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Inhibitory effect of KyoT2 overexpression on proliferation and migration of airway
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Abstract: Objective  To investigate the effect of KyoT2 on the proliferation and migration of airway smooth
muscle cells (ASMCs) in mice with asthma. Methods  Ovalbumin (OVA) was used to establish the asthmatic model
of airway remodeling in BALB/c mice. ASMCs were isolated and cultured, and primarily cultured ASMCs were used
as the control group. The expression of KyoT2 in ASMCs was measured in the control and asthma groups. After the
ASMCs from asthmatic mice were transfected with pCMV-Myc (empty vector group) or pCMV-Myc-KyoT2 plasmid
with overexpressed KyoT2 (KyoT2 expression group) for 48 hours, RT-PCR and Western blot were used to measure
the mRNA and protein expression of KyoT2, the MTT assay and BrdU assay were used to measure the proliferation
of ASMCs, and Transwell assay was used to measure the migration of ASMCs. Western blot was used to determine
the effect of KyoT2 overexpression on the protein expression of RBP-Jk, PTEN, and AKT. Results Compared with
the control group, the asthma group had significantly downregulated expression of KyoT2 in ASMCs, and the KyoT2
expression group had significantly upregulated expression of KyoT2 in ASMCs (P<0.05). Compared with the empty
vector group, overexpressed KyoT2 significantly inhibited cell proliferation and migration, downregulated the expression
of RBP-Jk and AKT, and upregulated the expression of PTEN. Conclusions  Overexpressed KyoT2 can inhibit the
proliferation and migration of ASMCs through the negative regulation of RBP-Jk/PTEN/AKT signaling pathway.

[Chin J Contemp Pediatr, 2016, 18(9): 885-890]
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