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[Abstract] Gastric and gastroesophageal junction (G/GEJ) adenocarcinomas are highly heterogeneous
malignancies of the digestive tract. Traditional approaches such as surgery, chemotherapy, and endoscopic
treatment have improved prognosis to some extent, but therapeutic efficacy remains limited in advanced cases.
In recent years, with the deepening of molecular biology and immunology research, the application of
biomarkers in G/GEJ adenocarcinoma has gradually become an essential cornerstone of precision medicine.
This review summarizes the most commonly used biomarkers in current clinical practice, including microsatellite
instability—high (MSI-H)/ deficient mismatch repair (IMMR), human epidermal growth factor receptor 2 (HER2),
and programmed death—ligand 1 (PD-L1), while highlighting emerging targets such as Claudin18.2 (CLDN18.2)
and fibroblast growth factor receptor 2b (FGFR2b). These biomarkers not only serve as prognostic indicators
but also directly guide the selection of targeted and immunotherapeutic strategies. In particular, the latest
phase Il trial results for CLDN18.2 and FGFR2b provide strong evidence supporting their inclusion in
guideline—recommended treatment options. Overall, MSI-H/dMMR, HER2, and PD-L1 have formed the core

foundation of molecular subtyping and precision treatment in G/GEJ adenocarcinoma. Through biomarker
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testing, clinicians can make more evidence—based treatment decisions, thereby significantly improving patient

outcomes. Looking ahead, with advances in detection technologies and the accumulation of clinical evidence,

these biomarkers, together with emerging molecular targets such as CLDN18.2 and FGFR2b, are expected to

complement each other and collectively drive the management of G/GEJ adenocarcinoma into a new era of

precision and individualized therapy.

[Key words]

Gastric adenocarcinoma; Gastroesophageal junction adenocarcinoma; Microsatellite

instability —high; Deficient mismatch repair; Human epidermal growth factor receptor 2; Programmed death—

ligand 1; Precision therapy
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