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Case analysis of a patient with osimertinib-induced interstitial pneumonia who re-used EGFR-TKI therapy
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Guangzhou 510010, China;2. College of Pharmacy, Jinan University, Guangzhou 511436, China;3. School of
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ABSTRACT OBJECTIVE To explore the way to re-use epidermal growth factor receptor-tyrosine kinase inhibitors (EGFR-TKI)
in patients with EGFR-TKI-induced interstitial pneumonia (IP), using osimertinib as an example. METHODS The IP treatment
regimen and re-use of EGFR-TKI regimen in a patient who developed IP after the use of osimertinib were analyzed. And a literature
review was made by combining the characteristics of the cases which reported in the literature and the characteristics of this case.
RESULTS The patient’s IP symptoms due to treatment with osimertinib had resolved after treatment. The patient’s IP symptoms
also did not worsen after using almonertinib in combination with hormones as re-use of EGFR-TKI regimen. However, almonertinib
was discontinued as the patient experienced disease progression. The adverse reactions of IP needed to be dealt with in time, the
EGFR-TKI should be discontinued and symptomatic treatment should be given. CONCLUSIONS EGFR-TKI targeted therapy could
be re-selected by replacing EGFR-TKI, adjusting the dose of EGFR-TKI, and using hormones in combination. EGFR-TKI-induced

adverse drug reactions of IP are rare, but need to be observed
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(5] J5 P4 fili % (interstitial pneumonia, IP) & —2] F
52 5% fii ] J5 R i 94 e 7 S0 00 6 40 0t A5 T BB B HE AR
(BRI PR T ) B, HE S I R B kb4 7
F14) I I PRI , 368 A< ) g e i R ok S S R R AT AT L e
FEAAR2E L BRI e A, e A K 22k
fi% 2 2 1% i 410 1 77 (epidermal growth factor receptor-
tyrosine kinase inhibitors, EGFR-TKI) 5 |2 [ IP %) % H:
EARARAR , H A8 TS 022, [RIRH Rl BE X £ 14 A= i
YA R H Y . WA e 2SS U EGFR-TKI, i
T —ZIAITAFAE EGFR FE R RE (05 2875 A i /)N
2 Bt fiiJi% (non-small cell lung cancer,NSCLC ) f#.#, L1 &
55—/ X EGFR-TKIIRY7 R 1) T790M PR B . B
A e Al a7 45 EGFR B & RIS 4, Wl 1% 1t
TP HE T BELWT EGFR A5 14 b 8 40 Ff {55 5 7 5= 4 il
i 200 B 388 5 5 e RS, B A B i A PR T

M TALGALST A EGFR 329 19 4P B T4k 58
AF el 21 A1 7 L858R H 4 58 48 1) NSCLC ¥ & & 1
EGFR-TKIAL a3 7 (19 1lm AR AR £ 5K H 8 R 2242 5 T
B NBHEZ DR P ESET- 8 A 1 (programmed death-1,
PD-1) 104§l 7] A 4 2 B e 2 36 97 14 I PR 3K 2 AN
EGFRJLH B A= N FERAEY, w0 EGFR-TKIX T4
EGFR 5N 5278 1) SB35 10 5 e AR IR YT 259 . (A 1P
17K A 45 1 EGFR-TKI X F EGFR-TKI 7 A48 i ] 1
1R — e . AR SCRE AT A2 1) Rl SR R
JE 130 1P J5 Fifi ] EGFR-TKI i 5 3 BB T 45k, 454
SCHR 18, 43 #7184 EGFR-TKI H B 1P & 154 FH
EGFR-TKI (35 it ,  EGFR-TKI f llf JR i FH R it 5 %
AR
1 BEAM
1.1 fROIHEE

B, 664, B 168 cm, (A5 i 48 kg, BT
AR 17.8 kg/m’ AR 1.54 m’,

AE T 2020 4F 12 H IF 6 BT BT R 75 R A0 R
] A5 W, 5 /0, JEI I, P T . R T
2021 4% 4 H 13 H 25 I br 25 9 7 s iR 9T )i (carcinoem-
bryonic antigen, CEA) >1 500.0 ng/mL, J517 CT K &7~
AR W 5 5 I AU 22 R B g, OB A A ] DX ok
ELEE I, 22 B L B 52 0 o ME A B R 4 B AT
ZRE G 2R B FETT CT 515 N e fliE s, £F
e LN DR BURRIAK . 45 G AR A SR R A 12
Wk IV A Bl , TMIN 2330102 c T2N2M (i XU
B FR) . 20214E5 A 6 H , FEIAGIZE ok
FHAEAE EGFRFEIN 21 4151 L858R 2878 , iR 7RI (4 A
27 B )32 1A JE IR 56 il 28 4R+ 56 4 DL AR ER 5
PUiBIT e, T 5 H 6 HIF 4R 1 I8 e 80 mg/d JF- T 5
H 18 HEAT I HEMERE AL L R iR r . 6 H3 H AR
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A CTRA N T AR B kb BRI H Y, 2 e vk
LT ATRE, 45 T HURILIAYT 14 d, B ARG AR 46 /)
BB A EES 1A AmE (6 H 18 H ) HBLIVE
MR | ZERIEIRS T R R it

B H 61 25 HIBE LK Kl — i, ik — i, i
WA, 1 Bl Je AR RN, (A T  [R) AT ik,
VRIS, AR I AR T T R ARk

FBE AR R AT, Ao\ i T A PR 4518 Mg
3 S R 4 S5 A g 58 5 A IR B0 20 48, RE R 240 A2 A
2021 4 4 H W T s TR 25 Hs R IR B e AT
INTCA TR AL
1.2 FRANBEIEKZEE ENERE

BE T8 13 HARE, FVFERE 8 |, il 31
Fax, AR EIRL R A BE S AT I I 2R B R S A
A ey s R DAL AR AR, TR BsF 45 7 k9 L Lk PR
TRYT s ST R S AT R H A B e AR e i B
P I 17F & (progressive disease, PD) , 4k 2L T B fitfi i ¥ 4
e R 80 mg, ik, qd VA7 -

ABEER A K, 8 5 A CT R i P B i e 7 A 45 4
IIN I RN R 43 2% % (partial response, PR) ; [A] A CT
Fr AR A B IP (] LA) o FH T R AR IR A e 1) 14
MIEHE, B8 1 14 H Il H HUAS A R & B 4 L rh PRk
YHARLKST- S, 85 SR SRR SRR AT A G, AR
IP (50 FARiE (R 1), Fl oy 1090, SO 5 1 B 7 8
JE B8R S FHHE S e BE TR M 40 mg f Tk iR
I7 IRl ek nt A SCRRAYT . ABEIEE 11 R Z25
25 K, B E AU I PR RE IR BT AR L R TH B AL
A A B 250 ke e i 20 mg, F ik, qd (8
H23H—8H30H);HikJEkH 10 mg, ik, qd(8
31H—9H 6 H) ;BRI EN 75 mg, Ak, qd(9 7 7
H—9H9H). W& EH CEA SRR T L 4 i
NN = ROV = 4 NG IR NN R DTW Ra L e R |
AR A 1 19 1 Be S g b s s A e, %5 g i e
FIRT e, B9 H 4 B IR 25 7 W RS R BT 52 8 Je 110
mg, MR, qdiBy7. 90 7H , BHE A CT/RAMARIER
ARSI (R 1B) o ABEEE 28 K, A& AL ik i i
RO AR IS, s 1 I, K I R T JE A8 3R 1 14
%20 mg, Mk, qd. ABESE 35 K, B ik, 37 1 ik
FH it 2 P 56 2 2 7 (110 mg, qd) , IR0 RS R T e
PR (20 mg,qd, 1 i J5 & i, B R & 5 mg 2
R MR R 0)IRYT . M BRIk GBI e inyT 1
MG, B TP BRERIF R BB s R, 27 10 H
8 H & A y7 4 [ 8 1 R i 4% % , % 1 EGFR-
TKITi 24 , 2 ei F 1% 52 i 2€ —AmEc & DLARER PRt gk 229
J7 o HFH NSCLC HZ 127 Gl tnls 2 s o
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2y, B RNA R RS AT 3)

2021-05-06

b 2021-09-04
ARG P AG ) 45

20pLn e R RIN T

BHE NN 7 EGFR21 L858R % TEX Uk
IV 3B T 1% W Rkt A
JEiHTT
2021-10-08

2021-04-27 2021-08-16 Pl

1845 1 5% — L ) AL AP, iRy YA i

S5 7l 9E L+ (BB kil

DR TR 56 4 ) R U THERET Lk B I 5

PR RS E

2 EENSCLC A&t

2 SITie
2.1 BEHIMIPHWEMEZSH
AR EH LR B N AR R TS L fEFL
s B3 BRI DR ML A B AT
—/ 4R EGFR-TKI, B 78 Je 5 R 3 R K UL AR R %
NoF A BRI , HLAS R I ™ o A P I (H R R
M2 , A JE BUIP 1 & A % T2 —1REGFR-TKI",
A T 2021 45 1 6 H P A3 M 2 R G
7, 3 H JE B EEORER , a3 CT 7 Bl o B )
JE S AE HAEA W i BUR . XF e Z AT ZEANBE 8 1 4 H Y
CT455,8 A 16 H & A [ i5 #4855 CT /s A7 il i Py 3
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JEE B 55 R AL VSRR 4 /0N, DB Ik T 25 B A /), R
B RIT RNk PR, v HERR IR E 2 | IRl i R B TR
155 FF B A5 JE O FH R Ok T2 Je BR FA R AW E A T P R IR YT
J& AR EEOE RS BN B M . SR FRIEAh 3, I IR
I B 25 AN K (adverse drug reaction, ADR )
R F HIZN A ADRIFAEIR R (32 2) , & 1550
6 43, Ui 3 TP A B AR 7T 6 J2 il LA B e 5
A

i EGFR-TKI Ji H 30 1P Ff b IR & B ——
(1) FEAHRAE . B R =55 % A L IR BB IR 245
(performance status, PS) PE43 =243 ; (2) D S REARES -
WE A i 21 2 Ak ol PR B ZEVE T 28 AF00 IS 95 | i
B IE TR <50% BEFEH B IP; (3)REAALIT % A 1
AE TR s 42252 EGFR-TKI VA YT 14 [ s B FH #he s
KA s A 750 5 (4) Pl . H A H X i 3 ] EGFR-TKI
Je B IP (1 & R B T

A 9 B R T A I AT s (3 H i
T ) AR S (20 AR AR ) AR =55 8PS PF4>>2
435 BEGFR-TKI A HE TP A fE [ R &, A L EGFR-
TKIJ HBLIP A RS A K (B TR 2 ek R E 1
HBH e RS H ] EGFR-TKI i G5 i el SCHRIE PR A 1
HBA A R o
22 REMMEARHE
221 AW HRET A HATH B A, 45 R
o, HCEA IR 1 R 4N s bR | o 2 Bk i
T Pz oo R IR A0 £A 2R 1 19 H BESE iR
o 75 P B R T v, BELZE R i 98 31 R w39 K, ASHERR
Jied 1t JEE VT B, T B N R A TIRYT .
JEE % EAEAE EGFR N 21 4M i 1 L858R 7% , 7E{H
T 34 H 0828 IR Y7 5 I7 SF 0 4 PR, 47K
EGFR-TKI W36 57 A 2L ; [F B, M T1E 58 1b 7 , EGFR-
TKI Xt £ T JE A A7 s (1) 11 2l 38 5 O B 350 Iz &
A TP J5 Yk S 22 /Ny T T 25 3R )T B I R AR AR
(overall survival, OS ) Z K F B #ufbyr 7 Rinyr &,
LI PR U E 1R 5 4k 2L f FH EGFR-TKIIRY YRR 7T BE
B,
222 ZAMIIE  FER A EGFR-TKI )5 38 1P
RS , Ry AP U fif FH EGFR-TKI 5 H 3 TP 19 &
AR AR U RS LR 390,

(1) 2k FHH:Ath i EGFR-TKI., 4% 26 & FDA #5E ,
— HAfIA P 2 i B8 % B JE L BTk B JE 4F EGFR-TKI it
2, WIFF 7K A5 FH%Z EGFR-TKI . AL, ingk 242572 /)N
o3 m] 25 W6 T B ok H A Y EGFR-TKI, 9%
BE AT BE 1P 1, 2 EGFR-TKI % S 1Y IP fa [ A 25, (A 4
A P IP 5 B HoAth EGFR-TKI G 97 A - HU 3 1P 19
",

(2) i F EGFR-TKI ) [7l B} 5 & FFAE Bz o 0 2%
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e BN

TR R TR

(1) ADR G A ARt | BRI I AR RS A PR R0 1.2%

() ADR 7 A (TR IE e 2 BHTES A 6 AFF B AA BRI 3RS RS AR, T Aem LR X R

(3)i% ADR A TE B2y B R S 51 1 BETSH U ERARER, S WS RRERT S A 25 RIFRERISR, FIA 7 HEE CORMRIERTIL, WirEEN
PAERTE B e AR

(4) P ADR R SFERR I I AR E 2 0 BERSABMEARGERITHE

() BB HALR e 5 % ADR? 0 K

(6)1% ADR AR AR E R i 0 REHREH

(72 Mt b A A B 0 KA

(8)1% ADR A5 B e i A, BB R W DT 1 (SRS R PR AR

(9) B A T T R AL AL R 0 SRAMEHA S BN EGRR-TKIZ A2

(10) ERT AL M WL S AR | B CT IR EA T PR

fin 6

a: 1353 =940, RIHZZ Y S5 R SO Y PS5 2 1 22 19 (definite ) , BIELA &OULTIEDS e S A B iE 5% ; 5535~ 843 M AR 7] A ¢ (pro-
bable) , BIEA & ULIE P s G I 45 R SRy s 150 1~ 493 ] fiEA G (possible) , WUs T REANGERS B AL /IESE, SUN GBS W58 & TS IR L 5 15

S <0y T 5 (doubttul ) , BV T AR BLAEATE SRR Y1 5L

Kashiwabara 2 [ iff 5% W7 , A4 F 54 ] EGFR-TKI 1)
BB A R 0 R TR R A TP R TR, B
A HGE SR, BE TR A EGFR-TKI IR 1A
Fm , BRGS0 ol B2 i R W BB AL e &
0, A AR BLIP AR,

(3) 4% EGFR-TKI 1y ] 5 . EGFR-TKIZIP [ A&
A= % 5 EGFR-TKI (1) & HA A Hig 0t , vl SR
IRIT A R — = LUK & 1 EGFR-TKI/E K
HERFIRYT 5 10 o — P U Se e 32 IR 2 1) /N T 1) 24
Yy, B AL B ) 25 A R o X RO R BT
Sk, BITE & 4 EGFR-TKIE S W IP )5 , 38 B NUH
HAEE 40 mg CH FLAH 19— 1) 317 K W 4R 183
U, B E R IR R 2 B3R D 5O mig 35 A5 18 i 25 R
150 mg™, A IP AP K .

TEARZ A, SHUBE B PLIP 25Ny A8
J& | B A 75 8 Je I O HoA ) EGFR-TKI, £
2% =L EGFR-TKI 7 EGFR %2 NSCLC 547 H v, F i
TR AP(2022 4 [ , M3 —/— X EGFR-TKI, i
PSR 5 JE RTBA) S5 Je AR 155 — A EGFR-TKI 7E 4E
K B E Jo ik A= A7 ] (progression free survival, PES) fll
OS ARz K. S [RIRT, I PR S B s, BT S5 Je 1Y
ADRELIE AL RG0S0 L % 5F 6 R Ik S
CREEEFIHIYA ), BAE 110 mg/d 7R R 1% JC TP H9AH 56
B, RO, A H A Y EGFR-TKI, 1E B 3685 Je
VER G EHRTT /N TR [ 25 AR 4

5 R A B 1 TP REAR 4 R 58 228, TRl Ay
/D PV AE ] EGFR-TKIJ5 1P & & 1 XU | i e 452
B S35 2 v 7 I TR st el FH 1R B R R s S T TP itk
R R WO TR IS R U 8 B R iR 3 R & 20
mg/d, 75 H BE 18 5 B e 5 me, H 245

AR PR RS EGFR-TKI f9 7] &t J2 s 2> 75 Yk
EGFR-TKI 7 H 30 1P 1) —Fi i, H %8 T A< 5] 18 35 el HH
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R B S5 % 2 1% B R 7] = 110 mg/d, 2 sk £ FH (110
mg, qd % 55 mg, qd) , i77 H W > 50% , H R
TCAEZH i T BT SE - JeA A PR SR i i 5 [R5
JE B R RS2 I S SR IR I B A U, U
T VR U2 BT S 3 Al R S L i SR P B SE R
JETZrEk. L, ARUIRYT AKX E i 228 e
A TR
2.3 BERZSTITK

— TG0 T 3150 3 A A5 (s, BT SE R JE 5 R 1 5
220 mg/d J5 , A7 1 B8 B IP, PR T B IP S B
fifi HH EGFR-TKI 9 £ 35, Ife R AT 5 7 MR 245 B 1) vk L TP
i R ) PV B LA B AR A (5] 8 2 A oA BT 98 R
JEIRTT SR AR ZIR T s B SRR R IR & I R AE
BRI 25 A2 A5 -k B TP R ) RIS R
VLS B 925 JE TR YT SR, A JC B 7 4, a1 Hh R
R, S 2% (b I DR e 2 25 (CSCO) AR/ INA B i
YT HE A 202 1) FH S EA R ALY P BB SR B A DL AR ER
BABUAE R B SR BLTRYT T 56 o AW K T R A BT
R LN HJE R BE S ZWER AT A
A0 B e, A i A CT K A 75 7R H 22 | TP 4
A, A A RS RTE K. X RBTSE R I AN &
HEMNZ A 09 1P AER , P08 FH EGFR-TKI H R R H5 it
SERTATIR o BRI, 2 KB P Bk A R 55 7 B PN+ 8
EERSLL PP BT SR JE B IR Y T Y A PD /N T
25 24, 45 T 5 e, 25 1B AR IR B 25 HL IR
P2 1 56 M 2 AN A DUARER BAP IR T RERNE T 37 , 28 0L
FH B ih 2E Z 4G DUARER BB/ Sy S8 35 5 St bR
BITHE
3 ZEiE

1P & W75 J8 25 EGFR-TKI & | 2 [ " 85 ADR, 24 i
F G2 1P J 0 57 BVE FH EGFR-TKI, [ 25 7 J2 12 A
B R IR UEAT Ak i | By L SR X E VA YT, TR B T
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SHE X ST PR T P 3 B, ARG A X RE T 7 %) Bl £ TP
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2 TVEM e FT A ] EGFR-TKI 1Y 73, R B A 2

A7 AE EGFR-TKL ik sl WA B il S RES 00 | A%

SR T BLE A TR PEI R ARG R R AR T AL

HHZGR AR 5 UK . gk 2 EGFR-TKIZEATHE ]

7, TR TP AEIR B IS, al 2% JE 4 HoAl EGFR-

TKIIAYT /b EGFR-TKI & | ] EGFR-TKI f [7] i

WA ol FHOBE B B3R 3R 45 1 O > B 1l FH EGFR-TK, T

e T2 3 6] 25 25 D Y 7280 % ADR 5 J8 2 PR 31

EGFR-TKI Z 1P sl 5 25 , 1 & 1= 45 H] EGFG-TKI I

R B SR SRR T R
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