Ml X EZ2HR(EF M)
J Sichuan Univ (Med Sci Edi)

B-catenin FEREFEE RPN RENENAREAR
T R 20 A R -18) R ¥z 4L B9 =2 i

e, mERLS FERY, RER!

L. FAERAMESE R KRR (B 4210015 2. mfeKAEM RS K BE O I AR (B FH 421001

2019, 50(5):654 — 659

[(HE1 B®  Rid BEHE A (B-catenin) 76 R e P 0l B (SSc) i B 35 v iy 23k Je Hoxh N 3R B¢ #f BB 1
ML b BT B AL (EMTD WSE W . ik R 24k SP AN 45 f4] SSc % B B 4L 21 % 20 ] {al HE %
N R ZB 2T B-catenin, Snaill, b B 145 %6 B} 2 1 (E-cadherin) i RIXE 0. R A 6 B ik 2 Wnt10bLO (%
XF ) (2.4 ng/mLIAL BN R B BOE A HaCaT 48 h, S 9 6 L 40 4 U B-catenin 75 HaCaT 20 M v 49 5E 117 5
S 96 R i PCR A2l HaCaT 40 B H Snaill \Snail2 mRNA /K ; Western blot %41l HaCaT 4 ffd H* B-catenin.
W A (Vimentin) #2814 85 55 i 22 A (N-cadherin) . E-cadherin T H £ ik, £ 8 B-catenin,Snaill . E-cadherin
FH 4k 2 AE SSc 8 % e 5 20 21 rh AR YR R 100 % 88. 89 % il 2. 22 % , 16 4 JBE i A Rz Jk B 4 b vk S 0%, 10. 00 % Fil
95. 0076 » PIAH Motk 22 52 4 A B3t 2 38 S (P<<0. 05) . 1525 (4 %) MR 2 PU A, R[] T B e JE WntlOb(2 4 ng/mL) 4b 3
Al i HaCaT 4l B-catenin ik F i IF {2 F B-catenin p 40 Ml 5T 1] 20 M 4% o 5% 437, [5] B 38 ) D)2 1 HaCaT 41
M Snaill F1 Snail2 mRNA 33k (P<<0.05), 3 ' ## Vimentin. N-cadherin % [ 235 il F ## E-cadherin % [ £ ik
(P<C0.05), #5188 SSc it o 77 76 5 3 15 /L B9 Wnt/B-catenin {5 53 B M 7 % £k EMT #HCHE A, H g
Wnt/B-catenin {5 5 B 0] fie i HaCaT 4iffd EMT () %4 .

[X$A] B-catenin = RGPV R Wnt/B-catenin {5 5l M b k- Bk fk

Expression of B-catenin in Skin Lesions of Patients with Scleroderma and Its Effect on Epithelial-Mesenchymal
Transition of Human Epidermal Keratinocytes LIU Jin-juan', YANG Hong-fa**, LI Yong-jian', CHEN Yan-
ming'. 1. Dermatology & STD Department , the Second Hospital University of South China , Hengyang 421001,
China; 2. Cardiovascular Medicine Department, the Second Hospital University of South China, Hengyang
421001, China
/\ Corresponding author, E-mail: liujinjuan198409(@163. com

[Abstract] Objective To investigate the expression of B-catenin in the skin lesions of patients with systemic
scleroderma (SSc) and its effect on epithelial-mesenchymal transition (EMT) of human epidermal keratinocytes.
Methods The expression of B-catenin, Snaill and E-cadherin in the skin lesions sample of 45 SSc patients and
normal skin sample from 20 healthy adults was detected with SP immunohistochemistry. HaCaT, the human
epidermal keratinocytes, were treated with different concentrations of Wntl0b (0 ng/mL (control), 2 ng/mL and
4 ng/mL) for 48 h. then detected the localization of B-catenin in HaCaT cells by immunofluorescence assay,
determined the mRNA levels of Snaill and Snail2 in HaCaT cells by real-time fluorescent quantitative PCR, detected
the proteins expression of B-catenin, Vimentin, N-cadherin and E-cadherin in HaCaT cells by Western blot. Results
The positive rates of B-catenin, Snaill and E-cadherin in skin lesions of SSc patients were 100%, 88. 89% and
2. 229% respectively, while in healthy adult skin, the corresponding positive rates were 0% , 10.00% , and 95. 00%.
The difference between the two groups was significant. Compared with control group, treatment with different
concentrations of Wntl0b (2 ng/mL and 4 ng/mL) induced up-regulation of B-catenin expression and promoted
translocation of B-catenin from cytoplasm to nucleus, increased the mRNA levels of Snaill and Snail2 (P<C0.05),
and up-regulated the proteins expression of Vimentin, N-cadherin, down-regulated the E-cadherin protein
expression in HaCaT cells (P<C0. 05). Conclusion Abnormally activated Wnt/B-catenin signaling pathway and
abnormally expressed EMT-related proteins are observed in SSc lesions. Activation of Wnt/B-catenin signaling
pathway may promote EMT in HaCaT cells.
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Bl 1 SSc B#E K IR4HL p-catenin,Snaill . E-cadherin B R iE ., SP X400
Fig 1 The expression of B-catenin, Snaill and E-cadherin in SSc patients. SP X400
A Control group; B: SSc group; a: B-catenin; b: Snaill; c¢: E-cadherin

& 2 B-catenin 7£ HaCaT fHfI HEIE L. X 400
Fig 2 Localization of B-catenin in HaCaT cells. X400

A Control group; B: 2 ng/mL Wntl0Ob group; C: 4 ng/mL Wntl0b group; a: DAPI; b: B-catenin; c: Merge
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= Control group
sl B3 2 ng/mL Wnt10b group

E 4 ng/mL Wnt10b group
#

Relative expression of mRNA

AT e-

Snaill Snail2

3 Wnt10b 432 /5 HaCaT ZH B Snaill .Snail2 mRNA # R ik
Fig 3 Effect of Wnt10b treatment on the mRNA expression of Snaill
and Snail2 in HaCaT cells

* P <C0.05, vs. control group; # P <{0.05,vs. 2 ng/mL

Wntl0b group
#t HaCaT 48 B-catenin, Vimentin, N-cadherin 4§
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n
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Relative expression of protei
(NRRRARRRR AR AR AR

E 4 Wntl0b 432 5 HaCaT #ifsh EMT HXE BRI R
Fig 4 Effect of Wnt10b treatment on the expression of EMT-related
proteins in HaCaT cells
A: Western blot bands; B: Quantitative analysis; a: Control;
b: 2 ng/mL Wntl0b; c: 4 ng/ml Wntl0b. % P<0.05, % % P<C
0.01, % x x P<C0.001, vs. a group; # P<C0.05, # # P<C0.01,
vs. b group
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