.« 2626 - DREYES#HE biomed.cnjournals.com Progressin Modern Biomedicine Vol24 NO.14 JUL.2024

doi: 10.13241/j.cnki.pmb.2024.14.005

miR-204 §1a] SOX4 Fki S RBEIR s 15 e *

W WRF BA¥ smE A %>
(1 N B e ZE 7R 5 K5 — B R Bt S IR kv 5 4 710038
2 VU R 2 B s I B B 2 R e i 99 710005)

HE B985 miR-204 F= SRY 48% HMG & 44 F B T 4(SOX4) {2 i fk 85 4K 20 1% (CSCC ) W 44 2 8 VA B 7T 4 84 25T 75 A L
B, FERF2019F5 AZ2022 53 ATEEERKRSH WEE R KA 582 F KRG 77 o9 ik Kk dm o B % 3%
70 4], 4Rk E B E 6 CSCC R4 FoAl B 5 24042, £ A qRT-PCR #4328 22 4% A miR-204 f= SOX4 mRNA #4 7K -F , Western
blot F= % & 40 L2 AL 5 4 &, 4 ) 20 LR AR R P SOX4 K F ., #% CSCC %m fee 2 SCL-1 4 4 3+ & 41 miR-NC 42 .miR-204 41 |
miR-204+pcDNA %1 7= miR-204+SOX4 41, # A Lipofectamine 2000TM #& % X %] %~ %1% miR-NC.miR-204 #3144 . miR-204 4
4 4= pcDNA3.1 % #H 4k \miR-204 #£ 34 4 F= pcDNA3.1+SOX4 #H 4k 2 # 44 % £ miR-NC 41 .miR-204 21 .miR-204+pcDNA %1 e
miR-204+SOX4 28, 5+ F 20 41 LR 35 4, A58 62 B AR 2 A B 55 3646 miR-204 &5 SOX4 ey % % . K ] CCK-8 %44l SCL-1 41
MYG A, ST A, 52 B ) SCL-1 21 iS58 FE T4 A%, , L K. 48 M K 52 3Ad o] SCL-1 4@ fL A ==, Transwell 52 345 ) #6-im) SCL-1 21 it
% Fn4z % , Western blot #- SOX4 . E-cadherin N-cadherin #» Vimentin & & & X K -F, Z58 : CSCC 2842 F miR-204 f& % % ,SOX4
%9 mRNA o2 G 3 & £ 14, TargetScan 3RAF £ & #7245 27 miR-204 44 5' 3555 SOX4 49 3' sp A AL s o455, S5 a-iBE NC
2R 4R , miR-204 £8 SCL-1 %8 JeAR A3 55 7% ) L6 A& | i Ao id 2 40 F 3 AR (P<0.05), 4a B8 = F A 3 (P<0.05) ; SCL-1
29 i, F SOX4 N-cadherin #= Vimentin % & K F 35 B 4% (P<0.05),E-cadherin & & K F# & (P<0.05), 15 miR-204 %8 3
miR-204+pcDNA 41 3L 4% , miR-204+S0OX4 48 SCL-1 fm AR AT 3§ 307 ) T M 2 T B 12 £ HE I 5 (P<0.05), A
T & H4%(P<0.05);SCL-1 28 it ¥ SOX4 N-cadherin F= Vimentin & & 7K -F 3 7+ % (P<0.05 ) , E-cadherin & & 7K -F F4%(P<0.05 ), &5
12 :miR-204 i@ i $e.) SOX4 #p4] CSCC 2mfiead 3 5a | iT45 A3 4 A b R 1) FL At A2, 48k am 08 =, i T £ 3% CSCC 9 & o
FHRIS) : BBk S 9K 40 B ; miR-204; SRY 48X HMG &2 F B -F 4(SOX4) ;38 sl An A o it A5 A2 5 5 LR A #540
RESEE:R739.5 XEbRIAA:A XEHES:1673-6273(2024)14-2626-08

miR-204 Targets SOX4 to Inhibit the Development of Cutaneous Squamous

Cell Carcinoma*
HU Xin-hong', CAO Tian-yu', LIN Jian-ping', LU Ya-jie', ZHOU Fang**
(1 Department of Dermatology, The Second Affiliated Hospital, Air Force Medical University of PLA, Xi'an, Shaanxi, 710038, China;
2 Department of Dermatology, The Second Affiliated Hospital of Xi'an Medical College, Xi'an, Shaanxi, 710005, China)

ABSTRACT Objective: To explore the function and possible molecular mechanism of miR-204 and SOX4 in cutaneous squamous
cell carcinoma (CSCC). Methods: A total of 70 patients with CSCC who were diagnosed and underwent surgical treatment in the derma-
tology department of the Second Affiliated Hospital of Air Force Military Medical University from May 2019 to March 2022 were selected.
CSCC tissues and corresponding paracancer tissues of the patients were collected, and the mRNA levels of miR-204 and SOX4 in the
tissue samples were detected by qRT-PCR. The protein level of SOX4 in tissue samples were detected by Western blot and immunohisto-
chemical staining. The CSCC cell line SCL-1 was divided into control group, miR-NC group, miR-204 group, miR-204+pcDNA group
and miR-204+S0OX4 group. miR-NC, miR-204 mimics, miR-204 mimics and pcDNA3.1 empty vector, miR-204 mimics and pcDNA3.
1+S0OX4 vector were transfected into miR-NC group, miR-204 group, miR-204+pcDNA group and miR-204+SOX4 group by Lipofec-
tamine 2000TM transfection reagents, respectively. And control group cells were not transfected. The targeting relationship between
miR-204 and SOX4 was analyzed by dual luciferase reporter gene experiment. SCL-1 cell proliferation was detected by CCK-8 assay,
cell cloning was detected by clonogenesis assay, cell apoptosis was detected by flow cytometry assay, and cell migration and invasion
were detected by Transwell assay. The protein expression levels of SOX4, E-cadherin, N-cadherin and Vimentin were detected by West-
ern blot. Results: The expression of miR-204 was low in CSCC, and the expression of SOX4 mRNA and protein was high. The online
analysis results of TargetScan software showed that binding sites existed at 5' of miR-204 and 3' of SOX4. Compared with the control

AT H ER ARBIER S F ARSI H (81703119)
YEZ A FHHFLT (1980-) , 2 A+, FIREEIM , FEMFSE 5 1] [ R #EL, E-mail: huxinhongxiao@126.com
o GEIER D7 (1986-) % At , IR BEIT, S 2HFF 1) « B ks, E-mail: 1239656922@qq.com
Ofcfs B 3:2024-01-29 4257 H 151:2024-02-27)



DREYESSHE  biomed.cnjournals.com  Progress in Modern Biomedicine Vol24 NO.14 JUL.2024 .+ 2627 -

group or the NC group, the relative proliferation activity, number of clone formation, migration and invasion of SCL-1 cells in miR-204
group were decreased (P<0.05), and the apoptosis rate was increased (P<0.05). The protein levels of SOX4, N-cadherin and Vimentin in
SCL-1 cells were decreased (P<0.05), while the protein level of E-cadherin was increased (P<0.05). Compared with miR-204 group or
miR-204+pcDNA group, the relative proliferation activity, number of clone formation, migration and invasion of SCL-1 cells in
miR-204+SOX4 group were increased (P<0.05), and the apoptosis rate was decreased (P<0.05). The protein levels of SOX4, N-cadherin
and Vimentin in SCL-1 cells were increased(P<0.05), while the protein level of E-cadherin was decreased(P<0.05). Conclusion: miR-204

inhibits the proliferation, migration, invasion and epithelial mesenchymal transformation of CSCC cells by targeting SOX4, and promotes

cell apoptosis, thus alleviating the development of CSCC.
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Note: A: Expression level of miR-204 in CSCC tissues; B and C: SOX4 mRNA and protein levels in CSCC tissues; D: The expression of SOX4 in CSCC

tissues was detected by immunohistochemical staining. Compared with paracancer tissues, *P<0.05.
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Fig.3 Analysis of the regulatory relationship between miR-204 and SOX4 targeting

Note: A: TargetScan software online analysis results and double luciferase reporter gene experiment results; B and C: SOX4 mRNA and protein levels in

SCL-1 cells. Compared with control group or NC group, *P<0.05; Compared with miR-204 group or miR-204+pcDNA group, *P<0.05.
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Compared with control group or NC group, *P<0.05; Compared with miR-204 group or miR-204+pcDNA group, *P<0.05.
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Note: Compared with control group or NC group, *P<0.05; Compared with miR-204 group or miR-204+pcDNA group, *P<0.05.
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Compared with control group or NC group, *P<0.05; Compared with miR-204 group or miR-204+pcDNA group, *P<0.05.
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