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A Review of EGFR-TKIs Therapy of Non-small Cell Lung Cancer
with Uncommon EGFR Mutations
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[ Abstract ] Lung cancer is the most common cancer and the leading cause of cancer death. Non-small cell lung can-
cer (NSCLC) represents over 85% of all lung cancers, and up to 50% of Asian NSCLC patients harboring epidermal growth
factor receptor (EGFR) gene mutations. A number of studies have consistently demonstrated that uncommon EGFR-mutated
NSCLC patients treated with EGFR-tyrosine kinase inhibitors (EGFR-TKIs) can achieve better survival outcomes. However,
because uncommon EGFR mutations are generally associated with reduced sensitivity to EGFR-TKIs, which will bring a nega-
tive impact on the result of the study, the majority of clinical trials investigating the efficacy of EGFR-TKIs have included only
patients with common EGFR mutations. In addition, uncommon EGFR mutations are rare in themselves, leading to the small
number of such patients enrolled in these trials. Due to the small number and highly heterogeneous sensitivity of uncommon
EGFR mutations, the efficacy of EGFR-TKIs in patients harboring uncommon EGFR mutations remains elusive. This article
reviews the efficacy of EGFR-TKISs in patients with uncommon EGFR mutations, and give some reasonable advice about the
selection of treatments for patients with NSCLC who harbor uncommon EGFR mutations.
[ Key words ] Epidermal Growth Factor Receptor; Uncommon Mutation; Tyrosine Kinase Inhibitor; Lung neo-
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£ EGFREAF [()NSCLC & F W EGFR-TKIs 258 T7
A, EGFR-TKIsVEYT I B %% (overall response
rate, ORR ) KT70%, i otk @ 1E ( progression-
free survival, PES ) :359.6H-18.90H , i A= £ 1#]
(overall survival, OS ) i521.6™H-34.1NH . ki, KK
EGFRZE WG EANMRITROREZE . SRR 4 R ok 17
S, BT LLKER 73 I 5E EGFR-TKIs 7RI Il PR i 45 45
AL EFE WA E Y, 5 HNEGFRT WA A B kb
W, S Bl PR X iR o B B D . T TEGFR
PR BEREA R /D HBA SRS Bt , EGFR-TKIs
XFEGFRFE VLGS A WIT AR SRR IEHE . B
PRI ARG I 4 A (74 Bk & J . EGERZE L2878 [yt R4 R
Wrsgm,  SETE A Rk R R R A RN TR IR 7 (19
MR G R L ASUEGFRZE N 542 26 I 5 EGFR-
TKIsHSFROC R BEATERIR, HHEHFEGFREE UL 5722 Y 16 15
NSCLCH A Bk HEIRYT I A s il

2 EGFRIEYFHFIEMEGFRE F R

T KT (EGFR/herl/erbB1) J& T i
QIR Z R K, WY FRVEHERF KR o erbBR I,
XA G H A % 52 AU FFHER-2 ( Neu, ErbB2 ) | HER-3
( ErbB3 ) FIHER-4 ( ErbB4 ) , EGFRE—FE a7 {4,
SEH LA A HAMNX (AIIANIIARZE 1K) | BSIEIX . il
PIX (4N P B BRI IX ) =385y . MEGFRIUAMNX 5
FHI FCAARSE G5, 20 M6 P 1) 1 e T 0 X i, 53
H B kR, M 2R R TR s i, Hah
TS B SE k", EGFR-TKIsHE & — 2 F T 40
P TS 2 R VRt DX %) /NG 125, 3E ot B IBTEGFRAE 538
H, MIMHINSCLCHI A K | B iR,

EGFREEI N TE-L o ki iE (7p12-14) I+,
K#118 kb, 28 oh i T4, S EGERELAHR )
FERN T18%5-24 54N T, MINSCLCH #H EGFREAE F
BRAAE18 5215 T, Y 4nihEGFRI LAY 3 4]
K oA 2 S ECZ R B TE RGN, T LAEGFRIEH 58
AR R BRI EGEREE 27, Hrp 1954k i 1Bk
AR5 AP i FL8S8RAT ALY, X WA S8 AR U2y i
HEGFRZEEAE)90% , B FRAEGFRE W58 48 s{ EGFRZ: it
ZEAF , FLk R 28 AR # 2 S BB R B I S (5
XTEGFR-TKIs Y EBUBMEAR DG ), i LLIK P Fh 28 48 S8
PR OMEGFRIBURZE AP il HoAL EGFRZE AL S R 56 748 %
1%, —MSEFk NEGFRZE W58 5 EGFRAN i L5 A8,

FARG71957E | E709XRAZ | 19558 Tl AL |
205 5T AR | T790M G RAL | S7T68LE 7L |
L861Qu RS

3 18SNBFRE

185N 1548 24 5 T EGFRZE 7L [1)3%-4% , {45
USRI 4 AGEAE , Hoh SR G719X S H AR
& (G719A/G719S/G719C% ) FIE709X, fHiAR 287845
delE790_T710insD4,

G719X i 57L& 1840 i 548 fi i UL ) 8 AR S A
25 5 EGFRZE W25 1920% Y, KobayashiZE Yy 5 4
B, HH—RTRIsAH L, G719XZASX 45 — A TKIs ( i
B CECRIRE S ) MBUSPETT R . K ih RO 45 R
AKX WL (1) DB R TKISIAYF G719X
ZAS NSCLCH # 1 L M #c 4 ( ORR: 14%-53.3%,
i PFS: 5.98H-11.670H, $F{70S: 16.44 H-25.2
DA, HAE T 2 M58 AR BB I R RIS TS
“ARTKIsIAYT G719X R AE FNSCLC R 3 1 S A JFE Ny
75%-77.8%, Hifi ok AN 12040 H-13.840 H,
BB AEAIIN26.90 1, BUSME S 2 g8, FT 0L
G719XZRAE X5 “ARTKIs P BURME R 5y . HFT M =
G719X G X} 5 = A TKIsHURNE 1 Im IRAFFE . Fr LA, 4
TEHEAT G719X 577 (1 I WINSCLC f8 3 1 5% —fREGFR-
TKIsVE H—ZRIATT .

E709X s 5875 i T4 EGFRZE7E (19 HL /N F0.59%
BTG I AR BRI, E709X 58748 iy & A= 2wk, WA
HZ 5HARAL A ML, BT A KE709X 5848 5 TKIs
PR BB B A . Was P BESEEm] (3%
1), B709X575 % 85— TKIsfUR, {H AUk [ EGFRZ:
LA ARNEAIL (ORR: 50.0% vs. 74.1% ), HIRBA KAEAI
RIS UEAE709X 555 A TKIsf PRI &R, {HHeigener
SPGB KB T — ARG, 4R TR
106 G719X 5 A8 /5, P HHB 32 JE IR T R It ] >
2.6, M5 E709X 58 48 (4451 S8 IR 7 8 I ] 3k
122401, XAERA/RE709X 578 ] RE X4 — A TKIsp]
AR e AU . BUAE I [ LR E709X 5848 (B 432 AN T
EGFR-TKIsii 7 3K a2 A IR, 75 2 AR A i (1 i IR
IR — 2P RAIE

LA 185 AMNE FHAe 58745 , delE790 T710insDZE
AL R LR — R 295 SEGFRZEZ51)0.16%
H A2 it = delE790  T710insD 278 55 5f — AU TKIsS 73 5%
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ARG, Kobayashis il RATHFSE A A %58
A JERTEGFR-TKIs e NBUR 1 185 4h il 5878, J5 R Wu
4040 S 9 S ] delE790 T710insD % 75 L 3 %ot 45— FR TKIs
WITRIR I H 2 (£1) o (HEGE LI ZERaE % 0]
ROAE BERZ R EIRIT I A G, AR o
JEBT AN, X IR FATTdelE790_T710insDZE /4% £ 7 1 i
X5 AR TRIsEURE . HAd B/ D 1) 1854t - FE P 2R AR
XFEGFR-TKIsA [ W [F0E: V689M, S720P/F, P699S .
N700D . E709Q. G721A. V740A. L718P%:; X%fEGFR-
TKIsTif 25 14045 . E711K, G721D ., G729R. 1744M
K708M, L692P . L703F, L703P%; US4
1715S. L718P, L688P. P694X . G724S%5B4

4 19SHEFRTET

19550 B TR ARG —Fh 28 B IS AR I G e 2848 (24
1 BT EGFREEAZ (1509 ) B0, HA 2 2% 0, 2 A8 f 4 A
HOOLECIEAR | IR ARSI R AR,

195 Ap I e 2 RAF T BRI FBIRLREA (5%
$747-750) Sk (JB TR ) | Hrh i I
) —F 2 T JE delE746-A750 (66.1% ) , HKJEdelL747-
P753insS (56.8% ) ; (EATIAAAE JLAHABA 5 ULk 2R 5848

% 1 #HEGFRI8SHINEFEER TR B EITEGFR-TKISHIFTRL
Tab 1 Activity of EGFR-TKIs in patients harboring exon 18 mutation

KA, [l ok 58 A8 2 HE GFR-TKIs A U E T A AH
A7, Kuei-PinZ5 P O RFTE B Y, 78 ) G LR 07 5 ok
RIINSCLCHE# 1, EGFR-TKUAYT 1Y S il BEAN ]
19541 8 FHELREHIE (1) F8 3 XTEGFR-TKIs[ 5 I tLLRE
BRI BT 2. X—WIRAR, PRI A 1950 5+
R 58 A AR AT EGFR-TKIs AT AR A i) skt . Bl D P
AR, £ 19540 i FIELRES (1) & R 4]
2y, WS N — T I — A 5T

19540 T4 A €748 RV /2 55 WL A8 A/ UL
2 5 I A EGFRZSAL [0.2% o e 5 A7 9 (1438 1 26 7% 1491
1950 T4 A ZEAENSCLC R X5 — R TKIs 7 JE R Je
HUR, IR N 104 A, BAEEWIN29.5H
ZIEHAED A AMATE R, 1EH 195N 8 T AR
Ba/F34HMI X &5 — . “ACTKIsHUSE, {H b2 98 A8 i
JEPEAR . HLinZ i R e ] 17X — Wl (3
2) , 3195 A 4 A G AR 35 X TKIsyR 7 HA Uk
P, R NIBIERE, 1BERE, BRI
GEA N BRI, 19408 iR AR B %
EGFR-TKIYAYT I EBUBPE L T2 LR AS B85 ( ORR: 56%,
HI{IPES: 10440 H ) o B TIZRAERAERMK, 19540
T AR 5TKIsY TR C R AT B 2 KA R R
EST1| DT

Study Mutation (s) included N EGFR-TKIs used ORR mPFS (mo) mOS (mo) References
Single and complex G719X
Wu JY, 2011 . GE 53.3% 8.1 16.4 [28]
mutations
NEJ-002, 2014 Single G719X mutations 7 G 14% NR NR [10]
Single G719X mutations(78) GE 36.8% 6.3 NR
Chiu CH, 2015 G719X + L861Q(9) 97 ' 88.9% NR NR [27]
G719X + S7681(10) 50.0% NR NR
XuJ, 2016 Single G719X 14 G,E| 42.9% 5.98 19.81 [26]
Single G719X(14), complex
Zhang Y, 2017 . 22 G, E I 22.7% 7.6 NR [25]
G719X mutations(8)
Single G719X(12), complex
Tu HY, 2017 . 16 G E 50.0% 11.6 25.2 [23]
G719X mutations(4)
Sequist LV, 2010 Complex G719X mutations 4 N 75% 12.1 NR [29]
Single G719X(8), complex
Yang JC, 2015 . 18 A 77.8% 13.8 26.9 [22]
G719X mutations(10)
Wu JY, 2016 Complex E709X mutations 20 G, E 50% 6.2 29.3 [30]
Wu JY, 2016 delE790_T710insD 5 G E 0% 2.3 NR [30]

G: Gefitinib; E: Erlotinib; A: Afatinib; I: Icotinib; N: Neratinib; NR: not reported; ORR: overall response rate; mPFS: median progression-free
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HAh 195 4h i 5= WA AR R A B AL, AR
AN A EGFR-TKIs [ UM A AR, X TKIsAT 2
M414%5 . P733L/S. N756D . E758G . N756D . E758G
&5 XTI 25 40F5: D761Y/N . E746V ., L747S/
P, R748W ., V742A% ; fUBMEAHIER A : G735S,
P733L. S752Y. T7511, V738F, V742A%504

s 0SHEFRE

2050 T RAS AT AR AL, T790M 5 AL
S7681 AL o 20541 I T4 A L EEGFRFE L%

% 2 #BHEGFR 195/ B FE R R TR B EITEGFR-TKISHITT L
Tab 2 Activity of EGFR-TKIs in patients harboring exon 19 mutation

A B R DL — B S AR 2 EGFRFE LR AR 1Y
30%, 574 EGERZEAS[194.8%-12% , K6 H 64F 0 A ]
MY SR, Horh e H WA —F /2 D770_N771>ASVDN
(21% ) P40 Gt AR B AO/NVERAR K,
3 bp-12 bp A5, X A EIZ 1% 58748 FE A X EGFR-TKIs )
SR v R S A R PR T B AR S R (R
3) , YEZH—. ZMEGFR-TKIsIRJT I, #7205
AP I T4 A GEAR B Y A BOR R 0%-11% , H iy Tk
A A -3 A, AN 5 B A RIEGFREH
AL AT LA 2040 B PR AR AW B E X — .
PTKIsZ W [ 4 25, PRI T AR IR AR R i — 4k

Study Mutation (s) included N EGFR-TKIs used ORR mPFS (mo) mOS (mo) References
Uruga H, 2010 exon 19 insertion 1 G NR 10.4 29.5 [38]
Lin YT, 2017 exon 19 insertion 18 G, E A 56% 10.4 NR [40]
Lin YT, 2017 exon 19 insertion 6 G EA NR NR 24 [40]
% 3 #EGFR 205 5N 2 FEE R EHI B EXEGFR-TKISHIF7 51
Tab 3 Activity of EGFR-TKIs in patients harboring exon 20 mutation
Study Mutation(s) included N EGFR-TKIs used ORR mPFS (mo) mOS (mo) References
Tu HY, 2017 exon 20 insertion 12 G E 0% 3 12.5 [23]
Riess JW, 2018 exon 20 insertion 5 NS 0% 3.5 NR [41]
Yang JC, 2015 exon 20 insertion 23 A 8.7% 2.7 9.2 [22]
Fang W, 2019 exon 20 insertion 6 (0] 66.7% 6.2 NR [42]
Del-19 or L858R + T790 M
Xu JL, 2016 . 9 G,E | 22.2% 1.94 16.89 [26]
mutations
Zhang B, 2018 T790M/20insertion+others 12 NS 8.3% 1.4 NR [47]
Single de-novo T790M(3),
Yang JC, 2015 Complex de-novo T790M 14 A 14.3% 29 14.9 [22]
mutations(11)
Mok TS, 2017 T790M 279 (o] 71% 10.1 NR [49]
WuJY, 2011 S7681 complex mutations 4 G,E 75% NR NR [28]
PengL, 2014 S768l + L858R 1 G 0% 6.0 6.5 [51]
. Single S768l; 7 33.3%
Chiu CH, 2015 G, E NR NR [27]
S7681 + G719X 10 50.0%
Single S768I(1); complex
Levantakos K, 2016 . 4 E 25% NR(3-20) NR(5-51) [50]
S768| mutations (3)
Single S768I1(4), complex
Zhang, 2017 1 G,E I 27.3% 8.0 NR [25]
S768| mutations(7)
Single S768I(1); complex
Yang JC, 2015 . 8 A 100% 14.7 NR [22]
S768| mutations(7)
Passaro A, 2019 S7681 complex mutations 16 G,EA 56.2% NR NR [6]

0: osimertinib; NS: not specified.
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WIS . Mk Lee S "R IG R T HF R, 45 =40
EGFR-TKIE PG % ¢ X4 H773ins HEE AR TE N (1205
A4 A S8 A8 A0 i RN B A U E GFRAN i 354 500 1 %
Vit o B Fang 2 Wil FRAFFZE 1 URIESE T T8 e
TE20°5 4h i 4 A S48 (R IINSCLC i 35 v B R 4F
ROTCIRE G (P AZPES: 6.240H ) o gkl g, 205
AR IR A RS BB 25 S TKIs B PG )R IR T 52 15
ATRE ST, BT EE 2GR K E . SRA K
HNIFSE T T JE 1B 4 T 5 BB IA T 2041 L TE A
s ZEREH], X TEGER A767_V769dupASVFIEGER
Y764_V765insHH, P4 25 BT Bl Pl 0 J& Htt a7 xl i
SRR TR TG AR E T R, BB e BB P 2
BAHTIRYT R IR AR A WEERIE R, BTG WA BT
WIS PR RATY TRIIAYT RO KRR, AT
DL R A FLAb 2 L R, s S A YA

JE R AET790MGE AL % A R 2 |5 It A EGER[4139%
ZRABXE— . AREGFR-TKIs s A . A5
HEI (3) B22%) ) i T790M A I R 42 55 —
—REGFR-TKIs{A)7 5 H AL Teitk e AE A7 A 1.4 H 2.9~
H, POLEAETE N 14940 H-16.894 H 5 RISk sE
IS, BART7I9OMEALNEH— | “ARTKIsH U A
o T790MZBE AR RPN F 25— . AREGFR-TKIs3i1%
PR 25 ML e i WA 2 AR A, X TRIsHR AR T 245 1Y)
B P AS0%IFAEAR K MET790MZ A R BG4 =18
TRISH B, 4k B PET790MES S H 345 T U0 1 A A7 45
H, Mok IR T Hed T W 94 B JE ML Sk y xit
T790Mifi 25 5€ZENSCLC L H Y7 a8, A R s, B
PO R AL TS84k 2H (ORR: 71% vs 31%, Hifif
PES: 10.10H vs 44701 ) , HAH XML RS HE A
FRITROE R . BART RS B PR JE X T790M %A HAY
R RR, HHIARTT — BB [a) )5 2 B BT 245 i 1
B, TR TR PG R R K A TR 2 1 R S A AT A T — 4
ISR

S7681 A A LI & A, (H 5 HoA EGFRAK K
RASLR| I, 245 T EGFRE S [11)2%-3%, Leventakos
2SO R TS TIE 52 S 768158 748 X 4 —fREGFR-TKIsf/gk, {H
R 22 AR K (PFS: 34 J1-204- 1, OS: S H-51
AN, BTG RBFSGE ($3) 0227255 1 g7681
JLGEAR XS B — AR TKIs Y BB I IL T4 L2848 ( ORR
50%, H{IPES: 61 H -84 H). BannoZ HIKAMIFSESE
H, M TH—. “AUTKIs, S7681Z848 %} 5 —fQTKIsk
R CA = R, I R 7T 25 R S X — WA

(%3) B, S76815¢ 48 F % 132 BT 5 JE 1A T IO A 2L
FH100%, PATCHEEAAF 14701, m AR
TKIsARUBPELS . R, S768158 78 (B 3 14855 — X TKIs
RIT IR G SR, (HA N T BRI U 25 5

205 A Ji - HoAth 27 DL 58 A8 X TR Is Bk i) 28 28 A
V765A. T783A. V774A. S784P, R776C. R776H
V765M., G779C. G779F, G779S. T783A., T7831,
L798F, L798H ., K806E, Q812R, L814P%; AN
f)2E75 7 . D770 _N771 ins NPG/D770_N771insNPG
N771GY deIN771insGY, N771dupN A767 V769dupASV .
H773 V774insH, . 770 _771lins VDSVDNPZ5:;  FE 725 ik
PEARTRENIA : G810S, L792P, T783AZR

6 215N EFRET

215 Hp i R AL BR AL G —Fh 2 M58 A5 B L8 S8R 55 58
A5 (2915 FiATEGFRIEAE[1940% ) Z AN s fu i — 4
XETRIs A Y %728 o LeducZE S RFTE 260, X
B 5 5 22U EGFR-TKIs (1) U 22 [ L8 S8R i 2274
1% (P{PES: 4.5 H vs 1044 H, P=0.003; OS: 12.2
ANH vs 16940 H, P=0.04) . 21540 g T2 L8S8R .
FRAF UM DL RE L6 1QUR A%, 24 iy EGFRZE
AREI19%Y ) ZIBFFEN IR (F4) , L861QIE
A5 ¥t —REGFR-TKIsHik ( ORR: 33.3%-46.7%, PFS:
5.161~H-8.901~H, 0OS: 144940-H-21.981H ) , {HfFK
PEA N L5, i H A2 A 1861QIE 2L X — X TKIs Y
B L L861QEA S AR T {1522 ( ORR: 88.9% vs 39.6% ) .
Yang 2 P40 M 2 WIL861 QIS A8 ki 4 32 B[ 25 JE 3R T
M)A RN S56.3% , ok AAFI 8.2 H | BAAF
W74 H o ATLER —ARTKIsIAYTL861QIE AL L H )T
R —CTKIsTE 4, 3X 5 185h i FG719X5E4E, 204k
7 S861158 48 HAG AHUME . #EHTL861 QIS AR Y F 4 X 5
“ARTKIs P RN A REGIHIRIEFY, {HMasuzawa
SN RIMAI KB, A T790MYL861QIEAS T 45 —
FREGFR-TKIs [ BB TH I 5 T790M I £ ML 58 748 1510
f5-1004%, XHRIATEE =AU TKIsX A L861QEEAL
FIREA AN IITAL, IR — P im0k . H Al
MBI L861QEE AL i F e — AN TKIsP 18 Je A b i
PRIRIT IR A R

HA2 15 B 728 WA B R R, BEATXTEGER-
TKIsA W 4 : A871V/G . E868G., L836C . L838P,
L839T ., L861Q/R. L863D%; {254 : G8S7E,
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x4 EBTEGFR 215N B FERREHI B EXEGFR-TKISHIF7 31
Tab 4 Activity of EGFR-TKIs in patients harboring exon 21 mutation
Study Mutation (s) included N EGFR-TKIs Used ORR mPFS (mo) mOS (mo) References
L861Q/other
LeducC, 2017 . 27 NS NR 4.5 12.2 [53]
uncommon mutation
Single L861Q (3), e
Keam B, 2014 complex L861Q 4 G E 50% NR(0.8-7.9) [55]
. (0.9-26.2)
mutations (1)
NEJ-002, 2014 Single L861Q 3 G 33% NR NR [10]
Single L861Q 57 39.6% 8.1 NR
Chiu CH, 2015 G E [27]
Complex L861Q 9 88.9% NR NR
XuJ, 2016 Single L861Q 15 GEI 46.7% 8.9 21.98 [26]
Klughammer B, 2016 Single L861Q 3 E 33.3% NR NR [56]
Pilotto S, 2018 Single L861Q 5 G, E 40% 5.16 14.49 [57]
Single L861Q (12),
Yang JC, 2015 complex L861Q 16 A 56.3% 8.2 17.1 [22]

mutations(4)

V8511, A859T . G863S. G874S. K860E, L862Y .
N826Y ., N826S%; MUEM AN A : E866K,
HS83SL, H870R. I853T. T8471, V851XZlPH,

7 BEAR

Kt

5 A RS FETENSCLC 3 e 40 i v Tl isbAG: ) 32
PR B AR L R TR 2R B A EGFREAE , 24,5 i3 EGER
GEAR112.75%-14% > | EGFRAE 45748 KAl 4y hy =
X WAHGRA | ZA R WA DL
FRAIAE  XeB OB ERR, G2
T790ME & 5878 M L, 2R BLIE AR 55 Al 3% WL 58 AR JLAE 1Y
A5 G TRIs Y BEURAE T 4F ( ORR: §5.6% vs 22.2%) ,
LWL i 58 78 X6 TR s O s M 2 BT AT 2 A 98728 P B 1Y)
(ORR: 71.4% ) . JHABIESL™, $3ZEGFR-TKIs
TRITIR , GBS AR RN A WL R AR SLAE 9 0 A 28 A LA
WA E A A MBS . BT, Bk kb, =
H M A R AF W EGFR-TKIs f AU i 5 B 594 U . WL
ZMGAY | S GARPEE W RAR B A RAE, AU T
RAFME G RAR . HAIGARERT 245 5 R AR E A5
A5 b 28 LGS AR PR WL SR 1 A AR I OV 22, 3K
$ 7R EGFRE A3 278 X TKIs (457 4% 7T HE A2 1) 44 1 i 2 A8
X TKIsEURME MR, 1N, 457 T790MIfi 24 58 7% (1) 1
H WS 2 . BRI, A 2050 BTl A AR IR
AR XFPAE, o R H I RN205 58 R A A S

BT 2 AR T A — 3R R [ B A A 4
TS, Ea205Me 14l AR5 HABE & RAE
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FOEm 2, PERFRATTEGFRZE WL 5848 [ 35 #4232 TKIs Ak 7
PIRAIRIT W AT BB A NI n g 2R, RSk i —
A R A5 BEAS 30 E X — WL

Hl, B = A CEGFRZE W5 A8 5 fa 2 i il 57
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A G AR 3R R N B 2507 X B i PR O A
Gi—Mulik, ATRESE N b 7E EGFREE AR (35 1 b Jed Tl 36
B PD-L1R A MR A CDS FH PR B it 45 /0, vl fg
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JEHESS, el A BRT P RE T R 2 AR S ( tumor
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