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WFZER S OMEZE (J230) : We aimed to investigate expression profiles of microRNAs (miRNAs)
in order to understanding the molecular mechanism(s) involved in the pathogenesis of
keloid. We confirmed that miR—10a was significantly under—expressed in keloid fibroblasts
(KFs) compared with normal dermal fibroblasts (NFs).

Inhibition and induction of miR-10a respectively by miRNA inhibitor and retinoic acid
(RA) in KFs and NFs revealed that IL-6 and pro—collagen type I (PICP) secretions in the
culture supernatants were decreased by miR—10a inhibitor and increased by RA treatment.
These results suggest that miR-10a regulates the synthesis and secretion of collagen in
KFs and NFs. KF and NF cells were transfected with miR—10a oligonucleotide. The secretion
of PICP was reduced in miR—10a transfected KFs and NFs. The miR-10a was significantly
over—expressed in KFs and NFs after treatment with RA. The treated cells were harvested
for miR—10a gPCR assay and the culture supernatant was analyzed for IL-6 and PICP secretion
by ELISA method. The assays indicated that IL-6 concentrations were markedly increased
in KFs compared with NFs after RA treatment.

Our data confirmed the differential expression of miR-10a in KFs compared with NFs. The
miR-10a regulates the synthesis and secretion of collagen in KFs and NFs. Down—-regulation
of miR-10a may be one of the mechanisms by which collagen is highly deposited in KFs.
Our results showed that miR—10a is a promising new effective strategy for targeting keloid
lesions.
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micro-RNAME{E T-1ZmiR-503. miR-886-3p.

miR-129-3p. miR-199b-5p, miR-145,
miR-19a, miR221. miR218, miR-7. miR-21,
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miR-10a7p & BSREHATIC LV MR s iz (K
1. F&1),

miRNA Fold change(KF/NF Regulation(KF/NF|
has-miR-503 4.740 up
has-miR-886-30 3.071 up
has-miR-129-3p 2.798 up
has-miR-199b-5p 2.729 up
has-miR-145 2.699 up
has-miR-19a 2.517 up
has-miR-145 2.511 up
has-miR-221 2.450 up
has-miR-218 2427 up
has-miR-7 2.400 up
has-miR-21 2.349 up
has-miR-1274a 2313 up
has-miR-1260 2.297 up
has-miR-17 2.263 up
has-miR-494 2192 up
has-miR-19b 2.038 up
has-miR-10a 5.568 down
has-miR-1915 2.103 down
Table.1  Differentially expressed in KFs compared with NFs { more than > 2-fold difference)
(X, #1)
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Fig.2 TagMan RT-PCR for miR-10a, -19a and -503 expression in cultured KFs and NFs
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Fig.3 Suppression and activation of miR-10a by miRNA inhibitor and RA in KFs and
NFs
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Fig5 Secretion of collagen and PICP by miR-10a molecule transfection in
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