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Efficacy analysis of erlotinib as a role in synthetic therapy on 17 patients with advanced pancreatic cancer
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[ Abstract] Objective To evaluate the efficacy of erlotinib as a role in synthetic therapy on patients with advanced pancreatic
cancer. Methods To retrospectively analyze clinical data of 17 pancreatic cancer patients, who took erlotinib (100mg/d or 150mg/d)
orally as initial treatment(2 cases) or re-treatment (15 cases) at least 1 cycle and efficacy could be evaluated as well. Results No pa-
tient achieved CR, with PR in 1 case, SD in 8 cases and PD in 8 cases, and disease control rate was 52.9% (9/17). The median
progression free survival was 1.4 months (0. 7-8.0 months). The median overall survival was 12. 0 months (6.0-21.0 months ).
Grade 1-2 rashes and no more than grade 4 hematologic toxicity were the main adverse effects with no treatment related death. Conclu-
sion Erlotinib can be widely used in patients with advanced pancreatic cancer, either by exclusive use or combined with other treat-
ment, and it is a valid choice for patients with advanced pancreatic cancer. Furthermore, active synthetic therapy can greatly improve
the overall survival of advanced pancreatic cancer.
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