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Comparison of clinical outcomes of NSCLC patients harbouring EGFR exon 21 or exon
19 mutation after Icotinib versus Icotinib combined with chemotherapy: a retrospective

study
GUO Huijin, LIU Yijing, WANG Qian,ZHANG Meiling, LU Kaihua"
Department of Oncology ,the First Affiliated Hospital of Nanjing Medical University , Nanjing 210029, China

[Abstract] Objective: This study compared prognoses of advanced non-small cell lung cancer patients with epidermal growth factor
receptor exon 19 or 21 mutations after two types of first - line treatment: Icotinib hydrochloride alone or icotinib combined with
chemotherapy. Methods: The clinical data of 174 patients admitted to the First Affiliated Hospital of Nanjing Medical University from
August 2012 to October 2020 were retrospectively analyzed. Totally, 82 cases carried EGFR 21 exon mutation, 38 cases received first-
line Icotinib therapy, while 44 cases received icotinib combined with the chemotherapy. 92 cases were with the presence of EGFR19
exon multation, 43 cases received first-line icotinib therapy, and 49 cases received iotinib combined with chemotherapy. We compared
differences in objective response rate, disease control rate, progression-free survival, and overall survival between EGFR 21 and 19

exon mutation patients after receiving different treatment regimens. Results: Among the patients receiving icotinib treatment, the
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patients with EGFR21 mutation had a median PFS that was 3.5 months shorter than those with 19 mutation (9.5 months vs. 13.0
months, P=0.046). There were no significant differences in the median OS, ORR and DCR after 1 cycle of treatment (P > 0.05).
Among patients receiving icotinib combined with chemotherapy , there was no significant difference in PFS, 0S, ORR and DCR after 1
cycle of treatment in patients with EGFR exon 21 mutation compared to patients with EGFR exon 19 mutation (P > 0.05). Among
patients with EGFR 21 exon mutations, the median PFS was 5.8 months longer in the combination group compared to the single-agent
group(15.3 months vs. 9.5 months , P=0.002)and the median OS was 20.2 months longer than in the single-agent group (46.0 months vs.
25.8 months, P=0.004). There was no significant difference in ORR or DCR between the two groups after one cycle of treatment (P >
0.05). Among patients with EGFR 19 exon mutations, median PFS was 9.1 months longer in the combination group compared to the
single-agent group (22.1 months vs. 13.0 months, P < 0.001 ) and median OS was 35 months longer in the combination group compared
to the single-agent group (61.0 months vs. 26.0 months, P < 0.001). There was no significant difference in ORR and DCR between the
two groups after one cycle of treatment (P > 0.05). Conclusion: For patients with advanced NSCLC with EGFR-sensitive mutations,
first-line treatment with icotinib combined with chemotherapy significantly improved PFS and OS compared with icotinib monotherapy.

In particular, the PFS and OS in patients with EGFR 21 exon mutations were comparable to those in patients with EGFR 19 exon

mutations.
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Table 1 Patients characteristics in two groups

HZheH (n=81)

A2 (n=93)

i R 195748 (n=43) 21 R7E(n=38) P1HE 195748 (n=49) 21 R7E (n=44) Py
P (%) | 0.629 0.534
5 14(32.6) 10(26.3) 25(51.0) 19(43.2)
& 29(67.4) 28(73.7) 24(49.0) 25(56.8)
(R 3£ 5) 64.28 + 13.44 66.26 + 10.94 0.472 58.78 £ 9.27 62.30 = 12.01 0.106
WA [n(%) ] 0.219 0.403
H 15(34.9) 8(21.1) 21(42.9) 15(34.1)
¥ 28(65.1) 30(78.9) 28(57.1) 29(65.9)
ECOG ¥4 [n(%) ] 0.582 0.569
0~17% 34(79.1) 32(84.2) 44(89.8) 40(91.0)
=24 9(20.9) 6(15.8) 5(10.2) 4(9.0)
SRR [ (%) | 0.547 0.119
P 41(95.3) 37(97.4) 45(91.8) 44(100.0)
A B 2(4.7) 1(2.6) 4(8.2) 0(0)
TNM 53 [n(%) ] 0.679 0.778
M(B.C)WYI 4(9.3) 2(5.3) 8(16.3) 6(13.6)
IVH 39(90.7) 36(94.7) 41(83.7) 38(86.4)
R2 BHAREART1EHORR.DCRATEL
Table 2 Comparison of ORR,DCR after 1 cycle Icotinib treatment [n(%)]
21531 %R CR PR SD PD ORR DCR
21 5875 38 0(0) 13(34.2) 23(60.5) 2(5.3) 13(34.2) 36(94.7)
19987840 43 0(0) 15(34.9) 27(62.8) 1(2.3) 15(34.9) 42(97.7)
X1a 0.004 0.012
PH 0.949 0913
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Figure 1 Comparison of PFS(A),OS(B)of patients receiving Icotinib treatment according to EGFR 21 or 19 exon mutation
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Table 3 Comparison of ORR,DCR after 1 cycle combined treatment (n(%) ]
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19 5874540 49 0(0) 20(40.8) 28(57.1) 1(2.1) 20(40.8) 48(97.9)
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Figure 2 Comparison of PFS(A),OS(B)of patients receiving Icotinib in combination with chemotherapy according to EG-

FR 21 or 19 exon mutation
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Table 4 Comparison of ORR,DCR after 1 cycle treatment of patients with 21 mutation

415 % CR PR SD PD ORR DCR
LiESEH 38 0(0) 13(34.2) 23(60.5) 2(5.3) 13(34.2) 36(94.7)
A4 44 0(0) 15(34.1) 28(63.6) 1(2.3) 15(34.1) 43(97.7)
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Figure 3 Comparison of PFS(A),OS(B)of patients with 21 mutation after two treatments
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Table 5 Comparison of ORR,DCR after 1 cycle treatment of patients with 19 mutation

Eib]l k3 CR PR SD PD ORR DCR
Lz 43 0(0) 15(34.9) 27(62.8) 1(2.3) 15(34.9) 42(97.7)
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Figure 4 Comparison of PFS(A),OS(B)of patients with 19 mutation after two treatments
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