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[Abstract] Objective To explore the distribution of research forces, research hotspots and trends in
the field of oxaliplatin resistance research in colorectal cancer, and to provide a reference for future studies in
this field. Method Literature related to oxaliplatin resistance in colorectal cancer published from January
2015 to December 2024 was retrieved from the Web of Science Core Collection database. CiteSpace was
applied to perform a visual analysis of authors, countries, and keywords in this research field. Co—occurrence
analysis, clustering analysis, and keyword burst detection were used to reveal the current research landscape,

the evolution of hotspots, and future trends in this field. Result A total of 1096 articles (all original research
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papers) were included. From 2015 to 2024, the annual publication volume of studies on oxaliplatin resistance
in colorectal cancer showed an overall upward trend. Among the research forces in this field, the most active
authors were Ba Y and Zhang HY, each with 7 publications. Author collaboration primarily occurred within
their respective teams, while inter—team collaboration remained limited. China(573 articles), the United States
(133 articles), and Japan (78 articles) ranked as the top three countries in publication volume. China had a
betweenness centrality of 0.19, second only to the United States (0.39). The most frequent keywords were
expression(279 occurrences), cell(151 occurrences), and metastatic colorectal cancer (149 occurrences). Studies
on abnormal expression in metastatic colorectal cancer cells and the exploration of combination therapy were
major research topics in this field. Burst detection revealed that drug resistance —promoting mechanism (burst
intensity 3.56, 2021 —2024), pathway blockade (burst intensity 3.62, 2022), migration and invasion (burst
intensity 3.82, 2023 -2024), and Fusobacterium nucleatum (burst intensity 3.82, 2023 -2024) have shown a
sharp increase in recent years, representing the latest research trends in this field. Conclusion Research on
oxaliplatin resistance in colorectal cancer has continued to attract academic attention. China has made
significant contributions to this field, and strengthening international cooperation can further enhance its global
influence of research in this area. In studies on oxaliplatin resistance in colorectal cancer, the mechanisms of
resistance and combination therapy are major research foci. Future research directions will center on exploring

approaches to pathway blockade, as well as investigating tumor migration and invasion, and the interactions

between the gut microbiota and the tumor microenvironment.
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