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Effects of AG490 on leptin and JAK2/STAT3 signal pathway in transplanted

tumor of nude mice with human gastric cancer
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Abstract: Objective To explore the effects of leptin and JAK2/STATS3 signal pathway on the growth of
transplanted tumor of nude mice with human gastric cancer by intervening with AG490 and its relationship with
the expression of genes. Methods The models of transplanted tumor of male BALB/c-nu nude mice with hu-
man gastric cancer SGC-7901 cells were established, and then the nude model mice were randomly divided into
4 groups equally. Group A was allocated to the blank control group, and group B was administered by intraper-
itoneal injection of AG490, and the mice of group C were given with intraperitoneal injection of AG490 com-
bined with intragastric administration of Besunyen Slimming Tea, mice of group D were given 5-FU. The
tumor weight of nude mice in each group was recorded, and the inhibiting rates of transplanted tumor growth
were calculated. The expressions of leptin, JAK2 and STAT3 mRNA were detected by RT-PCR technique.
Results AG490 and 5-FU inhibited the transplanted tumor growth of nude mice with human gastric cancer,
and both could lower the expression of leptin. And AG490 lowered both the expressions of JAK2 and STAT3
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mRNA at the same time, but 5-FU didn’t. Besunyen Slimming Tea had no effects on tumor weight, leptin,

JAK2 and STAT3 mRNA. Conclusion

AG490 may lower the expression of the leptin gene by inhibiting

JAK2/STATS3 signal pathway for further inhibiting gastric cancer cells proliferation; meanwhile, there may be

other pathway to adjust the expression of leptin except JAK2/STATS3 signal pathway.
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