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Abstract Objective: Observation of erlotinib
combined with chemotherapy in treatment of
advanced pancreatic cancer curative effect
and adverse reaction. Methods ; Introduction
of gemcitabine 1.0g/m’, intravenous infu-
sion,dl,d8, erlotinib 100mg qd, each cycle
was 3 weeks. Results; 18 patients could be
evaluated for efficacy. 0 cases achieved CR.
S cases achieved PR. 8 cases was SD. 5 ca-
ses was PD. RR was 27. 7% . Overall dis-
ease control rate ( DCR) was 72.2% ; in
tumor progression timewas 4. 2 months, me-
dian overall survival at 9.6 months. The
mainly poisonous deputy reaction were gas-
trointestinal reaction, yelosuppression and
rash. Grade I ~ IV toxicities included diar-
rhea(11. 1% ,2/18 ) , neutropenia (44. 4% ,
8/18) and thrombocytopenia ( 27. 7% , 5/
18 ). Conclusion; The erlotinib combined
with chemotherapy is well effective for pa-
tients in the treatment of advanced pancreat-

ic cancer,toxicity can be tolerated.
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