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Case analysis of a patient with osimertinib-induced interstitial pneumonia who re-used EGFR-TKI therapy
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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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(] J5 P4 Bili % (interstitial pneumonia, IP) J&—2H %L
SR %Pt T i 7R O e s 7 3850 4 6 4 15 D g PR e 2R
PR R TR P T ) SR, JHE 3 S PR R Ry A M fn
FIRY IR 0K R , 38 0 2 BE R 0 P /2 B R AT 4L il i
FEAG 2 XU R R p AR K 32 4k
1 24 PR 1% 1 310 i) 77 (epidermal growth factor receptor-
tyrosine kinase inhibitors, EGFR-TKI) 5 ;A% IP A & H= %R
SR AT, LA TS e 22, [RIIs IIR ) B X A8 3 1 A i
LAy U Y . AR e 24 = fUBGFR-TKI, i
T —Z30 T AAAE EGFR R 45 5822 1 ST /)N
2 ffu filiJeg (non-small cell lung cancer,NSCLC) ¥, LI M
55—/ AUEGFR-TKIIAYT R M 1 T790M FAYE & . B
T JE A i 55 4 5 EGFR S & BRI BESS 4 , 1% 1
TGP, #E T BE T EGFR A5 14 b 83 40 L 15 = 5 5, 4
i TEE 240 M 3 58 5 e 78, B AR AR A A PR T

AL TEGALST , A EGFR LK 19 41 2 Fik 4k %8
AR 21 AP T L85SR 4t 5¢ 42 1) NSCLC % {8 # fiff JH
EGFR-TKI#E [5]36 47 B9l PR3 4 5 R H B Ry 22 425 T
BB EZ VR FYESET-# 1 1 (programmed death-1,
PD-1) 410 1t 50 S AR 3 09 B 92 36 97 19 i R 3K 4 I A 40
EGFRJEPHBF AR AREFEAR", 0] Il EGFR-TKI X} T
EGFR JE[H 875 (4 J 48 T & 2 i Ry 7 254 . [ 1P
M7 A 45 H EGFR-TKI A ] EGFR-TKIY 703 4 B
M S — A o ST A2 1) R P B
J& H B IP J&5 08 FH EGFR-TKI ¥ SR 5 12y &, 454
SCHR [ BT, 43 B7 3+ 1 fff ] EGFR-TKI H 28 1P &5 P-4
EGFR-TKI A4 it , 5 EGFR-TKI F I R iff FH #2136 2 %
T4
1 BERH
1.1 ROEE

BYERFE 664, B 168 cm, T 48 ke, BHAST
AR 17.8 kg/m’ AAFH 1.54 m*,

BT 2020 4F 12 H ITA6 H BT B w75 D A A
(] A7 NZ W, W8 /L, TE I I, A e, BT
2021 4F 4 J1 13 H 4 I br il 7 98 bt Ji (carcinoem-
bryonic antigen, CEA) >1 500.0 ng/mL, J5 17 CT 4 A% 7/~
A Tt o 6 I E U 22 A B R TR, AR A it T DXk
ELAE P, A2 B RS 195 TR A M B E R4 -9,
FIReG Z R B FAT CT 515 B FRITEA, 27
AELLVN WS BIRAA . S5 8 K Sk &, 12
Wi A IV 1A T Bt , TMIN 43032 e T2N2M L (B 8Lt |
B ZEE ERR) . 2021455 H 6 H LA S5 5N
HAAAE EGFRAEA 21 HM i T L858R 28742  iB TEHi A (4 1
27 H ) He32 1A Fil 3155 5 il 26 — §R+ITEH I & D1 A2k
PUARYIT R, 75 6 HIFIR MR A JE 80 mg/d I T°5
H 18 HEAT MRS Ry 6 A3 H L BER
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A CT/RA T AR BESS 0kt BRI , % 1820
S50 RE, 4 T HUBRYSIRYT 14 d, B ARG kLR N o
BEEMH AR S L6 A 18 H )& LIV EE
MR | ZEXIEVRYT JE e ARG A

BEH 6 H 25 HIILBE LK R ph—, ik —ik , e
MR AL, 16 30 Je AR DRI =, {8 A MR , [ i,
VRINR , I A BT T 281k

BE TR R AT, A A I OB PR 450 1 e
3 S RIIH 4 S5 i 5 5 A W B0 2048, B R 2 A0 A
2021 4F- 4 AWIT 8 5 TCIRIH 25K s, ik & e
INTCAH EFR AR A
1.2 ARANBEIGKIZ & EERE

BET 8 H 13 HABE, EYRER 84 H |, Il iR 34
Hax AR EIR LR A BE IS AT I I 2R B R S A
] e i R DA% S AR AR, TR EF 45 7 k9 L 1k P RTE
TRYT 5 5T R Y R S R A R e AR ikl B
P9 17F Ji& (progressive disease, PD) , 4k 2L T B fitfi i W2 4
e 80 mg, Fl, qd BT o

ABESE 4 K, BBE A CT /R il N B % 7 b 34 4
IN IO M3 53 2% f# (partial response, PR) ; [A] ) CT
K n ZE il R IP (B 1A) o TR AR A B i ) A
TIEH, H 8 1 14 H I HUKE A8 A & 3L 4 L ok
YRR S, B IR SRR SRR AT A DG RS
IP (70 ARE (3 1), A H Ry T4, Mo 5 11 B 7 8
JE BT R e R BRI 4N 40 mg FRIKIREETR
7 TRl s bk S SCRRAYT . ABRIRER 11 R 2
25 K, SBE AR I PRl RE IR B T AR |, PR T s AL
A ARSI 2 ke B A 20 mg, 1)k, qd (8
H23H—8H30H);HikJéh 10 mg, Hlk,qd(8
SIH—9H 6 H);BERRIKJEAA - 5 mg, /I, qd(9 J 7
H—9H9H), WiEtd ke #E CEA SRR L 4
PR | W BT A ook S s R L 20
AR 2 19 R B AR B R i, 5 e gk e
FIRTRE, 8T 9 H 4 HIFIR 4T W B ER BT 588 )8 | 110
mg, R, qdiA¥7. 9H 7H , BEEA CT/RAMSAER
HIORS IR (B 1B) o AR 28 K, B3 A48 0K | i i
FROBCREAR S 9 B e, SO ISR T JE W 371 1 3
%20 mg, H R, qd. APBEEE 35 K, B B, I 7 H R
H Rk R BT 2585 JE A (110 mg, qd) , I [A)25 1 IR S R 1k JE
AR (20 mg, qd, 1 i J5 & 2, B R 5 mg 2
R MR R 0IAIT . oM ORGP e iniT 1
AHJG B P BRERIF R BUEAL sl &, 2 10 A
8 H & A7 At /s 835 1 B i 7% 7% , % 18 EGFR-
TKITH 2 , 2% 25 55 56 i € — NG DUARER srprdkelin
JT. B3 NSCLC 25297 &t tni&l 2 Fiw
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M IER g3l BREUE R
I R KRS EF <05% EETH
Y RGPS TREHEEEE 5%~ FEART
i
3 ERTE MAEEEAE >500%~75% EET
A
4 fERERMEIEEE R >750 ZAbH(TEWERTEI)
5 R

a: A FH A 3 S AL R S A BRI T i 2
W25 s be FRE AT 1 BRI SRR IR VA IR L BT IR 25 A
&y, B FRAR £ 57 RS A T 3l

2021-05-06 2021-09-04
2021-04-22 R TR ) & H 1P SR L
N /i EGFR21 L858R % e Fi T 26 B I 4k
g dliiera A JF U2 A SR AT
Jeihyr
2021-04-27 2021-08-16 2021-10-08
e — A AL P, prékabgf AU N
S5 9% M) U R AR [t ity
PR .

E2 =H=ENSCLC AZ5igyraid

2 rirfoitie
2.1 BEHBMIPHFMEZRSH
AR LA R NSRS O B O
WE 5 292 BT MR REE L I AR BT AR TR
—/—fREGFR-TKI, A e 51 3% M UL EAR X
Nof A SRR, HAS RS ™ B A B IR (R A R
M, BRA R JEBUIP 1Y & A #0m T4 — R EGFR-TKIY,
A B H T 2021 4E5 H 6 H P th 3% BB e ia
7,3 H I H B EERER , B3 CT 7 Bl o 2]
9 AE HAEA B R . X2 BiEANBE8 H 4 HIW
CTZ54,8 H 16 H & A Mgl #F s 5 CT /s A il T i P 2
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JiE B it 55 B Al VBSR4 /0N, D\ T 2 A i 4 )N, R
BRI R PR, o] HEBR g b 8 | )b He 3 7
155 FH B A 5 JE 0 FH P 0 Je Je BR FN R AN B A TP R IR T
J& A EBERE RS BN B M. SR FHE FRITAl =36 IR
2K 5 25 AN KV (adverse drug reaction, ADR)
KA A F 4N A ADR PEAEIR R (R 2) , i &A5 50 N
6 4, UL R 3 TP A B AR 7T B2 LA B e 5
A

{8 ] EGFR-TKI i i B IP (1) f i R R = B ——
(1) FEARSERAE . BAE AR =55 % WM K FEIR &
(performance status, PS) 143 =2 435 (2) D T REARAS -
PR A il 21 A Ak i 12 P BE S il 2 Pf 0 IR 5 i 8
B IE AR <50% BEFE B IP; (3)REAAL T %A 1
AE NIRRT s 4252 EGFR-TKI VA YT 14 [/ B¢ P #e s
KA s A 750 5 (4) Pl . B A H X 25 3 i EGFR-TKI
Ji B TP 5 R

A ] £ R B A AT s (34 H Rz
CTT ) W s (20 AFE W B ) AR S =55 % (PS4 >2
435 EGFR-TKI A& TP (9 fE [ R &, B L EGFR-
TKIJG HBLIP AR A K (B TR 2 ek N E 1
HF BB Ak 2l P EGFR-TKI % JCH5 B sl SClR uF AR
WG (A 25 o
22 EEmMMERRRAE
221 AW BETIH L HITHBK A, 4
R, H CEA @R b R 4 Mg B L B s R Bl Ik A
T PP 2T RS A I A0 AR B 1 19 R BESE AR
s o RS T, BELZE i 98 5 BRI A w3 K, ASHERR
Ji e E R RT e, 75 B2 SR PR 25 A TR T . %
JEF % B E A EGFRFEN 21 4h i 1 L858R 7% , 7E{fi
T 34 H 087 JRIRIT IR IT BT 4 PR, 7R
EGFR-TKI W67 A 2 ; [FI B, M A T1E 58467 , EGFR-
TKI X £ T J A A7 s (] 1 el 3 5o (@ 3500 Iz &
A2 TP Ji5 Uk 224 32 /N 3 - ) 25 00 3R 9T I R AE A I
(overall survival, OS ) Z T fby7 )7 i3RI &,
I PR 24 R T 3 Ak 22 ] EGFR-TKIIRY T 2GR T g
B,
2.2.2 GAMIIE BH KM EGFR-TKI 5 H 2L 1P
B IRUBSE A, SRy A Pk A FH EGFR-TKI Ji5 H L IP 19 %
AR AR IS S LR 350,

(1) 2k FHHoAth i EGFR-TKI. 4% 26 [ FDA #L5E ,
— HUBf A TP 2 i A 85 2 BT i JE 45 EGFR-TKI Jir
2, W5 A A5 3% EGFR-TKIY, [Rt , Wn4k 24257 /)N
oy 58 0] 25 W6 97 5 23 A oAb ¥) EGFR-TKI, 48
FEAE H P TP 1 /2 EGFR-TKI 5 S /Y IP i [ [H £, {H
A B IP I PO Hifl EGFR-TKI I 77 R - 38 1P /Y
HRIE

(2) 1 i} EGFR-TKI f 7] ik 156 45 £ FHHE 12 BOR
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(1)i%ADR R A A B 1 WERRARE R, A H ARG RE PR AR H1.2%

() ADR A T (TSR Sk 2 BET LS A o IR RA BT 3 R R AR, fE e R £ 2

(3)¥ADR S 2l S AR 30508 | BETSH D EMARER, T VSRR T 8 A 25 ITFRGRGHR, TIA TIEA CORRRIERTIL, SR gEn
IiZIRE R S S

(4)i% ADR AR TSR B A A 0 BERSARMERRGELITIAT

()RR R Mm% ADR? 0 K

(6)%ADR A TN HA AR B R i 0 RN

(1) ZHe i AL b A A 0 A

(8)1% ADR A B R i A, SR R DT | AR R PRI BHS

(9) R H LA RE TR AR 0 BABRAK S B EGPR-TKIZ )

(10) R AL E R LR | A CTIAEIFIEA T PR

fin 6

a: 1353 =943 RWNZ Y S A R SO Y PR 5 2 15 22 19 (definite) , BIVELA & ULTIEDS M s S A B IE 5% 1453535~ 843 AR 1] A ¢ (pro-
bable) , RVEA 2 WIEE 50 A I 25 58 S0 3 4945 1~ 443 T REAT K (possible ) , RV T REA RS i 78 /0IE S , SURBEASHE 578 4 15 8 IS I s 1%

Ir <O AT BERY (doubtful ), BV Tt SR ) BRAEATC IR ) 175 5L

Kashiwabara 2 {4 ifF 5% .7 , A4 T 5 ] EGFR-TKI f)
BB A MR ) BB TR AR TP MR AR,
A HGE BoR B R4 32 oA EGFR-TKI IR A1l HI
Fa , BMEAE G 867 ol 2 B R g D &
0, B AT H B TP FEAR,

(3)1i%& EGFR-TKI () H i . EGFR-TKIZIP [ &
A= #8 5 EGFR-TKI By F 1 A AH CHE™  Him it , nl R
TRIT T IEAT PR — U DG 2 9 EGFR-TKI/E K1
HERFIRYT 3 101 55— PP e B2 AR i /N ) 24
Yy, Bz AL B IR ) 25 R R i o 3K R T A T
SE, BIFE % 4 EGFR-TKIE S IP J5 , 35 B4
752 2 40 mg O & 19 —2F) HE 17 K 4 R
I, BB TR R 8 B R R A 50 mg 7425 38 in &2 A
7l 150 mg™, BE R IP IR HE K .

TEARZG , SEURE B IP 25 YR\ B A5
JE , b 7K A5 F B A 8 Je I i At i EGFR-TKI, 2
2% = f{ EGFR-TKI 7F EGFR 2728 NSCLC 477 1 i FH i1
L F I (2022 FF ML) , FHELES —/— A8 EGFR-TKI, i ]
DL B JE RIS e AR 3R 1958 — 10 EGFR-TKI 7E 4E
K F ok R A A7 1 (progression free survival, PES) fil
OS AR #5 Ko S ILIRIT, I R SE B o , BTS2 JE 1Y)
ADRALFE AL 2R 48 5 0L L 982 57 B A0 Rk S
CREFEFIYE %), HAE 110 mg/d (9774 R 1 JC IP 1A 56
el ", Rt AR HA RS EGFR-TKI, %6 FH B 56 85 Je
VER G ERTT /N TR [ 25 AR 74

7 R AG £ 0 TP REAIR v R 58 28, [l Ay
U/ R EGFR-TKI i TP 42 % 1 KUK , ds HAE #5532
BRI SE 5 JE AT I [ feft FH TR B B 3R 5 S8 T AL TP ek
BN A WOK TR S R U JE B R iR ) A & 20
mg/d, 7E H BE 185 4 JE Dk b me, LR,

AR JR & EGFR-TKI A9 7] &t J2 s 2> 75k i
EGFR-TKI & H 81 IP ) —J it , {H 4 A< 3] 8 2 e ]
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4 AT 5 5 JE 1) B L) 110 mgyd, vk 2 FH (110
mg, qd %K 55 mg, qd) 3G R 50%, H I
TCAEZHA i T BT S Je AT A P SR A ;5 [R5
FERA BB AE A2 P S JETRYT I I G 1, 0T
1% YA ) T 2 T S 0 FH ) AN AR 2 B S8
Jemt 25 prsic, P, ARUKIGI T AR il H Y T 22 Je
TR
2.3 BERERITITR

— I T A B G I s, BT S5 e ) ek i
220 mg/d 5 , A 1 A8 B IP, PRO6 T TP S
fifi I EGFR-TKI 9 8835, I RAT 5 7 Al 245 3 1) v i L 1P
i R )PV B LA B AR A (5] R 2 A el R BT 5
JEIRTT R AR RZIR I s B AR AR R R R I PR AE
BT R 24 I A2 A5 P B TP SRR ) RIS, R
T WLEEI S22 JE R YT A3, 2 oI 7 2%, i i o
R, b 22 (b I PR E 2% 25 (CSCO) FE /N4 it fili
TR 202 1) 3 FH S EIAEG AR T I B BRI G DL AR
FABVE N BB R SEHIRIT T 5 o GoWH B I R A
XRHRNINH)E 2B E S R RTAR DT , A
AR, 2 A IS CT Kt R 7 R H A2 1 TP A i
ARG, AT AT AT R, X HR/R P 2E % e i fl AN 25
Bz B B TP ER , Pl A EGFR-TKI HERHUA #5ite
SERATATIY o SRTAT, 12 KB 3 P i A A RS e 7 ik A 8 B0
AL PR BTSSR R BT IR YT TT ALK PD /N
] 25T 2, 452 BT S e, 25 1 FR 3 A i 4 25 HL L i
Feaz 45 52 i 2 NI A DURER BAbTiR T RERS TN A7 , 3% K
FH 3 52 M ZE Z 4RI DUARER SRR S B8 35 I ST iR
BT %
3 i

IP 2 .78 Je 45 EGFR-TKI 5 | & 1Y ™ 5 ADR, 24
F 2 P J5 0 7 B45: ) EGFR-TKI, X 25 & il b
B R T HEAT LR I 7 L S RRE VR YT TRl B 7
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TV e FT 6 EGFR-TKI B2, RIS B iA f

M AFTE EGFR-TKI Bt WA sk s S BE AR 00 | iy 04
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HNZG3fas 5 X . indksEHes? EGFR-TKI S TH#E 1]

BT AR IPAEAREGE 5, i % B B4 oAl EGFR-

TKLIAYT 820 EGFR-TKI 5 i i} EGFR-TKI fr [ i

WAl FHOBE B B 3R 45 1 0 30 B (o FH EGFR-TKI, i

P24 301 5] A5 25 U1 Y 7 350 S ADR 5 J8 3 RO 31
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