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Advances in research of angiogenesis inhibitors combined with immune check-

point inhibitors in the treatment of malignant tumors
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AR, S JH R PR AT 2R AN SR FR 82 19 I
FSCA A BRAN R T L 95 TR 28 — R A . R
B BT 2RI M T AR Tk,
V2 BEMARA RN B AT AR IR . Tk, i
I3 A BT 7 R S 5 A 2 A ) 1) A 4 3 ek ok Bk
LOVEM . H 1971 4£ FOLKMAN $ H “ i 8 A= K 4k
T 1A A R P ABCUE JS  FDA S JE ki 1 DA Bk o
Pt (bevacizumab) - 75 5 B4 (ramucirumab. A &+
JUA /N G 1 2 I Tt g 400 81 790 60, 47 B i 2% JE Capa-
tinib)  Z $i7 3F JE (sorafenib) . & JE # JE (sunitinib) - i
H & JE Caxitinib) « TH MM JE (pazopanib) 551 T¥6 97
2 PO IR o SR, e R 2 38 T 0T e L AR 2
Y= A i 25, A4S P i 8 AR ORI R AME . T4
K, G PEIRTT BN I IR VR 9T U AR A T S G
I7 SR 2 — , U S R A AU 1) R0 A e S
JidE (e T BT ok 7 EOR AR 5, FDA S fE it 1
nivolumab. pembrolizumab. atezolizumab LA % dur-
valumab F TG 97 il 45 B - &80 B e %
PRI . A B BV 9T ) e AR R R A 20% ~
30%. FRRHEE 2 [IBIT 5T R B » G2 240 i R P e 1 B A
JSC TR A7 AE AR BLRT R A, IX & B G R T
R SR AL T EIR AR -

| B RBY S RERE S HAB AT
T IR0 R

1.1 55 69 Y 98 Ao & 2 3 ALK 89 9% 2 At
515 H W M AR, R i 2w R

). fE I N KA K B (vascular endothelial

growth factor, VEGF) 542 L& AE Js P55 I AN I 7= A

HIHESD T, g i A dh g i R B A AN 2,
Ji 44 P 7 5 R L PN R 4 i ) o 1 s 8, X A 1S
M RBIE YRG0, T 3G In 1 202308 B 77, =
V) J52 s 2 3t — 20 A5 AL 3 335 6 3 0 2> i e %) 8 A v
Az S SRR M CER T 200 L ) I SE0R3 T Ae 335 D 1) o
J88 1A 855 (tumor microenvironment, TME)!, 535 1]
Jie 96 i 75 38 3 98 2 e 2 20 O P 9 i 7 A e g ) o
JiIgg 2H 23 2 5 B T 40 IR i A2 e VR 9T B S T ok
A T S ek R oL SE I 22 AT R 2D B 8 4
(R AT PR 1) S 2 v T A 251 e T 2 R A
T P B 4 L (K& Y 7 5 1 CGintercellular adhesion
molecule 1, ICAM-1) Fl I 5 41 g 24 B 4 F 1 (vascu-
lar cell adhesion protein 1, VCAM-1) [ 318 /K1 &
MR, SR T e 48 B R e 23 i VEGF-A A At
21 24 AR K DR S5 2 L IR, I a3 P A M SR IR Y B
7 B2k, Wi ] ICAM-1 fl VCAM-1 %R 1%,
I 2 9/ T 240 i ) Ji B i 5 30 (B D o AR, 8
ik SR PR T bR 40 BRI T R R = s R4
YV i g e AL A I — B AR W AL A R
B 70 e A B G B ANyS s A B E R A, R
I L 30 3 e T i e FEE R ) TMIEE 17 77 AR A 2 411
HIAE o BRI I 22 AL ] T 2 G 9 T A A R
Tt il S R R B SR YR PR A0 ) A P SR AR, A R
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A 75 T AT (hypoxia induction factor , HIF) I T,
i 988 4 o 38 3 b 3 VEGF AL 4 i - B 65 41 i 45 7% )
# A T (granuloeyte macrophage colony stimulating
factors, GM-CSF) \ 44 % -6 (interleukin-6, IL-6) | IL-
10 R RAE AR S B SIRGH L (dendritic cells, DC) , {2
£ TME 1, DC TR 3 268 0 T, OF Bl 0%
PRS2 A, AR 4 B T 40 B i) TH2 2 3% 4k, T AN 2
) B A R e TH B 4640, B 40 i 1 T R
A A2 4k, HIF 2 F i #% [ 7 -xB (nuclear factor-
kB, NF-«kB) {135 , fie 2 i 8 A 5< B 40 i (tumor-
associated macrophages, TAMs) 78 5 F1 7344 k5 12 1)
il M2 A H i, i SR AT DL 0 7 1 T 40 i
(regulatory T cells, Tregs) [t SR 45 . 71 O 5 Ja 154 Y00
e, O IE SE B I I CC- b R I A 22
(chemokines CC - chemokine ligand -22, CCL22) #!
CCL28 [¥1 334, #40 7 TME W Tregs 154 , SRl it

Ht— 20 W Ak AR K IH 7B (transforming growth fac-
tor-B, TGF-B) \IL-10 S5 4 P54k T4 e D . 53
4, BRI 15 S R 4 i DC LL & TAM - G A 75
AT TR R PR BB T 32 R -EC A 1 (programmed cell
death-ligand 1,PD-L1 [FJ3&aAM, e/l 1 — WU 5 2
Z9E B, PD-L1 72 6l % 155 5 K 7 - 1. Chypoxia-induc-
ible factor-lalpha, HIF-1o) 1) B $2 $0 Ax , 31X 3% B[] )
B It PD-L1 A1 HIF - 1o ] B 52 J88 AE 40 B V6 97 HO T 75
o B, BRI R A B R ZEBE 0 T 2 a4 fe g
et AU P i 7L R ) AR T R e 0 & S
TR T3 T 41 fe 5248 (T cell receptor, TCR) fith /&% 1]
Tt F -y (interferon-y, IFN-y) 4 i, 1M 5 35040 il 75 14
TN RE 24" £5 EJTIR , S 8 1 b e 1 /e i
I3/ Ji R 4 B R, 36 R 4R (1Y) TMEE SR 10 i1l A1 44
e e ThRE (B Do

H“F%?I??EHHEEJI]I%" ?L@? Ji§:3 -
GM.CSF
IL-6 ;D&T PR
IL-10 DC RE IR ES
CSFI _ PD-L1
CCL2 Ol ik
——————— cxcLiz < TAM & Mo%m
2
EELDe PD-L1 ITLGfg
| CCL28 IL-6
P 7 41 g
RE. FH. T8 "'%l&rr\\
TFN-yJk />
= ‘ < F‘#- ) o ’ o ‘ p=iicy / Ijjﬁglgﬁﬁgf

E1 B % MR HHI LA e A Th RE

1.2 fedn & £ G I 7T AR B ALK 89 % 20 fig

S P10 P TR AL A R T R G B A D RS AR
PR, DR A A P R I I AL R A A A E R
(B, % 48 1A o 7 0 LA A BRI T AU o g LA
TR — D B S R A SR AR A T
HI 5 38 4 AR B 0 L AR IR T AT L 3
P e UL IR A DR R SRR 38 T DA 3 R
CD8"T i#k L 20 Jf0 IR ) - 1 s e A ) e eI 5 A
DUAR Bk BRI R 45 B B 8L 1 4 B 4 i

AT AR )38 I, Treg Mgk, I H. DC i Zh e 2]
1 Gl 78 B 4 i 9% (renal cell carcinoma, RCC) ¥
i, sunitinib 38 i 38 1 IFN-y 1] FEAK Treg 41 g 1 MD-
SCEIM,
1.3 %Ja#eE 53 H) ) T DALk Mg 8 7 AL
W FE R WY, T PD-L1 VA7 AT LU iR X 470 i
A2 BB T BUR I IE K LT 20, CURRAN S5 A 78 K
P, £ 5T CTLA-4 AL PD-1 BR & VA7 B 78, T 41l
B BB A T AR T e, e I ) R 4 e 7 B

are
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IG5 ML VR AT B O A AR, I
R IR Ao AL, 8T P 280N T 4 4 18 i A s
AMAT EAAE TME Ff) 28, 3 ] DA I 7 i ] 1A

S 22 PR LR T A T AR e 5 4 M ) 2R
£ DL 38 5 G 2 Th E 5 111 G 8 240 B 1) s S g St
S A I A I AR R abe 9 T o IR 4 D IE R A
e, X — HUR AT A BOIR IT R A S R A A
HFAT TS PE R SR O 1B -

2 MMEERAYRKE RERE GG TE
14 BrhJE B e PR 12 AR

2.1 MjEETY

2.1.1 Bevacizumab Bt & nivolumab —Ii T #ilE IR
R LY (NCT01454102 ; Checkmate012) 1, 52 i T 4
A SRR — 4 B AT WA 13 R IR NSCLC B3 55U
nivolumab . 2 &} B & bevacizumab 4k £7 6 97 , 45 51
IR, BCE 23 Tk i AR A7 U (progression-free sur-
vival, PFS) A 37.1 [ , i 7 nivolumab #2575 J7 20+,
fig g 57 PFS 24 16 Ji] AR5 ¥ HH A2 PFS 9 21.4
I HAERKGH P SR T2 )2 e, 39 & UL E
AN R A R AR 2 A 2 R BUR A
PFS 75 [ ¥ 3 $& 5y, {H 2 BB FH 245 R B 245 11 2 WL 4% i
# (objective response rate , ORR) Z1 & AL , 2 5 1A
I FEIELE AT H

2.1.2 Bevacizumab Bt 4 atezolizumab —I0Z
O JF AR ZE L BEOHL X B OB T B R A
(NCT02366143 ; IMpower150) 1, JL 3 52 8534 1 202
LR WA 1 7 R e W O = T R 7
atezolizumab IR AN EEAZIE (ACP 4) , atezolizumab
i bevacizumab Jil & £ 1 45 42 i (ABCP 41) , 8% U1 £X,
FHUIN-E AL AZ S (BCP 41) , W 7 2% 154 PFS AL
A= 17 B Coverall survival, OS) , B 71 45 B 2 7~ , ABCP
AR PFS .3 K T BCP 41 (8.3 vs 6.8 1~ H s HR=
0.62, 95%CI: 0.52~0.74, P<0.01) , ABCP 41 [f] v {iz
0S & % K T BCP 41 (19.2 vs 14.7 4> A ; HR=0.78,
95%CI: 0.64~0.96, P=0.02) ; V.21 43 1 B /m B = &
15 Teff # 14 (PD-L1.CXCL9 1 IFN-vy ) mRNA #iA
AKSEPE ) FWT BEAR o (1) PFS 23 51 4 11.3 4~ H
6.8 H (HR=0.51,95%CI:0.38~0.68, P<0.01) . {E%&
AR AT NBE (45 EGFR 2 ALK %848 \PD-L1 1%
FIBBARKIE K Teft 2 FIRFIERIE DL R 11 i
#H)h, ABCP 411 PFS thEb BCP AL K . IX T A 5T
W] J5 8 PD-L1 # i Al EGFR Bt ALK %% 28 R 25t
{a] , fifi F atezolizumab Hk & bevacizumab {4 J7 15 7]
3 NOE A 1 JE 85k NSCLC i 3% 1) PFS #1 0S.
BT LR wEFC, 75 2018 45 12 6 H , FDA #t #E

atezolizumab Bt & bevacizumab Bt & K40 UL M A2 55
— IR IT B R 1 A NSCLC, X 1 B N EGFR-TKIs
i 24 J& 3697 BT IE £ . 7E 2019 4= ASCO K2 4k
TEPV Y LR TR B, ABCP 410 LT BCP 41, E
T AR FEAR T 48% , 31X 3 BHLE S5 7% (1) AE /N4 o 24 fir
Ji BB 35 1, bevacizumab BX & atezolizumab LAz < EAF!
AR AT ABA B8 R BT

2.1.3 Ramucirumab Ex 4 pembrolizumab Ramuci-
rumab A& — 584 NIEALHI 1gG 1 B 5g BE P 45 1t
255 T VEGFR-2 ZHiffl 7458938, 5 VEGFR-2 45 &
[R50 752 PR VEGF 9 8~9 £i%, il 449t VEGF 5
VEGFR2 45 4, 3t 1 40 il 38 A2 i (19 42 ™. Key-
note 098 #& — Tiila/b Ml /K i 55 (NCT02443324) ,
P45 T ramucirumab 5 pembrolizumab Bt 57597 4 5
THIT IR S B 2 A R 2R AL (NSCLC . B 5 B &8 45
B MR R % R g IHIE D , 22 B B N
NSCLC 4 , 3 #%5Z ramucirumab (10 mg/kg, 55 1 K ) Hk
£ pembrolizumab (200 mg, 5 1 K)IEI7,3 A A 14
Ji¥A. ORR N 32%, A1k F|H {7 PFS #1OS, 3 Hi% A
HIUHT %2 2E 5. SR, X T ramucirumab F1 4 3%
JT R BB BT IEOE R D, A7 IE A2 2347 1l 58
gk

2.1.4 Apatinib Bk & SHR-1210 Apatinib & 1 [E H
TR — /N G B R U A o) 7 S 2 AR
F VEGFR-2. SHR-1210 & 1 [ A - & #1471 PD-1
Prik. ££2019 4 ASCO K 2> bHikiE —Iilb il R A
FLPI(NCT03083041) , F4l ik 22 2019 4 1 H, ¥4l 1
96 % 837, i 7w , S5 ORR A1 DCR 73514 29.7%
H181.3%, I H7E = TMB A& TMB & % 7 ORR 4333l
N 50% F116.7%, 1% B 5T & W, apatinib X & SHR-
1210 £ 17 TMB & H0 e RN 5B & o e 4
PUIMLE A2 B2 P IR o P A 2 s A ) )36 7 it s 1)
Il B 5 0,2 1 B4 Kl - Clinical Trials.gov)

22 HRETT

2.2.1 Bevacizumab ¥k & atezolizumab Bevacizumab
Bt & atezolizumab YA 7 B 3 ' 41 i 95 (mRCC) 1 lifm
IR#F 0 IR i . B E —Tila ik
(NCTO01375842) i 5& | WEA 097 122 4 A R - fiif
2 MR B i — T 562 (NCT01984242 5 IMmo-
tion150) V¥ T atezolizumab Bk & bevacizumab 5
% atezolizumab V57T X} LU sunitinib K7 3. F BT
045 PD-L1 1 ITT A#EH 1) PFS, 45 R BoR, TR fE
PD-L1 AN B, & & 1E ITT N B, atezolizumab Bk &
bevacizumab [ PFS B {2 25035 , [F] I, LA 75 ik 347
TWRBEMIL, VAL 7 T AE Wb SR T H N
FG T 20 [R) I R 45 &) B AR SGHE , i Fe 4 SR B, g
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RAR Mt J5 47 5 PES 6 5%, 1 ML A8 A6 A T- R0
PR 5~ JIFN-y S B2 AN R 28 AE 5 PR i R A FR 1l 5 PFS

BYIMR . XL THRAER B, TN 5T VEGF M5
I IR AT RERY o

F1 MMEE AR E R R E S HNHIF AT B RIE R

M= 244 BB 78 BN [H)
NCT02574078 Bevacizumab+Nivolumab 1 2019-04
NCT03377023 Nintedanib+Ipilimumab+Nivolumab /11 2021-02
NCT03713944 Bevacizumab-+- 1+ 5 il &+ Atezolizumab 11 2021-11
NCT03689855 Ramucirumab+Atezolizumab I 2023-08
NCT03647956 Bevacizumab +J541+15% 3¢ i ZE+Atezolizumab 11 2020-04
NCT03527108 Ramucirumab +Nivolumab I 2023-04
NCT02681549 Bevacizumab +Pembrolizumab I 2021-05
NCT03117049 Bevacizumab+ R f1+4 A2 iE+Nivolumab 11 2022-07
NCT01633970 Bevacizumab+Atezolizumab I 2019-08
NCT02856425 Nintedanib+Pembrolizumab I 2026-07
NCT03786692 Bevacizumab+- #A+1% 3% il ZE+Atezolizumab Il 2024-01
NCT03836066 Bevacizumab+Atezolizumab I 2023-10
NCT02039674 Bevacizumab+{¥,J7+Pembrolizumab v 2021-10

IMmotion151 #ff 7P(NCT02420821) & — I EL 4%
atezolizumab % & bevacizumab 5 sunitinib ¥ J7 5 51
RERIT B H GV F AR RCC &3 B BE L I
HARE T, A% PD-L1 12T FIE PR RS A v X 28 25 33
705 BEHEE L S PD-L1 AT (21%) &3
PFS.#& 4K ITT AN HF OS, X 5t 2% i N ITT N Bt
PFS.ORR I DCR. %5275, fE PD-L1 FH L)
W, $2 %2 atezolizumab BX & bevacizumab 77 5 %2
sunitinib Y577 i1 PFS 43518 11.2 F17.7 4~ H (HR=0.74 ;
95%CI: 0.57~0.96, P=0.02). atezolizumab ¥ ¥ beva-
cizumab 5 bevacizumab AH Lt , ITT A #¥) mPFS 43 7l
N 11.2 F18.4 4 H (HR=0.83;95%CI:0.70~0.97) . 1H
7f PD-L1 A1 ITT A & # , atezolizumab Bf & bevaci-
zumab 45 sunitinib < [8] [ 22 i ZEAHAEL , 79 0 4 43% vs
35% M137% vs 33%. OS ¥l A 175 B, i kv 2
W EL 2] OS M 28 TF 46 73 T BR AR B 1997 2508 41
atezolizumab J% & bevacizumab H i 52 14 #H X 5 47 (3
~4 ZGIRTT HI 9% AEs N 40% vs 54%) o Atk , AT 52
SZ ¥ atezolizumab k& bevacizumab T mRCC ff)—
ZRIAYT . 1E2019 4 ASCO K£x FARIE™ T iZHATE
PRI 2H 2 Y B B3R R 1 0, W AH 2 B L B
1R 97 A bevacizumab 41 1 HH 437 PFS 4351 8.3 4
HAI534H, HALOS 737l 72 RIS FIHT 154 H ,ORR
535 R 49% F1 14%, H G PD-L1 Rk 150, BRA R
UWE SO EC I e G

SR, £ mRCC 1K 2 H bl HLAT 78 #0482
7 A0 B 2 25 1 B, 8 T bevacizumab Bk &

atezolizumab ¥ J7 M A S 3% B 41 fis RCC 1 2 0 1T
IR R 28 362 (NCT02724878) 78 2019 4 ASCO k4>
AT TN AR B R R, SR ANEER ORR
34% (32 WY 40 1 Jee: PR JRE A D9 53%, Il 2 W1 40 i Je
26%) , HALPFS N 8.4 4 H iz FL & W], #EAF & W4
P B 5 P, bevacizumab B A atezolizumab 5 & 7]
DA i 3R 2

2.2.2 Pazopanib Bk A nivolumab Pazopanib 4 —
Foh 22 52 1 T 2 TR VB g 100 1) 700 , 0 ) R R EEA
VEGFRI1-3.PDGFR fI FGFR1-3. — T2 A0 FF il
25 A 702 (NCT01472081 ; Checkmate 016) & 7F
fifi %€ Pazopanib Z¥ sunitinib F1 nivolumab Bk & J6 77 BE
Rz I 1 IR R G0 TT R 11 B A0 e 1) %8
£33 7% 52 nivolumab JIll sunitinib (N+S, nivolumab
2 mg/kg 8% 5 mg/kg+sunitinib 50 mg) B{ pazopanib (N+
P,nivolumab 2 mg/kg+pazopanib 800 mg) , EL & i 15 i/t
JE B H AN T B2 ) #EtE . N+S ZH 35 ORR N 55%
(18/33),PFS N 12.741 H . N+P 3 ORR Jy45%(9/
200, mPFS 7.2 H . ZHF 7L K B, nivolumab BX &
P UEF 5 HY sunitinib 8¢ pazopanib 5 25 M 1Y = & 2E
2R, [RGB T e A A R A R R e A A s 24 )
FRIIBE A J7 58 B BT AT e BT B i 8 AR 1 24 P 1)
Sy AR E . A IRMIDRHIR R IR EAEHRS .

223 Axitinib &k 4 pembrolizumab Axitinib A%t
Xt VEGFRI1-3 (% & R g i 77 . — 3002 Hhta I
FUBRZE HITo IR 722 (NCT02133742) ¥4 T 78 R 4
1RI7 IR A RCC 3, axitinib B¢ A Pembrolizumab
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o H A N B ) PR s 1%, ORR N 73%, HA R
P VAR - =l 7110 1) O£ 7 N 1
(NCT02853331; Keynote-426), ¥ i T axitinib [k &
pembrolizumab X [t sunitinib — £& 75 77 Wt 3 5 41 A gz
A B, 25 R BoR BRG IR IT AL 47 PFS N 151
AN H L 1 sunitinib 20 9 11.1 A H (HR=0.69; 95%CI:

0.57~0.84,P<0.01) ,ORR 437124 59.3%(95%CI : 54.5~
63.9, P<0.01)#135.7%(95%CI:31.1~40.4, P<0.01)),
PG IE YT RN B R AR AR 20 00 A P
A P ER E Ae PEA T R TRV ST e 1) Il PR AR
FCILER 2 CHU4fE K5 : Clinical Trials.gov)

R2 MUNEERAMRKE R REE S NFIFETT S ERNIRRMR

M-S 21 BB Eetoainnli
NCT01633970 Bevacizumab+Atezolizumab+{t.J7 Ib 2019-08
NCT02348008 Bevacizumab+Pembrolizumab Tb/I1 2019-06
NCTO02210117 Bevacizumab+Nivolumab/Ipilimumab I 2020-11
NCT02684006 Axitinib+Avelumab I 2021-06
NCT02811861 Lenvatinib+Pembrolizumab I 2021-06
NCT03141177 Cabozantinib+Nivolumab I 2023-04
NCT02493751 Axitinib+Avelumab I 2020-01
NCT02501096 Lenvatinib+Pembrolizumab Tb/1I 2020-02
NCT02014636 Pazopanib+Pembrolizumab /11 2019-02
NCT02496208 Cabozantinib+Nivolumab-+Ipilimumab I 2019-09
NCT02853331 Axitinib+Pembrolizumab I 2020-01
NCTO03172754 Axitinib+Nivolumab % 2019-04

23 Hfapasziss

2.3.1 Bevacizumab Bt 4 atezolizumab 7E 2018 &
ASCO K 2 B4 17 — BUIb M s K B 5200
(NCT02715531) , 1% WA 7T 0 4 A 1k 1) 2017 4 10
H L3355 T 26 252303, 20d5 1K : bevacizumab H
4 atezolizumab ¥ 7 2 '] ORR 1% 62% , DCR ik 78%,
Hi {2 PFS\DOR M1 OS ¥Rk . £ 2 4177 1 EoR
H AT 52 1) 22 4 1, ¥R 9T A ORI A R RRCH 81%,
HAr 34 A B NN 35% , ™ 5 1A B RAY
N 8%

— I 2 L JBEAL T ORS00 T I PR A 50
(NCT03434379; IMbrave150) ¥/ T bevacizumab %
4 atezolizumab X Lt sorafenib v 7 B 7 1T 40 Jfo 92 1)
B R A, S5 B 1S T
2.3.2 Lenvatinib Bk A& pembrolizumab Lenvatinib
& 20 B A T R U BEL R R, A R S R B
VEGFR 1-3.FGFR 1-4.PDGFRa.RET LA & KIT. f£
2018 4 ASCO &= F4RiE 1 — T 1 b film R AH 720,
HAREE20174E 12 7, 304015 7 842 lE 4R
i 7R 2 %2 lenvatinib Bk A pembrolizumab 5 J7 1] ORR
N 26.9% , DCRI 100% , %2 4= P 75 THI &7 697 A 11
AR 94% , B far il T i 22 g 5. gk —
A Bt SR A FE o R — B I R R B
(NCTO03713593).

2.3.3 Apatinib %A SHR-1210 XU ZP93E4T (1) —
5T #AIR R 78 (NCT02942329) , 7 18 151] AT 4H o
Jib B T, 3% 52 SHR-1210 (PD-1 0141 571 B¢ & ap-
atinib ¥4 J7 ¥) ORR 1% 50% , DCR % 93.8%, 1 {if
PFS Jy 5.8 4 A, 4 0S £i& 3|, 3 HE/RH %4
PERTN 32 o AH 2 1T I PR 048 (NCT03463876) 1E
EHEAT .

2.3.4 Ramucirumab Bt A durvalumab 7£ 2019 4E
ASCO K% EAAn 17— Wilb I K B i 45 3
(NCT02572687) , i% Wt 7t & fE 4K & ramucirumab HX &
durvalumab 6 77 B HA FF 40 e« B/ 8B 85 45 & B IR
I LA SR /NG B il 1 22 4 1, 45 SR R < 7R A
Jii g8 2% 1, ORR N 11%, DCR A 61%, H1 47 OS Ky
10.7 4 A, 1f HAE PD-L1 i 3Rk B v 167 AR
TR . HZR I, PD-L1 AT DL T 4 2 B A A
7RI A bR .

2.3.5 AxitinibEt4& avelumab fE20194E ASCO K
S FE AN/ T Wb W R R 4 R
(NCT03289533) , $ 4 # 1L 2] 2018 4E 8 H , 45 B IR,
ORR 4 13.6%, OS Ak |, H A& HI™ H AR K
AR, JE AR A IE AR AT R . B g P A
FETERA S e 2 R A RVE 9T I E E R 1 PR
A 7T W32 3 (B K5 : Clinical Trials.gov) =
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*3 MIMEE A S &R E S HIEIFETT I AR IR R

NS Gty B Bx 56 R[]
NCT03006926 Ramucirumab+Pembrolizumab Ib 2021-08
NCT03439891 Sorafenib+Nivolumab 11 2020-12
NCT03744247 Ramucirumab+Pembrolizumab I 2021-06
NCT03347292 Regorafenib+Pembrolizumab I 2021-2
NCT03211416 Sorafenib+Pembrolizumab Ib/1I 2019-09
NCT03764293 Apatinib+SHR 1210 I 2022-01
NCT02988440 Sorafenib+PDRO001 I 2019-11
NCT03299946 Cabozantinib+Nivolumab I 2022-03
NCTO03755791 Cabozantinib+Atezolizumab 111 2021-12
NCT03382886 Bevacizumab+Nivolumab I 2023-03

3 4 18

JE KB PRI PR R 9 3 B e 2 A A st 4100 1) 7]
WG PUIMLE AR B W) B IS AE T 380K 26, (R R Bk
HIRIT HAEBA PR . AR B AR e 11 i KA 1 i)
Z g 2 Bff WP G B8 T e I g 2 2H 4 R R 1
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