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[ Abstract] Background and purpose: Some studies have showed that pituitary tumor-transforming gene 1 (PTTG1) is highly
expressed in many cancers. This study aimed to investigate the effects of PT7G1 on the proliferation, apoptosis, migration and
invasion of glioma cells SHG44. Methods: PTTG1 siRNA was used to interfere with the gene expression of SHG44 in glioma
cells. Real-time fluorescence quantitative polymerase chain reaction (RTFQ-PCR) and Western blot were used to evaluate the
PTTG] silencing efficiency at mRNA and protein levels. Furthermore, we tested the effects of PT7TG1 on proliferation, apoptosis,
migration and invasion of SHG44 cells. Results: The results showed that silencing PTTG1 gene expression significantly inhibited
the proliferation (P<0.05), migration (P<0.01) and invasion (P<0.001) ability of SHG44 cells, and increased its apoptosis (P<0.05).
Conclusion: Decreasing the expression of PTTG1 can inhibit the degree of glioma deterioration, and it is expected to become a new
target for the treatment of glioma.
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Fig. 1 PTTGI siRNA silencing efficiency

A: Quantitative analysis of PTTG1 mRNA of SHG44 cells. B: Representative Western blot images of PTTG1 proteins of SHG44 cells. C: Quantitative
analysis of PTTG1 proteins of SHG44 cells. X+s, n=3. ": P>0.05; ": P<0.01; ™": P<0.001
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Fig. 2 Inhibition of PTTG1 can suppress the proliferative ability
of SHG44 cells
Cell proliferation was measured by CCK-8 assay. xts, n=3. : P<0.05,
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Fig. 3 Inhibition of PTTG1 can increase the apoptosis of SHG44 cells

A: Flow cytometry for apoptosis. B: Number of viable cells in negative control group and PTTG1 siRNA group. C: Number of apoptotic cells in the
early stage. D: Number of apoptotic cells in late stage. X+s, n=3. *: P<0.05, compared with negative control group
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Fig. 4 Inhibition of PTTG1 can suppress the migration ability of SHG44 cell

A: Cell migration was measured by wound healing assay (x10). B: Quantitative analysis of migration of SHG44 cells. X+s, n=7. : P<0.05
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Fig. 5 Inhibition of PTTG1 can suppress the invasion ability of SHG44 cells

A: Cell invasion was measured by Transwell assay (representative cell invasion images of SHG44 cells). B: Quantitative analysis of cell invasion. x+s,
n=3."": P<0.001, compared with negative control group
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