MicroRNA-130a: a tumor suppressive miRNA in
cutaneous squamous cell carcinoma
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Background

« (Cutaneous squamous cell carcinoma (cSCC) is one of the fastest increasing malignancies that represents particular problem among immunosuppressed patients.
« MicroRNAs are short non-protein-coding RNAs which regulate the activity of gene networks by regulating gene expression at the posttranscriptional level.
« MiR-130a is one of the miRNAs whose expression was significantly decreased in cSCC according to our initial screening.

Aim

To determine the role of miR-130a in the pathogenesis of cSCC and identify potential target genes in the disease.

miR-130a

l. miR-130a is down-regulated in cSCC and regulated by HRas
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Figure 3. MiR-130a suppresses colony formation
and self-renewal ability of cSCC. (A and B) The
— clonogenic capacity of two cutaneous SCC cell lines
was assayed upon ectopic overexpression of miR- . . .
130a or control. (C and D) Tumor sphere formation ACGVR1 in ¢cSCC cell lines upon si-AGVR1
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Figure 6. Knockdown of ACVR1 phenocopies
miR-130a overexpression. (A) Decrease of
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