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ABSTRACT Objective: To investigate the impact of downregulating DDX1 gene on growth, apoptosis, metastasis, and invasion of
SiHa cells in cervical cancer. Methods: A DDX1-low-expression SiHa cell line was established via siRNA transfection, alongside a nega-
tive control group. The mRNA and protein expression levels of DDX1 were assessed using RT-qPCR and Western Blot analysis, respec-
tively. Additionally, CCKS assay, flow cytometry analysis, and Transwell assay were conducted to evaluate the effect of decreased DDX1
expression on proliferation, apoptosis, metastasis, and invasion of SiHa cells. Results: (1) Analysis of mRNA levels revealed significantly
lower expression of DDX1 in the Si-DDX1 group compared to the Si-NC group (P<0.05). Similarly, analysis at the protein level demon-
strated a statistically significant decrease in DDX1 expression in the Si-DDX1 group compared to the Si-NC group (P<0.05). (2)
Down-regulation of DDX1 resulted in increased cellular proliferation activity in the Si-DDX1 group compared to the Si-NC group (P<0.
05), while exhibiting a lower rate of apoptosis (P<0.05). (3) Decreased expression of DDX1 led to higher rates of metastasis and invasion
in the Si-DDX1 group compared to the Si-NC group with statistical significance (P<0.05). Conclusions: Inhibition or reduction of DDX1
expression enhances cellular proliferation ability while weakening apoptotic capability; additionally promoting metastatic potential and
invasive abilities within SiHa cells.
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Table 1 Primer Sequence Information

Number Gene name Sense (5'-3") sequence Antisense (5'-3') sequence
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Fig.1 Down-regulation of DDX1 mRNA expression in SiHa cells
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Fig.2 Down-regulated DDX1 protein expression in SiHa cells
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Fig.4 The effect of DDX1 downregulation on the apoptotic capacity of SiHa cells in cervical cancer
TATIG AR S, B AR A I AR AR DL S HoB

3 91
TiE RN E AN RS TR RE B2 R G, ARl i X i A e 22 )y AT s 30



DREYESHE  biomed.cnjournals.com  Progress in Modern Biomedicine Vol24 NO.19 OCT.2024

- 3631 -

200 —
&L
D
=
E 150
=
£
S 100
S
=
A
K=
= ,_

SI-NC 41

SI-DDX1 4

& 5 TiF DDX1 X} 53z SiHa HAREIS &8 RIS NG

Fig.5 The effect of DDX1 downregulation on the invasive capability of SiHa cells in cervical cancer
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Fig.6 The effect of DDX1 downregulation on the migratory capacity of SiHa cells in cervical cancer
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