR 2L, Ko 3k

ik 5 N AR GOR I PR 430 A 56 (P<<0. 05) 4%

2R RV ZEB2 ik AT g5 NPC iR 25 %

AKX
AN AR RATIEIEST T ZEB2 5 E-cad-

herin i AH M40 #7 . 45 2R 1R : ZEB2 mRNA 5 E-

cadherin mRNA ¥ ZEB2 & 115 E-cadherin 2 [

BWEAMIC, MEHERBASIT2E X (P<

0. 05), %45 B4 . NPC v ZEB2 4 |94 #] A

# E-cadherin 9 F ¥, ML EMT & 4=, JF i

ek NPC iR 2% B 2. ZEB2 1 E-cadherin

A BTG NPC PR B Y 5 248 4r .
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