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Abstract
Gastric cancer, as a common malignant tumor of the digestive tract, poses challenges to treatment due
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to its complex molecular mechanisms and high heterogeneity. In recent years, the significance of his-
tone modification in gastric cancer research has become increasingly prominent, especially the acet-
ylation modification of histone PKM (pyruvate kinase type M). PKM acetylation is the process of intro-
ducing acetyl groups to specific lysine residues of PKM through histone acetyltransferase, which af-
fects enzyme activity, nucleo-cytoplasmic translocation and transcription factor function, and is cru-
cial for cellular metabolism and gene expression regulation. This article elaborates in detail on the
molecular mechanism of PKM acetylation in gastric cancer and visually presents the dynamic balance
of acetylation/deacetylation of PKM under the action of specific HATs/HDACs and the complete path-
way regulating downstream target genes through a model diagram. Meanwhile, this paper focuses on
the specific regulatory network of PKM acetylation in gastric cancer and explores its potential role in
drug resistance and the immune microenvironment of gastric cancer.
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Figure 1. Molecular mechanism diagram of histone PKM acetylation regulating the proliferation, migration and invasion of
gastric cancer cells
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