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[ Abstract )

characterized by difficulties in early diagnosis, advanced stage at the time of diagnosis, and high rates of

Pancreatic cancer remains a digestive system malignancy with extremely poor prognosis,

postoperative recurrence and metastasis. Despite continuous innovations in treatment modalities in recent
years, the five —year survival rate remains below 10%. In 2024, groundbreaking advancements have been
made in the field of pancreatic cancer treatment, encompassing chemotherapy optimization, targeted therapy,
immunotherapy, and tumor treating fields. This article aims to systematically review the significant research
achievements in systemic therapy for pancreatic cancer in 2024, providing a reference for clinical practice.
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