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Effects of Aloe Emodin on Cav-1/PTEN/PI3K/PKB Signaling Pathway, Invasion and
Metastasis of Gastric Cancer SGC-7901 Cells

LIU Haojie, CHEN Xuelei

(Department of Gastroenterology, Ezhou Ceniral Hospital, Ezhou, Hubet 436000, China)

(Abstract] Objective To investigate the effects of aloe emodin on Cav—1/PTEN/PI3K/PKB signaling pathway, invasion and
metastasis of gastric cancer SGC-7901 cells. Methods After resuscitation, SGC-7901 cells were divided into blank group,
control group and experimental group, the blank group was treated with MEM medium containing inactivated fetal bovine serum, on
the basis of the blank group, the control group and experimental group were cultured with curcumin 40 pwmol/L. and aloe emodin
50 pwmol/l, respectively. The three groups of cells were cultured for 24 hours. The migration and closure rate of cells was detected
by scratch test, the number of invasive cells was detected by Transwell chamber, and the expression levels of epithelial mesenchymal
transition (EMT) related proteins E—-cadherin (E-cad), N—cadherin (N-cad), vimentin (Vim), matrix metalloproteinase-9 (MMP-9),
caveolin—1 (Cav—1), PTEN phosphatidylinositol-3 kinase (PI3K) and protein kinase B (PKB) signaling pathways were detected by Western
blot. Results Compared with the blank group, the wound closure rate and the number of invasive cells in the control group and
experimental group were decreased (P<005), and the expression levels of Vim, N—cad, PI3K, PKB and MMP-9 protein were decreased
(P<0.05), while the expression levels of E-cad, Cav—1 and PTEN protein were increased (P<0.05). Compared with the control group,
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there were no significant differences in wound closure rate, number of invasive cells and expression of the above proteins in the

experimental group (P>0.05). Conclusion Aloe emodin can inhibit the migration and invasion of gastric cancer SGC=7901 cells, and

its mechanism may be related to the inhibition of EMT and the improvement of Cav—1/PTEN/PI3K/PKB signal pathway expression.

(Keywords) aloe emodin; gastric cancer cell; SGC-7901; caveolin-1; PTEN phosphatidylinositol-3 kinase; protein kinase

B; migration; invasion
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