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[ Abstract] Objective: To investigate the regulatory mechanism of Mesenchymal Stem Cell condi-
tioned medium (MSC-CM) on proliferation of pulmonary artery smooth muscle cells (PASMC) media-
ted by inflammation. Methods; In vitro cell culture system was established by taking MSC from human
umbilical cord at logarithmic growth stage and divided into control group (PASMC), T lymphocyte
stimulation group (PASMC + T lymphocyte) and MSC-CM intervention group ( PASMC + T lymphocyte
+ MSC-CM). On the third day of culture, the levels of tumor necrosis factor (TNF)-o in culture su-
pernatant, proliferation of PASMC, CaN activity and activated NFATc2 were assessed. Results: The
production of TNF- o in MSC-CM intervention group was significantly lower than that in T-lymphocyte

*IEERIUE T E R A AP IUE (30560159) 5 SEMA 125 T " EARHE LW B3 AL W5 (2013)021 | 5 SEHIAT - SN ERHRAIR G RHE ) 15
H [ A5 (20151001) 03]

A EMEE E-mail 1498682999@ qq. com; hzx@ gmc. edu. cn

1% H RS E] 2018 —06 — 18 4% M i ibdik : http ://kns. enki. net/kems/detail/52. 1164. R. 20180618. 1502. 026. html

641



M OBE R OR R

43 %

stimulation group( P <0.01). Compared with control group and T lymphocyte stimulation group, the

activity of CaN phosphatase in PASMC of MSC-CM intervention group was decreased, activation of
NFATc2 was reduced, and the proliferation of PASMC was reduced (P <0. 01). Conclusion; MSC-
CM inhibits the proliferation of PASMC mediated by inflammation through the CaN/NFAT signaling

pathway.
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CaN activity and proliferative ability of PASMC

Changes of TNF-a concentration as well as

in the supernatant of three groups on

the 3rd day of co-culture
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Fig.2 Activation of NFATc2 in PASMCs in co-culture system

In vitro Culture and Identification of PASMC
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