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Explore the AKT Related Anti-apoptotic Pathways Expression in Arsenic
Trioxide Induced Apoptosis of Human Gastric Cancer SGC-7901 Cells*
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ABSTRACT Objective: Explore the AKT related anti-apoptotic pathways expression in Arsenic trioxide induced apoptosis of
human gastric cancer SGC-7901 cells. Methods: The gastric cancer cells were treated with different concentration (0 wmol/L, 7.5
pmol/L, 10 pwmol/L, 12.5 pmol/L and 15 wmol/L) of As,O; for 48 h. Cell apoptosis was observed by inverted microscope, the relationship
between the expression of p70S6ka, p-p70S6ka, p70S6k, p-p70S6kB, rpS6, p-1ps6, p-BAD, BAD, p-GSK33, GSK3R, NF-kB2 and the
concentration of As,O; was detected by Western blot. Results: Using Western blot assay to detect protein level, we founded that the
expression of p70S6ka, p70S6KB, p-p70S6ka, p-p70S6kp, p-BAD, p-GSK3B, NF-kB2 decreased, the expression of rpS6, p-rpS6,
GSK3Bexpression increased, Statistical analysis of each group of data showed that the P value was <0.05, with statistical significance.
The expression of BAD protein had no obvious change with the concentration of As,O; cells increased, the P value was >0.05, with no
statistical significance. Conclusion: As,O; induces the activation of multiple anti-apoptotic pathways related to AKT in the apoptosis
mechanism of human gastric cancer SGC-7901, and AKT plays an important role in it.
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Fig. 1 Effect of arsenic trioxide on the protein expression of
AKT/mTOR/S6K passway at different doses for 48 h in cells
Note: Data were expressed as x+ SD, *P< 0.05, compared with group 0;
AP< 0.05, group 7.5 compared with group 10; °P< 0.05, group 10
compared with group 12.5; ®P< 0.05, group 12.5 compared with group 15.
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Fig.2 Effect of arsenic trioxide on the protein expression of AKT/BAD
passway at different doses for 48 h in cells
Note: Data were expressed as x+ SD, *P< 0.05, compared with group 0;
AP< 0.05, group 7.5 compared with group 10;°P< 0.05, group 10
compared with group 12.5; P<0.05, group 12.5 compared with group 15.
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Fig.3 Effect of arsenic trioxide on the protein expression of AKT/GSK3p

BB

passway at different doses for 48 h in cells
Note: Data were expressed as £ SD, *P< 0.05, compared with group 0;
4P<0.05, group 7.5 compared with group 10; °P< 0.05, group10 compared
with group 12.5; P< 0.05, group12.5 compared with group 15.
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Fig. 4 Effect of arsenic trioxide on the protein expression of AKT/NF-«kB

passway at different doses for 48 h in cells
Note: Data were expressed as £ SD, ¥*P< 0.05, compared with group 0;
4P<0.05, group 7.5 compared with group 10; °P<0.05, group 10
compared with group 12.5; ®P< 0.05, group 12.5 compared with group 15.
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