%R 5 Bt dig 2010 4£38 2 <111 -

JEi& R IR T 70 I3k Bafhyzs o) (Bl s i A0

T MAE AR A
ERE M B KIE AAT xE 28 ZHFR X NP Rww DUEY T

HE SES5BE JERBRMADNS T EGFR BERRMEEIFN, 5.5 25 E ik ST OE %25 TIE KAk MAIHiR (non-
small cell lung cancer, NSCLC) B e f EAERAFFRIRBATES, X8R S/ERBARTENEE, ARFERN LS
TGRSR R NSCLC AREHIGE T ROR BEIK R, FEMBSNE T RRARNITRESR. 5% 2005467 A- 20007 B2
T8 R T % B JEAATTH 70 B NSCLC #5881, IS4 F AR 1 ok, &k 150 mg, MRZ5 4 BRIFE BT AR A RES, LGS 8
B —k. R 70 GlEE 68 FITIFMENITR, CRO B, PR 26§, RR 38.2%, SD 24 fil, Hs&is4l% (DCR) 73.5%, PD
18 Bl (26.5%) . 63 GURTVFMeh{r et BAAEM (PFS) , #fz PES 3.0 A, HehIRs g s i TUE AL 3.0 4, e
BH26AH, EAIMAEGEER, ERIBEIT AR FRAE (51.7% vs 282%) , ZRAKIEEYL (P=0.048) , HHIK
FIEEAMS, A ILD, ILD %A4Rik 4.3%, Bt TRBRAITIEMINMBA R, ¢ E KB B il A BE 245
e, RMBEEER. 2ERA BRI,

KGR WA TIERE GITER

A Retrospective Study of Erlotinib in the Treatment of 70 Patients
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Abstract Background and objective Erlotinib is a small molecular inhibitor of tyrosine kinase. Multiple foreign and demestic studies have
confirmed that it can prolong the median progression-free survival time (PFS) and the overall survival (OS), which could be more significant
in the selected population. In this study we retrospectively oberserved the response, the survival and adverse reaction of erlotinib in non-
selected non-small ceil lung éancer. Methods Th e retrospective study included seventy non-small-cell lung cancer patients, who were treated
with erlotinib from July 2005 to July 2009. Erlotinib was prescribed at a dose of 150 mg daily. Results Sixty-eight patients were evaluated
response. Among these patients, CR O case, PR 26 cases, RR (CR+PR) 38.2% and SD 24 cases as their best response, disease control rate
(DCR=CR+PR+SD) 73.5%, PD 18 cases (26.5%). Sixty-three patients were evaluated PFS. The median PFS was 3.0 months. The median
PFS of adenocarcinoma and non-adenocarcinoma was 3.0 months vs 2.6 months. The drug-related adverse reactions were skin rash , diarrhea
and interstitial lung disease (ILD)(4.3%). Conclusion Erlotinib is active in non-small cell lung cancer, and it is much more effective in
adenocarcinoma and non-smoking patients. There is no difference in resp.onse or suvival concerning the sexuality. It is well tolerated in most
patients.
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Fig 2 Kaplan-Meier curves of progression free survival time in patients with
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