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CD82 miRNA Dormancy Therapy

Development of Dormancy Therapy for adenoid cyst cancer through CD82-specific
miRNA

Chigita, Satomi
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miR-203 thought to be anti-oncomiR regulates KAI1/CD82(CD82) throu?h Wnt
signaling pathway, and adenoid cystic carcinoma cells transfection with miR-203 mimics analyzed a
change of the malignant character.

We previously isolated the highly metastatic and tumorigenic ACC subline ACCS-M from nonmetastatic
(0% incidence) and low tumorigenic (22.2% incidence) parental ACCS cells. ACCS-M exhibited high
tumorigenicity (100% incidence), high frequency of spontaneous metastasis to submandibular lymph
nodes (100% incidence). Transfection with miR-203 and miR-203 inhibitor to the ACCS and ACCS-M
suggests controlling cellular proliferation and cellular infiltration ability. We examined clinical
drug delivery system to apply the mechanism.
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CD82 h1299 CD82
(CD82 inhibits canonical Wnt signalling
by controlling the cellular distribution of B-catenin in carcinoma cells. Chigita S et al.
International Journal of Oncology 41(6): 2021-8, 2012)
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CD82 microRNA(mMiRNA)
CD82 wnt CD82
h1299 wnt Fzd2, 3,5,7,9 miRNA
(miR-203 Inhibits Frizzled-2 Expression via CD82/KAI1 Expression in Human

Lung Carcinoma Cells. Mine M, Chigita S, et al. PL0oS One. 2015 10(7):e0131350.)
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ACCS 100 in vivo selection
ACCS-M (Involvement of epithelial-mesenchymal transition
in adenoid cystic carcinoma metastasis. Ishii K, Shimoda M, Sugiura T, Seki K, Takahashi
M, Abe M, Matsuki R, Inoue Y, Shirasuna K. Int J Oncol. 38(4):921-31, 2011)
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