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I 15 RE R B R g 15 58 2013 4 11 A 2 2017 4E 8 A 47 EGFR JE R A I 114 fie 6 925 i
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Abstract: Abstract : [ Objective ] To investgate the status of epidermal growth factor receptor
(EGFR) gene mutations in squamous cell carcinoma of lung (SCC) and the efficacy of epi-
dermal growth factor receptor—tyrosine kinase inhibitors (EGFR-TKIs) in EGFR mutation-
positive SCC. [Methods ] Clinical data of 172 patients with SCC admitted in Guangxi Medical
University Affiliated Tumor Hospital from November 2013 to August 2017 were retrospec-
tively analyzed. The mutations of EGFR gene were tested by amplification refractory muta-
tion system (ARMS) method. Patients with positive EGFR mutation were treated with EGFR-
TKIs. [Results] Among 172 patients, 15 cases were EGFR mutation positive(8.7%). The
EGFR mutation rates in female and non-smokers were higher than those in male and smok-
ers(22.2% vs. 5.1% ,16.7% vs. 4.5% ,P=0.001,0.007 ,respectively). EGFR mutation was
not correlated with pathological grades,stages,specimen types and level of carcino-embry-
onic antigen(CEA) and squamous cell carcinoma antigen(SCC)(P>0.05). Five EGFR positive
cases were treated with EGFR-TKIs as first-line therapy and 1 case treated as second-line
therapy. The objective response rate was 33.3% ,the disease control rate was 83.3% ,median
progression-free survival was 4.9 months, median overall survival was 10.75 months. Grade 1
skin rashes were observed in 2 cases. [Conclusion] EGFR mutation rate in lung SCC is re-
lated to gender and smoking status. EGFR-TKIs show clinical efficacy in EGFR mutation-
positive patients with acceptable and tolerable adverse reactions.

Subject words:squamous cell carcinoma of lung;epidermal growth factor receptor muta-
tion ; tyrosine kinase inhibitors ; targeted therapy
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A JUAER, PASR B AR K I 7 32 R - i TR i
filg 410 1 5% (epidermal growth factor receptor—tyrosine
kinase inhibitors, EGFR-TKIs) MY 3% )43 7 4 [m] 2
YA/ N0 i il 8 f R T R T AR K CEGFR
AL R R I R WA s A 2H 2 A e A )
FHOG P U il 988 S8 EGFR RAZF N 12% , 3F
P it B g AR 4 EGFR 28 78 0 30% ~51.4% ",
EGFR-TKTs 1177 i i 7 W) i 8 199 {5 5 £ 5 5R 40 ol
R TE,ERR T BA R WE B AR
# EGFR RAZF I T AT 38 BAT Ry % 42
P IF BLAE 5 8, e 4 B i i AR TG B 2, H
AT EGFR 242 I PRATT 52 35 224 v T B o A
5 80 3 A 000 il S 9 R PR ZH SR AS T EGFR 26
FR G AZRIL , 73 BT AH SC 4 I A BRRF AIE , WL 4% EGFR-
TKIs % EGFR UG A2 fis il it £ 45 101 RS 728

1 #ABEFE

1.1 —mER

J7 P BE R A I bR BR B 2013 4F 11 A =
2017 4F 8 AT EGFR % DA fiti /i /& #1572 ],
HEBR T R 5987 K B4 AU WA SR A, O I
958 172 491, 1 PR FLAFAE UL Table 1,

SRR — AR TR B0 R FH 5 B 7 3 e D1 21
MK ﬁgﬂj(;j.}l%ﬁ‘ (eastern cooperative oneology group-
performance status , ECOG-PS)#R#fE#EFT PEAl | Ifed 70
W2 IR [ P il F 28 B34 (international association
for the study of lung cancer,IASLC)2009 4% 7 fi
NSCLC #9 73 #WIAR . 98 I 470 )5 (carcino-embryonic
antigen,CEA ) <5.0ng/ml 4 1E# , KF 5.0ng/ml Jy 7t
L SRR AN A PR (squamous cell carcinoma
antigen,SCC) < 1.5pg/l. MIEH , KT 1.5ug/L HFE,
1.2 EE&NFTE

EGFR £ P 52 78 46 ) 13 1] 98 72 4 19 BH #iF & 48
(amplification refractory mutation system,ARMS) [
Jrvk, K 18 AT GT19A (G719S .GT719C R7Z |
19 b4 7 19-del 19 Fhk 5 58 4% 20 41 & 20-ins
=R A S 20 b 2T T7T90M \S7681 R 74E 21 A
7 L858R . 1.861Q %274F . EGFR /s 28 A8 [ 45 18
SN T 719 A7 B FE TR 578 (19 A Wik R R AE
21 HM LT L858R s 2878 Kk PA 4G 24 T 4] Y i ]
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EGFR-TKIs Fif 58 Ji. .
1.3 BT A ERTRIEM &

EGFR %72 il 45 F8. 5 Ik 1R 7o Je i 125mg/
W3 WH e AR R A 250me/ik L 1 R/H s R
o I 20 JEE RS BRI AN BB T 27 8 T 4 Al A
25 )5 4 JHE A CEA SCC. Sk i+ +1E 3% CT
HEATIFROPHr, A SR L 45 5 B I i BT CT,
T i 5 % DU fin ABORE 102 B 62. MRT, 2 Ji5 5 2~3
N A AT RO, WA BRENE 6 MHE AL
EeE 1 97ROV R F SR YT AOT M AR RE-
CIST 1.1 i,

2535 M RO RO P 2 [ 56 [ [ 57 98 RE BF
S8 5E 1Y % UL P AR E (NCI-CTC 3.0)

14 B iH

KA, B X iERiY, BEVF H W IE =
2018 4£ 3 J 31 H, Joik 4= 47 (progression-free
survival ,PFS) i FF i TKIs B 28 %5 0 o 2 ol i
Ja — WK BE VT, B A ] (overall survival, OS) A ¥ 9%

Table 1 Clinical characteristics of 172 patients with SCC

Clinical characteristics N  Percent(%)
Gender Male 136 79.1
Female 36 20.9
Smoking status Smoker 112 65.1
Non—smoker 60 34.9
ECOG-PS 0 34 19.8
1 113 65.7
2 22 12.8
3 3 1.7
Pathological grade  High 2 1.2
Moderate 34 19.7
Low 125 72.7
Not or unknown 11 6.4
TNM stage I 9 5.2
I 24 14.0
A 34 19.8
1B 29 16.8
v 76 44.2
Test specimen Generalspecimen 56 32.6
Biopsy specimen 109 63.4
Unknown 7 4.0
CEA Normal 105 61.1
Raised 41 23.8
Unknown 26 15.1
SCC Normal 97 56.4
Raised 59 34.3
Unknown 16 9.3
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W H I BT B S — BT . AP R
% WA 5% (objective response rate, ORR) , ¥ %5 44 il
% (disease control rate, DCR), ™ {i Jo #F & A= 47 4
(median progression-free survival ,mPFS) . H{i &
171 (median overall survival,mOS)
1.5 Sitz4bE

K SPSS 16.0 Ge it 4K 1F 47 % v, A
GRS T PRAFAL 73 M1 R H R 75 4 5 A1 Fisher”s
KB ME %0, R T Kaplan-Meier 13 #E47 2 47 43 #7 .
P<0.05 N 25 A G F T X

2 #F R

2.1 EGFR EREMER
172 {5 i #9598 H6 5 P EGFR JE %748 15 9,

R R AR GEAE RNy 8.7% (15/172) , Hivh 19 4k

WA 9B (5.2%),21 AT 1L858R %

56 191 (3.5%) , IRl B A AE W FP 5€ 75 3 EGFR BF A=

#1157 $11(91.3%) .

22 EGFR EFERZET5IGK

H AR 59.5 % (51~68 %)IAYTET PS ¥E43 1 M 1
a¢o 4B ERFE L tE TCIRE s IV (3 B e R 1
B R il B A% ) Horp 19 Ah B R 2 AR 2 B,
21 Ah 7 L858R s 2245 2 il 34 fifl FH 3% s B JE K ¥R
7, T AR 2 1, PFS 4 2 A~ 3.8 4
H,0S 3k 9.5 A H TAH, fREEE 1], PFS
F1AH,08 B4AAA, wiEfRRE 1#],PFS 4 11
ANHL0S 1240 H 51 Bl Bk, A s A
1,21 47 L8S8R iz A% B e K ifdT,
G R e, #ikREYT H I PFS.0S YA IR E] ;1 ] &
HHE, TR VI (%A% ) 19 4Bk
GAR TR R B e R IRYT RIS RRE PFS Ry
6 ™ ,08 K27 A, 66 EGFR % H #5247 fifi
% 957 52 3% ] EGFR-TKIs #5747 5 ,PR 2 44 ,SD
34 ,PD 1 5] ,ORR & 33.3% ,DCR J 83.3% ,mPFS g
49 4~ H ,mOS 24 1075 D @I R K29z 2 11, 3428
1 9%, it 32 PE R 4T

Table 2 Relationship between EGFR gene mutation and clinical characteristics

IR TR X & A - e .,
e o nical characteristics utation ild type utation X
TE 172 151 il 5 985 BB & (n=15) (n=157) rate (%)
HUEGFR JE N U R ZE B Gender 10426 0.001
H AL 63 & (45~68 Male 136 7(46.7%) 129(82.2%) 5.1
B, Ltk AW EH EGFR - Female 36 8(53.3%) 28(17.8%) 222
FEHNRASRE T B, WA Smoking status 7.308  0.007
e (22.2% vs 5.1% ,16.7% Smoker(Current/Former) 112 5(33.3%) 107(68.2%) 4.5
vs 4.5% . P=0.001 , P=0.007) Non-smoker 60 10(66.7%) 50(31.8%) 16.7
S i T : Pathological grade 0.000  1.000
NP =Y I N =i P
A IEAJ];\ {%ﬁi ‘ju REIEUS High-Moderate 36 3(20.0%) 33(21.0%) 8.3
DAL b A 26 B (CEA(SCC 125 12(80.0%) 113(72.0%) 9.6
IEH S T8 Z 0 EGFR 2EH TNM stage 1429 0.232
RARR IR G T2 E X [~MA 67 8(533%) 59(37.6%) 11.9
(P>0.05) (Table 2), M B~V 105  7(46.7%) 98(62.4%) 7.1
23 TKI gB I'EJ iﬁﬁﬂﬂi%% '%\ Test specimen 0.003 0.959
Vs BRI B T R General specimen 56 5(33.3%) 51(32.5%) 8.9
Biopsy specimen 109  10(66.7%)  99(63.0%) 9.2
i 3L R
vai lsﬁfj z:FR ER CEA 0.228 0.633
& %Hﬂi/ﬁ¢ﬁ;;u\ = EP; 5 Normal 105 10(66.7%)  95(60.5%) 9.5
Bl —2 1 Bl K2 T — Raised 41 5(333%) 36(22.9%) 122
fRTKI BB e e ER scc 0.560 0.454
Je R SRR VAT, A RGN b Normal 97  8(53.3%) 89(56.7%) 8.2
iﬁiﬂ%o 6 WM&%’%%%% Raised 59 3(20.0%) 56(35.7%) 5.1
407
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3 4 it

H X T2 15 8 FLAT Il 8 £ 5 A EGFR JE X
GARRAE KM AFAE S i, FR PR [ N S A 1 il
figh g S8 EGFR HE N 28 RN, HAFTE—E 257
H 7% Akito Hata 55 52R KA R 81 € #% 2 PCR LK
I 249 1 Jili 6% 9 £8 5 brAS , A 33 il EGFR 3 [ 58
AR GRAL RN 13.3%, Joshi %R TaqMan 452
i 5% a2 B PCR %Kz 639 i fili % 9% £ % EGFR
B, 29 Bk 1 548 R AZ AR 4.5% , 5 [E] Cho 45"
B, AR MR AR /N 40 M 9 T EGFR JE R 58748 32
8.4%(21/250) . b5t MR} B e ) FH 28 28 & 42 WA
SO T G I 2 B A A E S SRy il 8 9 FRE 139 1]
GRAF IR 18% , AL PN AN I e 1) ke 2 B S
90 {4 fit % Jis £ % 45 ARMS 46 114 8 1] EGFR %: A
RAF AR F N 8.8% ., E IHESE T EGFR 5 K A6l
T EAA—E, EGFR 3 R 2848 R A4 5 K% 5, 1
7R 2 VRIS W AR 25 4 i 68 968 EGFR 26 PR 52 748 41 35
NHE,

A ST 172 161 il s 9 18 3 >R FH ARMS 35 K
I EGFR 3£ M EGFR FE R 2455 8.7% , 5w [
KAt st U oF0 = B Hi 38 1 EGFR 3 [F 28 A8 #4530 {1
TEAR T il B9 R EGFR JE R RAR R AN [a] [ K K
by DX T B4 il 6 0 HE 2 EGFR LN 2878 RAEAE—E
225, R RE SR AN — B0, FA AR
AN TR BR g AR A R A OGRS & I
Pt ST EGFR PR 52 25 8 5 P 31| A0 s A5G, 2
P ORI EGFR 28748 3 & ks T M . W
LSRR EE ) bR AR Y s IR E | SR
40 M 95 AH ST IR KT JC AR SC M, 5 [ N AT 5 45 SR 3k
N

AW A5 B — 2 1 4l ] EGFR-
TKIs {697 1) EGFR JE P 58 745 fit % 98 A8 %, H ORR
} 33.3% ,DCR N 83.3% ,mPFS & 4.9 1~ A ,mOS K
10.75 A~ H 97 800 A0 T AL 48 & 5324 y7 , BRI
IR Tt 32 Pk B . Joshi 2 3R i, TKIs 3477 19
] EGFR #Usk 53 A2 16 91 i 6% ORR A 26.3% ,DCR
4 47.3% ,mPFS & 5 4~ H ,m0S & 6.6 ™ H , £ 173k
i AN AEAATT 23 BT S AR IR T I 1) 4 TKs
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LA G YT ECOG-PS #F43 /N T 2 4% .EGFR 19 4h &
T 57 RN AN W AR 2 ik 37 ) A A7 0 R 2, 8 Cho
SESIHRGE TKIs 78 12 6] EGFR U 28 78 W 4] 5 42 %
A IR AE /N 40 it il i o ORR \DCR 43 51l J& 50% #il
75% ,mPFS 3.67 ™ H

DL BFSE B9E B EGFR-TKIs 75 fiff 8 48 ip A —
SEMIT AL, & EGFR U8k 5 45 06 30 il 608 Jeg 28 3 1) —
AT RS, (AT ROGE(L T EGFR US54 (1) fili
i g B B f 9 R A
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