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Regulatory effect of SOX6 and SOX9 on the growth and differentiation properties into chondrocytes of MPCs in
primary OA articular cartilage

LIU Jun, WANG Hong-wei, CHEN Yu, YU Hai-long, WANG Qi, YANG Hui-feng, MA Jun-xiong, XIANG Liang-bi
( Department of Orthopedics, General Hospital of Shenyang Military Area, Shenyang Liaoning 110016, China)

Abstract: Objective To observe the growth and proliferation capabilities of MPCs in primary OA articular cartilage and their differen-
tiation properties into chondrocytes by applying related genes SOX6 and SOX9, so as to provide theoretical evidence in preventing and curing
primary OA. Methods
pAdTrack-CMV-SOX9, then the recombinant plasmids were used to infect MPCs derived from primary OA articular cartilage. TB and the ex-

SOX6 and SOX9 genes were respectively ligated into adenovirus shuttle plasmids pAdTrack-CMV-SOX6 and

pressions of collagen type Il protein and mRNA in differentiated MPCs were compared between the infected group and the uninfected group.
Results Either SOX6 gene or SOX9 gene could stably infect MPCs from primary OA cartilage. TB and collagen type Il were strongly posi-
tive in the SOX6- infected or SOX9-infected MPCs, while they were weekly positive in the uninfected MPCs. Collagen type II mRNA expres-
sion in SOX6-infected MPCs derived from primary OA cartilage was 3. 8 times of that in uninfected cells (P <0.01), and that in SOX9-in-
fected MPCs was 5. 15 times of that in the uninfected cells (P <0.01). Conclusion The stable transfection of SOX6 and SOX9 genes into
MPCs derived from primary OA cartilage could significantly promote chondrogenic differentiation of MPCs. There must be feasible methods of

gene technology to promote cell proliferation and differentiation of MPCs for repairing articular cartilage injury.
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