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Expression of miR-128-3p in cervical cancer
and its pathogenesis
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Abstract Objective: To investigate the differential expression of miR-128-3p in cervical carcinoma (CC) tissue and
paracancerous tissue, and to explore its pathogenic role in CC. Methods: The specimens of CC patients were
collected in the Fifth People’s Hospital of Pingdingshan. Luciferase reporter gene assay was used to explore
targeting regulatory relations between miR-128-3p and BMI1 in HEK293. Western blot was employed to verify
the expression of BMI1 protein, the potential target of miR-128-3p. Real-time quantitation PCR (RT-qgPCR)
was conducted to detect the relative expression of miR-128-3p and BMI1 in CC tissue and paracancerous tissue.
Flow cytometry experiment was performed to detect apoptosis of HeLa cells after overexpression of miR-128-3p.
Results: miR-128-3p targeted the 3'UTR region of BMI1. Low expression of miR-128-3p was found,while high
expression of BMI1 found in CC. Overexpression of miR-128-3p down-regulated the expression of BMI1, and
promoted the apoptosis of HeLa cells. Conclusion: MiR-128-3p is low expressed in CC patients and may bring
biological effects by targeting BMI1. miR-128-3p promotes the apoptosis of HeLa cells.
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Figure 1 miR-128 targeted to 3'-UTR of BMI1
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(B)miR-128F#lKBMI1 Y3 -UTRZOG 2 BTGP
(A) miR-128 targets to 3'-UTR of BMII and the mutant vector;
(B) miR-128 reduced BMI1 3'-UTR luciferase activities.
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Figure 2 Relative expression of miR-128-3p and BMI1 in CC tissues
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(A) Relative expression of miR-128-3p in CC tissues and adjacent
tissues; (B) Relative expression of BMI1 in CC tissues and adjacent
tissues; (C) Relative expression of miR-128-3p in tissues of CC
patients with different pathological types; (D) Relative expression
of miR-128-3p in tissues of CC patients at different stages.
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Figure 3 Endogenous expression of BMI1 protein in HeLa after overexpression of miR-128-3p

(A)HeLa 4fifE#kH BMIL 2 8% miR-128-3p T ¥#; (B)BMI1 K GAPDH JKJE{H 4T -

(A) BMII protein was downregulated by miR-128-3p in HeLa cell line; (B) Analysis of BMI1 and GAPDH gray value.
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Figure 4 miR-128-3p promoted apoptosis of HeLa cells
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(A) HeLa cells apoptosis after transfection of NC; (B) HeLa cell apoptosis after transfection of miR-128-3p mimics; (C) HeLa cell apoptosis

after overexpression of miR-128-3p. The detection time was 48 h after transfection.
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