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[ Abstract ] Background and objective Epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKIs)
is one of the foundamental treatment for non-small cell lung cancer (NSCLC) with EGFR mutation, however some patients
might develop locally progression in primary site. The aim of this study is to assess the clinical application of radiofrequency
ablation after locally progression of NSCLC while receving EGFR-TKIs. Methods Twenty-eight eligible NSCLC patients were
enrolled. Efficacy and Safety data of radiofrequency ablation followed by EGFR-TKISs or chemotherapy were collected. Results
None of patients had died during peri-operation period. The average follow-up time was 17.25 months. Locally progression
rate was 10.7% (3/28), and locally progression time was 16.6 months. The average progression-free survival was (24.55+5.36)
(95%CI:14.04-35.05), and the average overall survival was (25.57+5.45)(95%CI:14.88-36.27). Patients were divided into
EGFR-TKIs group and chemotherapy group after radiofrequency ablation. The average progression-free survival of the two
groups were (27.8247.58)(95%CI:12.97-42.68) and (17.88+3.76)(95%CI:10.52-25.25)(P>0.05) respectively. The average
OS (overall survival) was (29.42+7.68)(95%CI:14.36-44.48) and (18.44+3.87)(95% CI:14.89-36.27) (P>0.05) in two groups.
Conclusion Radiofrequency ablation combined with EGFR-TKIs or chemotherapy could prolong progression-free survival
and overall survival of EGFR mutant NSCLC patients who had developed locally progression in primary site during EGFR-
TKIs treatment.

[ Keywords ] Epidermal growth factor receptor tyrosine kinase inhibitors; Lung neoplasms; Locally progression; Ra-
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TAWENL: JRRRGHIUER 2R A BE AR A VR Ak 2
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TR/ BRI MR, oA SHET
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L3 JRZLAYT SHMNALE . BE kS T IR FEGFR-TKIs
BCHA o FHE M 256 T . BRSO

L4 BEVTAGETT A3 Prd B E LR a5 46 52
W CT, LUGE3N AU, RS R SR M7
SPEFRfE ( Response Evaluation Criteria in Solid Tumors,
RECIST ) HIE sk, A dhoe 4 ilah . ARod 4y
FURTRAESE , Jo iRt e PR Ul . T 0] A A7 WL e
Joitt A fE ] ( progression free survival, PFS ) Flil 4= 77
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LS GEHE i RAISPSS 2 0BIFELIE, AAESMTR
A Kaplan-Meier53 M1 FlLog-rank#5 5% . LAP<0.0S 227G 4t
IEI-3'8

2 HR

200946 1 -20164F:6 J] 1 # BE R R 5 i = B i S
WA I28HINSCLCE H AL . k1S, ohkis
1345], 4354914, {i4E66.5% . filiti2of, 7
fitigfsl, THALM, IHALGY, IIaffiifi], IIbWI3f], V22
B, R AR S A0, 2 ZERITERE (trans-
thoracic needle aspiration, TTNA ) 16|, JT A 141,
Fs B M R TG A 44, KA e 36, ZH 212 S R iR 27
o], SR 1, P R R BRI R A2 R 4L (ampli-
fication refractory mutation system, ARMS ) 7AiM AR A< EGFR
FEI AR, AUAE 195 R TR S8 150, 215M 12 F-L8S8R
ROAEL3 140 B E B2 H AR R IRT (250 mg, f
Hiw) , el izeig & einsr (150 mg, HHI1
W), stz RsEeinyT (125mg, HH3WK) .
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cm-10.5 cm ) , BHIBE L RHIAE L, 33 E KIH
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14.04-35.05) , FH#OSH (25.57+5.45) N H (95%CI:
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14.88-36.27) (1) . 10.52-25.25 ) , Log-rank ( Mantel-Cox ) f5%:P=0.465, ~}-

A5 S 003 il S5 2RIE 9T /7 WEGFER-TKIsZ fl ¥HOSH5Ih (29.4247.68) 1 H (95%CI: 14.36-44.48 )
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A Survival function B Survival function
1.0 1.0
0.8 0.8
T 06 T 06
2 2
2 5
E wv
3 04 £oa
0.2 0.2
0.0 0.0
0.00 20.00 40.00 60.00 80.00 100.00 0 20 40 60 80 100
PFS/month

Overall survival/month

1 EGFR-TKIsiafr e BEl it R EBFSHHBIRRLHREFEY (A) MZEEFE B)
Fig 1 Kaplan-Meier curves of patients in RFA for locally progression after EGFR-TKIs treatment. A: Progression-free survival; B: Overall survival. RFA:
radiofrequency ablation; EGFR-TKIs: Epidermal growth factor receptor tyrosine kinase inhibitors.
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Fig 2 Kaplan-Meier curves of patients in different subsequent treatments groups after RFA. A: Progression-free survival; B: Overall survival.
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PAEGFRHE 3 (194358 ] 2599697 JF i TNSCLC
AMRALIBIT IR . EGFREBUSR S AL S8 H Kk A T4 i
F18-21, GFEHE WWA195M BT 6k ( 4whGE746-A75018
ASTREEXT B ) FI218h i (L8S8R) f{EAE, £y
Jit i EGFREAF [1)85%-90% ;5 /b UL 58 A8 41§ 18 4 I +
(G719X) fZAs | 215h ¥ (L861Q) F205h i+
(87681 ) , AZH 4 B2 85 Uk 58 A8 i 45 ¥ J& o DL 58
. BT, FE NS TG R EGFR-TKIs A 45 75 4E 4%
JE ( Gefitinib, Iressa, SXa7b ) . JEIEEJE (Erlotinib,
Tarceva, $rZHL) FEFZHIIRTEEE (Icotinib, Conma-
na, PI3EYN) . EGFREUHZFE L HINSCLCHE # GEMEGFR-
TKIS{GIT k#5230 K [ bR 22 HoCo BEATL G A T
I AR AIF 7T 45 SR 19 i /R EGFRIBUB AR 5 — £RIGTT A R
H60%-70%, L F—ZAbTTI40% ' —LiEZEGER-
TKIsif ¥ I EGFRIE R RS A2 (1 JL-F- Pl AT NSCLC i 47
W STERIT RN A 100 i ke, #2181
A3 PEEGFR-TKIsif 25 , EGFR-TKIs 34514 it 24 i L i
e . DT790M, T8S4A, D761Y., L747S584%; (2
MET{& 338 B el AE s @A LS b - se % Ak ( epithe-
lial-mesenehymal transition, EMT ) ; @DFHA . PTENES:
e EAE A R T2 4K (insulin-like growth factor recep-
tor, IGFR ) J16 % . 55 QA A 1] 1 EGFR-TKIsPi 7k %
J& ( Afatinib ) 1357 %8 ( Dacomitinib ) J&72 ErbBI 7
., AMEBEIVHIEGFRIEAZ KA, [AI A REAI I T790M
Mt 25728 5. ARG IRTTIE 9T s R B N, ARl Bk
Je FA 5 Je iR YT EGFR-TKIsii 24 il R 52 21 AL
WA, % ~fREGFR-TKIsZ4 4 AZD9291 ., CO-16867Fl
HM61713% . AZD929 &4t X T790MAF & 1155 3L EGFR-
TKIs, J&—Fromal 11k A v 3 EGFRAPHI ], AT il
EGFR-TKIsHUEANT790MI 245875, HAA 45 R s
HXTT790MZE A% B8 358 S AT AT 80, — 0L Iml 1k i 9 40
A T 22701345 I Z5NSCLC B 3, 481 T EGFR-TKIs{fy
I7 BN R R S R T R R BB A T s
(] L i Ie S Ay vt 722 I A AR 6 304 A8 5 3 oAy P sl g
(P tEf=3 1, SUMAETHAR AR, g o7 fop PRk 4
hn, SERVE AR ) | EdERE (B ERze N,
HUAEPHEAELG, Mg e iR mdg i, e <)
JaR kg (B =3A T, IRSr M Ak Jie s it ik
i, SRR PE I3 <1) =il R R WO 20 58 BB X))
R A R A Sl TIEGFR-TKIsI Ry 83y 7

B o il i ke Ry R A R 4 JR R A YT, A 4 1 A
AU AR AR BRI B R T
sl RS AT SCHR AR 3 EGER-T K IsTR 245 )5 T LA 53 il 50
RE, AFER Y1k . A BIBR AR IR, H R F
JIRE 1) 245 10 3 7 0% i 958 S5 3 Ry s L O i 2 e 2 i 4 4
FARIFAWINSCLCEE, sk A7 7678 b 5 75 11 i 1]
NSCLCHE#, Kt B EGFR-TKIs K i 2411 i 28 Jmy # 2
J&, WA REHEZ FARYIBR . Jailiayy id nl kBT, 1
ST IR L R, o0 BB O T A2 M 22, BT
ARLSPXeF v TR it 9 T R B A, DRA A I S B Y S
IR /N eI R Rl R PR ™ A R A 28 1
B0 kAL LR 1 PR 20 AN ] 36 4% B [P E IR A,
— PR R PR ST WAL EAT, T s R 8 A e 1
[10.5 em-1 em Y IEH 14 HARAN, L4 i5E | BAER
B ORI AT A SRR, SRR TR L T2 S b
Je 50 — KR IRY T B, H R A M0 e B mh AR
A SR AT R RO T R

ARYRGITCEFARIASCT, PEEIERAE (2
B R A2, ORLIBIE I RSN ) RAR N
9.1% (3/33) , BWOFAAE (Mdm3f) . 2. ws il
1B ) KR R18.2% (6/33) , HYEH DIMEMRESS R
AN, S0 A AR T R e 2 A SRR L (A
TR SR R R189.3% , 53 A HAREGER-TKIs G4
THRELAYPESWL AT LUE Y, SPAHH ARG 528697 ( EGFR-
TRIss Ak 7 ) 14 Jay & 42 1l 46 W] i & 7 F 1 HEGER-
TKIs, $&R4GImK TAES, HEis, Al LAMEGFRE
JERGEAE (1) FB 5 7E 11 IREGER-TKIs 1) [R] i 04 1 465 4517
Ry )+ BREL )7 . A SCH U4 T JR 22EGFR-TKIs
FALITHIPESHIOS, 45 5 SLEGFR-TKIsiA YT 4L T4k
Srdl, RRBAGIA225 . AR 5 5 (74
KIS S —E w2z, MR — e
MIE51E . (25X EGFRIPUBR S AE INSCLC R, L H
EGFR-TKISIGYT A &40 H B K kb Rk i, S 4330
%A EGFR-TKIs s fb Y7 o] $ i5 Jry iy il %, IR 48 K ibygg
PESF10OS.
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