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[Abstract] At the 2025 American Society of Clinical Oncology (ASCO) annual meeting, multiple clinical
trial results advanced the development of precision perioperative treatment for colorectal cancer. In the field
of immunotherapy, the ATOMIC trial provided high —level evidence for patients with stage Il deficient
mismatch repair colon cancer. The study demonstrated that modified FOLFOX6 (oxaliplatin + fluorouracil +
leucovorin) combined with atezolizumab significantly improved 3—year disease—free survival rates (86.4% wvs.
76.6%, P<0.000 1). Meanwhile, adjuvant therapy strategies guided by circulating tumor DNA (ctDNA) also
achieved new progress. The DYNAMIC— I trial indicated that intensified therapy for ctDNA—positive patients
did not translate into survival benefits (3 —year recurrence —free survival rates: 48% for standard treatment
vs. 52% for intensive treatment regimen, P=0.57). Furthermore, ctDNA analysis of blood specimens from the

NO147 trial reaffirmed its predictive value for recurrence risk. In terms of comprehensive perioperative
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management of peritoneal metastases, the CAIRO6 trial explored systemic therapy combined with
cytoreductive surgery plus hyperthermic intraperitoneal chemotherapy. Although overall survival did not reach
statistical significance in the modified intention —to —treat population, substantial progression —free survival
improvement was observed in the per—protocol population. Collectively, the relevant studies presented at this
year’s ASCO meeting provided new evidence in adjuvant immunotherapy, ctDNA dynamic monitoring, and

integrated treatment approaches, laying a solid foundation for optimizing perioperative management of

colorectal cancer.
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