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Abstract : Mammalian target of rapamycin (mTOR) and its signaling pathway regulate the
protein synthesis, cellular growth, metabolism,apoptosis and angiogenesis. In gastric can-
cer,it was usually activated and intimately related to the clinical and pathological char-
acteristics.Blocking the mTOR signaling pathway by rapamycin and its derivatives can
lead to the inhibition of gastric cancer cells and promotion of tumor necrosis. Moreover,
significant synergism was also observed in the combination of rapamycin with other
chemotherapeutics. As a result, blocking the mTOR signaling pathway by rapamycin and
its derivatives is expected to provide effective methods for the prevention and treatment of
gastric cancer.
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