— 1228 — BERERKFZR 2025 £55 50 H5 9 #5 (Journal of Chongging Medical University 2025.Vol.50 No.9 )

JOIRTRG U P2 o SRR BESE D012 10.13406/ .cnki.cyxh.003861
ARMCX3 & 15 i FLIRAR 0 LI v L IE 8 Finde 22

Hhdm LM TR B EAEA K 4!
(LIRAPEE BRI B 2B, W0 610500; 2 )R 45 & A R EEBE BE AR RL # 610213;
3RS S B R R SRR B S 610500)

(f  ZE)B I X ESURE R 8 1 3(armadillo repeat containing X-linked 3, ARMCX3) X} 7L A0 MIHE i T 85 Al 2222 19
SR KT RE S T o T K ¢ S 2 Uk 2 A DN ARMCX 3 7 L Mo 2 1 B i 55 L 4L 3, 2 11 J5 428 IV 3E (weestern blot
WB) A ARMCX3 757 g 20 0 Hh ) 230 7K~ o ) P 08 o i R e Mg A AR 3R 08 ARMCX 3 19 2L s 4 A 28, SR P ik =X A
P s B SEB0  RIIR SE G AN Transwell 5256 U FLAR I A0 i3 58 2R 5122808 01 . FIREE 2 PR 4 K13 (The Cancer Genome
Atlas, TCGA ) Fll 3 PR 7Y — 20 21 3% 3K 5095 & (Genotype—Tissue Expression, GTEx) 73 Y 4 (@ A4 5 o 5 X — 60 % 7% 7 9 (SRY -
box transcription factor 9,SOX9 YTEFUIR I A 2Urp i 2R3k, A IR 223K 1 20 (Gene Expression Omnibus, GEO) Z #4341 SOX9 5
ARMCX3 A HH &M, WB RS I 7L i 98 40 it b b 7 #5525 H (epithelial cadherin, E—cadherin) #1122 45 %5 25 H (neural cadherin, N—
cadherin) FJE # 1 (vimentin, VIM) I SOX9 ik . £5R : 5955 AV IEH FUIR L R 40U AH L , ARMCX3 72 7L ZH 4L
ZREFLURE AN T AR & R A G R X IRAUMTLE , IR IA ARMCX3 4] T MCF=7 Fl MDA-MB-231 4 fifd i) 38
B GEAS ARG BE I, Sl ik E-cadherin 3% , 1] N-cadherin Fl Vimentin &3k , 22 ¥ G114 58 Lo 5IEH 414U H,S0X9
EFL IR 412U rh 2k I e 38 2 (P<0.001) , IF15 ARMCX3 A7 7R A S 5 IRFR I8 ARMCX3 il SOX9 ik, 257 A7 Giit 24 o
5518 : ARMCX3 TEFL I L SUM LRI A0 v i ek, T RBIE T SOXO T2 3L M AN ML 16 5 TR iR 28

(SRR | X IR I 1 3 FUI s WG90 T RAR 28 Y Y M X - e sk K 1 9

(HESES]R737.9 [ THk AR A

Armadillo repeat containing X-linked 3 regulates the proliferation, migration,

and invasion of breast cancer cells

Huang Xiyang' ,Ma Haixiang', Jiang Zhongyong®,Wang Jiandong’ ,Zhang Hong'
(1.School of Laboratory Medicine , Chengdu Medical College ;2.Department of Medical Laboratory , Chengdu Seventh

People’ s Hospital ; 3.School of Bioscience and Technology , Chengdu Medical College)
[ Abstract] Objective : To investigate the effect of armadillo repeat containing X-linked 3(ARMCX3) on the proliferation , migration,
and invasion of breast cancer cells and its potential molecular mechanism. Methods : Inmunohistochemistry was used to measure the
expression of ARMCX3 in breast cancer tissue and adjacent tissue, and Western blot was used to measure the expression of ARMCX3
in breast cancer cells. Breast cancer cells were transfected with lentivirus to establish a model of breast cancer cells with low expres-
sion of ARMCX3, and flow cytometry, colony formation assay, scratch assay, and Transwell assay were used to observe the effect of
ARMCX3 on the proliferation, migration, and invasion of breast cancer cells. TCGA and GTEx databases were used to analyze the ex-
pression of SRY—box transcription factor 9(SOX9) in breast cancer tissue, and GEO database was used to analyze the correlation be-
tween SOX9 and ARMCX3. Western blot was used to measure the expression levels of E~cadherin, N-cadherin, vimentin, and SOX9
in breast cancer cells. Results: Compared with adjacent tissue and human normal breast epithelial cells, there was a significant in-

crease in the expression level of ARMCX3 in breast cancer tissue and most breast cancer cell lines (P<0.05). Compared with the con-

trol group, the low expression of ARMCX3 inhibited the prolifera-
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ARMCX3, and the low expression of ARMCX3 also significantly in-



BERERKFZR 2025 £5 50 H5 9 #5 (Journal of Chongging Medical University 2025.Vol.50 No.9 )

— 1229 —

regulate the proliferation , migration , and invasion of breast cancer cells through SOX9.

[ Key words]armadillo repeat containing X-linked 3; breast cancer; proliferation ; migration and invasion; SRY—-box transcription fac-

tor 9
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