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carried out to characterize the interaction between PT and SF double layer membranes and the bone marrow mesen—
chymal stem cells of human alveolar origins ( hABMSCs) adhesion was studied by SEM. CCK-8 assay and live dead
staining were used to evaluated the biocompatibility of SFPT double layer membranes. qRT-PCR ALP staining
and alizarin red stain were carried out to measure the osteogenic differentiation of hABMSCs in different groups. Re—
sults The SF membranes prepared from SF solution with a degumming time of 30 min has the highest tensile
strength reaching (3.293 +0. 122 8) MPa. The smooth surface of SF double layer membrane was dense and
smooth while the rough surface was longitudinally ordered loose porous structure. PT was loaded onto the rough
surface of the SF double layer membranes by hydrogen bond hydrophobic interaction and other forces. There was
no significant difference in the results of CCK-8 and live dead staining between blank group SF group and PT-SF
group. Compared with blank group and SF group PT-SF double layer membranes promoted osteogenic differentia—
tion of hABMSCs. Conclusion Thus the PT-SF double layer membranes expressed desired mechanical biologi—
cal properties and can promote the osteogenic differentiation of hABMSCs to a certain extent. These results indicate
that PT-SF double layer membranes is successfully fabricated providing a solid foundation for future in vivo experi—
ments.
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The study of molecular mechanism of regulation of IL10

on proliferation and differentiation of HaCaT cells
Yin Xueli' Jia Bo’ Liu Li’ Li Mingcong' Zhang Jun’ Yang Zhen’ Bai Hongmei’
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Abstract Objective To investigate the effects of interleukin( IL) -0 on the proliferation of HaCaT cells and
CaCl, induced expression of differentiation markers and its possible molecular mechanisms. Methods HaCaT cells
were treated with various concentrations of IL40 (0 3 10 30 ng/ml) for different time (0 24 48 72 h) cell
proliferation was measured using MTS and cell cycle was determined by flow cytometry. HaCaT cells were pretrea—
ted with IL40 ( final concentration 10 ng/ml) for 1 h then incubated with or without CaCl,( final concentration
1.2 mmol/L) for 24 48 72 h Western blot was performed to detect the effect of IL40 on the expression of
HaCaT keratinocyte differentiation markers. After pretreatment of HaCaT cells with PD98059 an inhibitor of mito—
gen-activated kinase4:RK1/2 and LY294002 an inhibitor of phosphatidylinositol kinase-serine/threonine kinase
( PI3K-AKT) the total RNA and proteins were extracted separately real time quantitative polymerase chain reac—
tion ( RT-qPCR) and Western blot were used to examine the influence of ILH0 on the expression of differentiation
markers ( Keratinl Keratin5 Involucrin) . Results MTS results revealed that IL40 ( 30 ng/ml and lower doses)

did not alter the proliferation of HaCaT cells in 72 h. Flow cytometry analysis demonstrated that IL40 had no sig-
nificant influence on cell cycle progression. The results of Western blot showed that ILL40 upregulated the expres—
sion of differentiation markers Involucrin  while there was no significant effect on Keratinl and Keratin5. Mecha—
nism research analysis demonstrated that IL40 could activate ERK1/2 and AKT increase their phosphorylation
levels; RT-gPCR and Western blot results showed that PD98059 and 1.Y294002 partially blocked 11,40 induced In—
volucrin expression. Conclusion At a particular concentration range IL-0 has little effect on HaCaT prolifera—
tion but it partially upregulates the expression of differentiation marker Involucrin via the MAPKs-E£RK1/2 and
PI3K-AKT pathways.
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