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W OEEH AR SRS R R AR A kAR AL (EMT) A8 X & & (Vimentin, E-cadherin) & i , B¢ &
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Abstract; Objective To assess the different protein expressions of epithelial mesenchymal transition (EMT) markers Vimentin
and E-cadherin in craniopharyngioma, especially at the tumour invasive front,and correlate the findings with clinicopathological fea-
tures and patient outcomes. Methods Forty-two craniopharyngiomas were subjected to the detection of Vimentin and E-cadherin by
immunohistochemistry and double immunofluorescence staining. The relationships between expression of these markers and various
clinico pathological indicators and clinical outcomes of these tumors were analyzed. Results There was statistically significant
difference in the expression of Vimentin and E-cadherin between adamantinomatous and papillary variants in whole tumor and at the
tumor invasive front. The expression of Vimentin and E-cadherin in whole tumor sections were associated with tumor recurrence,
postoperative weight and hypothalamic disturbances,and the expression of vimentin and E-cadherin at the tumor invasive front were
colligated with tumor recurrence, postoperative weight and hypothalamic disturbances. Conclusion Our study exemplifies the po-
tential prognostic implications of Vimentin and E-cadherin expression in craniopharyngioma. EMT may represent a crucial mecha-
nism in the progression of adamantinomatous craniopharyngioma.
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1.2 #5050 /MR Vimentin 85 BB CHAZ S 06D .
E-cadherin £ 55 BT (Cell signaling technology) , /)N i, E-cad-
herin Z FBEPLIR (T E &8 7 B2 26 6 F 5 41 8046 23 71
HEHMEEV . R LA A AN & TN,
TRITC #Ric 3 Pi/h B 1gG K & (P A2 485  FITC FRid il
Fhit IgG KA &P E &, 4 & DAB Al & (h 24
) . DAPT Y (Sigma) , 55 # Y) i Hl (Leica) . BX-51 IF & &
# (Olympus) . DP-71 B4 & 4t (Olympus)

1.3 ik

1.3.1  #EH 4UL#K M Vimentin, E-cadherin 7E /il I 45 9%
RFRIE F B, B 2 EE K fb A B B IR AL 2 P
(PBS) ¥ 5 minX 3 ¥ ,3% H,0, £8 F/KIEEF 10 min, H#
RN MR (pH 6. ) m B E . BRRH, —Hl 4 CIHF LK
(PBS W B —HLVE I M B 5 LB —Hi /5 . PBS % 5 min X
3 LTI = H .37 CME 30 min,PBS vk 5 minX 3 ¥k, %l
DAB & 7, 2 i W&, 50T 0 W B 28 1R K BRIk A
IR AR E Y K B W I B BT
IR, AL TR R AW T RS R Lin 550 19 )y
o Y fa i S BORRUE  TC A 0 43 IR E AN 1 47 AR A
24y M0 3 3. (R REYEE T T HRH 1 40 L B PE S O
1% ~10% M 1 50, 11% ~50% K 2 43, 51% ~80% Jy 3
45, >80 A Gy WA S A, 0~2 4y AR Fik;3~6
Iy R ERIR 6 43 LL O R AR

1.3.2  RESOE WY KM Vimentin, E-cadherin 1E /5 W 45 88
AL ILEN LR AU, BB 2 /K fL b 3, PBS 2

Wi 5 minX3 K,3% H,O, £B F/KMBE 10 min, # k8 i %
R (pH 6. 0) & B, B SRV & [5) b i Jn g b —Ht 4 C I
F R BB P05 BRUE 5 min >3 Y, [ I iF A0 AN 1] ¢ D6 AR
JC =90, TRITC #7192 WL 340/ B 1gG il 1gG FITC AR 4T
H 1gG . % ik T B F 60 min, PBS Pk 5 min X 3 UK., i il
DAPI B @3], = TR EEE 10 min, PBS % 5 min, 2% )6
BRI B R 500 BAMEE T S IR,

1.4 SEit2a4b B SR A SPSS13. 0 G413k 4 #4743 #r s 43 2%
AR o KR EUR Fisher B UIMER B, B RRAES
# Spearman #H 3¢ 43 7 5 Vimentin, E-cadherin 2Z [] (1) X728 &t AH
RN R 45 GO 26 2 B (Spearman kA 56 R 80 9 4 S 807 i
M. RERKUE a=0.05, Lk P<<0.05 R 25 A %28 X,
2 & R

2.1 Vimentin,E-cadherin 7£ 1E % F R4 L b ik £EIE
B AR, Vimentin 7 [7] 5T 48 it o B PE 2235, 462 Rl 5T 4
Ji oA DL 2 1 35 3K 5 A J2 Rl T A0 M 5 B 4 A BT A AT L E-cad-
herin 558 fHME R WA 1,

2.2 Vimentin, E-cadherin 7£ A~ [6] 37 7 fifi W 2 99 41 20 b 19 3=
B HLME RS R R . 44. 1%6(15/340) ) ACP 448 L Bl
Vimentin B ¥ 58 55 BH M, 3835 307 32 2207 F 402 A 4R 40 i
J2 o r ] AR TR 200 )23 R ) J5E 4 i 9 8 4R 59 B 6 5 AR T
47.1%(16/34) ACP J& [ 1] & 5 43 T3 43 46 K & 4b Vimen-
tin IR PAMERE . 38. 2% (13/34) 19 ACP 4121 &2 81 FH 4 5%
555 BH P 9 40 L R E-cadherin 335, H Ay 3 oy v 45 ol 58 B 1 2
% . E-cadherin & 112 3k 32 2 A7 T b o v 1] 3% T8 4R 40 fd 141 1
B O BR A40 JJ2 (L 98 E RS 20 2R 38 B Ak R B B R AR R B 2k
SPCP A B R Il Vimentin 75 i 40 I H 32 i (U2 D i 500
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20 B B WA DU 40 B £ B 320 2 BH P IO » E-cadherin 7E 3%
7 25 oo 2 2 v 52 B o A s B 3R K 5 AR T ACP SR E-
cadherin 7£ SPCP 2444w A 3% {37 71 i 30 2 b JF R e IR 3%
B2 SRR ER ILIE 2.3,

A Vimentin; B: E-cadherin,

&1 Vimentin,E-cadherin #EIE % F A A
By (1 000,47 R :80 m)

;\z ST S %ﬁ".h :
Al: ACP 2 41 Vimentin 335 ; A2: SPCP 4 4 h Vimentin 3
k3Bl ACP 4 41 E-cadherin 3 i5; B2: SPCP 4| 4! i E-cadherin
Fik.
B 2 <[5 E Y fi MR &y 4B 41 &1 Vimentin F1 E-cadherin
B RIBE R (AL.B1: X400;A2.B2: X400;
#RR :200 pm)

SO YRR
AL: ACP 21 2L IE & 41 238 4L 40 i b Vimentin 3% 355 A2:
SPCP 4] 41 th Vimentin 35 ; B1: ACP 4143 th 1F % 20 23 35 Ak 40 i 4t
E-cadherin 1k ; B2: SPCP 414! E-cadherin 1k,
3 AETERAGIEEEALAMBEEEAAZTRAME
Vimentin 1 E-cadherin B FRIEE MR (A1.B1: X 400;
A2.B2:X400;#x R :200 pm)
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2.3 Vimentin. E-cadherin 5 fi5i Wi 45 8 i f5 1% 48 56 #4: 43 A7
#IK | . Vimentin 1 E-cadherin 335 5 /51 WA 4 988 e PR 95 241
Febk, W 1. ARV P B4R Vimentin 1 E-cadherin 3%
RE RTG53 L (P>>0.05) ; Vimentin %35 5 il K /N E
FHHR (° =13.340,P<C0. 05) . fHAK K B E-cadherin ik 5
/N M KM, Vimentin % 35 5 55 B2 AL (5 =11, 181,
P<0. 05) F1 i B & 3 41 G (i = 28. 834, P<C0. 05) , Bl Vi-
mentin RIEF P HEHE R RIR. REREHLE R F 50
B, 5 AR J5 4 5 45 A0 (BMD RUF B JRIR 25 P4 (HSS) &t 1 3%
EA X (r=0. 643.0. 637, P<C0.5), E-cadherin % ik 5 Bl 2k
B (" =6. 931, P<C0. 05) i & % & 3 MG (5" =5. 282, P<<
0.05), Bl E-cadherin B i AMEH L HF . RikwEHE
KR A, 5 ARG BMI 1 HSS 2 & % A A% (r= —
0.579,—0.714,P<0.05), L% 2,

i gR 1E % 20 238 A4k, Vimentin Fil E-cadherin 335 5 /i A
mﬁl%ﬁﬂ#ﬁa&ﬁ WL 3. ASIRAEES 5 s K /2 )
Vimentin Fll E-cadherin ik 2 3 L4 i1 2% & X (P>>0. 05);
Vimentin 33k 5 B2 T (4 =17. 393, P<C0. 05) . f i &2 &
BEM (P =19.782,P<C0.05), B} Vimentin 3 ik 55 5 B ok
HERFARRBW A HE KB R, 545 BMI Al HSS
BB EIEME(r= 0.642.0.573,P<C0.05), E-cadherin % ik
Sy ik ELJ(X =8.501,P<C0.05) g #F # 5% , E-cadherin ik
5 R 42 AR O (o =11, 475, P<<0. 053 %* = 16. 572, P<<
0.05), Bl E-cadherin ik F sk M H H kR m . Rl mHE HE
KR A, 5 AR 5 BMIG-=—0.540, P<C0.01;r=—0. 626,

A2 B2

Al:ACP 41407 Vimentin ¢ 631k

2.4 Vimentin,E-cadherin F ik [0] (948 H ¢ & /5 W 45 8 <
291, Vimentin 5 E-cadherin 3k ] @416 (r=—0. 817, P<<
0.00) ; Jf 5 1F % 44U F Ak . Vimentin 5 E-cadherin %15 ¥
BAHK (r=—0.704,P<C0.01),
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P<<0.01) f1 HSS(r= —0. 540, P< 0. 01;r= —0. 506, P=
0.0 2 BFEFAHRK, W& 2.
x1 Vimentin 1 E-cadherin R % 5 fil IE & J&

I PRI B2 1H M ()
Vimentin E-cadherin
i S 5 A1 n
fit = it [
A () P>0.05 P>0.05
<17 17 8 2 7 7 2 8
>17 25 15 3 7 6 7 12
) P>0.05 P>0.05
7 29 15 4 10 9 6 14
4 13 38 1 4 43 6
9 HR 2 A P<<0.05 P>0.05
R B 34 15 5 14 13 7 14
wokplkm 8 8 0 0 0 2 6
NS P<C0.05 P<0.05
<2 5 5 0 0 6 5 10
2~4 21 10 5 6 0 1 4
>4 6 8 0 8 7 3 6
2K P<0. 05 P<0. 05
7 29 21 5 3 4 6 19
4 13 2 0 11 9 3 1

s A2:SPCP 41+ Vimentin %¢ 6 335

C2
;B1:ACP 4141 E-cadherin 2% % &
in 436k CL ACP 41411 Vimentin 5 E-cadherin 589265 {i ; C2: SPCP 4141t} Vimentin 5 E-cadherin %% 265 {if .
& 4 51 B & 98 Vimentin,E-cadherin ## B % £ ( X 400,48 R :200 pm)

;B2:SPCP 2 41 v E-cadher-

2.5 Vimentin,E-cadherin 7£ /A [f] . 24 /5 08 45 988 20 25 o o 3 78

MNkFR N T#H—F WA Vimentin fl E-cadherin fﬁﬁﬂﬁlm@
A R BB AR E R R AT T R IR

K A SR 5 o P i 1 2K F AR S MRS R AR TR DL 4
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x2 PhEE N B IEE H 42 X R 4b Vimentin #1 E-cadherin

RiEERHTMEHEXME

) Vimentin E-cadherin

LgE|
R R E R AL B R A Ak iR IE R AL 28 Ak

BMI

r 0.643 0.642 —0.579 —0.540

P <C0.001 <20.001 <20.001 <20. 001
HSS

r 0.637 0.573 —0.714 —0.626

P <C0.001 <20.001 <20.001 <20. 001

X3 By IE & 4H 20 %5 R &b Vimentin #1 E-cadherin &%
5 15 WE & 7 It R 9 FE A K 1 ()

Vimentin E-cadherin
I PR AR AE n
ik " i ]
RIS P>0.05 P>0.05
<17 17 5 5 7 8§ 3 6
>17 25 12 4 9 4 7 14
P53 P>0.05 P>0.05
5 29 13 6 10 4 3 6
@ 13 4 3 6 8 7 14
9 B2 7Y P<<0. 05 P<C0.05
BB R 34 9 9 16 29 13
kAL A 8 8 0 0 0 1 7
K/ Cem) P>0.05 P>0.05
<2 5 3 2 0 1 0 4
2~4 21 7 6 8 5 7 9
>4 16 7 1 8 6 3 7
3 P<20. 05 P<C0.05
X 29 15 9 5 47 18
¥e, 13 2 0 11 8 3 2
3 3+ e

EMT J&48 I Bz 4 M 7 B 245 2% | & A5 2T 20k 4l it s 1) 52
0 0 22 R A 5% AR JFARAT TE R B8 1 . b B2 A0 9 A Y il Ok K% T
B R B AS R H F EARAEY . EMT EE R & F W AH S R4
G RS EENAEN. E A4k, K a5 s
EMT WAAAET bR VeI (R B A B . b S R U8 % i e 4
Jib B I B AR P T R R 2 ) J5R R AR SE 0 1 T 4l
e 150 285 B A 0 055 L TS R AR AR MG AR AN LR 2B Ty s
EEERS MY L R PE IR AR AT R B MO e & i b . TR,
EMT Ll (4 5 5 B0 w5 oA g J2& JHB 43 b Bz o M e s Joe 5o 22 1)
HELRZ —,

Holsken 215 84 35 38 , ACP B-catenin B 5 M4, T 1E R
Y5 SPCP (%5 5K 3% . ACP 55 IF 8 21 2 38 S 4b 1 i 938 448 it v
Al T A F AR A T 0% 0 bR 1) R T B AR AR A BE
T,
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Vimentin {4 o7 [8] 22 85 2 5% 19 35 28 0 51, X 4 45 40 Jifd
52 R 1 FNHCAR Fh 5L W 450 47 ke B T EE B4R 5 E-cadherin 7E
35 0 ] 285 O L AT P e At ) R A% 3 T T R HE T
YEA . Vimentin 3 ik Jt & . E-cadherin & ik F& 1% 8 Gkt 2 2
EMT fiz i 3 0 FFAE - 7] 0t 2 22 b i g 4 B8 B 10005 A R Y
B AR . ASBE T A TR R A A g EMT A 56
H Vimentin,E-cadherin F A1 0L . 45 8 K BUF iR 41 41 F SPCP
JitE 41 21 Vimentin &2 ] 1 323K, E-cadherin Jy 58 BH ¥ Jifg 1% €
7, 8% 1 ACP 40 %! Vimentin 2 B ¥4 2 i5 , E-cadherin % ik [
I s R S50 A 98 TE R 2H 4R A8 S Ak i SRR SR B S B
HEOREWNS A GRS TAE L B S5MEE L. B
ARJ5 BMI FUT Ik 21 68 % U0 AH ¢, ik — 20 UL B 1 P 3. 24 i g
AT REAFAEAS AR WA & R AL . EMT mJREZE ACP 1) & e i 72
R R EEEN .

SEH T e Mori S BESE & B ACP 41 40 48 ik 8 JiE 1T i
RUEZMEBE N EERNRZ —,IL-6 5 REHF LA
RAEFG ACP A4 b 25 5 R 3k, 1] BE I I8 425 /0 A 45 97 42 A 1Y)
FEE RGN T, W Sullivan U2 HF 5% & B, SMEPE 1L-6 A DL
I e JE B9 40 M E-cadherin 2 [ 3 35 B I, Vimentin,
Twist,N-cadherin 2% [ 2 358 75 , 175 5 s 40 it Y B8 EMT,
AT A2 32 i 98 200 Bt 1 7% 2 22 BE 0 i B i o EL R T A 4 A
Hb AR AR TR [ S B S AR S AIF AT 1 A e I AR AR A A
Job TR A& RE A BT AR AW i R 4 i R AR EMUT {1 3 iR ki i R
Bk — 2 W SEAIESE

g5 BRIk S AR R SRl BT b R B R R A EMT
PG, A BE R 5 ) 32 0 T e R AR R TR EE R AL 2 —
i 988 - T 5 2H 2R A8 S Ak i i R A A i L B EMIT A G 3 A8
Ak T fiB 23 i R PPl 0 TS SRAEEA T (E B
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i Ik IR P B2 40 0 A D e X TR 2 A RRR 4 R O (41, 13+
2.51) %  HHT H A 5504 1 % (82, 20 £2.57) U6, K M ik
5 20 1L 47 A K2 A AT Sk R 15 R Ol (36. 68 £ 1.86) Y. HHT 41
a3 55 % BB A R < VR B A B A AR A B AR 25 R IR S
L (P<C0. 05) , 5% W VR BG40 0 B0 18 28 19 41 5 % R AL A
S TG A TE L (P>0.05) , 45 K F W] HHT X A5 & ik 1.
PN R A0 B B A B S 0 A 49 R T T K R A A0 R o R R
A 05 N I A PN R AN T L SRR VS B A0 X 1 ot g 40
B 2 5 A FH A W 5 T HLEUT L o A S 300 bk 1M 65 P Bz 440 i 1 4
W ATG %o B, 8 78 % i VR i 4 R 1 2 7 % R T 5 44 i T
RE B — & MR R B 63X 8007 157 58 2 1Y 552 30 B 40 SR AiE
S, SR MTT 3530 52 28 08 1 40 e bt v 28 1 % K562 410 i i
T N 200 W 6 30 540 BIF 5 % B o A1 e E B AT 4 ) K562 40 Jifg 2
1 4V B2 AT AR IE B A0 M TSP . 2 — 2 0 E 5K R R IR A0
FELBT P A X i A B L R R E . EE IR R
F . 5 088 VR i 40 R 0 7 2 1 B K562 R Go /Gy B 4 L i
BTl 51 PLAE R B, X K562 41 i A 30 441 A% 45 78 1 i % 1F %
N 2 TG 0 A T BT AT R R R e e B A
AT 5 N 4 i JEC R R 6 R4 i A375 DL R f@ R A
F R B 440 B 25 R 7 K R &)y OB R kT JEC i ffd A A375 4
e LA 300 0V D Xk A D 4 e DG 4 . R e AT
TR R UR K BB D KT B — 7 VR R R AR R A R R R
i K562 240 A AE 1 9 doe A 3 1 22 B 52 BT 14 K PT A GE 5 B
BRI R K562 AUiEA . AR Z I 45 R R, KI8T
5 40 0 e PR AR RE A SO A A e g A ) A= A TS A0 1
BRI X AT S I LY R A — L

L5 b T ABIF ST & B SR IG 40 M BT T 2R AR TR YT (I
9o 20 Bt TR A A% G (K Ak 7 25 1 4 T 4l Ak 5 VR B 40 B e A
I ) G AE R 24 70K AR TR R AR T X S A 1
Filk—H R

SE 0k
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