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[ Abstract] Objective: To investigate the effects of miR-370-3p on aerobic glycolysis in colorectal cancer (CRC) cells by tar-
geting WNT7B and regulating the Wnt/B-catenin signaling pathway. Methods: RT-qPCR was used to detect the expression levels
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of miR-370-3p in CRC and normal tissues, and database analysis was performed to assess its correlation with patient prognosis. A
dual-luciferase reporter assay was conducted to verify the direct binding of miR-370-3p to WNT7B. The effects of miR-370-3p on
CRC cell proliferation, migration, invasion, and apoptosis were evaluated using CCK-8, wound healing assay, Transwell and
flow cytometry assays. Glucose utilization, lactate production, and the expression levels of key glycolytic factors, including facilita-
tive glucose transporter 1 (GLUT1) and lactate dehydrogenase A (LDHA) were assessed. Western blot was performed to exam-
ine the expression of Wnt/B-catenin pathway components, including B-catenin, TCF-4, c¢Myc, and Cyclin DI.
Co-immunoprecipitation and immunofluorescence assays were used to investigate the interaction between B-catenin and pyruvate ki-
nase M2 (PKM2) and their nuclear localization. Finally, Spearman correlation analysis was conducted to evaluate the relationship
between B-catenin and key glycolytic factors (GLUTI1 and LDHA). Results: miR-370-3p was significantly downregulated in
CRC tissues and showed a significant association with patient age, clinical stage, and lymph node metastasis (P<C0.05). Function-
al experiments demonstrated that miR-370-3p inhibited the Wnt/B-catenin signaling pathway by targeting WNT7B, thereby sup-
pressing CRC cell proliferation, migration, invasion, and aerobic glycolysis while promoting apoptosis (P<C0.01). Further studies
revealed that miR-370-3p reduced B-catenin activity, inhibited its nuclear interaction with PKM2, and downregulated GLUT1I and
LDHA expression, thereby suppressing aerobic glycolysis. Conclusion: miR-370-3p inhibits the Wnt/B-catenin signaling path-
way, reduces the nuclear binding of B-catenin and PKM2 by targeting WNT7B, leads to the downregulation of GLUT1 and
LDHA expression, thereby inhibiting aerobic glycolysis and proliferation of CRC cells and promoting apoptosis. These findings

provide a potential therapeutic target for CRC treatment.
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Fig 2 miR-370-3p suppresses proliferation, invasion, migration, and promotes apoptosis in colorectal cancer cells
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