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Abstract : Alpha-fetoprotein-positive gastric cancer (AFPGC) is considered as a special type of gas-
tric cancer because of its unique genetic and clinical features;the lymph node and liver metastasis
rate is higher and the prognosis is poorer than those of common gastric cancer. The VEGF,c-Met,
GPC3 and SALLA genes,which are closely related to tumor genesis,development and metastasis, are
over-expressed in APGGC. The recently developed targeted drugs,such as Apatinib,Sorafenib and
Ramucirumab,have achieved satisfactory results in the treatment of AFPGC. In this article the au-
thors review the recent research progress on the genetic features and clinical treatments in AFPGC.
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