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Abstract Objective: To compare the efficacy and toxicity of irinotecan plus etoposide ( IP ) with those of etoposide plus cisplatin
( EP) as first-line treatments for small cell lung cancer ( SCLC ). Methods: A total of 60 patients were randomly assigned into the IP arm
and the EP arm. The primary endpoint was progression-free survival ( PFS ). The secondary endpoints were overall survival ( OS ), response
rate, and toxicity. Results: Of the 60 patients, 59 were eligible. The median PFS was 9.6 months in the [P arm and 9.7 months in the EP arm
(P =0.982). The median OS was 17.3 months for the IP arm and 17.4 months for the EP arm ( P = 0.997 ). No significant difference was
observed. The response rate was 65.4 % in the IP arm and 73.3 % in the EP arm. No significant difference in response rate was observed
between the two arms ( P > 0.05 ). The main common adverse reactions were myelosuppression and gastrointestinal response in both treatment
arms. No significant difference in grade 3 and grade 4 toxicity was observed between the arms ( P > 0.05 ). Diarrhea was significantly more
frequent in the IP arm than in the EP arm ( P =0.003 ). Conclusion: The effects of IP and EP as first-line therapy for SCLC are comparable
and equivalent and their adverse reactions can be tolerated.

Keywords Irinotecan; Small cell lung cancer; Clinical trial; Chemotherapy

/N9 (small cell lung cancer,SCLC) HEIFR — Z29097, B4R EZ5 0T .

HER AR TT J7 58 R 2 2B 5 A (etoposide plus 1

cisplatin, EP) J7 %8 , Il PR 22 i %2 ] 35 3] 65% ~ 85% ,
A5 5 5k HL 25 %605 o IR 138 VI 2297 a0
U AN RO BN (RS IR A AF I 25 . 20 TH 22 90
AEAR LUK TR BLH T —Htbpr 2y, o7 85 B (irinote-
can, CPT-11)7E SCLCIRYT T BIBFFE BRI BR .

Sk H A A ST B B (VT A e B ol 25 28 W) A 77 ) Bk
JIi4A (irinotecan plus cisplatin,IP)ﬁ%'ﬁ EP & —%
1GYT SCLC TR AN RN, AR L 2008 43 H 2
20104F 3 A , % 60 ] SCLC & 43l 45 F 1P 5 EP J7

EE AL AHMEMKZEH B RMR ERME R (L3 101149)
HIE1EH 5kBA  zhangshucai6304 @yahoo.com.cn

MBS A A
1.1 RSOk

N RRUE - 2 0 2 A/l 20 21240012 NSCLC Y
B BER S IR YT , A 1755 RECIST ArifE
AL AL AR 18 % LA B, PS 0 ~ 243, Tl AE A7
>3 H L B Tine O r R B R LR B
W TCREAR B G B8 B OB o HEBRARAE : 4
DR B FL B2, I RS AT RE IR, JC 3536 1 e i
TR, AEAE LA s o USRS (5] PS PE 43R
GyIZHZ R B A A TG A L, T A4



924 ¥ ® iRl A

20124E5E0EE 138

BT 304 . Hor 1P 2H 30 441, Hor 55 7k 24
W), Lotk 6 ], AR A 42 ~ 75 % ST AR IS 60.2 %7 5 JR) PR
W0, )z 2045 PS 0 ~ 14532541, PS 243 5415
EP 4 30 5] Sk 23 151, Lok 7 1915 4F- % 44 ~ 75 %, R
LA 63.0 % 5 SR BRI 13491, 732 300 17 6515 PS O ~ 143
2611, PS 243 45 . PHALERE Z AN R BT R} 22 53 T4t
TR L (P>0.05,% 1),

x1 FEBEIMKREARZER
Table 1  Clinical data of patients in the two groups
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Yz P
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P 0.754
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AR5 —
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Ik R 233 0.426
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Table 2 Comparison of response to treatment and survival between IP

arm and EP arm
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Table 3  Comparison of toxic effects between IP arm and EP arm
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Figure 1 ~ Comparison of PFS and OS between IP arm and EP arm
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