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Effect of miR-148a on the migrationability of skin squamous cell carcinoma
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Abstract: Objective To investigate the influence of miR-148a on the migration ability of skin squamous cell carcinoma
(CSCC).Methods The cancer tissues and corresponding adjacent normal tissues of 50 CSCC patients who were diagnosed in
the First Affiliated Hospital of Xinxiang Medical University from January to June 2017 were collected, and the expression of
miR-148a and transforming growth interacting factor 2 (TGIF2) mRNA in cancer tissues and adjacent normal tissues were
detected by real-time quantitative polymerase chain reaction. The CSCC A431 cells were cultured for 24 h,then the cells were
randomly divided into negative control group, miR-148a mimics group and miR-148a inhibitor group. The negative control,
miR-148a mimics and miR-148a inhibitor plasmids were transfected into A431 cells of above three groups respectively. The
expression of TGIF2 protein in A431 cells in the three groups was detected by Western blot at 48 hours after transfection ;the
migration ability of A431 cells in the three groups was detected by scratch healing experiment at 0,36,72 h after transfection.
Results The relative expression of miR-148a in CSCC tissues was significantly lower than that in the adjacent normal tissues

(P <0.05) ,and the relative expression of TGIF2 mRNA in CSCC tissues was significantly higher than that in the adjacent
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normal tissues (P <0.05). The expression of miR-148a in CSCC tissues was not related to the gender and clinical stage of

patients( P >0.05) ,and it was related to the age,pathological differentiation and lymph node metastasis (P <0.05). The expression

of TGIF2 protein in A431 cells in the miR-148a mimics group was significantly lower than that in the negative control group

(P <0.05) ;the expression of TGIF2 protein in A431 cells in the miR-148a inhibitor group was significantly higher than that

in the miR-148a mimics group and negative control group (P <0.05). At 36,72 hours after transfection, the scratch healing

rate of A431 cells in the miR-148a mimics group was lower than that in the negative control group(P <0.05) ;the scraich healing

rate of A431 cells in the miR-148a inhibitor group was higher than that in the miR-148a mimics group and negative control group

(P <0.05). Conclusion

The expression of miR-148a is down-regulated in CSCC tissues, and the expression of TGIF2 is

up-regulated in CSCC tissues. The overexpression of miR-148a in CSCC A431 cells can inhibit the cell migration behavior of

cells by decreasing the expression of TGIF2 protein.
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Fig.1 Expression of TGIF2 protein in A431 cells in the
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Fig.2 Scratch healing of A431 cells in the three groups
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