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X-ray diffraction ( XRD) and energy disperse spectroscopy ( EDS) were employed to analyze the ingredients and el—
ements distribution of scaffold respectively. Additionally the compression strength of the scaffold was tested by
mechanical universal testing machine. The biocompatibility of the scaffold and the cell viability research were char—
acterized via CCK-8 assay and Live/Dead staining respectively and the cell adhesion was studied by DPAI/Phal-
loidine fluorescence staining. qRT-PCR was employed to investigate the expression level of osteogenic—related gene
such as BMP2 RUNX2 and COL1. ALP staining was carried out to measure the osteogenic differentiation effect of
BMSCs. Results The CS3-TCP scaffold was comprised of bulk parallel aligned and thin lamellas with many por—
ous structures. B-TCP particles were evenly distributed over CS framework layers and the CS8-TCP scaffold pos—
sess excellent elastic property and biocompatibility moreover the cell seeded on scaffold revealed high cell viabili—
ty and continuous proliferation. qRT-PCR and ALP staining results demonstrated that the CS3-TCP scaffold could
induce osteogenic differentiation of BMSC. Conclusion To sum up the CS{3-TCP scaffold expressed desired me—
chanical and biological properties and could induce BMSC differentiate into osteoblast the composite scaffold pro—
vided a promising strategy for bone defect regeneration.
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Study on the relationship between EMT and lung cancer cell

adriamycin resistance based on miR-d5a-5p/P53 signaling pathway
Wei Dong'  Xin Yunchao® Liu Bo> Rong Yu' Li Yanming' Hao Yanbing'

( 'Dept of thoracic surgery >Dept of otolaryngology head and neck surgery
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Abstract Objective To investigate the role of miR-45a-5p in DOX resistance of lung cancer cells and to eluci—
date the relationship between miR-45a-5p and DOX resistance. Methods miR-5a-5p inhibitor and miR-45a-5p
mimics were used to transfect A549 and A549 /DOX resistant cells ( A549/D) . MTT assay was used to detect cell
viability flow cytometry was used to detect cell apoptosis Western blot was used to detect the expression of EMT
related protein and P53 protein  and QRT PCR was used to detect the expression of miR45a-5p. The potential tar—
get genes of miR-5a-5p were analyzed by bioinformatics prediction dual luciferase reporter. A549/D cells were
used to establish the xenograft tumor model in nude mice and the effect of miR-45a-5p overexpression on DOX in
vivo was analyzed. Results MTT analysis showed that the knockdown of miR-45a-5p increased the cell viability of
A549 cells ( ICy, value: 8.86 £0.32 pmol/L) and the overexpression of miR-45a-5p decreased the cell viability
of A549/D cells ( ICs, value: 1.92 £0. 11 pmol/L) . Blocking miR45a-5p in A549 cells reduced apoptosis ( P <
0.001) and increasing the expression of miR-45a-5p in A549/D cells promoted apoptosis ( P <0.001) . The role
of DOX in regulating the EMT was reversed by the transfection of miR-451a inhibitor through Western blot. Bioin—
formatics prediction showed that there was a specific binding site between P53 and miR-45a-5p. miR45a-5p inhi-
bition reduced the expression of P53 protein in A549 cells ( P <0.001) and miR-d5a-5p over-expression in—
creased the expression of P53 protein in A549/D cells ( P <0.01) . In vivo experiments showed that combination of
agomir-miR45a-5p and DOX could reduce the tumor volume and the expression level of N-cadherin and enhance
the expression levels of P53 and E-adherin. Conclusion miR-d5a-5p over-expression may inhibit EMT by targe—
ting P53 and enhance the sensitivity of lung cancer cells to DOX therapy.
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