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related proteins in OSCC cells in vitro2g8]. A previous re-
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port showed that HOXB9 may promote OSCC EMT by in- Supplementary information accompanies this paper https://doi.org/10.
1186/513287-020-1576-3

ducing the activation of the TGF-1/Smad2/Slug signaling

pathway P6). TGF- is a key inducer of EMT 34]. The co-
stimulation of TGF 1 and EGF has been revealed to trigger|
the phenotype transition in OSCC cells, which meets the re-|
quirements of EMT accompanied by upregulated Vimentin
and downregulated E-cadhin at the protein level 35. A
finding similar to ours was that HOXC6 gene silencing de-
lays EMT (reflected by decreased N-cadherin and Vimentin
expression and increased E-datin expression) through the
inhibition of the activation of TGF-/Smad signaling path-
way in cervical carcinoma celld4].

Emerging evidence demonstrates that miRNAs play|
an important role in the regulation of cancer cell
growth, invasion, and metastasis by inhibiting the ex-
pression of their targets 36]. In the current study,

Additional file 1: Figure S1. Successful isolation of CSCs. A, The
morphological observation of the purified OSCC cells (x 200). B and
Immunohistochemistry analysis of Vimentin and keratin in OSCC cel
200).

Additional file 2: Figure S2. Sorting and identification of CSCs. A, Th
CD133 and CD44 positive cells sorted from OSCC cells detected by
cytometry. B, The cell spheres enriched in OSCC cells detected by
suspension sphere-forming test (x 200). C and D, The protein expre
of CD133 and CD44 in OSCC cell spheres examined by western blo
lysis. P < 0.05 vs. the OSCC cells. Data (mean * standard deviation
analyzed by independent sampiest. The experiment was repeated 3
times independently.

Additional file 3: Figure S3. Transfection efficiency of miR-495 overg
pression or knockdown.pr< 0.05 vs. the NC-mimic groupp# 0.05 vs.
the NC-inhibitor group. Data (mean * standard deviation) were analy
by independent samplétest. The experiment was repeated 3 times
independently.
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R- cDNA: Complementary DNA; CSCs: Cancer stem cells; DEGs: Differentially
expressed genes; DMEM: Dulbézowodified Eagls medium;

495 inhibits OSCC cell proliferation and invasion pmso: bimethy! sulfoxide; EGF: Epithelial growth factor; EMT: Epithelial-
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could decrease cells in proliferative S phase while in-pypr: Polyvinylidene fluoride; RIPA: Radio-immunoprecipitation assay; RT-
crease cells in the G1 phasé%‘,ﬂ. Another study sug- gPCR: Reverse transcription quantitative polymerase chain reaction; SDA-
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contributes to cancer development and progressid8].  spr: Specific pathogen-free; TBST: Tris-buffered saline with Tween-20; TGF-
A previous report revealed that miR-147-mediated : Transforming growth factor-beta; wt: Wild type
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