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Abstract: [ Objective | To investigate the efficacy and adverse effect of icotinib as first-line therapy
in treatment of patients with EGFR-mutation positive advanced lung adenocarcinoma. [ Methods ]
One hundred and thirty four patients with EGFR-mutation positive advanced lung adenocarcinoma
received oral icotinib(125mg,tid) as first-line therapy until disease progression or intolerable toxi-
city appeared. [Results] Among 134 patients,complete response (CR) was achieved in 6 cases
(4.5%) , partial response(PR) in 90 cases(67.2%),stable disease(SD) in 32 cases(23.9%) and pro-
gressive disease(PD) in 6 cases(4.5%). The ORR was 71.6%(96/134) ,DCR was 95.5%(128/134),
mPFS was 11.2 months(95%CI:9.8~12.5months),and OS was not obtained yet. The ORR,DCR and
mPFS of 19 exon muntation positive patients were 81.8% ,93.5% ,11.8months, respectively. The
ORR,DCR and mPFS of 21 exon muntation positive patients were 57.9% ,94.7% ,10.2months , re-
spectively. Patients with 19 exon mutation showed better ORR than those with 21 L858R muta-
tion(81.8% vs 57.9% , P=0.002). Non-smoking patients showed better ORR than smokers(77.4% vs
58.5% ,P=0.025). There were no significant differences in mPFS and DCR among patients of dif-
ferent gender,age,clinical stage, EGFR mutation state and smoking state. The main adverse ef-
fects were [ ~ 1 degrees of rash(44.8%) and diarrhea(25.3%),which were generally tolerated after
symptomatic treatment. [ Conclusion] The results suggest that icotinib is effective for patients with
EGFR-mutation positive advanced lung adenocarcinoma as first-line therapy with low and tolerat-
ed adverse effects.
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Table 1 Clinical characteristics of 134 patients with
advanced lung adenocarcinoma

Characteristic N %
Gender

Male 55 41.0

Female 79 59.0
Age(years)

<70 80 59.7

=70 54 40.3
Smoking status

Smoker 41 30.6

Non-smoker 93 69.4
Clinical stage

1199 23 17.2

v 111 82.8
EGFR status

19del 77 57.5

21 L858R 57 43.5
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Table 2 Response to icotinib in 134 patients with advanced lung adenocarcinoma

22 AREMN Characteristic N mPFS(95%ClI) P ORR P DCR P
134 i FEM AR L Gender
BT s s, d Male 55 12.109.7~14.5) 0.095  37(67.3) 0349  53(96.4) 0.868
o Female 79 10.4(8.9~12.0) 59(74.7) 73(92.4)
L DB 43.3%(58/134), y o (years)
¥ K295 1.5%(2/134), 1 FE <70 80 10.2(8.6~11.8) 0.097  59(73.8) 0.510  75(93.8) 0.528
5 23.19% (31/134), 11 B 1 8 =70 54 12.3(10.0~14.6) 37(68.5) 51(94.4)
229 (3/134) , g o5 679 ~ Smoking state
o Smoker 41 11.08.5~135) 0.854 24(58.5) 0.025 40(97.6) 0.252
(9/134), MR % 6.7%(9/134), Non-smoker 93 11.2(9.6~12.9) 72(77.4) 86(92.5)
[ A /ﬂ!% % 6.7% (9/134) , PRI Clinical stage
3.0% (4/134), Z 11 45% (6/ 18 23 11.98.5~154) 0.767  19(82.6) 0.200  23(100) 0.184
134). 902 200 (3/134). 149 EGI\F/R 111 11.009.5~12.5) 77(69.4) 103(92.8)
. . .y .y status
Fr 246 2 2 220 7 R 1 19 del 77 11.8(10.0~13.6) 0279  63(81.8) 0.002  72(93.5) 0.766
95, W5 HE AT A R R T g 21 L858R 57 10.2(8.2~12.3) 33(57.9) 54(94.7)
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Table 3 Adverse effects of icotinib in the treatment for
134 patients with advanced lung adenocarcinoma

Grade

Adverse event I i i v %

Rash 58 0 2 0 448
Diarrhea 31 3 0 0 25.3
Hepatic injury 9 0 0 0 6.7
Mucositic 9 0 0 0 6.7
Paronychia 9 0 0 0 6.7
Nausea 4 0 0 0 3.0
Fatigue 6 0 0 0 4.5
Loss of appetite 3 0 0 0 2.2
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