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Study on PCYTI1A regulating proliferation of gastric cancer cells
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Abstract: Objective To investigate the expression profile of choline phosphate cytidylyltransferase 1A
(PCYTI1A) in gastric cancer (GC) and analyze its impact on malignant biological behaviors of GC cells.
Methods PCYTI1A expression levels in GC patients and its association with prognosis were analyzed using The
Cancer Genome Atlas (TCGA) database. Lentiviral technology was employed to establish PCYT1A-silenced
GC cell lines. The effects of PCYT1A on GC cell proliferation were evaluated via CCK-8 and EdU assays, while

Transwell assays were conducted to assess its role in cell invasion and migration. Results PCYTI1A expres-

sion was significantly upregulated in GC tissues and correlated with poor patient prognosis, particularly in T4-
stage tumors patients. Silencing of PCYT1A markedly suppressed proliferation, migration, and invasion of GC
cells.  Conclusion Overexpression of PCYT1A is closely associated with unfavorable prognosis in GC. Inhibi-
tion of PCYT1A effectively attenuates the proliferative, migratory, and invasive capacities of GC cells. This
study provides a novel potential target for early diagnosis and treatment of GC, therefore, further in vivo ex-
periments and mechanistic studies are warranted to explore the role of PCYT1A in gastric cancer in depth in the
future.
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