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Effects of Astragalin on apoptosis of undifferentiated
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[ ABSTRACT] Objective: To investigate the effects and related molecular mechanisms of Astragalin on undifferentiated gastric cancer
cell HGC-27. Methods: Astragalin was used to treat HGC-27 cells, the cell proliferation activity was detected by CCK-8 method, the
cell morphology was observed under inverted microscope, hoechst 33342 and JC-1 staining were used to observe the changes of nucleus
formation and mitochondrial membrane potential, the cell cycle and apoptosis rate were detected by flow cytometry, the reverse tran-
scription level of the gene was analyzed by the second-generation sequencer. Results: Astragalin inhibited the proliferation of HGC-27
significantly (P<0.01), down-regulated mitochondrial membrane potential, induced cell apoptosis, blocked the cell cycle in G1 pro-
phase. At the same time, Astragalin up-regulated the transcription levels of genes bax and bad, down-regulated the transcription levels
of genes egf, egfr, pik3cb, pdkl, akt3 and bel-2. Western blot analysis also showed that the expressions of PI3K and Akt protein were
decreased, and the proportion of Bax and BCL-2 protein was increased significantly (P<0.01). Conclusion: The apoptosis of undif-
ferentiated gastric cancer cell line HGC-27 can be induced by Astragalin through inhibition of EGFR/PDK/ Akt signaling pathway, and
the cell cycle can be blocked in G1 phase, which has a certain therapeutic effect on undifferentiated gastric cancer.
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Fig. 1-1 The effects of Astragalin on the proliferation ability of
HGC-27 cells (n=3)
"P<0.05, “P<0.01 vs 0 pg/ml group
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Fig. 1-2 The morphological changes of HGC-27 cells after As-
tragalin treatment (x100)
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Fig. 2 The results of hoechst 33342 after Astragalin treatment
(x100)
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Fig. 3 The results of JC-1 staining after Astragalin treatment
(x10)
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Fig. 4 The results of cell cycle of HGC-27 cells after Astraga-
lin treatment
*P<0.05, "P<0.01 vs 0 pg/ml group

Tab. 1 The results of cell cycle of HGC-27 cells after Astraga-

lin treatment

Group Gl S G2
0 pg/ml 74.89 11.46 13.65
50 pg/ml 83.37 9.73 6.90"

*P<0.01 vs 0 pg/ml group
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Fig. 5 The relsll;l?s_Aof apoplosis and motality 0?}}—?(_}/%(]—27 cells
after Astragalin treatment
"P<0.05, "P<0.01 vs 0 pg/ml group

Tab. 2 The results of apoptosis and motality of HGC-27 cells

after Astragalin treatment

Group Normal Apootosis Necrosis
0 pg/ml 98.54 1.4 0.05
50 pg/ml 79.05 17.63™ 3.33

“P<0.01 s 0 pg/ml group
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Fig. 6 The results of reverse transcriptome sequencing of

HGC-27 cells after Astragalin treatment

"P<0.05, *P<0.01 vs 0 wg/ml group
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Fig. 7 The results of Western blot. HGC-27 cells were treated
with 0 and 50 pwg/ml Astragalin
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