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Research progress on PD-1/PD-L1 inhibitor-based immunotherapy predictive

marker in lung cancer

%
,M‘
#
N
B
E‘
N~

BAR FH(EHRKRESE—ER MBFO, TH K& 130021)

U ZE] JEEk, G A s 0 78 Sl v o7 T IS S e b 8 5 T 3 o5 35 i 10y o7 AR, AR R 35 S8 ¥R T 2.0 B
AR B A i 988 76 97 A X0 7 I 2 4 o B s R, 0P 2 P PR BB 12 52 44 1 (programmed death 1, PD-1)/F2 /5 PEFE T FL A 1
(programmed death ligand 1, PD-L D #5775 A= ¥0bs S P AE AR Wi ER R 2, 3 BAAHE LR JLAN 7 TH : PD-L1 R IEKF g
F DR 2H e o v PR BT e T A PR R MR R B DL AR AR AS 55 o AR SCKE XS B AT PD-1/PD-L1 | 55 72 fifi i 40 5 R

I R ETE AR LR A5 o W PRI e 3k e 2 L e A b AT 2R3

[RBRIA)]  JWifes s SRR )T s S A 20 n A7) s A DR 6 s R PSR T2 A 1 AR PPt SR T 1

[FEIDHES] R730.51; R734.2  [XXEAHFRIREE] A [XEHRS]

B A, il e o7 2k N S ia 7 A, 12 7k
BT 524K 1 (programmed death 1, PD-1) } £ ¥ 14 26
T e 44 1 (programmed death ligand 1, PD-L1) #1151
54 54007 FH LLIT RIORI AR A7 T 203 B R P A
A, T 2R 28 106 6 1) i e A6 AR 400 20%, 2K
SRR Ay e BB — 2R L ZRIR T I E Y, H
P e G 2 Ik A v 52 1 i Rg PN R B B A 2 Tl
ERIZR R RE Wi, 40 e 400 i 1) 5 DR R AR 5 A T AN &
B Ao 2R G AR ) i R R AR AE AE 1 g 4 o
b TR T B8 AN 3 L G S AN IR T B A AR SR R R
)22 PR PD-1/PD-L1 # il 71 % S 73 41 D 1) 38005 o
PD-1/PD-L 1 77 (4 i A 52 Y v 28 B0 LY 00 4 ok 2%
fire 155 2 S 38 AR PR R S R T RS
L U W U =R NI 7 O 7S I A 3 - U g v £
bR, DL — D SR a8 N BE I 0 2k A
7 R PEAL 5 A2 SEHL PD-1/PD-L1 #1711 — £ 96 97
it 1) OC B, R ORS HE SR E R IT L. BT
PD-1/PD-L1 Il 751 i fi e G 72 16 7SRO A 7570 1) i
FLIRM K, X L AR W bR B TE B — T 80T
WA 1 B IS A AE VR 2 RIBR M, T 5 S )% R4 1)
TN AN A AR A PR AR 2 M AE YD AR EER N
M5 RIS AR KK s

1 PD-1/PD-L1FRiAKFE

Y24 PD-1/PD-L1 15 5 it it 1) 55 220 e 6 40, i
I8 A0 JH0 (1) PD-L1 33K 7K1 S 2 A 28 sl 4k v 1)
TELEAE Y bR EW) . 72 PD-1 30 7R 4% B 5T (pembro-
lizamab) ¥& ¥7 JE /)N 41 Jfd fifi #& (non small-cell lung can-
cer, NSCLO) i # 1) KEYNOTE R 4t 71+, ifi 5

1007-385X(2018)08-0834-07

PD-L1 3Rk KPR i, B IR T 1 A 2L
2 (ORR) « H A7 TG #E & 4 A7 (PFS) ALt A2 47 3 (OS)
Y0 AR s Ju#E KEYNOTE-001 Il R #F 78 o, PD-
L1 R 1E>50% i 3% ORR I4 45.3%, 1] PD-L1 & ik <
1% ) 3% ORR R 10.7%. £ PD-1 #1175 44 5 5
Pt (nivolumab) 597 NSCLC & 1] CheckMate-017 Fll
CheckMate-057 Il R 5T, Jifi i 9 5655 PD-L1 K 1&
5y QR PeyT 20 B B AH A 78 W i, PD-L1
Fi5>5% I B, ORR AN H 47 5 OS 43 5l /& 36% A
18.1 /4N H , 1 PD-L1 3Rk <5% ¥ & # , ORR FlH i1 %5
OS 73 M R A 10% A19.7 4~ A, PD-L1 HiiARi ek 5
P (atezolizumab) V577 NSCLC {7 1T #H Il 7R R 36 POP-
LARPH, PD-L1 K IEAR AL E LN PD-L1 FHAE B2 1

[BRem Bl A& E X E QORI 5B H (No.
2016YFC1303804); [F15¢ B 2R3 & 5 BT H (No. 81672275); [HK T
T 2% R0 By 18 BEBAT 3 v IR B 8 28 L T (No. ZX-07-
€2016004); i #k 44 Bl # )T H & % 8 = & W H (No.
20170622011JC) 5 ¥ Mk 8 K 20 2 7™ Mk B 8 5 T & % 3T (No.
2017C022) . Project supported by the National Key Research and De-
velopment Program of China (No. 2016YFC1303804) , the National
Natural Science Foundation of China(No. 81672275) , the Special Proj-
ect of the National Health and Family Planning Commission of China
(No. ZX-07-C2016004), the Key Laboratory Construction Project of
Department of Science and Technology of Jilin Province (No.
20170622011JC) , and the Special Project of Development and Reform
Commission in Jilin Province(No. 2017C022)

EEBN] #5E4E1993-), Lo, Ml -2k, 26 5 SR s B B
B IR YT W HL, E-mail: guohf7011@mails.jlu.edu.cn

[IBIE1E&] 4 A ¥ (CUI Jiuwei, corresponding author) , {8 1=, #{
o FATEEI 181 A2 W, 5% IR 988 5 03 L 1) 22 G B VR I T
i s E-mail : cuijw@jlu.edu.cn

b



b

g

BIEE, 5 . JET- PD-1/PD-L 141051 7000 s e V7 TR 25 M (OB S 35

G 40 i Gimmune cell, 1C) BT & F5 A4 i 983 498 Ao T AR
43 E6, R 41 B 2% B 1 PD-L1 A& 5% . 1C0 N
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JiEd 2 22 (ASCOD R IE I — T AE EGFR R N#EH K
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TRV TE B P T 0 MR 2 1, % A DG I
PRAR 56 (NCTO1876511) 73 AL 45 18 . H #i #F
F2PE IR, TMB B &, IR = A T R R 2, 2
5y G 3% A0 R 1), G T T I R R v, S EL
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immunochemistry) 7] 78 73 F 5 PR () Jit 988 375 A A A%
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H T PD-L1 3RiA 1 5 5P, PD-1 FRIE BA RN T
2 g (Teff signature) $H2 4t 7 — A 4 2 B4 4 19 988 ik
B, 0 G IR T IT B0 A R Y, G Y 4y (im-
munoscore) 18 i 73 1 TIL 75 88 42 /0o F1 3 25 5 Fp [X.
B 100 43 A 0 4 9% 2 PRR I HEAT R G PR A, TIL
() = PRI IY 43 4L 3L T PD-L1 ik 7K P-4 ik g
G B RIS R ) S 45 K . TENG S5 43 i 983 1k
W TIL 5 PD-L1 ) 3RE 5 55 s o0 9 4 Fh 2k
A9 18 PD-L1(+), A TIL 12 ; I# . PD-L1(-) , &
TIL 23 ; Y : PD-L1(+), L TIL ¥ ; IV : PD-L1
(-, A TILRE. B, A T — P4 &3 PD-118
BRI VRO RO, FL R TR bR R AN RELE R A
BErp 5| R R G 5 IRONE, T BRI S 2 S 0 AR L
IR YT SRS o TS i Rg 38 i ¥ 5 48 55 T 40 e v 34
e T B A A A TV ) SRR A

A58 FF 366 ERLSES B T [3) IsEAG 22 A 36 ] AR A
FERFFAE . BEAERF AL R oR , 2 FhiJE R RO RFAE 5
NSCLC {5 AH 2, 0 T G g% AH O B R RfAiE 5 PD-1/
PD-L1 #1515 PR 3K 2 16 R AR IR ZR 2 Hpten, i
FLitideE K2 (WCLC) L& 3£ 1) OAK [R] P4 T I P
W e e, 2508 T 41 M5 AiE 5€ A PDLI CXCL9 Al
IFNG iX 3 N3 [K 1) mRNA L5145 I, 78 = Teff AR
L %2 3 PFS B 52 2% 3K 25 (HR=0.73) . {H& , WK
IR 4 i IR 88 5 e A R P fS A O

Tt TR B AR B 1 23 A R O G B A R A A
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