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[Abstract] Objective To evaluate the efficacy, clinical beneficial response, and toxicity of gemcitabine com-
bined with erlotinib in advanced pancreatic adenocarcinoma. Methods Clinical data of 12 patients with advanced
pancreatic cancer was reviewed retrospectively. Gemceitabine was administered as 1 000 mg/m* weekly for 3 weeks,
while erlotinib was administered orally 150 mg/day. Therapeutic effects were evaluated after 2 treatment cycles. Re—
sults 1 patient exited because of Il °Diarrhea. There were 11 of the 12 patients might be evaluated for the objective
response. No patient achieved complete remission. The disease control rate was 63.6%, including 1 PR and 6 SD pa-
tients, and clinical benefit rate was 72.7%. The median progression free survival was 4.5 months, and the median over-
all survival was 8.4 months. The total incidence of hematologic toxicity was 72%, including 25.0% of grade 3~4 leuco-
penia and 8.3% of grade 3~4 thrombocytopenia. The other side effects were rash, diarrhea, inflammation of oral cavi-
ty, gastrointestinal tract response and slight liver function damage. No chemotherapy-related death occurred. Conclu—

sion Gemcitabine combined with erlotinib is an effective regimen for pancreatic cancer with good clinical tolerance.
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