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Keywords

carcinogenesis through exam the expression and correlation research of HIP1 with AKT/GSK3p signal pathway
and epithelial-mesenchymal transition (EMT) in ESCC. Methods: In this study, HIP1, p-GSK3p, E-cadherin,
Vimentin expressions were assessed using immunohistochemistry (IHC) in 85 ESCC and adjacent ESCC tissues
and the correlation research of HIP1 with p-GSK3p, E-cadherin, Vimentin were analyzed. RT-qPCR was used
to detect the gene expression of HIP1, GSK3p, E-cadherin and Vimentin in ESCC and adjacent ESCC tissues.
Results: The expression rate of HIP1, p-GSK3p, E-cadherin, Vimentin in ESCC (91.8%, 82.35%, 15.29%, 80%)
showed extremely significance compared with adjacent ESCC tissues (P<0.001). HIP1, p-GSK3, E-cadherin
expression was significantly associated with pathological grades (P<0.05), and there was no significance between
Vimentin expression with clinicopathologic features (P>0.05). The correlation research showed that there
were significant positive correlations between HIP1 and p-GSK3, as well as Vimentin (P<0.05), and there
was significant negative correlation between HIP1 and E-cadherin (P<0.01). RT-qPCR results showed that
compared with adjacent ESCC tissues, HIP1, GSK3p and Vimentin gene were higher expressed in ESCC tissues,
but E-cadherin gene was lower expressed in ESCC tissues. Conclusion: HIP1 maybe promote p-GSK3p and
Vimentin expression and inhibit E-cadherin expression.

Huntingtin interacting protein 1; esophageal squamous cell carcinoma; epithelial-mesenchymal transition; signal

pathway; carcinogenesis
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(% 2 34 A | R H Kruskal-Wallis HEG 5, W4
[B] >R I Mann-Whitney UFKFIKZES 5 AH &M 0 #1R
HISpearman®k FIAH KL B0 . P<0.05 2% 5% A G it2#

2 &

2.1 HIP1, p-GSK3p, E-cadherin, Vimentin7ER
B PR RIE

R e AU 2F s R . HIP1E &8 B 4
21 B B A K N 91.8%(78/85) 5 p-GSK3BTE
BB HZ TR TR IEE N 82.35%(70/85) ;
E-cadherin7F &4 8 9% 41 41 b 09 BH Pk R 1A %K
H15.29%(13/85); VimentinfE &% 85 41 2
AP ME R IR H80% (68/85) . 43 Wl 5 5%
MM, RIEEFAHGRIFE L (P<0.001;
*1, K1),

2.2 p-GSK3p, E-cadherin, VimentingK it 5
BEBEIERFEFTENXR

p-GSK3B, E-cadherin& ik 7 i 2 I K5 2 43
FA W KRB Z AL E X (P<0.001), TTE
PEG . AR . TNMIF 4% 4 ) 22 5 B o 48 3 o
B X (P>0.05); VimentinZ i A7EMEN . 4FIE . R
g, TNMP & A | 22 58T g it 2 m X
(P>0.05, #2).

FR1HIP1, p-GSK3B, E-cadherinX VimentinE [ 7 & & 88 &&= HA R R R IE (n=85)
Table 1 Expressions of HIP1, p-GSK3, E-cadherin and Vimentin in ESCC and adjacent ESCC tissues (1=85)

HIP1/[1](%)] -GSK3 B /[#1(%)]
Ik (%) P B /[#1(%)
R BHAE [ PR P
BEES 80 (94.12) 5(5.88) 65 (76.47) 20 (23.53)
<0.001 <0.001
B S 7 (8.24) 78 (91.76) 15 (17.65) 70 (82.35)
E-cadherin/[#1(%)] Vimentin/[f1(%)]
Ik (%) (%)
R FHPE R PR p
TS 32(37.65) 53 (62.35) 60 (70.59) 25 (29.41)
<0.001 <0.001
T 72 (84.71) 13 (15.29) 17 (20.00) 68 (80.00)
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1HIP1, p-GSK3f, E-cadherinVimentin® B 7E & 5 8 AY R % (EnVision, x 100)
Figure 1 Expressions of HIP1, p-GSK3p, E-cadherin and Vimentin in ESCC (EnVision, X 100)
(A)HIP13RiE; (B)p-GSK3B#ih; (C)E-cadheringéik; (D)VimentingZik.

(A) HIP1 expression; (B) p-GSK3p expression; (C) E-cadherin expression; (D) Vimentin expression.

<2 p-GSK3p, E-cadherinX VimentinZkik 5B E BB RFIEHFLEN LR
Table 2 Expressions of p-GSK3p, E-cadherin and Vimentin in different pathological features of ESCC

p-GSK3p E-cadherin Vimentin
AR hE n
- + ++ 4+ P - + 4+ P - + ++  +++ P
PES 0.194 0.061 0.139
L 68 14 33 16 S 60 S 3 0 12 9 36 11
& 171 9 s 2 2 2 3 0 s 3 8 1
AEWE ) % 0.412 0.944 0.100
<61 47 8 2 11 6 40 3 3 1 8 4 27 8
>61 33 7 20 10 1 32 3 3 0 9 8 17 4
S L 9% <0.001 0.002 0.261
Rtk 61 s 30 19 7 8 1 3 1 135 33 10
51k 24 10 12 2 0 14 4 4 0 4 7 11 2
TNMZ-1 0.272 0.642 0.062
I-1I 66 14 31 16 5 54 4 4 1 12 6 38 10

1II~1V 19 1 11 S 2 18 1 3 0 S 6 6 2
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2.3 HIP15p-GSK3p, E-cadherin¥ Vimentin7E 5[]

RESHEHRRIZEXE

EEE®w T, HIP15p-GSK3pB K&
Vimentinlﬂ‘]%@ﬁig%ﬁgﬁ*ﬁ%(igp<o'os) y
M5 E-cadherin B9 % ik &t B 3 7 A0 X (P<0.05,

#3),

2.4 HIP1'—ﬁp-GSK3[3, E-cadherin & Vimentin7E
BEHEARIGKFIESE P RIEZWEXME
HIP15p-GSK3BFEA Al I TNMA ] . AS [R] g B
I P I R i 3 IE A5G (P<0.05) 3 HIP15E-cadherin
FEA R TNMAF S [A] 35 243 2 rh 3 5t B 25 1R
A (P<0.05); MiHIP15 VimentinfE A [A] i TNM43
WY S IR B3 G S JCAH G PE (P>0.05, #4)

3 EHEEEEPHIP1 5p-GSK3p, E-cadherinX VimentinF ik HHE %14
Table 3 The correlation of HIP1 expression with p-GSK3, E-cadherin and Vimentin expressions in ESCC

p-GSK3p E-cadherin Vimentin
HIP1
-+ 4+ 4+ r P - 4+ r P - + ++  +++ r P
- N 2 0 0 2 0 4 1 1 3 2 1
+ 8§ 17 5§ O 25 3 2 0 9 4 14 3
0.558 <0.001 —0.352 0.001 0.261 0.016

++ 2 20 13 2 35 1 1 0 7 S 20 S
+++ 0o 3 3 S 10 1 0 0 0 0 8 3

F4HIP15p-GSK3p, E-cadherinX Vimentin7E7R [E R & B IG FRFIE4FIE P RIEMME LM
Table 4 The correlation of HIP1 expression with p-GSK3p, E-cadherin and Vimentin expressions in different pathological

features of ESCC
IIff A Bl HIPL p-GSK3p E-cadherin Vimentin
28 - + ++  +++ r P - + 4+ r P — + 4+ 44+ T P
TNMS
- 4 2 0 0 1 0 2 1 1 2 2 1
+ § 10 3 0 20 2 2 0 6 1 12 2
I~11 0.594 <0.001 -0.324 0.01 0232 0.061
++ 2 17 10 1 28 1 0 0 S 3 17 S
+++ 0 2 3 4 51 0 0 0 0 7 2
- 1 0 0 0 1 0 2 0 0 1 0 0
+ 0 7 2 0 51 0 0 3 3 21
-1V 0.494 0.032 —0.426 0.048 0.283 0.241
++ 0 303 1 7 0 1 0 2 2 3 0
+++ 0 1 0 1 50 0 0 0 0 1 1
S B> %
- 1 2 0 0 1 0 3 1 1 0 1 1
N & 3 13 4 0 232 1 0 0 6 2 10 2
LRl=D 0.534 <0.001 —0.452 <0.001 0211 0.103
++ 1 13 12 2 25 0 0 0 6 3 14 5
+++ 0 2 3 S 9 0 0 0 0 0 8 2
- 4 0 0 0 1 0 1 0 0 3 1 0
+ 5 4 1 0 2 2 2 0 3 2 4 1
[ivaxte 0.580 0.003 -0.347 0.113 0.297 0.158
++ 1 7 1 0 0 1 1 0 1 2 6 0
+++ 0 1 0 0 1 1 0 0 0 0 0 1
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&2 HIP1, GSK3B, E-cadherin & VimentinE F 7 B & 8E h R IE
Figure 2 Gene expression of HIP1, GSK3p, E-cadherin and Vimentin in ESCC tissue
(A)HIP 1 R 7E B B8 TP 1 3638 (B) GSK3PIHE R 7R & B Mg th 193835 5 (C)E-cadherindi B 7E £ 8 988 vp 19 3655 5

(D) Vimentin £k R 7E £ 45 i v i 3k

(A) HIP1 gene expression; (B) GSK3p gene expression; (C) E-cadherin gene expression; (D) Vimentin gene expression.
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