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ABSTRACT OBIJECTIVE: To compare the clinical efficacy tin agn late non-small cell lung cancer (NSCLC) pa-
tients with epidermal growth factor receptor (EGF. ewl tation and those with exon 21 mutation. METHODS: Late

NSCLC patients with EGFR mutatio

FR exon 19 Del mutant were rega

ositly rall our hospital during Oct. 2013-Nov. 2014 were selected. Patients with EG-
&) nd patients with exon 21 L858R mutant were regarded as group B, 45 cases in

er than that of group B (72.09%, 60.47% ) (P<<0.05), MST [(15.47 +2.87) month] and mTTP [(182.00 +8.24) d] were obvious-
ly longer than that of group B [(12.55 +2.92) month, (162.00 +7.22) d] (P<<0.01). There was no statistical significance in the in-
cidence of adverse reactions in 2 groups (P>0.05), and there were no severe adverse reactions. CONCLUSIONS: For patients
with late NSCLC, erlotinib shows superior efficacy in patients with EGFR exon 19 mutation to patients with EGFR exon 21 muta-
tion.
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Tab 3 Adverse reactions in the 2 groups of patients

[case(%)]

; 82 A5 FFshtER %z .
?ﬂ)ﬂl n p uﬁ'
[~ Mg [~Mg Mg I~M% Mg I~0g% 0%

A8 701628) 20465) 204650 000)  20465) 0(0)  20465) 00) 13(30.23)
BAL 43 9(2093) 3(697)  2(465) 0(0) 20465 0(0) 20465 0(0) 15(3488)
7 0211
P 0658

3 itie
AT H AT R B A T e g,
HNSCLC 7E i H 249 ki 85% , P HSEVERE M 5 o) &

R\ Re , S EGRITHMERE R B WG 22 , HAT R OB

HHEEZG 2018 4F55 29 B4 L

WA, AT BN, NSCLC 1Y & A & —2H 2 3 R 4
P AR S Ak AR, H 5 R R DR %) T Ak L g S IR A
TGN AR AR . AR xF 100 40}
FARVIBR NSCLCHEA A AN A, & B4 EG-
FR 25 NAMNBF19 .21 58750 EGFR 4B+ 19 Del %8
A5 Oh 55 2235-2277 L Z [A1FR 43 Fr B ik 2k , EGFR 4 i T
21 L858R 745 I Ho 4 i 114 2 858 A2 SL 1R [ 4 mRNA
[R)2F 2553 (B T B4R G, (13 s A 5L 1R th 2 &
PRSI THSE IR . PR AR 51 EGFR B 2 BRI 1 15
PEs R | E—15 S EGFR7ENSCLC FR 263k F, M
T2 22 J g TR B DA B A i 2 B 0 A= A 7 ok S B
KR . I, EGFRJ&I6YT NSCLC [ —A 51 241 A5,
WE5E EGFR LR [R] A1 B T 28 A8 FE B W NSCLC Hr (1) 2
AR FIRILT G B B3R 7 e L s T HAg e d e
(h=9Ya

EGFR-TKI & HATIRYT W] EGFR 3R 2378 (B 5 1)
FEZG Y, TLRE (0 i S TR VG O 1 , BELIT (5 - i
e AR A M S A R RS R 28 TN
It EGFR-TKI It A5 251 T Meta 43T ifF 55 1 R 45 2R
IR, EGFR NG+ 19 2848 8 # — 4 (i | EGFR-TKI [¥)
mTTP [t EGFR 4121 RS K | [F] I} EGFRA
19 %@E%%‘—%@H%EGFR-TKNW@ i

1 SV

R AEAEI(0S) , 1 EGF, 2‘ B 0SS Ak
FEK 28 EGFR Sgin Wty 5 v fE 75 5

EGFR, TR MR AR BN AHBHEDY
P2 B E KT B4, AT A 415 B —4FE4
NIRRT B2, R B & e X EGFR AM .
T 195 B E MBS W R IL T EGFRAME ¥ 21 272 8
o X RES EGFRAME T 21 578 B E KW EG-
FR-TKI* A T 254H5¢ . K EGFR M1 19 Del %872
KA TAB I 2 R AR L (K 745) Tl , i — Wi
R 456 B GBI A, HCTT S R 1R 1 Bk 2k 25 5 3K
EGFR AL £ (aC-helix IXI) (i 2E , 1 1M 2 25 52 1A
Tis G R R 1) = AR R 45 5 BB 7 , 442 e JiJd At e X /)
Oy TR BB 1 EGFR A1 8.1 21 52 F EGFR 4y
T A-loop X, 5 = BRI 45 6 1 SEALSOC R A
aC-helix &, K b, EGFR-TKIUH 1% Ji FY4)7
EINSCLC, {H H i 26 T EGFR F: AR i 28 A8 5 AN
[FIFh2E EGFR-TKIA B 7w L4 — TR 2518
ABEFESE RN, N L SR I, A 2H 855 1) DCR 2.
2 T B, Ui EGFR-TKIIAYT EGFR 4M i F 19 578
BE MR P T EGFRAMR T 21 5848 B o A ASSC
WHFE R B, W2 A8 E T N RO R A, BT
VBT G Yt | 20 EGFR-TKIIGY 7 I W NSCLC %4>
HIRE, 5 H AT A S AR

25 L RT iR, EGFR 3£ K %8 78 1) NSCLC & # & EG-
FR-TKIIGYT BB RE , EGFR A2 19 .21 5738 Al 1

China Pharmacy 2018 Vol. 29 No. 1 - 83 -



N NSCLC & FE 1A R Y77 RO A A7 B AZ O T R 1
ABFFELE R IL AR K5I EGFR He N [R) 58 22 o7 5 4 i
eI S BRI TRCR T AR HENR YT I R A
—EWSHMH . BB/ MEA R RO, A
Y7 R A AN D o 52 3 R SRR IR T AR O R 22
S R TL RBOR SRR, BRI T 253 2R gk
BT L BT LA A [ 1 S5 52 3 T 7 28 g L) K
RE i 3 E— 2B T

Sk

[1] CHEN W,ZHENG R,BAADE PD, et al. Cancer statistics
in China, 2015[J]. CA Cancer J Clin, 2016,66(2) : 115~
132.

DAVIES RS, BREWSTER AE, BUTTON MR, et al. 60
afatinib in EGFR mutation positive advanced non-small
cell lung cancer[J]. Lung Cancer, 2016.DOI: 10.1016/
S0169-5002(16)30077-0.

[3] XUEC,HU Z,JIANG W, et al. National survey of the me-
dical treatment status for non-small cell lung cancer
(NSCLC) in China[J]. Lung Cancer,2012.DOI: 10.1016/
j-lungcan.2012.04.014.

HASEGAWA Y, ANDO M,MAEMONDO M, et al. The

role of smoking status on the progression-free survival of

[4]

non-small cell lung cancer patients harboring activating
epidermal growth factor receptor (EGFR) mutations re-
ceiving first-line EGFR tyrosine kinase inhibitor versus
platinum doublet chemothera[J]. Oncologist,2015,20(3):
307-315.

[5] E5F5, ML, BB, 4. EGFR-TKIBK A 2 Wi Fih )1y
Hﬁ%ﬁﬂh/l\fﬁﬂﬂﬁﬂfﬁﬁﬂw%%E’Jf“xﬁ( ‘?ﬁ% Pt e ta it

T B 25 5,2014,25(28) :2 1— ia.
DE MELLO RA,MADU
al. EGFR and K

'ALHO LS, et

and ALK fusions: cur-

mutations
pe‘rsonalized therapies for patients
dvanced non-small-cell lung cancer[J]. Pharma-
cogenomics,2017,14(14) :1765-1777.

SAKATA Y,KAWAMURA K, SHINGU N, et al. Erloti-

nib plus bevacizumab as an effective treatment for lepto-

[71
meningeal metastases from EGFR mutation-positive

non-small cell lung cancer[J]. Lung Cancer, 2016.DOI:

10.1016/j.lungcan.2016.07.008.

FURUGAKI K, FUKUMURA J,IWAI T, et al. Impact of

bevacizumab in combination with erlotinib on EGFR-mu-

[8]

tated non-small cell lung cancer xenograft models with
T790M mutation or MET amplification[J]. Inter J Cancer,

(PEXE) RE—PEREZINET,

- 84 - China Pharmacy 2018 Vol. 29 No. 1

(9]

(10]

[11]

[13]

[14]

[15]

aﬂcm
“ NG H, HUANG J, YU X, et al. Different eficacy of

[17]

(18]

2016,138(4):1024-1032.

EISENHAUER EA, THERASSE P,BOGAERTS 7, et al.
New response evaluation criteria in solid tumours: revised
RECIST guideline (version 1.1) [J]. Eur J Cancer, 2009,
45(2):228-247.

U S Department of Health and Human Services. Common
terminology criteria for adverse events (CTCAE) version
4.0[M]. Bethesda: National Institutes of Health, National
Cancer Institute,2009:3—179.

ROSELL R, CARCERENY E, GERVAIS R, et al. Erlo-
tinib versus standard chemotherapy as first-line treatment
for European patients with advanced EGFR mutation-posi-
tive non- small-cell lung cancer (EURTAC) : a multicen-
tre, open-label , randomised phase 3 trial[J]. Lancet Oncol,
2012,13(3):239-246.

SIEGEL RL, MILLER KD, FEDEWA SA, et al. Colorec-
tal cancer statistics, 2017[J]. C4 Cancer J Clin, 2017, 67
(3):177-193.

GARNETT MJ,EDELMAN EJ, HEIDORN SJ, et al. Sys-
tematic identification of genomic markers of drug sensitiv-
ity in cancer cells[J]. Nature,2012,483(7391) :570-575.
ROLFF J, BECKER M, MERK 17, et al. Preclinical study

of a combination of erlotinib and bevacizum: early
stages of unselected non-small cell 1 t-de-
rived xenografts[J]. Ta 16, 90 (4) .

nco
|

VA P B R A R Rl 2R
W[T]. P B AR 2k & ,2016,19(1) : 1-15.

LR

EGFR tymsine kinase inhibitors and prognosis in patients
with subtypes of EGFR-mutated advanced non-small cell
lung cancer: a meta analysis[J]. J Cancer Res Clin Oncol,
2014,140(11):1901-1909.
AR VR, R . EGFR19 5 21 541 12828 A i 0
AR N e i — £k TKUIGS 77 3022 5 RIS BE T (1.
JBF e E,2016,22(3):167-171.
GRIDELLI C, BALDUCCI L, CIARDIELLO F, et al.
Treatment of elderly patients with non-small cell lung can-
cer: results of an international expert panel meeting of the
italian association of thoracic oncology[J]. Clin Lung Can-
cer,2015,16(5) : 325-333.
(i H #1:2017-06-02 &[] H #:2017-08-22)
(4% - AR I )

DGR 1T

HiE 2G5 2018 4F45 29 4545 1 1





