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[ Abstract ] Background and objective It has been proven that icotinib hydrochloride, as a molecule targeted drug,
can be safely and efficiently used to treat advanced non-small cell lung cancer (NSCLC) for second-line or third-line. This
research was aimed to investigate the efficacy and toxicity of icotinib hydrochloride as the first-line therapy for pulmonary
adenocarcinoma. Results Among the 56 patients, the tumor objective response rate (ORR) and disease control rate (DCR)
was 46.4% (26/56) and 78.6% (46/56), respectively. Among the 20 patients with EGFR analyses, 18 patients were positive for
a mutation, ORR was 66.7% (12/18), DCR was 94.4% (17/18) respectively. The ORR with no history of smoke. EGFR posi-
tive mutation and appearance of rash were significantly higher than those with smoker, wild type EGFR, no information about
EGFR and no appearance of rash (P<0.05). The most common drug-related adverse events were mild skin rash (28.5%) and
diarrhea (12%). Conclusion Single agent treatment with icotinib hydrochloride is effective and tolerable in first-line therapy
for pulmonary adenocarcinoma, especially with EGFR mutation.
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Tab 1 Analysis of the characteristics and response of 56 patients

%5 MR S8 [ 4B oR D ELH (ECOG) IR AR TIE S, 0
G1-2451461, 345345010015 WAH13M, B BEMAR 7], AN
HA364; $5c20024F- 3 EEREMF X Ik A 20 oA T (5
7NhR) NSCLC/HRE, TIIbIH 3451, TVIHS34i); HA204)
R I SR B AR R VA T TEGFRIL PRI 2 A G,
HA MR 196 5 5822104, AP -2148 L5288, Wi
Raff] (1) .

2 RS AIRERBRIR 7R ) 125 mg, BEH3IK, F2LH
25 B Ik s B AT i 32 N R RN YR T4E R
WA T I BT R AN B S P 45 AR IR IR e B e )T, AR
P BRI PIRASTES) (performance status, PS) FlIEJE 4y
TARST . T SR AT

Characteristics n (%) CR PR SD PD ORR (%) P DCR (%) P

Gender 0.785 0.108
Male 21(37.5) 0 9 5 7 429 66.7
Female 35(62.5) 0 17 13 5 48.6 85.7

Age (yr) 0.999 0.999
<70 26 (46.4) 0 12 8 6 46.2 76.9
=70 30 (53.6) 0 14 10 6 46.7 80.0

PS (ECOG) 0.087 <0.001
0-2 46 (82.1) 0 24 18 4 52.2 91.3
3-4 10(17.9) 0 2 0 8 20.0 20.0

Smoker 0.038 0.017
Never 36 (64.3) 0 20 13 3 55.6 86.1
Light 7(12.5) 0 4 1 2 57.1 714
Non-light 13 (23.2) 0 4 7 15.4 46.2

Stage 0.592 0.522
b 3(5.4) 0 2 0 1 66.7 66.7
v 53 (94.6) 0 24 18 1 45.3 79.2

EGFR mutation 0.010 0.129
19 deletion 10 (17.9) 0 9 1 0 90.0 100.00
L858R 8(14.3) 0 3 4 1 375 87.5
Wild type 2(3.6) 0 0 1 1 0.00 50.0
Unknown 36 (64.3) 0 14 12 10 389 72.2

Rash 0.043 0.012
No 40(71.4) 0 15 13 12 375 70.0
Yes 16 (28.6) 0 1 5 0 68.8 100.00

Diarrhea 0.358 0.666
No 50(89.3) 0 25 13 12 50.0 76.0
Yes 6(10.7) 0 1 5 0 16.7 100.00

PS: performance status; EGFR: epidermal growth factor receptor; CR: complete response; PR: partial response; SD: stable response; PD: progressive

disease; ORR: objective response rate; DCR: disease control response.
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Tab 2 Adverse events
Adverse events Grade (n=56) rate (%)

I-11 1-1v

Rash 15 1 28.6
Diarrhea 5 1 10.7
Nail changes 2 0 3.6
Pruritus 5 0 8.9
Stomatitis 2 0 3.6
ALT 4 0 7.2
AST 2 0 3.6
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