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[ Abstract)

problem threatening human health. The emergence of targeted therapeutic drugs has made a breakthrough in

Gastric cancer has a high morbidity and mortality rate all over the world and is a major

the treatment of middle and advanced gastric cancer and extended the survival time of countless gastric
cancer patients. However, drug resistance and toxic effects still exist, so it is necessary to find safer and more
reliable targeted drugs. In recent years, mitogen—activated protein kinase (MAPK) signaling pathway has been
found to be closely related to the occurrence and development of gastric cancer, which can affect the
proliferation, invasion and apoptosis of gastric cancer cells. Moreover, many drugs affecting MAPK signaling
pathway have been discovered in succession. By referring to relevant documents, this article reviews the
researches of targeted therapeutic drugs for gastric cancer targeting MAPK signaling pathway, hoping to
provide a new idea for the research of targeted therapy for gastric cancer.
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