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PD1 / PD-L1 inhibitors in the treatment of tumors
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[ FE] LER, FEFIET 5 T (programmed death-1,PD1)/PD1 it fA& (PD1 ligand , PD-L 1§l 1) 771 7 28t 2008 F R T7 FH ERAS T 5%
B3 F , ol S8 P ) Al A TR i, G o B 358 o LT S TR  J e Y A T P RE L IR B yRg b SR 2R 5 R D BB TR
IR EL R 5 22 Pl M R, VR 2 I R BRIGAIE B 7 T PD1/PD-L1 597 AT 55 35 Be st i JB o AR A7 300, OF VBT Mo AN B S 52 1k
RIRT e H T T BRI M 2 2 A R FADTE AR 2, it — PR R FLS W 7 RO A (0 BEAR AR bR ic 4, LA T )
MR 7925, WA I K ) JER PRI U, AL PD1/PD-L1 BT BN ARSE 5838 , N 2 AR AE B3 i SR A A7 3R A

[RSEIR] R AET o0 R P AT A T RO 15 22 A Ph 7 30 S P g

[FFEZES] R730.54

& 7 %E 12 4 F (programmed death- 1,PD1) J&
CD28 Xk ) — M T BY 5 s 2 1, RIS AE N ZRI T 48
Ji VB 20 0 o R 2 L S T () 30 P T 4 B it 4 )

75 ;PD-L & PD1 IELHA , 5 PD-L1.PD-L2, /& B7
FIRMARE | MEBEE O AF — P EZEN %
PN 3, RIS AE R 41 M L 170 1 PD-L1, 5 g
TR IR 1) T MR T PD1 454, 1 Vi i Ra 4
A T 24 3 12 5 K T 40 AL, LT G 2 92 25, A i g
G H = A S g b 3 , DLECT BILAA 9% T Be s 55 2
AN BE X Ji e 4 0 Bk A7 Bt A1 %450 i PD1/PD-L1
)2 6 PD1/PD-L1 BBtk 8 B, BELIKT X — i
P, BFPER AN RESE &, 150 T 240 M BE 0% 4% B2 2% 43 i g
YA . DA A B SR T S % 2 M B iR ) R AT s
SR RS VR T . T 4R SR, $T PD1/PD-L1 254
YRIT I FAE 2 P IR TR T, PD LA 7R AR SR PR 24
YA gl i P (nivolumab) AR 46 #L.5T (pembrolizum-
ab) , PD-L1 #1571 AR M 254 atezolizumab . dur-
valumab' , 3X £6 257 1) s PR AIF 52 3R 15 B BEVE RUR
I 2RI TR N B S F 2580 70, AR A iR S
BRI RZREAE, AR WAAEE R R 2501
1) S 96 b 25 A I 45 7 TR RIE T R e . B
WL I LWL A SR iR B PR I i b e v 1
WG DL T 4708

1 PD1/PD-L1 #I5FI3I7E A [E BhiEE & 7 o B B FA

1.1 B&%75

LR ZR O SR YR T B 2K A0 ) — T A e
Jo i LT R 78 LT I L R ik 4 A5 A7 . PD-
L1 = 3RIA 2 B AR ML B flsE A R &Y, PD1/
PD-L1 #lIl  K 2 B e e e (3R B it 1

[SCEkFRIREE] A [XEHS]
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B e TT I IR T W B SR I B M R A R
(objective response rate, ORR)IX 30% . & 7 11 1
T FLI BT 2526 40 BT 2R B, 1 A JE 8. 2598 h PD-L1 K
75 PD1/PD-L1 il 7136 J7 S A7 £ AH G 1%, FF H.
PD-L1 v] DME N &G & AR £ 18 FEFE S
ZIRITEET . PD1HHIFIYRA ST gh Qi &
1 9% [ £ i AN 2598 B R (FDAD L HE v] F T #6 R 1k
BOFER. RPRPi OER A" . Har, fE3#
o] DR 5 [ 5K, 170 &0 PD1 7 10 42 0
PD-L1 #0157 58 €4 398 (I R ik 38 IEAEEAT o

% - BB 5, 298 (cutaneous melanoma, CM) 5 £ i
WA FE AN PURIT G , P TC ke A A
#H (progression-free survival, PFS) 73 5 4 6.2 4~ A Al
3.0 H , ORR 43 71 4 40.9%F1 23.3% ; 44 i L HL Al &)
A BT (Tiplimumab , T CTLA4 FAFD B S VRIT G
P AL PFS 433 4 11.7 AN H #15.94 H , ORR 435l
4 60.4%H137.1%"

i %) i 22 8 258 (uveal melanoma, UM) A& IR i
i LR TR B A 1 UM LR B M CML TS
7o — BURER B0 T 5 8% R BP0 E 97 R W) UM
BRI AL, BT 225 d 5, B S A AF B Coverall
survival, OS) i AR 1k B , 1 4F £ A7 Z>28% , iz PFS
91 d, 32% ) F5 35 9 175 15 21 4% i1l [ 73 22 % (partial re-
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mission, PR) 8% % J £2 72 (stable disease, SD)]. X I
NIRRT UM I BEEA B 2R
1.2 Ml

I 5 A A 3K A DL 4D S R, A e o A G
SET I = ZE R A, /N4 B il (non-small cell
lung cancer, NSCLC) S & ifi fi o £ i UL 282 .
FLZ ], PD1/PD-L1 $il 71 2 it v (R /E F © 4 bk
TR . PD-L1AE 22% [R5 A1 60% (1) 5 e
Rk, KRk 5 s 1A RIS A ¢, 11 5 5 1)
TifE ook IREE BT 9N LB L atezolizumab #
2 4% FDA #it i F T¥6 97 NSCLC. H, fE3£H
R R P 25 [ 5, 3T 150 T PD #0751 L 50 4% T
PD-L1 #1171 2¢ - il il PRI 98 IR AE 3 EAT H

g U E 22 U A SRR T il 54 e 1) AT i E R
B, RG0S N2 H , LA FEAL A
6.0 N H , H4hy i 5 bt 20 A6 T2 ARG 53 22 1 A 28 2H AR
41%. W BE oA PD-L1 Rk AT anf , gl s
TEIT SR AR AR A7 2 VSR 26 L PFS ¥ 22 TR Al AR 4
%’9’%]7‘]3&[11]0

URER FRLFTNT L 22 P At 3896 9T NSCLC R 52 7,
IR B BT 2 mg/kg AR AT AEAF AN 1044 H L 10 mg/
kg H R 1270H, 2P EA NS A H, A=
HILZ UMb FEH OS I B 2K . YRI5t ] 4 FH
TR — Pl 2 iR TT 7 R R

Atezolizumab X} bt 22 75 fth 28 A/ 75 B0, Ak b
atezolizumab 241 OS N 12.6 ™ H , Z Fufh F£4H N 9.7 4>
H .o e 85, atezolizumab 41 0S N 10.1 4~ H ,
Z VA FE 4 N 8.6 ™ H  AE ik 3 b, atezolizumab
HOSHI5SAH, Z M FRHA A 109 H . AT
Fir B2 AY B8 7E atezolizumab V97 ZHA OS 5 £ 174
fth FELLAR L A3 3 5035 , IF H.OS i3 5 PD-L1 K ik
MG, PD-L1 RIAK Bk H B, L OS5 £ 1
fh ZELH AR AL

AR 3 & durvalumab BX 7 tremelimumab (41 CT-
LA-4 #4797 NSCLC (B 5 275 , k7 tremelim-
umab 1 mg/kg BA %1 #1 ORR & 23% , X H R AL 45 7
22%PD-L1 B . 29%PD-L1 [ 4 1 40% 5 4= & PD-
L1 RIERAEREE . W54 R IR, 2 mg/kg tremeli-
mumab 34 11 1 durvalumab 429035 P, (5 [5] B 18
T FIEBR R R A . 3BIBET SR H R,
FET I DR N FRE L TE 77+ O AL R 4 28 UL PR i 5 1)
FERCRE™ ., BRI IR TT HIT RS AR T 5 259697, (1
XHEIT S EUR M EA R F T (adverse events, AE)
IR HIAN R, DA 50 L AT 42 2k
1.3 JHALE AP

A BRI EN RO RS B4

Jrdea » LR 99 2 A S8 R S HEAE A IR T 1 . PD-
L1 FRIEAEAET 30%~50% 1 TH Ak il

8 W51k 41 o J& (esophageal squamous cell carci-
noma, ESCC)/& th 5 [ 28 7 K hi AH OB T i [,
Al %% F RIBIT I ESCC BB 5 FFE A7 R AL 15% 2]
24%0, BRI, 41.4% 0 ESCC 23 iR 41 i 2
L PD-L1 FH P4, PD-L1 BHPE R BH 14 £ 3% PFS 3% 2 K
(RiEF|vs 41340 H,P=0.047) , HmREE WG R
Uf o EERHEFUIEAL b, H AT, &8 I R e 3
7255 [ V5 E L S E 5O R, H IR ST PR
IR 10 21, durvalumab FAH S AR IR E6 1T 10 T,

B i % PD-LI1 (1) R IA 1E pT2 K T pT3-T4
W, B e 3 R T B L. IRAS L HTYE YT PD-L
B RGE 3 15 0 1 T b 30 RS s 5 22% 58 3 14 58
4= 2% fiff (complete remission, CR) , F147 OS 4 11.4 4
H 2097 R s K B T AU PD1 #1H]
FAE B e o B R RS 35 30 R I, IEAE 6 A
7 ] 45 [ KA T

4 H 798 (colorectal cancer, CRC)— B # i\ N &
X G VR TT AN BRI iRg , — T T 9 PR 56 P A
JR 4 B0 6 4 i 42 2 (mismatch repair, MMR) 28 4%
(dMMR) . MMR IE % (pMMR) [ # # 1 CRC
(mCRC) LA K dMMR (1) H At Jif g 197 25, 43 900 73 A
AB.C 34, P H B MG R 25 2 40%+1.0%
71% ; A 2 457 PFS F1 /A2 OS 3 K I8 3, B 41 fif
PFSAN22/MH , A0S A SN H . ol WLIRG T
&4 dMMR ) mCRC 35,

2016 4 ASCO 2= A i T CheckMate- 142 Hf 4t
HIHREE L, % 1T 5T 5 72 VP4 pebrolizumab F.24
BUIPEG &) 0 R BB AE S B A TR AN AR € (high-level
microsatellite instability, MSI-H) 3 %4 F1 9 MSI-H &
A mCRC H 9T 20, 525 20 AN Bk 4 2H ¥ ORR 43 3 A
27%F1 15% , 5 973 2 il % (disease control rate, DCR)
I3 51%H1 80% . H 24 2H (1) FUH 7 A2 PFS 1 OS 43
W53 AF16.3 4 H , MikA 4 PFS F1OS ¥R 1A
o X TIEMSI-H RS , P AL PFS N 14D H . M
HAlg R E& A HAEMSI-H B B E T ERE
TS A R IR ARG N, 1 HE MSI-H Y &
HARERHIR D, 0SB I PD1 ) 7 I
PRARES 1T 30 35T, PD-L1 #1771 AH O I PRl 38t A 3
20 31, IEAE S H R PGP S5 E AT .

1.4 I @ Ao 55

JHF 98 A At BB R RE AR T R R A AL 1)
M 2 - 41 B 5 Chepatocellular carcinoma, HCC) , M
— B FDA #tAE A T SR M 259 —— R B E e i
I BERE N 3 AN A AT, PD-L1 )& 2Rk 5 HCC
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522 1) OS M & K A A7 M (relapse free survival,
RFS) A ¢, [RI B 5% 04k « B 42 28 A1 AFP T+
S, H ETAR%FHCC 9 PD1 I PR iR 56 4 10 &
T30, PD-L1 #0011 351 (6 FH S BFF F0 4 2 T, 3 B HfF 72 1E 7E
EH o E L ERRIEE KT

I — WO T g Qg ) T/ 10 R 58 o 7
WA T 41 BRI HCC B, 68% R Fi kB if
7 5 HE e, 2 911k 3 CR, 6 45 PR, ORR A 3| 19%, H:
L, PR G 2H (36%)> T AR IR GL2H (14%)> LA
(10%) : 25197 JFe A K I YERE 7 24 N2 H L 124
H BRI 712%™
1.5 MARZ

Jo g 2 N 2K e B AR B PR I i 2 — , R s
Jiti A YA 1 D) 3k A P — T e 1 YR 8 5 L (B TR IZ TR
AL F20% MEEAINSEZFR, A F AR
R IR B Mz AL OS — N6 N H .
b2 20 4F B L TAE EBAE TR m U R T R A B
TBITIRCREY . B iR yT W S, PD1.PD-
L1 AJ A Ay JB i e 2635 8 1 0L AR 540, PD-L1 s %
X TS 2,1 PD1 & KA & H R 41 PFS Al
b % 3% £ 17 W (distant metastases free- survival,
DMFS) . H R PD1 A1 PD-L1 48l 77 4 %ok ot e ) 1
PRAREE 246 30 TR 14 300, 1E 76 55 [H L vE [ | 3 [ 25
KT

H 4~ — il atezolizumab ) T HARF S ILGH N 6 41
o, o 1R R i 58 45 T atezolizumab 10 mg/
kg, 3£ 17 A3, #3k PD-L1 (1) il 88 12 i 4.2 20 Jfd (im-
mune cell, IC)=1% H<5% , 1% & & I PFS A 12.2 4
e, RIS BARMUE AT 1 s B (LR
(R 0K Fis T 3RAT1 4k SR AE B 22 1) JBR e S v gk AT
RN T
1.6 SUARS

LRI AT A W R ] L e B 1 Sk 5 S R
Horp i 721 — B FLIRJE (triple-negative breast cancer,
TNBC) [K il I3 2H 2L = MW 3R =2 Ak 2 3R =2 Ak I
HER-2 3Rk , X AL e i T T 254
Iy BTN, PD-L1 fm 08 0] DME N FLIR S A B
JERE, 5A RIlG AR ERRHER ¢, 3F Bl AR A E
B AR ED . H TE 0PI 2 80 4R I
PD1 A1 PD-L1 #1771 1 PR 158 175 36 1] L fip 22 L 42
S5 E KT

KEYNOTE-012 /& — i £ H.0 JAERE AL T b HI
PRARES , 7€ 111 %5 TNBC £ %% i ik th PD-L1 % FH
£ (PD-L1 3235 T 40 ff 25 J5T 5 =1% i J8 40 i) &
58.6%. 32 2 URM PTG IT M) B B AR S2 i
£ 18.5% (14N CR4 N PR.7 > SD) , BRI R 3K 25

44%, fE 10 H ALk v fa , ¥ 2 B RF 8L e it i
40 JE=1,

Atezolizumab 7E 54 {5 TNBC & 1)/NSAF) T a 1]
I SR 56 ) 25 45 R 7R, TNBC BB 37 44 B3 (1)
i 2 2 PD-L1 3RIA8 2 FHYE , 21 NS 597 8000 , °F
PIBE VT 40 J& J5 , 24 %6 IR RE 8 10 5% B R0 s S, 2 A4
(10%) B #FIE CR, 31 (14%) BHIE PR, 6 1N(29%)
H 3 PFS 4y 24 J& Bl 5 KB,

1.7 Bb ik Z A8

18 M U (renal cell carcinoma, RCC)H PD-L1
) e R IE R TS AN B, PD/PD-L1 i) 5136 77 RCC
FE P ORRIL 21%, W& e 7 R BLZ, B 1 A8
RSP, 2015 4F 11 H FDA #b ik 44 2 54t T 16 4
RCC 7697 . PD1 M7 £ X RCC 835 1l R 15
Hit 40 A3, Fe A Z IV I A s PD-L T 3181 571
MW FAB A 10 A2 I, X L2 75 1E 76 35 [ | [ L 55 ]
S KT, 201742 H, £ E FDA C it
PR FiaIT IR L Je . atezolizumab VA JT #% # P
RCC ) T b A RIS B, H A7 0S K~ 28.9 4 H ,
KL PFS N 5.6 H ,ORR N 15%, 21 RCC I
Wil R S B, g RPN b AR 4 2 5] TR A7 OS 4y
Al 25 N HAN9.6 40 H L BRI T 27%MFET- 2, Ho
1 PD-L1 75 8 40 1 2R ZS dnfe] , 48 K s s B
H— BT 3 10% 4 R PR TT I EE KA,
AR ARYESERNIR YT s T AR TE T ED .

TE I e PD-L1 B IR A TS bs &4, Hos
RIKF V)G % ,{H PD-L1 3R 1A # atezoluzumab V377
% & 2% (ORR i& 40% ~50% ) . FDA . It #E
atezolizumab FH T 7877 PD-L1 FH 4 1 i A 162 e o , o2
T PD1/PD-L1 il 771 F T+ JB% e Jae (1 R 1058 249 50 4%
T, TEAE 55 B RO R Aaf 22 56 B Kk T, — Il
S PR e A 40 iR S HR 58 b PD-L 1 B 2 S 2 40
B 43 B a3 N IC0(<1%) IC1 (=1%<5%) . 1C2/3
(=5%) . 1EFTH atezolizumab J5 77 ) i e Je £ o
SR ZE M R B 2 3 5, ORR 7E 1C2/3 2H N 26%,1C1/2/
3N 18%, FEFTA B 1 N 15%,

1.8 4aftat

oY B ARG $E L PD-L1 RiA 5 H 15 £
A K, PD1/PD-L1 411 711 45 51 Sl i I il AR 1k
3624920 01, 1E7E 36 B L E GRS R KT .

EROE TR RO K S EN T Y- - E o= PN 7l ik
B IR R N E N 15% , 598 45 1) N 45% , AL
PFS A35MH, FA10SH20 M H o X —HF 50 i
FINEHBZ 20 CREFH, MAERIT4MNHE, 2
A2 s I B2 5 B % 0 e/ T s 9 %, CA125 1R ¥R
J7 kAR R B 2 IR VG S8 BORIR R T 5 A R AR
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CR. W5 T PD1VETT 1% WL 2% fife 5 i Jeg 4 i %
[l PD-L1 [F3RIATE R, 5 H AR A 2 PD-L1 ERIA
e N ST e 8 7 20kt ) ) A 40

PD1 #IIFRIE T 5 A e v B 7 I E A 2 R
BRI I 4 00, BAEAE# T . ST T
B NIRRT I 2 S5 5 2 — 07 53 % Lok s
N pTI1bNO 1 b # FIGOII A 7 & W s , fE A
I T2 IRFE bk B IR 3 2R R bk B 4 R
T, 2 WY , 2 R LR e R BT,
RYKIBUT 2 5 om Bk m B R 8 Bl
SEEERS VI, NAURE BT T I PR, CT 42
71~ W s Ik 2L 45 R I, BT s i k5 25 T IR BT
10 mg/kg/2 697 5, B 55 8 JIA PR, FFHe4k 14 1
HET. PD A7) 25 1 s g 4 fig  REAE 4220t 2
FRIEIT T IT 2804 B B 1 BB R T BT IRVR T SR
TEBEAR AR o g () 36 b, B 25 50 T ARV T
1.9 KB AT E

Sk 2550 % IR 41 P 5 (squamous cell carcinoma of
the head and neck, HNSCC) 1E N4 BR 55 & K5 WL
o, B RER JE AR I 6 N H L BIRIT T &
B PD-L1AE R R i 1 G2 4 f R Rk 2 PFS
J2 OS BB SZ ARG PR 2%, H v 30 v] e K R U
HNSCC & # A& 72 ™, HEr, PD1 #  7 £E
HNSCC A {1t R 56 3 60 43350, PD-L1 101l 751) ) i
FLA 10 T GH 23 TG PR R ) , 76 95 [ L BB A L
K55 [ 5 AT

— IGUTTTHA I PR 90K 4l Qs b 5 0 7 i #69
777 52 (22 PO A 2E  FF 2 08 | V8 2 5 B0 97 R80T
b, BB BT RS B 30%, B 2H OS 4333l R 7.5 F1 5.1
MNH . 18 AFL LI Y% E (human papillomavirus , HPV)
FH A PD-L1 KA 1% 8 3 o ingk st

55— TR 4% 5 B X PD-L1 B M K R 1k
HNSCC BB 98 7 T R 4F B P s is 1, OS
13 H RS MR 122 A AR iR %15 18%
(HPV FHYE 25%, [ £ 19%) , PD-L1 R iAR A 5 KAk
ZRAAR A PFS S HAH

KEYNOTE-012 4 & B\ 1) LA [&] 5 771 B 45 24 07 5
W T IR BT 2%, AL PES A2 N H L A2 OS A 13
ANH . ZFERE Y, PD-L1 £ 4 2% 40 U (1) 22 32 %
HNSCC 7697 R BA WS . R B ht 23k
5% [ FDA b FH T HNSCC #9369 , B4 PD-L1 FH
FHIT AT PD-L1 M .
1.10 #kE73

7R, PD1 5 PD-L1 JLRIEFE T & T
J8 (Hodgkin lymphoma, HL) £ 35 H A 5 &5 ¥ o0 A=
1 W (disease free survival, DES) 1 OS, 5 %5 Z IR R

TG A 5%, M) o rp— {5 5 BRI RTIA 208 R
A FCAIN 87 BIHT 2 HL 3%, PD1 5 PD-L1 K&
FH P 2 EL AR R, 29 20% . 25 L EE B 4 bk B2 98 (clas-
sical Hodgkin lymphoma, CHL) {3 9p24.1 2 [K 51§
1%L L) PD-L1 A1 PD-L2 3 R $2 ULE6 0, M
it 2274 PD-L1 A1 PD-L2*, PD-L1 32 [ 1% GBI 5%
() iR 40 i)CHL 29 70%, 2017 4 3 A FDA it R
W BT T e M O LB CHL 3 =2k &% £ 2k iR
7 5K B CHL , % 24 1 BESRALVG 7 e . B Al
15 5% [ | B ) 45 [ 53347 (1 PD 1 A0 5770 1 R 3K
36 50 42 01, PD-L1 #1546 1o

7E H & T 41 il #% i 1 Brentuximab vedotin ( $i1
CD30 #4715 Bl 5 1 254 auristatin E 20O VR T
HE R J5 1 80 /N CHL A3 v, AT A i B e iy 11 I
R VR IT B, 8.9 N H M R AL BE U A )5 , 53 A &
BVEAN A B MRS, AN RPN T B SR T R
RIS A T AR R — AN B R

UR I #4570 A T Brentuximab vedotin ¥4 77 25 K[
CHL 1 T b ¥ PR {58 97 2073 #7278 , ORR 1% 65%
16% 1) (.35 116 97 1 72 Th 7 ZPF i CRL48%PR.
23%SD. 13%PD, 90% 1] & 3 416 97 FEAK 1 18 671
fii. REZABMHERAKRBEE S KH MR
1%, 20 N 44% . 73% . SRR T 22 4 T 2 MU,
AJE 2 AV E CHL B 3k 251,

— T eGP T b B R0 0 5 54 6 &k /
MV 1) HE B A 42 itk 298 (non- Hodgkin lymphoma,
NHL) & # (31 51 B 41 Ji bk 298 , 23 1] T 41 Jifg vk 2
JE ) o AE 10 151 38 ¥ M 3k T 98 (follicular lymphoma,
FL) & & A1 11 %1575 12 K B 41 Jd itk B2 987 (diffuse large
B-cell lymphoma, DLBCL) &% H', ORR 73 1] 4 40 %
(1 ACR;3 APRIAI36% (2 A CR;2 APR), HAih 10
1] B 41 fi bk EL 80 A5 o vp R VLR 31 2 W R B 16 1] i
% SD AL 3R 1] 23.1 i o T 40 B itk B0 5 I
A 17%(4 N PR, 10 5] i 35 SD 1 HH A7 4757 458 i []
11.0 J# , 2 1 #5 F¢ 32 1% 97 (mycosis fungoides, MF) 1 2
151141 8 T 41 B bk B2 98 (peripheral T-cell lymphoma, PT-
CL) B [ N FREEIIA] g 24.3+81150.0+ , 76 B 41 il A1
T 24 bk E 980 I 2 o R W 52 31 7 LRI 27 304
111 % R HF B

% & VB %898 (multiple myeloma, MM) #2& H &
8 P S 400 PR 9% S 5 38 T D 2 A R, 40 o R
IR 1% IR MM AT B B 3% 0%, v —
L 58 B 1 IR D 1) 5 B G P YT D 2, N
HMETE T MM S 1R 2%, 5¢F MM ] PD1/PD-L1
O FIE TT AR R R I6 29 30 I, IE/ESE [ L ok
PP 46 AT
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— T F g R BRI B I MR 1 T b
I RS, 5 7 27 B MM fB g, b 24 A FE S0
R TR R A 1 7R YR T e R 1 AT
H MM 3 B AL PFS N 10 8,17 4 (63%) B #1k
SD, AL RFEERT N 1.4 o Forp— AN B fe &3t
T O & TORE R TV B J 40 LR 4 VT AR N CR, BB 3 4
1B RS BUIR T JE 20 144 H RRB gz fig.

Paiva &5 "% B4 /N 5% B9 995 4 (minimal residual
desease, MRD) £f 4L /7 75 3% UL & B R 1T MM i
PD1/ PD-L1 {1k i , PD1/PD-L1 A] 48 h R ik 1F
HrZ Ik MM 35 1) v A 40 i 2 T, MR 90
IHFLPD1/PD-L1 75 MM H (13697 PR F, (0 AT DL
AR B E #5235 T PD1/PD-L1 FHIK 7

2 PD-1/PD-L1 #5749 25411

IR ) — A TR W, K24 25 % 11 R (L 3R 0
BXHUPD-1IR7 A Z WL, sP AL RE VT 21 A4S A IR
T 2E 2o I T R g T B2 M e R o F (R AL R K 22 2
AR, 3 W 5T 2R B0 PD-1 Btk 2 U5 B s & A4
HI AT 5 KA Janus B (JAKD 5875 1) 3R 45 /2 75 70 B
EEME R Z AT JAK] FITAK2 58748 5 5040 fu st -+
% y(interferony , IFN-y) §lt = J W , 48 HX6] e 41 iy
PTG AR 22 . B E K G M4 R JAK2 S
SEA BRI, T HO IFN-y (1) S B BEA , 11 % IFN-00 5 B
IEBUBYE A % . B R 20 R R AN BE I IFN 5
S FMZ 5 R 2B THMEL . it
(R 3K Foh st A O 0 N 21 B-2- 1 BK 5 (beta-2-mi-
croglobulin, B2M) H' , B2M RAF = 3 HUH A ME
2 & 1K 1 2% (major histocompatibility complex I ,
MHC- T )Rk Gk I, J8/> 1 RE 1 i 20 1R 1) e 9% 2
Jl, 5 B RE R S B VR TT ARAS B

A HINIF 7 B IR B L TEN-y 5422 30 1) v 8 41 g
AR I R AR T A R TR e N
MRS T Ik 98 4 Jf 1Y) B BB 4 TFN-y {5 5 4% i1t
TFN-y 38 % 35 K] (5 B0 JAK T R JAK 2) P 5 2 A i g 241
S TFN-y J6 B2 %5, 53 2008 41 Al B8 6% 75 IFN-y {77
FIAEE A K, X 55T PD-1 767 Pt ¢, Kt
IFN-y 4% () 25 DR kB 2 2 B S e A A VR T 77 AR
Pk LI

3 PD1/PD-L1iPFIFEX & BTTRIRE

B 5 B 9 IR N, B SR R 22 (W BB VR T T &
PR B SUR . atezolizumab 5 40 B AE VA TT B4
HTESY I A 2 I A I PURE ThK, 40% E 30
Jee A5 28 /I B[ A7 3 B[] 2E K 80 do PD1/PD-L1
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