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Down-regulation of TSP1 expression negatively regulates the biological behavior and angiogenic ability of
cervical cancer HeLa cells. ZHANG Hua, PAN Ying, HE Quan—zhong. Department of Obstetrics and Gynecology, the Third
Hospital of Xinxiang Medical University, Xinxiang 453000, Henan, CHINA

[Abstract] Objective To investigate the effect of regulating thrombospondin 1 (TSP1) expression on the prolif-
eration, migration, apoptosis, invasion of cervical cancer HeLa cells and its ability to promote endothelial cell angiogene-
sis. Methods
transfected the cervical cancer HeLa cells. The experiment was divided into TSP1 gene overexpression group (pcD-

Eukaryotic expression vectors pcDNA3.1-TSP1 and siRNA-TSP1 were constructed. They were used to

NA3.1-TSP1 transfection group), TSP1 gene under-expression group (siRNA-TSP1 transfection group), and non-trans-
fection group (control group). Real-time PCR and Western blot were used to detect the expression of TSP1 in each
group. CCK-8, wound healing assay, flow cytometry, Transwell assay, and matrigel assay were used to determine the
changes of biological behavior of each group. Results
mRNA and protein was up-regulated in pcDNA3.1-TSP1 group and down-regulated in siRNA-TSP1 group (P<0.05).

Compared with the control group, the expression of TSP1

Compared with the control group, the proliferation, migration, and invasion of HeLa cells and the ability to promote en-
dothelial cell angiogenesis in vitro were significantly enhanced in pcDNA3.1-TSP1 group (P<0.05); but there was no sig-
nificant difference in the proportion of apoptosis between the two groups (P>0.05). In the siRNA-TSP1 group, the prolif-

eration, migration, and invasion of HeLa cells, and the ability to promote endothelial cell angiogenesis in vitro were sig-
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nificantly decreased compared with those in the control group, while apoptosis was increased, with statistically signifi-

cant differences (P<0.05). Conclusion Down-regulation of TSP1 expression can inhibit the proliferation, migration

and invasion of HeLa cells, inhibit the ability to promote endothelial cell angiogenesis in vitro, and promote cell apopto-

sis. Up-regulation of TSP1 expression could promote the proliferation, migration and invasion of HeLa cells, improve

the ability to promote endothelial cell angiogenesis in vitro, but has little effect on the apoptosis of HeLa cells.

[Key words] Cervical cancer; Thrombospondin 1 (TSP1); Overexpression; siRNA; Angiogenesis
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Figure 1 The relative expression of TSP1 mRNA was detected by
Real-time PCR
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Note: Compared with the control group, ‘P<0.05.
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Figure 2 The relative expression of TSP1 protein (TSP1/GAPDH) in

each group was determined by Western blot
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grayscale value of the target strip. The relative expression of TSP1
was expressed as TSP1/GAPDH, “P<0.05 vs control group.
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Figure 3 The effect of TSP1 on the proliferation of HeLa cells was
detected by CCK-8 assay
TE: 5 PR Bl e, P<0.05.
Note: Compared with the control group, ‘P<0.05.
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Figure 4 The apoptosis rate was detected by flow cytometry
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Note: Compared with the control group, *P<0.05.
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