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AR, SRR RRIEO TRV A O T DUGEZ RO TV 5, PD-L1 FEBLHEIE 1Tk
ORETRRFD—2 LB X BLILTNDN, BRI A A~ — T — LTV 2T, JEERHE Y
> BRI T MG 72 & DA IERIE DTRFNRICEE L T D Z el s hTnd 1,
WS I AS A D EE RN TH D . BE L PD-L1 EHOMEMINVRIE SN TWAER, —&
D RfEERF DI TR D, SRR A OFAEIZBE D D8 % 72 BT A S—8 a1 5z
725 T %, EGFR B AR GVENE I Z0EF = v 7 R A MEFER O RN/Z L E &
T 5 3, STKI1 X° KEAPI BIE T OIFEITEBIERISOER L 720 | BT ARG E
GBI G LTV, S OICHIRFRY 7 2 A 702 & o TG B N e BR LAY 70
D2 EMHESILTND 9, e 2 B H TIPS E e &2l Okl JO%E U X
7 RFREIRY | B ORI T, B AR, MR SEEOR TR, KRk i sE
B T AR S A 2 IS A PR N IE R BRI 5 2 2 BRI 5 Z L IXRETH 5,
AT TIXA 3 5 FCRAE LIS HMEIZE B Ui, FrEOBRBER 112X > TERH[E
RO IEBRE OB ZE T O, BT 07 7 A VSOMBEN Y7 % A 7 O
(2 & o TR—EFITod > T b F7e 2 IS PR N R 2 R O Z iEt L,

2. 5%

2007 4 5 H ~2019 4F 3 A2 KBTS K7 5= 50 bR IR Bt COMBHRBIER S v 7 s 1] oo
DD PEREZRINEL, PR ERINEL RS K OV EL CRERL S LD F v v —R — R T, BRR#RR
W, WA, RHELT A b LSS RN A LB S VIIER 2 %G & L=, PD-LI Hifk
(clone 28-8, ab205921; Abcam) % FHWN TSI I5 1T 5 PD-L1 88, FEEEN IS K OV
JEIBHEVELIC 31T 2 S fiifiad PD-L1 FELEIG A2 3Mi L7, E7-NEEIRE Y o/ ER A FH3
%7-% CD3 Hifk (clone F7.2.38; Agilent Technologies) . CD8 Hi{& (clone C8/144B; Agilent
Technologies) . FOXP3 Hif& (clone 236A/E7; Abcam) % FWTHIEYtA AT > 7=, FHESM
Y72 A Ko ORRER (LRI, UMM, ERRE) &R (20



DR R . FLEFRUNRS . R, R EROE, R LEGE R L) b, h
TNWT U F D ADFTT ORI K2 T b LTe, By M AT EITIEEORE Y
ZHEWCK1IDOXITEFR L,

FFPE A7 5 DNA Z i L, v — 7 = 2RI rlRE 72 R 6h LT 409 3B s 1 & %4
& L7z Comprehensive Cancer Panel Z AV T — 27 = % — (lon Gene Studio S5) T
MR G ERIRNT 21T o T2, ¥ — 7 =0 AR AR AR D 5 b | ik T = /3 X EGFR 4
BREHF v b v2 # W T EGFR ZRRB 21T o T A bRt g & Ul B 5/ (i,
PERI, ) | SEAR 71 7 7 A )V BRI Y T 2 A T N I JE PR N BB (PD-L1 %
i, CD3 [t T i, CDS8 Btk T #fi, FOXP3 [tk T M) 125 2 5 BN TH A 2
FMRIE 22 I TR AR A#AT L7z, PEZS 0.05 AR 2 #Lat P B & B LT,

<X1>
PD-L1inTCs (%) | PD-L1inICs (%) CD3-positive TILs (cells/HPF) | CD8/CD3 ratio (%) | FOXP3-positive TILs (cells/HPF)
<1 <1 <50 <40 <10
1-49 1-9 50 - 149 40 - 60 10-19
=50 =10 =150 > 60 =20

TCs, tumour cells; ICs immune cells; TILs, Tumour infiltrating lymphocytes

3FER

34 JER] T8 RN ZFMN A & B S AMNEHOYIRR STz, IEEEIE S 2 < D BEORKE B
L. 32 JEB 73 JRZRITKT LT YT X 2 ISR PR N BR BE ORI A FIHE T -
72 BESEEIA A 10%LL > FFPE Mifk2s5 DNA ZHilith#%. DNA Z3fiffE 2 feid L, filhr o]
REZR 17 JEM 38 HZAITH L TR S — 7 = o B —I2 K DR T BT 21T - 7= BIE
FlOHRRET, 2Aa7 V) o IiERBIOER e 7 7 AV EZ X 2127,



<X 2>

CaseNo. 1 2 3 4 5 6 7 8 9 1011 1213 14 15 16 17 18 19 20 21 22 23 24 25 26 27 28 29 30 31 32

smoking never/light smoker

sex medium/heavy smoker

age

chronal age <70

PD-L1 TC -._

age 270

poLiic | |

male

CD3

CD8/CD3 female

FOXP3 | |
EGFR ]
KRAS |

P53 I
IDHI
NFE2L2

PARPI
PIKICA
PIPNII
STKI |
ARIDIA I |

BRAF il | i
FBYW?
FLT | |

KAT6B | |

KMmT2C

MGl T i |
NFI
NOTCH4

NRAS

ROSIT
SYNE] ; i [

synchronous

metachronous

score 0

score 1

score 2

mutation positive

wild type

0 T D O D

unknown

JEZAIRL D PD-L1 FEBLUGMEAS 9 28 (12.3%) . ZFE9ZE M O PD-L1 FBL—EE 1% 75.0%
Th V.| [FRFMEL I A & B3T3 U C—BERICAEEZLZ RO > T2, PD-L1 B
PEREBS RN S, BEMUEE CHRICE < RBH - (3 P=0.0082, ME; P =0.0086), ff
BRI X OV i e PD-L1 Bt O#EEE 1T EGFR 28 S5 0 J7 238 A X v A4 B 1K)
o7z (FEEMIE; P =0.0017, SefMlE; P =0.038), KRAS S50 TP53 285 & i aE O
BRI 2RO 2 o T, [A—JEBNCIE LIS RIFED 9 b, M OEE,N EGFR 4%
Batk. b 9 —J7 OESEIX EGFR BARIORER]IX, EGFR BiAlifE 1% PD-L1 fait, EGFR %4
Tl filifE 1L PD-L1 Bt T o7, 72778 KRAS BROLGMETEH 9 — 778 KRAS B L
TP53 NELFRIEZRE A Z LTV DAER] (Case 4), J1 778 KRAS BROHLGETH 5 —FH M
KRAS 3 X TN STKI1 23 4E[FZE R Z# = L TWAAER] (Case 20) Tik, H-—EFICEHIT5%
IR T 7R 2 B A B NIEBR BE 2 R LT, TRERSR Y7 % 4 71280 ¢ B o
77 RIS KV FOXP3 Btk T Mla 3 A E 2% <. CD3 Btk T Mllla<> CD8/CD3 LtIZH &
IRBMRE AR o2 (K 3),



<X 3>

CD3-positive TILs CD8/CD3 ratio FOXP3-positive TILs
P=10.559 P=0.389 *P=0.0418
100% 100% 100%
90% 90% 90%
80% 80% 80%
70% 70% 70%
60% 60% 60%
50% 50% 50%
40% 40% 40%
30% 30% 30%
20% 20% 20%
10% 10% 10%
0% 0% 0%
invasive non-invasive invasive non-invasive invasive non-invasive
O<50 O50-149 ®150= (cells/HPF) O<40 040-60 ®B60< (%) 00-2 010-20 @20< (cells/HPF)
300 300
™ - : ™ ¢
= P = .
Ton - t, L.
¥ %o
Bso 0 g1
100 LI 100
‘
0 |- ° .
l
100 30035 40 45 SO 55 60 65 70
FOXP3  (cells/HPF)
L] L]

4. 58

ARHFIENE L FEIT DS AT 351 2 G Jo) DRAMU N G 8 BR B 2 PR3 % 2 & T MRS BRJEIR I3 A3
PD-L1 JHUZHEL §E¥7n774w@ﬁ%$%ﬁ7&47:E%Kiofﬁ*ﬁA
NTH > THERDEEEFEBNERELZ R T2 LI L, A TIEFR~E
WH G PD-L1 RIS OB E N > 723, [A—ERNCB T 2T X TOLHFHET
PD-L1 BPEDIEFNT /A2 < . BUEIZ LD PD-L1 BE~OEBIIARY) ~ThHDH EEz LN,
FEERIR ClX. EGFR ZEGMEMREIT PD-L1 FELOME MK | ERIEOREPWIFRF T
RN EARENTND, AAFZEIZFI T EGFR 28 BEGVEAE 3= CA% PD-L1 3821 T
bodz, [R—REFIOR—iXIENIZ EGFR 28 S5 &[22 SO RS M L TRAEL
ToRERIC, PD-L1 BBUE W H o722 L5 EGFR A RIIHAMOZ B C PD-L1 FHUIZK
BT LI L AGEI LT, KRAS B8 ITIFIA I X o TG MEN e D | KRAS &
STK11 OI[EZHE Tl CD3 Btk T flifads LU CDS Btk T Mifa iR 7 < S ik ik
Pz R L, —J7. KRAS R & TP53 OJL[FEIZH T3 PD-L1 HBIEIG 23 E < . CD3 Bk T A
fi, CD8 Batk: T AR DRI 2 & 3t ST D 99, ABFSE Tld KRAS ZE5%° TP53
ZFITB LT, B oD 28 B C IS E P N BR B & D BRI 2GR 0 e o 7253, KRAS
EHDI & KRAS & STKI11 OIL[FZE RO LI ASEH] KRAS ZH DI & KRAS & TP53
O LRI HL D ZFE i A ASEF] TILEL 72 5 MG R PR N B BRI 2 7R L, B O#RE & b
—EF L, SEEEOE TR O DICEIG 71 7 7 A VD EEMEDRE S -, Tl
AR TFRT T 2 A T Ko TPRARRY | BRI L— R, IRERCHLE, Fe3M



RETE T L= RIZa T oind, AR THERTHIY 7 2 A 712 X o TRIEE & IR
O T L7z & 2 A, R C FOXP3 BRI L 0072 Z & h . TR DENRT
ERIEDONROARE] VLB 53 5 AIEEMER B 2 HivTz, ARBFFEO limitation & L TH >
NP A ZXP/NENZ L, VIR ART T A TR THLZ L ERNET O, 5% IbRD
REIPMETH D,

SAEEE

LMD A D EIE R P N BR B 2 R L, W & PERIIE PD-L1 BBIA~B5 L, #ET
R0 T 7 A VIR ISEEONR TR O OICEETH S Z LN RBR I N, ik
Y7 B A T K DHEE T IO E DN O Rh R 5 Al e A R STz,
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