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Effects of Human Thioredoxin-1 on the Growth of Gastric Cancer Cell BCG823 Shi Yanyan™ , Ding Shigang* , Lu Fengmin,
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[ Abstract]  Objective To study the effects of human thioredoxin-1 (Trx1) on the cell cycle and proliferation of gastric cancer
cells.  Methods Transfection efficiency of five gastric cancer cell line, BCG823, AGS, MNK45, NUGC3, and PHM82 was
analyzed to choose the one with highest efficiency for our experiment. At the same time, the expression of Trxl in the gastric cancer cell
lines was measured by real-time PCR, so that to select the cell lines with lowest expression rate, which could avoid the interference
from the endogenous Trx1 to the transfected Trx1, and to ensure the obvious effects of transfection. Then, the pcDNA3. 1myc-His-Trxl
recombinant vector was transfected into the cell line selected to make the Trxl enhanced. The percentage of the cells in S phase was
detected by flow cytometry. Results The transfection efficiency of BCG823 and AGS was high enough. The Trxl expression in
BCG823 was lower than AGS [ ACT (Trx-GAPDH) of BCG823 =1.43, ACT (Trx-GAPDH) of AGS = 1.10, and ACT is reverse to
the level of Trx expression], so BCG823 was selected. The expression of Trxl was up-regulated by transfecting with pcDNA3. 1myc-
His-Trx1 (the ratios to the referent protein are relatively 0. 45 + 0. 02 and 0.26 +0.03, n =3, t =9.127, P =0.000). The
percentage of the cells in S phase was significantly increased ( after interfecting by the plasmid with Trx1, the rate of cells coming into
S phase was 28.54% , compared with the rate of the cells interfected by the plasmid without Trx1, which was 22.24%, y* =104. 759,
P=0.000). Conclusions The up-regulation of Trxl can promote the entry of BCG823 cells into S phase.
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