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Abstract

Fibroblast growth factor receptor 2 (FGFR2) is
a tyrosine kinase receptor of the FGFR family
and plays an important role in the progression
of gastric cancer. FGFR2 expression is closely
associated with pathological type, clinical stage,
lymph node metastasis, and distant metastasis
in advanced gastric cancer. Monoclonal anti-
bodies directed against FGFR2 can inhibit the
proliferation of gastric cancer cells and, when
used in combination with chemotherapy, has a
synergistic effect against gastric cancer, suggest-
ing that FGFR2 is a potential therapeutic target
for advanced gastric cancer.
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2(bek). FGFR-3(flg-2)FIFGFR-4(fgfr-3). A1
AR EEREAERAMX K X % I S R U i
B X, b AR DX 34 F g% BR AR 11 (1)
BEDX (43 i 4 D1, D2AID3)4 ™. FGFR 1) 5>
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