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Abstract: Being the most common solid malignant tumor in the digestive system and the third leading cause of cancer—
related death worldwide, hepatocellular carcinoma (HCC) is characterized by insidious onset, early recurrence/metastasis
and poor prognosis. With the advantages of targeted precision, high specificity, minimal drug resistance, remarkable thera-
peutic efficacy and fewer side effects, molecular targeted drugs have become the hotspot and focus of tumor therapy research
in recent years. As more is learned about the mechanism and clinical efficacy, some molecular targeted drugs have been rec-
ommended by HCC treatment guidelines. This paper reviewed the mechanism of HCC targeted therapy, molecular targeted
drugs, relevant therapeutic protocols and outcomes so as to provide reference and evidence for subsequent research.
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W, 2800 NS T g, 25 R 80T,
H R A 3 ~ 440, H B & N iR
TR EFARERTIBITHL RN B H A R
GEIRYT AR R AE 2 5 , T LA 1) | e
S R Gy 25 T R 3 ELRIE R /NS D S
IR YT e R G0 Y7 1Y B E R 43, B A HeC
BT RS ROS o IZEW] £ X E 4 IR Y
HCC E0 7 o5, 38 145 S A 00 [ 235 45 00 7 453 171
RAEPURIER . AR, A T2 HCC B4 R JENL
il S = S B I R ) & B0, B HCC 28 697 .
TG By FAhn s AW ZR B HCC ARG+
H AT R 25 RIS AN I, HRTE A 280
HCC/rFHB 25T . ASCHIXT HCC R iRy 7 AR
FABLE 5315810 259 AHOGIR T T 58 M 4 R A it
TTERiR , LI R I 82 0 AR S o8 3 1L 225 Rk 4l

1 HCC ¥ w5 J7 1F A HLH) & ¥e &

HCC T35 47 24 Wi 2ok V1 7988 40 1 A 4
P Rt oy 7 EUR AR EEH (R . BRE
i 18 it 10 4] 55) (tyrosine kinase inhibitor, TKIs) , U
FREARJE i X AR JE FET &Ry JE 25 1 i B Dhir - 2 1
GATR NG (5 1, 0 s 200 A R R T  A LA
Sl A . T FL3h Y TR A A R FE AR 1 (mam-
malian target of rapamycin, mTOR )il 5] , {4k 2 5
) B S E] A € A R BEL T L Sl )
B mTOR (7 P, 980 22 9 240 M 1o 24 A 0 AR A3 -
BB BT TR S 1 L 1) AR 45 5 i 67 8 A e
U3V o e (1IE5°87 SEE NI SN IR=A N PEZEER IS
X (vascular entothelial growth factor, VEGF) , fiiiH]
TE 8] 98 240 B AL NN 8 IR R AR LA . A B
FERW -5 5SS T HCC AL KR
Noteh {5538 s A0 23 02 T 200 45 e 2 T i
iR 40 B A T, (PIBK/AKT/mTOR) {5 5 3 %
(Wnt/B—Catenin ) {5 = fif Fl (JAK/STAT ) 38 [ (3
15 AT 20 HCC 41 i 1 70 A AR £E |, (Hippo) {5 51
% AT 45 HCC 20 ff 1 14 58 56 R | B i 5 o 7
(UP )l % 22 45 0T 45 HCC 40 i ) 2 i AR 19 0 7
i, (Hedgehog ) {5 5 4 i 7 5 5S40 i v 52 00 240
J 64 A2 1, (IGF/AIGFR) {5 =i #% . (HGF/e—Met) {5
538 i F (RAF/MEK/ERK/MAPK) {75 -5 38 1% (9 876
W) RT 52 e 248 B ) 1 58 RN AR S O R AR A HCC 2

™, (TGF-B) 5 538 6 1T LA 142 - 1 e 4 rp
PD-1(programmed cell death protein 1) #5531k,
TGF-B 3 % T {5 5 1% 3 R P 7E HCC R s rh il 48
i AR A AR G R T R GO AR IR
FH H 45 4 38 52 1K (discoidindomain receptor, DDR)
Ja8 T 15 B A2 A s 2 R VR 7 A RGBT R B
FG3 ik o o A

WEAh I AFAE — L3 BEAIL T AR A R
{H n] fE A ¥ fE 1Y 3R U7 B Ao B AN Claudin-1
(CLDN1) & — 2t it B i i (IR, o m] LA
Ak % 42 4b %% 7% , Roehlen 555 #F 17 (1) i % & /R
CLDNT AJ D A9 4 A I DIE L R S5 1
IHE, PG ARF & DL CLDN1 2 #E 504 25 913R J7 HCC
BAWGRRATATME . DR - H 388 2 (Urosine—cyto-
sine kinase 2, UCK2 ) /2 M g £ 5} (1) 5 S 5 [ 7
1E HCC & e B vh It i, JF R BLHh BUs /R 1,
UCK2 ] LAZEHF mTOR fYFRE . ILAh, UCK2 7T LY
M 2 R IR AT, AR P8 A4t PR X T 448 e A S 1) A P
LA T U, Wa 570N, UCK2 23R 9T
HCC Y AR #E A5 o 8 0] UCK2 1Y 245 %) 7] B 52
mTOR i % , 38 W] B8 DL A 5 4 0 19 3 722 Of 410 1l
HCC, K i & 5Z 1K (growth hormone receptor,
GHR) & — P J5U 84 1 28 40 [N 732 14, GH/GHR {5 %5
TE HCC &bl v 2 #5255 R ], Kaseb 45 &
PRBH KT GH/GHR 454G FAH ELAE /)N BRUH-98 4 1
B0 iR AR AR AR B T . Ak, AR S100
G IO B 1 B AT 3 e S R AR AR BRI TR
PR ARG A oAl T TR AR ZE R AR A
A EEAEN, YRR, " REHCC RSk
JEY S RNERBET R RELE HCC [ it J , e kAt T
HIRARAR 2 , i SRR SRR IE T i A rh 1) B A 1
2 & BUHT R R 5 ) Z — o i LUAE CLDNT
UCK2.GH/GHR {5 %5 .S100 51| 2 |1 R AR A0 T
A T AT B A& T AE ) HCC B 3R Y7 A A .

2 oTREGy

HRAYE HCC KA K R AL i 6 B i G i R 7
T85> FHE 1 258 2 HCCIRIF I i .
M 2007 4 Llovet & ¢ 45 T 8 /1 HCC 43 F#0 [n] 2
Y& AR R VAT % HCC By IR R BCR ) , &k
JEATIF T HCC Ay FHU IR R 1], RPLAE 1
MR SEARHE B2 5 2R RibrAE e — Bl
%7 WA UL AR HCC M EWF 98 i & R, © s
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Fig.1 Molecular Targeted Drug Action Mechanism of
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Je ZMAEJe R e S ARGE BT, 2k HEC
BT — 2 2h . HAr, HCC /3 T HE iR
SPEGPIIEN T UK TR , O AT B SR 1 53 ¥
25PN T AFE BB (R 1) .
2.1 HMEERHGY

FH AR 25— HCC or TR 259, HoAE
N 22 P A 5, 18 5T 9 Raf/MEK/ERK 1 #% )
1) o e 19 484 5 5 EL3dS m] 3@ 5 40 i) VEGEFR #1 PDGFR
PN M A Llovet S5 HEAT 9 X BR U6 A 0
KPR Je AH i A7 AE A B (median overall survival ,
mOS ) FlH A 5355 1 J#& ) [3] (median time top rogres-
sion, mTTP) L LB AR T3 H . fE R
PG HCC AL [ 259, AR Je 2 PRl RACR
A, K2 AT 30% B F RE T 3R 45, HEROCRAF
FE SR 25 5, T 245 PR 2 A 6 S A o B
RAPARCHA BRI F 24 B B A T2 K
/AR N R 22 ) R IR NI e v S AT I P
BRI AL A R, NI BOA Y T
PR HEARJE IR Y7 W0E # J2 T R85 Y B 24 T
SR HE R, SR AN AT A2 B AN BRI
Mgy, FHHEA R 23T 2006 4 JEA [ T
%, T 21T AR BELR, HATE N E A 25K 2
I TRAAE R i 2547

A e Rk R AR Z IR 1 0 —Fh—
6] 24549, 3 ) T 25 Ul o 5], G B e 410 )
VEGFR .FGFR .PDGFR %5 [A ¥ A J¢ RET  KIT 4 Ji
Fa AL o Kudo 5 By B0 & B, i & 108
JE ) HCC &3, mOS 2 13.6 ™~ H , mTTP 2 8.9 4>
H , % W 2% f# & (objective response rate, ORR) 4
24% , ¥ TR PR R B 41 (12,301 ,3.7

NHFI9%) , Choi 55 K L, C AR Je i RT3 A1
TRAARE LRSI HCC, H=F A
KL & A %6(92.34% vs 93.09% ) Tl 2 5 o
I, Z ARG HCC (R & b XA R P AR T
O . AR M H WA R SRR & i
BT B ST , SR &, SR e R R
RERm TR S e iRiER D,
B n] T & 244 1 1 (neurofibromin 1,NF1)
e 2% 1 5B G PI3K / AKT Fll MAPK / ERK {55 %5
i, T AU R 5 R W R 9 (dual specificity
phosphatase 9, DUSP9) 41 25 i MAPK / ERK {55
18 #% PL X BT ETS-1(E26 transformation specific se-
quence 1) ik i T VEGFR2 1M 5 il RAS/MEK/
ERK {553 f& ' 4 M A A i 2, it 568 Je 2 — il
o PEPETE Y MAPK S 7], 5O A0 e k&l
JHI, 7T LA 5% HCC 40 i NF1 ORI DUSP9 £ 2%, Ak
T 38 A 2 i 24507 i A, B BE BE R I
ETS-1 35, Wl I FecE e R ez, H
A TIBA 8 A R AR L3S T 2018 4Rk AR N T 3, h
] 2 O BRI o 245 0 T s T AR P I Y
EESIE

ZYHE e RTER NAR R 73 T4 EARALIE il
B — o Z2 A R 5 DAL B L R AR e AR
2R R B TR . Qin SF RIS B,
B HCC B (I Z 9 AR 2R mOS K TR AR e
H2140H vs 10340 ) o FELENETr i, 240k
JEH ) EA R A HEA(94%) , > 3HA B
KR (57%)  SET- 8 (2%) R T R AL AR 2 4
(97%.67% F14%) . NI, Z 403k Je KAF A4 Rtk
22 A M Al G B i B HCC IR YT — 4R 24 3 i
o (HRZ RS M ATERRSE L X A3 3] iz ] .
Z AR JE T WA BLROVAT v I Hs A2 R R BN i
5 ML/ RREAR b R B 25 20 w3
T 2021 4F T, AN AR E RO H %

BT 5 JE 2 — BT i VEGFR A 1 22 R I8 it 11
T, Qin &5 R I AE— L2 WA YT I F-f T BT,
B e B 1 mOS A v Je ik A 47 (median pro-
gression—free survival, mPFS) 43 7l F A FH 22 Jg 77 21
AT 1.9 HF2.6 1, ORR W IR 35 5 T4
UL (10.7% vs 1.5%) o BATWAE JE d5 B DL AN B S 1o
Pt =011 IDA SN S 95917 9 A 1 AN T8 S 4 S AR SR N
i 52 M BLAF AN R OW R EET, BT e 2
AW HCC B — 23R )7 75 58, Wl Rm fidk e
it 245 F8 4 iR A 4 . fEL B 23\ Y S T 2014 4F
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L T 2017 AFA R [ B AR

Hi AR JE 1 4T 454 A HALHIZE L TR h R
Je ,ABAE R 5 8 &2, H 6 VEGFR 5 i 0 15 1 Al
TIE KIT .RET 4§ il /E 3582, Bruix 55
WF5E & B, HCC B35 (0 Fl 3 AR Je 5 1 mOS 247 10.6
AL TR B A 7.8 H . Finn 22 W58 &
M, HCCZE P AR JEIRYT I 8 F i S IE JE Y mOS
HJ926.0 0 H LR BFIHIER T 6 N2 H X IR
FrARJE IR TT R WO B PR T B SR e A R AR
B AR JE fiew DLAS R R R I e T R R R R
N % 55 FE TS , TN RO SR PR,
T AT R AR JEAS K AT 37 1) £ 2 7 R T vk
. HEr RSB & Li)resy . FHEAH
HYFE T X T 2012 4R 6 [E BT, T 2017 4R A
Eiidy, HEMA T EERB S, HCA 2R 4
b FRAT AR = H A i 24

R I e S —Fp T e £ #0 ) VEGFR . FGFR
F1 CSF-1R (colony stimulating factor—1 receptor) ¥
I A5 G 2 ST ) 590 2 o LA FH ML AR , 0 il 3k 2
SZ AR DT T LA 2 e A | I A B A A
T A5 5 38 I, A ek 22 sl RH Lk R 1 kR AE
Xu 252 YEAT B9 R L JE 1A 97 I 309 S 1A 08 1 3 56
o, BE B ORR A 26.5% , 3R 15 il %8 70.6% , ¢
TR BRIV B PR e IR IS S o 3 F il
A AL e 06 1 D R P 232 1 2 4, LR e
A2 HCC [ # ey 7 v i e 8% . BT IEAE
PEAFI R 2 3856 (NCT05171439) PEAL 28 FLE JE
R HCC R i &8 M Rtk .
2.2 mTORPHIF

MK B R R — P B R ), EEAE A
F mTOR #5380 2 8 R Ak L Ui 200y 42 >R 41 o) e
JEAME A A K S5 . Zha ZEBFSE K BE, AK GE
AL mPFS 3.8 H ,0S B 844 H ,0RR A
4%, T HXFRPAE BT RIS B E A AL,
I, AR 4E B F] A AT RE 2 A X R AR JE TR 251 HCC
M ZEIRIT Y . BB, B AR 4 55 E] R Y ORR
WA, S 2 B AT MR 25 i . K5 w)
WA R RN A HIER 9 TS 5555, RN
A KB Z T 2009 AR AE L BT, 2013 AR A
B B S g AR, BT, A VF 2 EN AR C 45k
HE05 I 25 BRI S (LB TEAR S il 2y i . FlEE e
251 & 1) Onatasertib J& — 3K FE F mTOR {5 51 %
PR SR B 310157, Onatasertib 3697 HCC B2 1) — 1)
IIf PRI I (NCT03591965) IEFEHE T 44 mTOR

T, Fe Ak 4 R IH P B Al i AR ]
i HH X A 5 ) AS 5 4 D R R e P S R A
2, 1M} Onatasertib 5 /=5 A LB , AT A5 %0080 /0 16 7
A R LA RRIETHE IR — 21 %
S MR SR I RIS
2.3 c-MET 7

R JE R — Rl o~ MET #1751 71 , 5843 %40 i
MET . VEGFR % 3Z /K 51, B W VEGFR Fll c~MET
SR ) 968 400 B A A A RNE RS . Abou 252 A X iR
R A T R4 mOS M 10240 H , tb#
BHIHE T 2210 H , mPFS L2 FIHE T 334
. HTFHCCEFEMHRMAER G & 28 c-MET
(O IRIG NN, TS MR 2R i AR e I RACR™, iR
T8 JE AT c~MET Fl VEGF 3244 , — B 418
A BT rE R PR JE AT 2450 | w03t B T RS
B R R R WL 34 B BN S R TE
P21 240 R JE s o A A I/ NG B . B e U
Wi os AR A (R R JE T 20124F 6 [ B, &
ARIEPE B, Ak, e~ MET 40 5 M B e
ORI FRAE RS H R A T
SEL K S it — AR 0 A Ak R 4k
24 BREERME

DUAER BT — R B o 104 P R AR P A
(VEGF-A) [ 5o BT A, w] BH W7 1 457 A= ok, BH 1E
s A= K FNFE RS . HRTEAE 2 A E R IRIT IR
RN —ZIRTT 25 o BB B R e R
FFE R VEGFR-2 4 N TRAL 1gG 1 28 B v e i iAk
LTI 3000 PR AR 52 45 3 R HE mOS R 9.2 4 A L i %
BRI R 7.6 A . HAGFDA Bl 5 i
ol P4 R 8677 J5 H AFP=400 ng/ml 1
HCC #1677 .
2.5 HbsmasimsF

FEJR AR JE 18 i 1 RET 2 (1 893805 ok & 15
YEFT, HRTC A A SE [ —2ia)7 % Rl ikiE
TP A R BR B ISR HCC i HE R . (EA5 1
AR, B R GA AT LR AR S I 38 R 3, R
B AIE R B BT A R SER e MEK 3
il 700, 38 2ok A0 ) MEK B8 35 24 400 1 A e 240 e 0 A= 4
FEFE . MK2206 J&— Flt Akt 30461 51, ] 3 2 41 5
Akt L BH L R AR R 365 . AR ST e A R
TR JCHAA Z AT RS AE IR B I R
B T IR AR HCC RIRR . AR
B 25 AR R, H AT IE ST I R IR 5
(NCT04194801) F 2 & P4, HAE H T HCC B3 1Y
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BTG, R EEVUIIIFEM T et
Y 20 B A K R F 32 1 4 (fibroblast growth factor re-
ceptor 4, FGFR4) , i 2 I 9 A= <, 75 = 96 40 it
T2, %0 HAl FGFR [A] Y4 1 JL-F- T il v, 259
A R A, PRt e AR R e RIEHTE /N
VEFRME T . LY2157299 J& 4Lk 23 w0 4 ) — Fb
TGF—B 52 AR LI 1) 1 /N 7354 51 368 3k 40
TG ¥~ 3 i 11 410 1 e 240 A A% A 28, Tl B
A BE g A0 e, B ORT 2 EE A Z i K i 5
(NCT02178358)

FH535 J& —Fl /N7 1) Wnt/B—catenin 3 [ 1]
51 38 e A 40 S 9T 2 11 DR Wine S [ Y
PRS- AN IR 1, R AICKE 5 4 J 2 P i 3k
AN 40 Mz 3, s A R o, e A A
i HCC 40 i A= K™ . Deltarasin J& RAS 1 51 ,
i 3 BH 1 Ras 85 F 500z S 22 o8, DA T 410 il Fif e 400
JEL A AR AR > 20T BT — 2D A i R 6k
HEW X HCC (83 5 A RO iz b . AG1024
SR AT A B 1 5 RAE A T 1 524K (insu-
lin-like growth factor 1 receptor, IGF—1R) i % ik Ji&
/1873 F R 590 e ) IGF - 1R A3 , 4
R IR A A R 106 A 45 5 1% 5 3 A 410 ) 4 L
FE AP T, (8] A 40 i 52 56 s nT LA 5 HCC
0 X F AR JE I U, iR R AR e 25
SR, 1T AG1024 %5 fif BE AR AN 254X 3 ) 7 M g
i il FH 32 B . VP-AEWS41 J& i#5 4 2 7] 9F & 1
IGF~1R ¥ 20 2 P 1 1) /I 205~ 4 ol 5510, HEAE AL
5 AG1024 260l TEIRIRFTATZE B AT LI
AW HCC 1Y A& , i w] DL &7 Je 4 Je Bk T i 7
A TR RORE BRI, A R — 2 R ok 5
WE. DBPR114 J&MH G (aurora kinases , AURKs)
1 FMS % 2 R 4 3 (FMS—-like tyrosine kinase 3,
FLT3) 2 3 i 4 ) %) , @ i 38 55 AURK, MET Al
AXL/MERTK {57 18 #5540 i ) A7 22 53 %4
P AR T, B A K A R D o RS
45 2 7s , DBPR114 B AEAF I e B AR e A,
HXTRPARJE M 25 19 HCC A %0, W kA7
Z (WFE S5 E DBPR114 % HCC & HIRITIE 77 .

3 S F¥RaOGEMARGT AR
3.1 DFIBEAYRLETT

RAPAEJE B ZGIE T AT R BAIG , (H T R
FE A OS A AT 5, M 10.7 1> H (SHARP) 34 Jin 5]

T 147 A (CheckMate—459) . [R5}, B ) 22 4 1k
O FF IS R P AS B B0 E , (E75 7 B A, R
JEJe A 3 B X 22 5, XTI R S5 AN [R] X 3 HCC
B D PR A 6, 22 AR TP 2 B 5K, HCC 7
5180 HBV YL A ¢ (HAERR 36 , HCC 7 518 1
HCV B R PRI A G . RPAERAE e 4
HCC 73481 259 , I RAR 25 8 S K i) R Je
Mz .. SRR e i 2550 i 75 A4 R A
IR, FUA TR — i A R A BB AR
JPROR . LN, TRtk b SRR e A7 e HoAl TKT
RAYABA PRI RV, K2R
PR SR IT RS |, AT T A 259, G0 i
XAEJe R e S M RPAREIRYT IS A i
) S el ] B e A Je R A R AH AN R R —
LR 25 I ) EE AR T USRS S —2RIAYT W LA
JEDIRE DR AR B 419 85 4RI DL, PR i e AR JE XA
154 RESRCE 255 5% 4% s M 1) £ 5 I T7 2R 22 4
P i AT B GRAE A SR ) 254 S HCC (1)
BITPEAE T 235, R2IRTT T, B T X sk 25y
i ORR AHXS B H. ) 7 A= ik 250, 4 A 7 1 %
TN, AN RE fre KRR 32 b 2 A 5 s & I, s i R
T 2 259 2 07 XA B AR YT
32 SFREAYMEESREEGTT

I - B[] 25 1) N A E A A 5 0 1 5] (immune
checkpoint inhibitors, ICIs) /& HCCVAIF ) — . 4k
WA KRR R A 8 A 1R T LU
HCC 9 148 1E 5 A I3 st b8 S e s, DA
MR BRI RCR , 2 1 HCC B3 I R AR 45 o
Cheng 55 WF 5% J& 30, {1 FH BT 5 R 2k BRI 5 DLAK,
R HPT HCC H 1 mOS  19.24 H , mPFS 1 6.9
A A R PR W Bk 13.4 4 A A
4340 H o REBAIRIT 5T H A RN R A%
W T ANRIT 5 R W 3/4 AN R
2 e A RN AR AR B 7 2 I R I 25 3 K
ANV A B o PRI, B R B I A D
RER AT (CT+A”H A ) BRI HCC — ARk IA
ST S T ETERE S —Fh— BT T R A
FIERHUIR A DUACER BT IEUZ o Ren 5 T
i R BT A DL AR BT A 9 25 D1 24 TBI30S (1)
WF5E , HCCER AR 4L mPFS R 4.6 ™~ H | FL L
KPAR e BE R T 1.8 H , A K &
AERTCREZS KA IRITHRT W3 WA R
JRNE 2 e I I RO B AR R . BT I
HER BB AEAEN AR LT, N TE VT ok
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Table 1 Molecular targeted drugs of hepatoma
Drug Target Corporation Status
Sorafenib Multi—kinase inhibitor Bayer First-line(China, US)
Lenvatinib Multi—kinase inhibitor Eisai First-line(China, US)
Donafenib Multi-kinase inhibitor Zelgen First—line(China)
Regorafenib Multi—kinase inhibitor Bayer Second-line(China, US)
Cabozantinib Multi-kinase inhibitor Exelixis Second-line(US)
Sunitinib Multi—kinase inhibitor Pfizer Phase Il
Sulfatinib Multi—kinase inhibitor HUTCHMED Phase Il
Everolimus mTOR inhibitor Novartis Phase Il
Sapanisertib mTOR inhibitor Takeda Phase Il
Temsirolimus mTOR inhibitor Wyeth Phase Il
Onatasertib mTOR inhibitor Antengene Phase II
Foretinib c¢—Met inhibitor Exelixis Phase Il
Capmatinib c—Met inhibitor Novartis Phase Il
Tepotinib c¢—Met inhibitor Merck KGaA Phase Il
Deltarasin Ras inhibitor Evotec Preclinical study
Selpercatinib RET inhibitor Lilly Second-line(US)
Octreotide SSTR agonist Livzon Phase Il
Selumetinib MEK inhibitor AstraZeneca Phase II
MK2206 AKT inhibitor Merck & co inc Phase I
Fisogatinib FGFR inhibitor Blueprint Phase Il
LY2157299 TGF-Binhibitor Lilly Phase Il
Brivanib VEGFR, PDGFR, FGFR inhibitor Bristol-Myers Squibb Phase Il
Anlotinib VEGFR, PDGFR, FGFR inhibitor Chia Tai Tianqing Phase Il
Apatinib VEGFR inhibitor Hengrui Medicine Co., Ltd First=line" (China)
Bevacizumab VEGFR inhibitor Roche First=line" (China, US)
Ramucirumab VEGFR inhibitor Lilly Second-line(China, US)

mtor, mammalian target of rapamycin; c—Met, cellular—-mesenchymal epithelial transition factor; RET, rearranged during transfection; SSTR,

somatostatin receptor; MEK, mitogen—activated protein kinase kinase; FGFR, fibroblast growth factor receptor; TGF-B, Transforming growth fac-

torp; VEGFR, vascular endothelial growth factor receptor; PDGFR, platelet—derived growth factor receptor; ' indicates the joint scheme.

B RN IS TR . PIFh—Zk
BEAIATT T B, “T+A” )7 Z G RO T
iR BTN A DR b AR 22, o e
ToHI 22 5 HT+A” Iy Z IR YT 2 X AT BB
R BB AN ERRKIGIT RN BN R, FEE
A Z R AIRYT 7 S IELEIR RIS, Han
Bl JE 1A R B AR Pt (SHR-1210-TT-310) |
T A JE BEA A A 2Rk B BT (LEAP 002) & B
JR B4 €S1003(CS1003-305) & 15 Je 4 g ik,

FIJE BB (Study 117) & R e BB 47 Bii 3 A1) 5
o —HRAMIEXSE R, 7] HCC B it =
BRI ISR, U H 2 (SHR-1210-T1-310) 46 H 1)
RO, AT HCC VR Y T R Hh A B
33 DTFHEAYMBERNKNITERESST

2 3 Bk AL I T 14 ZE (transarterial chemoemboliza-
tion, TACE) 3= %2 23 i1 J&) o 14 2 mli o 3 Hi a% A7
24549 %) b e ) AR ot 0 A o8 SR AR A SR AR, 1 Ak
ST 250 VR FE TR BNG YT H A, {H TACE 175 S (1 ik
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AN SR VEGF .PDGF F 3, fd fifr g i 212,
TEAy T HE 16 25 90564 TACE BIGYT 5 b, il T4t
A5 A S G 408 1) 245y ) LA S o e s S i A
{4 P2 9T DA LG B 23R 97 B I R R B 4. Kudo
LGS T TACE BR & R iR e 5 1Y mPFS
25.2 4 H AL fd B TACE /9 8% mPFS 2y 13.5
MNH . CERE RS TACEIRYT HCC B3 1Y PFS
BT RHCERE R RS HR RN &
R ZIATT & AR BUHT A ™ EOR KRN
SR AT T A2 T A AR A Y AR — 2 )
G S, W S i R AR R RS
TACE 7% , Han 58 “WF58 K3, KA 5 R 4111 mOS
A PFS F 2y o4, HLIC BT ™ BN RN, %056
G 77 ST R B B ) e
3.4 S FIBEZEYIEES SHIEBIATT

— JGL{fi FH 3 08 ) 24 W 0K 5 G 00T il (Radlio
Frequency Ablation, RFA) &7 HCC I #F 98 h &
B HCC B BB IT 41V BT il 6] 2 64.6 1~ H
P ARVIBRAIER T 13410 H , BA RFH KRR
B E LT FRYIGRA AR ARITA S HEE kR
FLFARVIBRA &, P, X AR il T ARIEAG X
B KB AR, “TRURN T BB T R R R R AL e
5 — I g i R R B AR e B G RFA IR YT
B HCC B 3 E K FH 74.5%, 50.3% ) 32 i &
HEAEI IR B 4 4F A REAJRIT BB H 2 LR 4
AEAEAE R WL 92.7% F130.9% . 43 T4 1] 24 4 Bk
A S AR TT HCC R 4 AU (HiR 2
EANT O] [H)7 SEN R i oaT)
3.5 S FEAYEESTEMKETNTIET

i T I 3 ik #E 7 1L J7 (hepatic artery infusion
chemotherapy , HAIC) 1] 45 & WA g £ 410, J0 H 2
TEAE FHZR B AR e 0 g £ 40 K Y 8 35 v (R Aok
W AR 2 B0 S EM . Long 55 M B
5T B R PR R BES HAICTRYTY I HCC &
YOS . PFS FIORR ¥ B 0 TH R PR e iy
B . R BAIRTT LB b Mk 40 ek 2>
iE | I/ INBR U /D TR 1 £ 45 % Jd 5 T e, (LI 2
AN RN AT AT AZ Y, AN RO R
AR EES . XN R R4 2R T HAIC
RS, BT LR PR BB HAIC J7 SRR (H S Y
3.6 HFHEAYWELE BT

Jay#l T (Radiation Therapy, RT) & HCC # WL
B JeiiB iRy 2, AT T HCC B2 B BERIT P .
A G 2 5t P 0 Rk L Al 240 e 1 3 A S e T

BRIG IR £ o #2590 35 5 Jd 0T T 1 R i
JTPROR , % B T 32 M, SE K HCC B3 i A A7
W', Ricke S WF ST NN R PR R BE A R
N TBCFGS7 A 77 A L BT R 7R Je 4y 0 A= AP
i, % B D BE A O 4 2 R T R R PR
Je . Wada %5 VST IE M R AR R B & 0T B
R AP A7 R5ORN 2 4 1, T B8 e W B P98 S 3 i A A
R, EARFM L AT RN AN R SR
H N (93.3%) , B Gl T R PR (91.5%) .
BEAI, i/ INKR A | 1 A B IR 2 i R R SR A
RAFRWEFERN . IR T RREZ N B EEY)
R P A NG E Y (NG N O] ) SR 8718
GG UF A ] 25 W05 B JR 7 (RR T O % o
37 SFREAYMBEERELEST

1 & 25 (Taditional Chinese Medicine, TCM) AJ
DL 5 1 F HC.C A A5 538 1 A T 410 1] g &4
B 1 B 75 S P R 0 M O T R A R 4
L e e A s 2 A AR EORY
RIER REERPOEE MRmAT . R R
H AUk 5 R PR JE B 1 3l o 238 72 40 ) Hep3B
1 Huh7 20 A0 18 58, 5 BELIS EMUT {5538 fi# > 417 il
JHF-968 4 BEL 1 42 28 55 e 7% i B s R B AR TR B R
J ARIEZAT DLE o A S AR AR IR PRI TR
TR AH I TR 1 28K, SE I 75 5 i 2
Mg fESh AR T R RIS R 5 IR e
A Pp[aI 0] HepG2 A1 SK-HEP-1 4 ifd , #3547t HCC
RO X e — A B B 5 BRI
2 WIE HCCIRTTIRFE B 7 1], IR AH GBI 58 A
B — 25 Wi PR 338 38 E 32 7 8 1 A1 sk
M apE, RS0 F R 254G 2R 97
HCC A 5 38 s IR IGY T ROCR /AR B N 1) &
A GERAAE TR A S A AR BRI T R 245
ST R (EN = ¥ (1B 7 s ) 155 W EN L1972 as g s
e R I DR UE 98 >k a#E — 254k
TIE AT i) SH il ] S A X4 )
N BeAN, BRI AR 2B
ey P )7 SN
(FEDLREER) | I RR X Sy 22 i 5%
RAE N4 HCC B0 [ BE 53R
IT I R 255
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