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FHT 2B EEE AL

wm =

& AR AT 2R — B R B i B30 4 %] (epidermal growth factor receptor-tyrosine kinase
inhibitor * EGFR-TKI) & 3,474 & 1% #1 3 ] 4a B i 7% (non-small-cell lung cancer) &9 & %A% e 5
4 o R #97 1% 89 EGFR-TKI 4 % @45 £ B 4h 5] Ae 2 B H M AH 40 7% 9% (interstitial lung
disease) ° EGFR-TKI A7 51 % 2 MUH M Ah SRk sa T A B R T2 A5 - £E TS > mEALF
25 By $1F-H0 450k EGFR-TKI T A B BA B & & 4 09 FAMR - B SLEE R B TAE % JE 70 s — B
ARG TETILR E TARTM o A BAM - RTEH#% 55 2018 5 9 A 30 vAAT 48 Bl 740k
F8 M)VE MR R R 69 SRR IEAT A St X ARGHILIRAE o AR 1 R HME IR e A BB
A&7 e

FAtEE - "REARETFXEE —IB=ELAESHIHIE (Epidermal growth factor receptor-tyrosine
kinase inhibitor, EGFR-TKI)
FE/INHEBERTIZ (Non-small-cell lung cancer)
& MEARERZIR (Interstitial lung disease)

F 2 [ FER (response rate) B 4 52 AL 7 15 B [
(progression free survival)®* » EGFR-TKI fA3T 5%
F ORI ERAEERIGHE - BORETF 2R ITE/
AR B B 2 — MR IR SEY) -

EGFR-TKI frig e 2 i FLEI/E K 2 AH 8
WEH (B BB ERIEE ) o ARif - KU 1% 1Y
EGFR-TKI {2 ey £ 3595 [RE (L [T BT PR IS
P95 (interstitial lung disease)®” » [y H 28 4k JH4H
B P i B e s 1 R SR B VT RERI LB L - fH

Al

il

T Ry B PYERESEIRIZE — 7 b > Horh IR/
e fifi 3 (non-small-cell lung cancer) #J15 80% -
KR53 FE 3B TR 32 B IR Nt e i e e 28 5% SO
Je IR Ok DRl U R 82 T AR ERS
BEHTHE 2 DEIEE RS E R IE L
BRI BT R VG T 5 (H B eSS R 2 4
R 732 88 A B 2238 28 Jee ) 2 B s R B I

PN (epidermal growth factor receptor-tyrosine
kinase inhibitor, EGFR-TKI) # && & Rt 14 £ B
H F5 5 EGFR 22 % 2 1% HA JE /] B it g 1 78

T FELE T TR R 2 2 B P i 50 2 9 B A -5
EGFR-TKI {5/ FLIERT - (5 A RER 2 IERTE %
Rz~ BIWEEZ ~ HFEBEMEIERER# 4
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R 5 AR BTG 80 b e T Sk
T LA B PR S PR B9 2 4E - At T i
A PR S LA TS IR

A% F R 2018 4E 9 H 30 H LLAT
Pt 5% 2% 2 AHBA BT 92 45 28 2 SUBK - AR SR &Y
EGFR-TKI HHEHZ B M PR 428 ~ 7
%~ SRERREE - ZETIEE R E - RIS
R AR E AP G 1 EGFR-TKI
% » B IRES Al 2 AN TR R A R 35 2 FE /N
fifid o A EGFR-TKI 5 | 8% .2 68 M it 55 5 i
ZIET AR R AT/ B R TR
ANEE - PR EE Rl RE S b 2 ) B A i 30 1595 1
BRI AZ BT SR T AR MEREFR LR IR
7N M i s R B B R RS R R - [
HEEFEHE EGFR-TKI {5 A 25 1 2% A= i B 1k il 518
PR » IR & A 2k B 8 BR L =
L3R (shared decision-making) HYIERE -

TKls Bl #E ILD Z Hkds

Fd BB A 8 2 9 7 16 I i 0 B8 B e 2 A 1
% BB AME AL B - BOIR O AT DU B )
8~ BRI AE - F e 10 - BESR H A
RS IR AR AR R EGFR-TKI J2 A0 3 i i B
il - fE R MR H e BRI B PR R
T 98 A B A BRI DUR BRI Y EGFR-TKI Z B
VridBa B AR - 2EMUETR R
flEfiias - #E AR B EGFR-TKI 3 Bl 5 B2 1 it 51
PRI R ] HE < B PRE -

i PP SRAT AR
5 Ut A

155 it Ry R
F (fi#0: bleomycin,
amiodarone, EHYE)

E2EX:/N

BRE 8

H— BEERAEME MR - 7
k2 H Y (acute exudative phase) 5 & FLASFH
ks B 22 | R 2R B R BRI PR il Y $E 5 (diffuse
alveolar damage) fif & % ¥ & J& 5 (hyaline
membrane formation) » 2 R HHEREEMEEL
A EE R I — R 2 R im i R
ARy » EGFR-TKI {8 FHE R R @ M B FR 1A
e — 0 i G L I 1S A Ak O 0 R R
TS EFF A AS  » T FFAE TR AY 28 KN ad T 8
BRI 335 1 e i B B e 1

SRR EREZEN
< F A DIRE 2 B EGFR-TKI F#EHF » W A5
LR B EME R RIIE - B e
2B 5 | B AEAE AL (B —) - SEEHRS
LA Suzuki S A FT HETT 2 B PR A G SR P
PR - 5% H B 2 B B B I EGFR Y BE 6 1L
(phosphorylation) W] LAgkAZ - Ez AR A - A
b5 bleomycin A& BT ERERMEILIOTERE 2 -
A I8 55 B EGFR-TKI 58 il o [’ M i
R R RER FTRE S B - (EE (AR R RE R
W T B L E B M I AR R Y 2 R 3R 2 —
e KR oeE 25 Bt ¥ A ME T (exon) 20 &
FJ T790M ZeAEAT % fee Hi AU FE By osimertinib 2 25
=L EGFR-TKI H#EARA#E 4D (in vitro) ¥R BF &
I (wide-type) FY EGFR H & #5 H & EGFR-TKIs
WK 522 13 » i ] osimertinib Ay B Z AR A
B SRR AY R B P R PR 2 AR 3R » R HE
AJRELE(H FH H ' EGFR-TKI — BRI 7R A % 4=

EGFR-TKI 1B a4

ffa>.

T A

B— : EGFR-TKI &SRB B M ERAREVE iR Rtk (RIS A BT K ) -
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LT P Bl ST e oS » AL IR s fiE 96 22 4= T790M 1Y
ZERATT O osimertinib B {5 2% 2= [ 1 i 0 g
5 1417 o B AR+ SE I osimertinib Y1 - A GEA
B DAHERIEE — (s - SR T =R
EGFR-TKI &% 55— A R 5 —(EBEinats
o1y e B PR B R 59 » 5340 ¢ Suzuki FFEA
AEBE IS SE L bleomycin JIJ g B2 BE I i 0 2% 2F 4
#£4L (pulmonary fibrosis) * 44 7 EGFR-TKI ;
SR+ W& IR 55 F EGFR-TKI iy % 4= & M ik
SR EE - BRI AL AR H EGFR-TKI
IRF » &G 3 BUE ] 8 1 it 08 95 s s i 50 2%
EAEERIEERR 8 - S 2 - Bl A i
EGFR-TKIs J2 52 it fri Fef A% it ol Fd B 1A i 8
575 o

AR ER SR A &K

AR 35508 25 1 EHE F gefitinib 19 H AR BE 1Y
WFgE » — R K% 8 EGFR-TKI 5[ % 2 [H
B I R R e R AR AR R B H EE R 4
Py 1920 o AR —fE S 155 18 1080 £ EHIE]
WTERSE - KRy B8 A gefitinib M 5 [ 38 .2 & 1%
i EREER A B T K9 44% B E 2R AL
FRZAEE HEEYINY 4 5HIAN - AU 84% HYEE &
FEBAAE FHSEYINY 8 M EE A 2 -

R B PR AR AR S
RSEY)E H)E (Food and Drug Administration)
£t #f gefitinib E i AL koS - £
50,005 fiz. gefitinib FYfE FIEH » K95 1% B
BB MR - i AR 2 34
BHT Ry 2% - FE T IR REEI B AR R AIKT Ry 0.3% -
HIRBEFHEEY) 1% » H AR P 7 i sE %
A VB AR © o BhAh - IR — e EH S
1 gefitinib £ 11 & AT EITHIMISE - RIZ2RHAH
2.3% (B MR SR B AR 3R 2 - BN IE R
AN (R fG R R o B e M TS 0 % A SR 72 5
— i T e B IRT A R B S TR ST I P it
S I P 5 DR SRR SZ M S IS SR 22 - BN
flél 31 EGFR-TKIs it 25 B0 FiT '8 14 fii 28 2 oo
R AEREGAERNEE  AEEEE
B+ FHEHA gefitinib » H'ERY EGFR-TKIs (&
erlotinib, afatinib, osimertinib, lapatinib) 2[5/

IRy I 28 A 3R S B BRI I 7 17 - 53 o HA
Nakagawa % A #1 ¥} erlotinib FYRFSE - [5E M it
B ) 2% A =Ry = 5 erlotinib B FRF R 54
TSR 2 -

e+

H AR &k K 1/Y EGFR-TKIs i %
PR 5 % A T PRI 09+ 35 2 e o IR - B
B A BRI 8 P 3 3 ) B A Al S s 9 i o [
THEME 24 o S5 LGk KR HE ¢ B SEYIRTE
G 181 R B i 50 5 s B S0 AR A AL ~ AR
B A R ~ RO LSS ~ B
Fr i 55 % ~ ARG E AR ~ HHE fEEEIRE
#7% (WHO performance status > 2) ~ 2 s g Hw
FEEERIEE B AR A ~ IR/ N2 B
W€ R FAGH HEEY) < [MbgwE ~ IR E X8
(LERVERE ~ [FIRFEE 2 IO RIG R ~ DURIME H
FEHBEBREE 2230 - Ando EWF & ER
5 % e b K 1A R R T B I 3 AR R P i
BRI AN » HE R E Y gefitinib #Y S E L E R
% 25 ,

1E_btryfeka K7 - X P R ZEYRiE
G151 A i 50 92 9 3G it 0 ARBAfe 1L Ry i B2
ZfGREIR T3t - MR$E AstraZeneca $1%f 29 {7 %
A [ 8 A i 50 99 T 4 52 s s P AT 8 R RS B g
& #fi (high resolution computed tomography) 4
gefitinib £ FI ZHIBFSE - KUH 40% %&£ H'E T
il S8 Yy R 2 1 5 P EE 0 RiT AR R IR
kgL (idiopathic pulmonary fibrosis) ; & {Flf&
B[R] -1 B P N R IR Ry R 3 A R
i s ) SR B =y BX WF ST thas Bl A S (A
AN HH M i AL 1 gefitinib {5 FH =& 3% 45 R &
FES BRI R FE 3R (58%) » th LI AR A AEA
T Bl A A Yy S B A ZE 0 3R (18%) @ 2 m
2

ERIKFRIFEARZENF A

lif R _E 72 B SEVI AR B o [EVE PR ISR i v
B = A8 B - E 5 B R A S B REAR
155 =35 T RE A SEVIAH R < R B PRI 2w 5
HX - EWggE il g ik=maiiR
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At AT RE & AR Pz I BB e B R i
% > FHREHUSI Y Fr - RIHRR S0 R AT
G EEYIRER < B PR PR RS B -

FH B S B e S IRT i 5 [ 2 o T il 508 92
5+ ARBEBEY) S [0 . B i S0 5 B R PR
AR B R BN A AR S - 8 MR
FRHAE ARy W IR 244/ (shortness of breath) »
IRF AT AR I ((EE AR ) - L ERYAHRE
AR S THE ~ 8 - fRE R -~ B
i S 3224 o PLERAR A AT RE N HE RS IRE 2% B A 1R
& (crackles) ~ #Fiik$E (digital clubbing) ; &M
i B R Y i D RE A R B R s FR T AUy
M ThREREREE (restrictive pattern) Eil 55 5@ fs A8 4
(impaired gas exchange)® - —f&ifi S » FEEESEY)
5 |68 i [ 1 i S s O A BRE AR e B 26 By
TEFEAE - AEAE R L i PR B Bl g AR AT
AT RE R Ry L i SEY) LR B 2 VB AR IR T
HrER 2.

i 2R R R I S R e o IR
RF - B EB XOE R RH 2 — e g sE
(B ) {H S AT B2 B SRS g 4 i S R
B st ) B G M L UK B 1 © v

IF]
B : £ gefitinib &IEME 4 REMEX 2 BB VWD
X o

BRE 8

i 5 5 1S I8 g i e O 5 SR mT Ry L ) % A ]
A i S e Y SR ER - B - A R B B AR
2% (ground-glass attenuation) ~ 22 R ZEHE'E
1k, (airspace consolidation) ~ g5k 7 % (reticular
lesions) ~ /NEEHLL/ZINEE T (small centrilobular
nodules) ~ /)N & [ [ 3% JE (interlobular septal
thickening) ~ #7&IR% L. (honeycombing) ~ HilZE
514 37 R & 58 (traction bronchiectasis) » 1fij H.
35 0 2R I3 5 B R A ELBCEE M A 32 (
=) o R - GEMRRRH - £G i 40% /Y
T T RH A 22 B 2% B B S e 4T R S B g A
i BT R BRI ARG 3 hEsES
R A B % =55 M4 BB 1 Bl € (usual interstitial
pneumonia) 43T 52 15 B2 11 32 i Bl iR B 22 B 0 722
B BEIE R E 94.7% 1Y REUE B DL s AT R
SR g f 2 B R AR & S M R B Ml R 2
FBLE - HBEBY a0 7F & =05 M R B M 2
R AR AR R 37 - i HE 52 Y33 R
REFH 2K 53 1 SE Y 35 BSE A R 8 P it 508 i B At
R P 3 G FE B [ B B e 5 [RTLEZ B TKs
Fir i B o B P B 0 S s T - SR /N o B
HoAth AT REIE AR Blsg B R B 2 IR 32 (B K
e~ FERFALFRBR [connective tissue diseases]
WRESE 59 2 [lymphagitic carcinomatosis] ~ /[
RIPERRE K ~ SERESE ~ I 1 5 )%

FH A8 BB YR AT REIR By AN R BED)
mA 725 - DL gefitinib & B < a8 M il 355 95
WIS » 60 H BB R 3R T 018 T i v
B 15 A FLEE UM I & (hypersensitivity
pneumonitis) BBl & (& & JERF E M E Al
# [ nonspecific insterstitial pneumonia ) B =5
PEREMEIG 2 ) 5 T erlotinib Fi5& a4 e T fili
BRI AR REH PAZE IS 5 2 (bronchiolitis
obliterans) ~ k& J& M4 #H #% 1k fili &2 (cryptogenic
organizing pneumonia) ~ BEEREPER#E 40 o

£t ¥ EGFR-TKI At 3 B o [H & 1 Il 38
W A EEREECERERER D AR
W& 2 B - (B 3 % B 5 = i 7 B i v A A
Z 55 DU AR HEBR RO TE ~ O RIE TR L
AT i A K~ B fifi A 28 55 ] DL ol 8 DA Bl PR
FBLZRBE o AR A BB Bl DI RE AR
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7% (pulmonary function test) HIl j& 7] DUfE F ££ &
3 FEGE I RE AR 2 B TR A AR By R 77 1) B 3 1 Pkt
B PR o AL B R B T i 0 57 AE R Y
B T ek D R R 5 = 2 A HL A S SR A it v
Pk (bronchoalveolar lavage) ~ #& 7 &8 i) Fr
(transbronchial lung biopsy) ~ EL4MNEFRAfHiEE Y]
Fr (surgical lung biopsy) 2 = » T DIE
BIHERRRGYE ~ Wk BTN - B IS R v
IM (diffuse alveolar hemorrhage) S£50% » 5 LITE
T E e M e s g 4142 o

FET S 2 - R EGFR-TKI Firiti gk 2 &
P A 2 R B BRIR R B - B
Ehad - RSN R - HATd#EZ
AT I ) B P P B SIS IR AR 18 T 51 2 A
@ 30,41, 43,44 :

— ~ BEJEE I B EEEEYII R AR 5 -

o BEREIRR ~ 25N - BLEER
H B2 R FR A B Rl 58 6 A R 229 1T ki i Rl
MR < BB IR HEFRBING S -

=~ ZAHERREE T Re s A BIER B2 i B

9~ B EEERAEINSGS -

1 BEEXEAMREZEY®R > HRELE
FRILZ VR PR P L AEIR B R (AR Ry
T HESE RSB T P R (5 P A 15 58 s R T A
IR FHIFISEY) - FE T B TRFRELEE ) o

AR EE

& ¥ EGFR-TKI At & 1 o [H & P fii £ 2
PHIIEEE - WA EREA B4R 12K
sl B SR Pl B R FE S AT DUKAE - KIEEE
AT 25 LA B M o 1 P 5 OF SCRF MR T6 7 Ry I
H o« 5340 » [KRy EGFR-TKI i 38 il o [518 1k: fii
BRI TT LUR B MY » By DU 1 (o Sl ]
BRI < S R R E 3 -

H Ri& A B B RO ER PRI 78 31 A DU 6] P
16 EGFR-TKI 3k B¢ #Y ] B 1 Ml 515 956 9% /& 75
HAEMG - IRIEEEIGF L CEY S 132
B T S 9 S 1 AR B DL R B B EGFR-TKI 5|
2 2 VB M AR e 2Bl - 35 B ZIE
ARBR B B - BOERNTE (R 8 IR il A B S s
1k » — ¢ Al LAfSE A 1Al predisolone B &% Ak 13

B = : f£F gefitinib &EMEE 4 MIMB X BESEMERNDEEERBZE (RB_2HEREA—LEE) -
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5% methylpredisolone (0.5-1.0 mg/kg/day) {67
IR B IE IR PO E AL B2 B EE 2R BRI
05 (impending respiratory failure) - HI =% &
i e B & FHE AR CEES H - B4
H &2 T 2 Z 5. methylprednisolone » {H4:H
AEEE 1 by )T 192030, 4547 o fEAR—HRIN R
IRIE S =8 BB AINEFE - FROESHH R B 1 i
P B A1 ZE A A1 FH gefitinib EL[A] FRF G FH 2 ]
B s BB B 6 {8 H BB BEHARR NG AR A AR
o 2t S8 (B AS R EEURAE gefitinib (952 2
T o [ P S T B P i S B R A S
ERABEEAR L - (BANBLAYIEHR 7 U RS
AT R B R frl - A TR 2 2 5e A HE
A -

B35 — H K Ry ARk F EGFR-TKI 2% 4 3% [
e i S+ — i fBE A 2 R P R 5 [R] —
fH %29 (rechallenge) * 2R i FH A EGFR-TKI &
7= H EGFR 228 . It B FF /N 1 i 485 95 A
DUAEFF AL AR 0 AR 2 2 s
{5 FH SE Y. Z2 15 th, o A gt i o5 5 9849 o L34
Kashiwabara 55 fiff 2 2 [al 3] 14 3t 53 A7 7 110 iz
gefitinib i 1 - HpA 11 7[R Ky gefitinib &
8¢ ) B8P M S 2 95 1 4 LB 56 FH gefitinilo % P It
{# F erlotinib I 2 afatinib 1Y &% » A H
ZA# F EGFR-TKI H.[F]IEHf F prednisolone 0.5
mg/kg # B H AL B i 17 IRF [ (median overall
survival) #REE7% A B EGFR-TKI 195 Fy
% (15.5 vs. 3.5 months, p = 0.029)%° - [X|tL#HEYS
1 e 22 A B g e SRR i - R B BERE B M
B0 Y JR 3 B R F (RIS EE Y TG i
B HAFE/ AR A - BRI B 3% 2 & BRI RR IR
PRz — -

FE12

Ht EGFR-TKI 5| #8 2 [ 8 M Il 5B 9% &
&S - AR BW B & ¥ gefitinib DLk
erlotinib 1y L&AV IR 2 2537 62 [k
5 PR Sy i e B P B P I R s 1y R v Y
H=40r2 —HEFERBLmIE T - GEseil
=BG 40% i F gefitinib [T 2§ 4 [ &5 1k fiti
IS5 Y R Y L B SR IR P B A T S i

BRE 8

{HIE S S A H E SO T S ISR TR » 1]
S R Ry [ P O W SR 3 AT A Ry i e 2 o
BRGNS IRy I 28 R B P i B3 55 1 SR L2
BE KK Z a1 gefitinib ~ erlotinib ~ B&
afatinib FU 2 1% 7 5 BESR lapatinib PG
AR E R ERIE TR 7 - (H2 BRI
B W SR T R ERE 2 iGN R A e
(1) EGFR-TKIs 317 BB Bl &5 ik i Sk LB (risk-
benefit assessment) °

B B 1Y EGFR-TKI Fir 5 [ 88 & [ 8 1 i ES 9%
WHMHEERIETE - HIRE R 3 ERE
TN BB IR 1 S o T R HAETE R
(survival time) thBHEEN A1 AR 25 A= R B P i 500
i EGFR-TKI 58 FH % 3t o [HLJE RS 1 i 2 95
IS o JB L P T K s MR R R B BB B AR RE AR 1
JEE LB ERINF - Endo FFEHE
B BT 2RI Ry TS M B BB 5
B BE PERE S [T S R B R Ay 22 R 22
HEL - QIHEIECREE 75% 1 s BErhsE
RIGZ2 283 » 25 A7 1K By gefitinib 52 55 i B 14 il 15
BRI EE Y - G 8B E E A R ERE S
R BB R B - Horh B TG 5 B 1 i 50 95
TR EREIARIZE 2t o« HR > 25 DI AREAR I
5 0 IR B FIEMENTSEAT (National Cancer
Institute) Fir il & R EE PR 3 RA LB 431 E
FE#E) (Common Terminology Criteria for Adverse
Events, CTCAE, Version 4.0) Z A% » Fia#aT
E R i %5 4 (pneumonitis) 28 4 kDL b2 B EE S
B - JRRIEE A f ) AR dn L WP IR R I 7R 22
DI AEIBRHR A (B140 : RENERA) LA
HEFF PR 5 B A% 2% 1> 2 BRI il 3% 2% 1T 3k
-3,

RS < » H RS A2 B F 2 i
B P S 9 T s B PRI IR 7B B AR AR A
65 5% ~ A HHE 2 B AR ~ SR A R A R
PIp T S~ R IS T e i R T I A AR
J* 50% B HAE RS B 1 i 8 s o [l
i 50% 24 - Hotta % A HIlE 2 55 {5 FHSE Y il
B4 B AR ~ RS S ERE
fifi %6 ~ BASE R A B M BT S 2 0 o2 95 B 450 g
FHB AR R KT % -
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i am

FH > EGFR-TKI flT 38 ¢ o 18 P il 515 56
9 THER AHE 22 IR BLER IR T 7F & FEFF 1l s
W EGFR-TKI 5 A & 12 Wk AR I E AR DA e H
Mgz 62 LR L o $FEFREE MR b
FEMIR A (SRS KA 65 5% ~ A HhpE s ~ SERT
T VB RN SRR e 5 ~ B it R
B SR BT R IR ) B BB B LG 6E
EGFR-TKI FRHEAETT FHARGHE] o KRyt —ARBK
% 55 AEBRAAGTE FAZEYINY 8 .2 N 2 - I Ba LS
B 0 A2 4 SEBHEES XL o W
R B ~ R A ~ RN E S
SEAR - H SRR o DURE R AR - SIS
22 SEMPHMERI O SHERT K BB LR -

E R 1% 518 G T K R 8 B EGFR-TKI
M#EAE ILD & KFRERFZE A e 4 - ASCATE |
FHZ STRRAIB FE 5T 52 26 Ry H AR RE » FLOFSTAS
R (CEEIERCE ) nTREMNE 2 E N G 1
B o LA ERVEINLT - EERIR B B RN
B EGFR-TKI ZRif ~ 95 R 8 FHEEY) 1R % 4
ILD 5§ ~ DL e ke & E H X i EGFR-TKI
A MRS EE A ILD Y REERE - RS R
B @S AT RE TR BA R SR - DURSER B L Lk
TRZAGT - T B R B AR g A R A A S M
W EEIAIY - R & B K B R UUR -

PN

L EEE LM AT R - i KB 1065 SEXI#EET »
FERE107410H - https://www.mohw.gov.tw/dI-47804-
eb15eaf5-ddfc-40b3-8217-fbbf75508e88.html
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Epidermal Growth Factor Receptor-tyrosine
Kinase Inhibitor Related Interstitial Lung Disease

Chiao-Hung Wang, and Yen-Chang Chen

Division of Chest, Department of Internal Medicine, Taipei City Hospital, Renai Branch

The epidermal growth factor receptor-tyrosine kinase inhibitor (EGFR-TKI) is the most important target
therapy used to treat non-small-cell lung cancer to date. However, it has been reported that approximately 1% of
the EGFR-TKI users developed interstitial lung disease, and some of them ended up with severe morbidity and
even mortality. With an early diagnosis and treatment of this type of interstitial lung disease, the outcomes of the
patients affected significantly improve. As such, it is important for all clinicians to always keep in mind this possible,
serious complication of using EGFR-TKIs and how the condition is best managed. In this article, we aim at improving
healthcare practitioners’ abilities to manage this EGFR-TKI associated interstitial lung disease by producing a
systemic review on the literature published before 30th of September, 2018. (J Intern Med Taiwan 2019; 30: 181-189)



