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[ Abstract] Objective: To investigate the expression of NDRG2 in gastric cancer cell lines and its relationship with cell
differentiation. Methods: Protein and mRNA level of NDRG2 were detected in GES1 and 6 gastric cancer cell lines by RT-
PCR and western blot, then TPA was utilized to treat gastric cancer cell line (HGC27) to detect NDRG2’ s expression and
invasion. Results: The expression of NDRG2 was down-regulated in gastric cancer cell lines compared to GES1, and it was
the lowest in HGC27. After treatment with TPA in HGC27, the expression of NDRG2 significantly increased, and its inva-
sion ability obviously weakened. Conclusion: It suggests that NDRG2 may be a tumor suppressor gene in gastric cancer, and
it is closely related to cell differentiation.
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Figure 1. NDRG2 Levels in Human Gastric Cancer Cells (SGC7901, MGC803, BGC823, MKN45 AGS and HGC27) and

One Immortalized Normal Gastric Cell Line (GES1)
Protein (C) and mRNA (A) levels of NDRG2 in each cell line were showed, with GAPDH as control. B, D: The histogram showed

that NDRG2 in GES1 was higher than that in 6 gastric cancer cell lines, and it was in the lowest level in HGC27. * P value <0. 05,

** P value <0.01.
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Figure 2. The Protein Level of NDRG2 in Human Gastric Cancer Cell (HGC27) after Treatment with TPA

NDRG2 was gradually up-regulated as the concentration of TPA increased, and it was in the highest level in the 100 umol/L group. *P

value <0. 05
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Figure 3. The invasion of HGC27 cells was inhibited after
treatment with TPA

A. Result of Transwell showed that the number of cells de-
creased in the TPA group compared with those in the control
group. B: The columns indicated the number of invaded cells

which were counted under the microscope. * P value <0.05
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