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TPM1 Regulates the Proliferation, Invasion and Migration of OSCC and Its Mechanism.  Yan Dayong, Cai Xiaoging, Guo Lele, et al.
Zhengzhou Central Hospital ,Henan 450001, China

Abstract Objective To investigate the expression of TPM1 in oral squamous cell carcinoma and its effect on the malignant pheno-
type of human oral squamous cell carcinoma. Methods The expression of TPM1 in oral squamous cell carcinoma (OSCC) and paracan-
cerous tissues was detected by RT - PCR. We selected CLA27 and HSC3 cells as follow — up test objects to construct TPM1 interference
plasmid. RT — PCR was used to detect the expression of TPM1,CCK -8 was used to detect cell proliferation at 0, 24, 48 and 72 hours.
Scratch test was used to detect cell migration, Transwell was used to detect cell invasion, and Western blot was used to detect the expres-
sion of MMP family protein. Results TPM1 was highly expressed in OSCC(P <0.05). RT - PCR showed that the mRNA expression in
the knockdown group was significantly lower than that in the no — load group (P <0.05) , and that in the over expression group was signif-
icantly higher than that in the no - load group( P <0.05). Compared with the control group, the ability of proliferation, migration and in-
vasion of knockdown group was significantly lower( P <0.05) , and the ability of proliferation, migration and invasion of overexpression
group was significantly higher (P <0.05). Western blot showed that the expression level of MMP9 in the knockdown group was signifi-
cantly lower than that in the control group (P <0.05), and that in the over expression group was significantly higher (P <0.05).
Conclusion TPM1 is highly expressed in OSCC. TPM1 may affect the proliferation, migration and invasion of OSCC by regulating MMP9
protein.
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