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Analysis of clinical features and treatment efficacy in patients with BRAF mutated colorectal carcinoma
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[ Abstract] Objective: To investigate the clinical features, treatment and prognosis of colorectal carcinoma with BRAF mutation.
Methods: A total of 12 patients from 2010 to 2015 were treated for advanced colorectal cancer with BRAF mutation in the PLA General
Hospital. Clinical data were retrospectively analyzed. Results: 7 patients with BRAF mutation were male (58.3%), 5 patients were female
(41.7%). All the patients were above 40 years old. 2 patients (16.7%) had colorectal carcinoma with BRAF mutation in the right colon,
10 (83.3%) in left colon and rectum. 10 patients had adenocarcinoma and 2 patients had mixed type of adenocarcinoma and mucinous
carcinoma. There were 6 cases with moderate differentiation and low differentiation respectively. Immunohistochemical detections of 8
cases with DNA mismatch repair gene immunization are microsatellite stable type. First-line treatment objective response rate was 27.3%
and disease control rate was 72.7%. The median PFS was only 16.4 weeks and the median OS 32 weeks. Conclusion: BRAF mutations are
more common in the elderly, patients with poor differentiation and the left half of colon tumor. As a special type of colorectal carcinoma, its
first-line chemotherapy sensitivity and prognosis are poor.
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