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[ Abstract] Objective To investigate the effect of forkhead box protein M1 (FOXMI1) on the chemosensitivity of
human cervical cancer cell line HelLa / DDP to cisplatin. Methods The eukaryotic expression vector containing sense
FOXM1 complementary deoxyribonucleic acid (¢DNA) and empty plasmid were transfected into human cervical cancer
cell line Hel.a /DDP by liposome transfection, which were recorded as over-expression group and over-expression control
group respectively. In addition, the recombinant vector and empty vector interfering with FOXMI1 gene expression were
constructed and transfected into human cervical cancer cell line HelLa /DDP mediated by liposome, which were recorded
as silencing group and silencing control group respectively. Blank group and inhibitor group were set. Every group set 5
wells, and cisplatin was added to each of well, and thiostreptomyces peptide was added to the inhibitor group for 48h.
The expressions of FOXM1 messenger RNA (mRNA) and protein were detected by real-time reverse transcription fluo-
rescence quantitative polymerase chain reaction (RT-qPCR) and Western blot (WB). The morphological changes were

observed by inverted microscope. The inhibition rates of cell proliferation were detected by thiazole blue (MTT). The
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apoptosis rates were detected by flow cytometry. RT-qPCR and WB were used to detect the expressions of Cyclin Bl,
CDC25B, survivin, p21 mRNA and proteins. Results Compared with the blank group, the expressions of FOXMI1,
Cyclin B1, CDC25B, Survivin mRNA and proteins decreased in the silencing group and inhibitor group (P<C0.05), and
the above indexes increased in the over-expression group (P<C0.05). Compared with the blank group, the proliferation
inhibition rates, apoptosis rates, p21 mRNA and protein expressions increased in the silencing group and inhibitor group
(P<<0.05), and the above indexes decreased in the over-expression group (P<C0. 05). The cells in the blank group, the
silencing control group and the over-expression control group were tightly connected, uniform in shape and clear in out-
line. The cells in the over-expression group were tightly linked. The cells in the silencing group and the inhibitor group
were reduced, with unclear outline, uneven in shape and different in size, and cell shrinkage and cell fragments were
seen. Conclusion Down regulation of FOXMI1 expression can increase the chemosensitivity of human cervical cancer cell
line Hel.a / DDP to cisplatin, while up regulation of FOXMI expression can reduce its chemosensitivity. It is speculated

that it is related to positive feedback regulating the expressions of Cyclin Bl, CDC25B and survivin., and negative feed-

back regulating the expression of p21.
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LB HE 20 5 0.89+0.18 0.90+0.18
LB 5 0. 1540, 04090 0.22+0, 05000
il 770 1 5 0.16+0, 0300 0.24+0, 0700
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Figure 1 Morphological changes of cells in each group
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Table 2 Comparison of cell proliferation inhibition rate in each group
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Table 3 Comparison of apoptosis rate in each group
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Figure 2 The apoptosis rate of each group was detected
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Table 4 Comparison of mRNA expression of Cyclin B1, CDC25B, Survivin and p21 in each group

g Cyclin Bl mRNA #ik

CDC25B mRNA £ ik

Survivin mRNA ik p21 mRNA #ik

n
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Table 5 The protein expressions of Cyclin B1, CDC25B, Survivin and P21 in each group were compared

2 5 n Cyclin Bl FH# 1A CDC25B #H H % ik Survivin & [ # 1A p21 HEHFEIk
A 5 0.86+0.19 0.72+0.16 0.4540. 07 0.8840.16
i F RN E 5 0.90+0. 22 0.7240.18 0.4740.08 0.91+0. 20
P STy 5 1.45+0, 310@ 1.35+0, 260@ 1.17+0. 2400 0.21+0.040@
LR 1R 21 5 0.88+0. 20 0.69+0.17 0.4640.09 0.89+0.18
DR 5 0.1640. 0400® 0.24+0. 0400® 0.09+0.0300® 1.25+0. 24000
0 70 4 5 0.18+0. 0500 0.22+0.050@ 0.10+0, 030@ 1.27+0. 270@

T 52 AA L, QP<0. 05; 5 i3 % 1k B4 L. @ P<<0. 05 5 0E O I AL AL . @ P<<0. 05 5 g Kk

4 R, @ P<<0. 05
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Figure 3 The protein expressions of Cyclin B1, CDC25B, Survivin and
p21 were detected by Western Blot
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