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the proliferation of Ca Ski and C4- cells and C33a as well as the expression of mRNA and protein in YAP TGF-

a and EGFR. Results

The expressions of YAP TGF-oo and EGFR in HPV-6 ( +) Ca Ski and HPV8 ( +)

C44 human cervical cancer cells were higher than that of HPV ( =) C33a cells; after Vertepofin intervention the

cell proliferation rate decreased. At the same time that YAP was inhibited the expression of mRNA and protein in
TGF-eo and EGFR also appeared to be inhibited. Conclusion The Hippo / YAP signaling pathway for EGFR and

TGF-a expression in HPV-infected cervical cancer cells can play a positive regulatory role.
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664b-5p increased in esophageal cancer cells EC9706 and TEH ( P <0.05) while the transfection of miR-664b—
Sp inhibitor was the opposite ( P <0. 05) ; The results of cell proliferation assay showed that the ability of the cell
proliferation and the number of colony formation decreased in the miR-664b-5p mimic group compared with the
mimic NC group ( P <0.05) and the ability of the cell proliferation and the number of colony formation in the
miR-664b-5p inhibitor group was higher than the inhibitor NC group ( P <0.05) ; The results of transwell assay
showed that the number of migration cells and invasive cells of esophageal cancer in the miR-664b-5p mimic group
was lower than that of the mimic NC group ( P <0.05) while the number of migration cells and invasive cells in
the miR-664b-5p inhibitor group was higher than that of the inhibitor NC group ( P <0. 05) ; The results of Western
blot showed that the expression of Bax increased and Bel2 reduced in the miR-664b-5p mimic group( P <0. 05)
but the expression of Bax reduced and Bcl2 increased in the miR-664b-5p inhibitor group ( P <0. 05) . Conclusion

miR-664b-5p can inhibit cell proliferation migration and invasion and promote the apoptosis of esophageal canc—
er cells EC9706 and TE- which provides the foundation to further study the molecular mechanism of miR-664b-5p
in Kazakh patients with esophageal squamous cell carcinoma.
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LncRNA NRON alleviates atrial fibrosis

via promoting NFATc3 phosphorylation
Wang Ze Guo Zhixiang Ge Shenglin
( Dept of Cardiovascular Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To explore the specific mechanism of LncRNA NRON affecting NFAT activity and progres—
sion of atrial fibrosis. Methods The expression level of NRON in atrial tissue was detected by qRT-PCR. Western
blot was used to determine the protein levels of collagen [ collagen I NFATc3 and pNFATc3. Immunohisto—
chemistry was performed to observe the expression and distribution of collagen [ in atrial tissue. Atrial fibroblasts
were identified by vimentin/troponin immunofluorescence staining. Then the proliferation of fibroblasts was detected
by CCK-8 analysis. HE staining was used to observe the morphological changes of cardiac tissue and finally the
myocardial fibrosis was detected by Masson staining. Results NRON inhibited fibroblast proliferation and the ex—
pression of collagen [ and collagen Il activated NFATc3 and nuclide entry. Overexpression of NRON inhibited
the cardiac fibrosis induced by NFAT in mice. Conclution The data from this study suggest that NRON alleviates
atrial fibrosis by promoting NFATc3 phosphorylation.

Key words long non-coding RNA; NRON; atrial fibrillation; cardiac fibrosis; NFAT; phosphorylation



