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Ji,0% 5 114 % M 18.0%. 1M 76 15, 45 8t 20204F B &
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5 17.9 % F123.8 %, TieKHABOLZIET- AL, HRELIE TR, 'S
SEAAFRAN 5.8% . TR, AR/ N LR 06 1] o7 ST A7 M s 491 )
80% ~ 85% ', KI/r BB AEHHSH B R FAMIGMHLE . KIWLIK,
ST R NSCLC I FZ %, (HALST 2500 IR E A AE T 1Y
meER 2z A" (PO 11-12 N H ). WP R A B 25
B, HUBUE R A AR . BE% PD-1/PD-L1 I3 LA & CTLA-4 )
TRV EAASC LW AIGIR R, ek sS 177 (immune checkpoint
inhibitor, 1CI) JRYFIEM NSCLC BUS T ekt ™, {0 11 B2453ARY 71
ORR AHAR, HAMA s feiay 7 U AR 2 H T2 T e iy in) &
Ol B RRRE IR T (R R RS R 485( tumor micro environment, TME )
) SRR A O, ML ML R M 25 RS 5 TME HopE s e AL,
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BN AR T (Vascular Endothelial Growth Factor, VEGF ) 3/ TME
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1.1 B AS R v 245 AT e R AL

RAE 1971 4, Folkman T T “Muga 2k KNG BRI+
B A MR, IR T R A R T SRR R
WA ME SR, M TME BRI S W 258 o St iE 5 W
(hypoxia—indunihle factors, HIFs ) 3 B0 (H g L R 56 o 40 i 43 2 Fh
PRI 4 AT (VEGF, EGF. TGF., FGF, TNF %), SEEAME4:
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IR A A, MBS TME B e iR, SEmiA BT e o H 1.

L21CT fi i LR

AR, T AMEIENUAR G R G R G ECEZEMMEM, i 1C
BT LR EER Sy, EEEN T, B LB T it
WOE, MR RGN, MR e s 1 40 M e Fr sk
At iR, R S R i A 2k LR e ki, HATE ALY
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(Lymphocyle—activation Gene 3, LAG-3). T #jfusZskE T 3 (T—cell
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PD-1/PD-L1 1 CTLA-4 X iK%,

1.2.1 PD-1/PD-L1 i
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2 HMEMEZGES ICl AT NSCLC HIIlERTTR

2.1 DUREREHL ( Bevacizumab ) BEE ICI

2.1.1 DURRER SABTIR A bR FIl 2k

IMpower150 5% ( NCT02366143 ) "~ UE8 — AW ST HL I A5 HE 17 2156
A 1C1 —ZIRY7 Il NSCLC A EGE i3k 25 1 1L G RIS, L3220t
FEHBRE EGFR/ALK S4B BV R B mIIRy 7 AR (ITT-WT AH¥ ), BHBL
BERIL S i 12252 B RR R SR T+ R AN+ A2 BATT (ACP 41), SRBRRBR A+
TUAER BT+ R A+ SEASBERYT (ABCP 41), 3 AR Bk MbT + R4+ ko
VAIT (BCP £) ™, 45 WoR, ABCP ZHfyr i PFS. i 0S A% W2
xR (Obje(',live response rate, ORR) BET BCP 4 (fhfi PFS: 8.3
AH vs6.8 4 H, L 0S: 192 40H vs 1474 H ), FEALHTH, 45
SMZETAL, ABCP LIARXS T BCP 41thth A AR AR 2™ AN R |,
PILLER AL, ABCP QLRZ95 | FR AR MG I & A 38 (1 ~ 2 )
ANRIRE: 35.9% vs 45.4%; 3 ~ 4 YRR : 55.7% vs 47.7% ). H
FXIRFFTLAER, ABCP % E BN NCCN 555 bESE NSCLC fi—
SRy, UEU T BT ZI6A 1CT TEREIY] NSCLC P BA A Ay
HiT5t,
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Rizvi ST T — 06T DUAREREAHTIE A G AL A0 L 4l
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BT B 4 M ST R PR RRE R 33 BlIRE . BRANATT
41 12 BIBRFE AL PFS O 37.1 i g2y dld, 13 GilHEsE B
HH L PES S 21.4 A, 8 Bl B F AL PFS O 16.0 Al eAh, HKE
RITAH LA 4 0 3 HARRN (2 Bilftig, 1 ik, 160 %),
WA AL 3 B 3 FORRRN (2 Bilftis, | BIKEE ), ZatEs
PRI 32 o 25 1, DUAREBR BTG & A R U BB T L BH fb 438 8 34 9 PES,
(IR RS HE R ORR, (HIRTE o 2 MG PRAFFE R HET THOUE

2.1.2 VUERBR SIS A A Pk st

KEYNOTE - 021 JE—IiZ AN AS g T /TG RIFEE™, 588 A
74 BRI6 BLICHKSh LR S A8 (0 NSCLC B, BfbLsY N 3 4L, 4>
S A CIRERIBR DT+ R4+ 2282 ) B 41 (IAPERIZREADT+ R0+ 5
FZBE+ DURER BT ) A1 C 41 CIATERIBR AT+ AR+ 5 dh 8 ), Z50ERH,
ZABINFEAE— AR B AGUR R AR R A T R I SAT
AHIE 3 R EAS R KA RIAK Y, 4300 40% . 42% . 46%; ORR
YRR 48% . 56% . T5%™, L b, BeAIRIT SEHAMIE, FEREK B PFS
M 0S MR, M KRR H R FA AR R sk, JEHE
T, T RN SRR T I T 2 I RO AE
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FEP PR —FI AL 1G] HripEbifk, Himitpalr VEGFR-2
M VEGE M4, B NEE S SoRMEH A &K 8. JVDF W5
(NCT02443324 ) *E— 151 A 5 5 BRI A DB A 2R B I — 23R Tk
1 NSCLC (819% AR . 15% MBRa0M0E ) /9 TGRS, dh 27
HBEGIAIRIT o (H PD-L1 3Rk 61.5%, K335 34.6% ) 4553k
BH, B ORR N 42.3%, DCR N 84.6%, i PFS A 9.34H, #4708
TERGTT 24.8 AR ARILE . WL W/RTE PD-LI 3815 ABEIIITRL
A, GG R R T B BT A IR ER FTRE B NSCLC &

BHRAAER, HeetniE,

2.3 LR S /IN TS R BRI IR ( tyrosine kinase inhibitor, TKI )
B4 1CT

2.3.1 B RHA 1CT

— T Th /11 BRI RIS ( NCT02501096 ) 45 A T 21 Fild NSCLC
B, e R RHUAYT, B4R ORR X 333%, T
£ PFS Ny 5.9 A, HAR KBTS, LT 2L ESdE, % fik—
SEFT I HIGERIRE (NCT03829319 ), LEAP-006""45—#k 4574k
i 7R A A TR R BB A AT IO SERE SRR 2, X TFRIiR
i NSCLC BEYFRUMAD), 13 BT EEE W Rz ik 54 ORR ik
) 69.2%, DCR }y 92.3%, itZ21k RAf, S, LEAP-007 WFsEit—4 1
B PD-L1 BHIEBEME NSCLC MB#H —RB2W G Eo 2RI SR
O ILNA 623 Bl , HAIRAIATTAURIBAZEAL N TR AL PFS 431 6.6
ANAFA2AH, AL OSAMH1H 140 DAF 164 D H L Hesh, BAETT
M3 ~ 5SHARFMRAERGTRALA (57.9% vs 24.4% ), FRGERE
7R, RUEBAIAITIGE T AT ORR F1 PFS, (HIXFIEE AR LN
0S MIER: , FLARJE RA T SR AR SR SR A TH0IE

232 EEERBA ICI

FE Chu ZFSRIER—I5 T b WIGERBFSE (NCT03628521), 1, fFill
FIBAFUIE A 22 BB e —ZIBT PRIl NSCLC, JE4A 22 i8R )3 P B 1
F., WIBEER SR, BK ORR N 72.7% (95% CI: 49.8% ~89.3% ), DCR
9 100.0% (95% CI: 84.6 % ~ 100% ), *fHFILLMIHY) PD-L1 FikH
TR 2878 47 (tumor mutation burden, TMB ) HE{TW 25047, 4550 R Bk
BRI RTES WA D HA AR R TR0k . T B RET
TAITHIEA RSB, B8 WL A i 13 1( 59.1% ). FARIE S fEmiaE 11
Bl (50.0% ) FIFREMET 9 ] (40.9%), 3 LI AR RFMMEAR
Hh54.5% (12/22), BARIL HRTH PFS Bl i A, (Hixr £e 4
TR A BRI R 6

2.3.3 BiAE JEkA ICT

— 50 T IS ( NCT04239443 ) "SRR T BTIAES JE Bk & R B FI R 00
FE IS NSCLC ZZ& BJRRIGYT T R AT RUE L. Hrh 94 BI85 58 AL
TIFROEA, B4k ORR 2 30.9%, i PFS Jy 5.7 A, Hfii 0S Jy 155
MH o M, B EBHEH STKI/KEAPL FEH S8 (14 535 MIZ AT I & rh
HEET R (ORR: 42.9% vs 28.1%; 1 4EAAER: 85.1% vs 53.1% ), 2020
AR IIRIAE 25 BN IR R . 78 25 ISR &, ORR K 32%,
DCR Wy 84%, fi PFS Jy 6.0 H, #1167 0S 2 128 4~/7, H PD-L1 %
IKPHPER ARG T 2 . BARRE , XAMAY PR /e BAESE NSCLC T
BT RAFATTAL. — TR I WG PRAFST ( NCT04203485 ) IEZE#E T,
AR TR B

3RS RE

FIHAEIE, FEELIFRMPLNE R RZIA ICT 7RI NSCLC
FIRIRBIF S, AHSCEE B, IR T2 EIRk, BAaTEY
HAA N RE UM, HE AR e, (A455 E—4 T W
FERFFARIAE . & B HT A ¥E I 255 1C1 2825 itk , S Alid
SRR TR AR, EAEENE, BT HmE M2 s 1C1,
M—FBIIIFTE Iy LV R G TG, X S8R R ROV Y R AR
JL%, “FAIT” MIRYTIREUR A BEBCA AR BAR AT, A2
e R S o BeAh, FEPTILAS L 2RI 1, KO TPt /N T
M TKI A, M ATEs R m A 2 DUSGE I, 2Ts kX sk Al A
RBUEST . R, XTSI BHPER) NSCLC B3, B4 iz s
ICL 275 R R M A1 T 245 /5 (A3 380 SR B A — 2B R . Jm, TEmib
NSCLC B -4 7 80A M (S M bR bRl ) SICHUH] , 2
TRITARE R R AR Al
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