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[Abstract] Objective To investigate the clinicopathological characteristics of dMMR/ MSI -H
colorectal cancer and their relationship. Method The clinicopathological data of 267 patients with dMMR/
MSI-H phenotype colorectal cancer treated in Guangdong Hospital of Traditional Chinese Medicine from May
2016 to August 2022 were retrospectively analyzed and cross subgroup analysis was performed. Result 139
male and 128 female patients were included with an average age of (59.8+£16.0) years. The common loss rate
of simultaneous expression of MLH1 and PMS2 was 58.1% (154/265) , the loss rate of simultaneous expression of
MSH2 and MSH6 was 18.5% (49/265) ,and 90 cases (33.7%) developed regional lymph node metastasis. Subgroup
analysis showed that the differentiation of right colon tumors was worse and the vascular invasion rate was

higher; Patients with lymph node metastasis had worse differentiation , higher T; T, stage rate,higher
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neurovascular invasion and higher incidence of cancer nodules; Patients with tumor length =8 c¢m had higher
regional lymph node metastasis rate,worse differentiation , higher T;-T, stage rate,higher vascular invasion
and higher incidence of cancer nodules; Patients with poor differentiation had a higher rate of stage T;-T,,
vascular invasion and cancer nodules; The incidence of neurovascular invasion and cancer nodules was higher
in patients with late T stage. Conclusion Colorectal cancer with dMMR/ MSI-H phenotype has unique

clinicopathological characteristics and is closely related to each other.
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