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Abstract: Objective To explore the effect of tumor-derived immunoglobulin G (IgG) expression on the
proliferation of gastric cancer cells and the role of Na'-K"-ATPase. Methods After the siRNA interference
was used to down-regulate IgG expression in gastric cancer cells SGC-7901 and HGC-27. O Western blotting
and RT-qPCR were used to detect the expression of IgG at the protein and mRNA levels. @ CCK-8 method and
microscopic cell photo-counting were used to detect the proliferation ability of the above gastric cancer cells. @
Gastric cancer cell lines HGC-27 with stable expressions of Control shRNA and IGHG1 shRNA was established

to complete the tumorigenesis experiment in nude mice. @ The activity of total ATPase and Na™-K*-ATPase
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in the above cells were detected by colorimetry.

Results

In vivo and in vitro experiments showed that down-

regulation of IgG expression inhibited the proliferation of gastric cancer cells, and the activities of total ATPase

and Na™-K"-ATPase in gastric cancer cells significantly decreased ( P <C0. 05).

Conclusion Tumor-derived

IgG may promote the proliferation of gastric cancer cells by enhancing Na™-K™-ATPase activity.
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