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Progress of Medical Treatment for Advanced Hepatocel-

lular Carcinoma
XU Qi, YING Jie-er
(Zhejiang Cancer Hospital ,Hangzhou 310022, China)

Abstract: Hepatocellular carcinoma (HCC)is a cancer with high morbidity and mortality in China.
Systemic medical therapy,including systemic chemotherapy,molecular targeted therapy and im-
munotherapy ,is the main treatment for advanced HCC. This article reviews the progress in medical
treatment of HCC in recent years.
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o [ 2 e K 4l B 2015 4 A BB & i
Wi 46.6 J7 , i e BT W 0 55% , A 42.2 1 B
RTS8 FE T, o 4 3K PR T 96 B800E B Y 54% 5 78 4F
/T 60 2 1Y B AR TR C 480k &R R AT
HEJE A R A R U N R A A R
L2 B A X e 30 M9 1 T R R 6 1 25 ) A PR ELYT
AR NG 2017 SE 2N B E M m B2 4, 21
2 1) 2450 J2 S SR T HE I R SE B, AR T
s BIRTT RS R O T S I AR A O LT
AT A f g A ) & M IFJE (hepatocellular carcinoma,
HCC) W 2591697 M S AF — 2534
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AT T HCC BRIr A AR i by s, f 4
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R R SR Y 822 . HL46 K 2500 /8 # A7 SL b
FERAEAE AL F5 BT 96 F A £k BT T RE B £ 0 AH 56 5F:
KA WO RALGE AT 259 i FH s w5 AR X B
H BRI R
1.1 BHLST

I B 00 STk T 5% 35 W o B) 5 2R I bk 46 203R T
HCC M7 222, Lai 5B — TG HEM: BEAL %)
HRAIF 5T 2B A6 Tk 7 iR, S B85 2R IR T R
W HCC AU T 3 My A2, BAEIR 7 ot 2
1, 25% 1) FH B 5 21 10 S5 H BT WCLRE | U
PR A — ST R R,

I PR 75 G At Y2 XoF R A P B BT A A,
P& Fuchs 2545t i 10 HCC &9 1T 90 R F 5% o | 7
VG L35 B0 Bl 9 S8R AS A L 30 491 S8 2 B R A AR AE I
6.9 I~ H [95% 1l {5 X [i] (CI) :4.5~13.5], 1 A= 47 %
12 40%

Patt %5 506 R 85 36 97 IR 2 56 b Jgg i) — 30
(o] JB5 P BIF 5 L 4 HCC 37 491, BH A 9 18 491 il fiE



Pgm 8 B, WF 5T 45 5 W R iR HCC X R 15 Al V5 1) J2
AN 1% , A 6% , I35 R 50% , R K
RN EE R TFRLEAAE M/ E R B b
B X IR PR 47T HCC,
1.2 BEWLST

Qin 251y & YD A 41 A FOLFOX4 J5 % — 28
IHIT I HCC A9 K X 2 H 0 I R BF 58 (EACH)
TE 2010 4ER A BT, M98 A4l 18~75 B ANA] F
AR BTE ¥ R G 9T B9 SR M /5 7% HCC 371
B, 25 5 o & BLYB R FOLFOX4 4 (184 i) iy
A (6.40 4~ A vs 497 4~ H ,P=0.07;HR=
0.80;95%C1:0.63~1.02) , H1 {7 Jo ik Jé 4= 7 3 (2.93
ANH vs 1.77 4~ A, P<0.001 ; HR=0.62;95%CI ;0.49~
0.79) . % WL 2% fi#ft %(8.15% vs 2.67% ,P=0.02)3 f T
BIEEZZ 4l (187 #il), KM 7E 2013 43 A 12 H
CFDA #LHE T & Wb R4/ FOLFOX4 77 EiR 77 M
WA A GE IV IE , X A Bk At E R Gk v
TG I o i LI S [ 5K A T A U 5 2
HArH A 5 E LK JEE NCON e th B &t &
WYL RGEAIT I IGIT AT 56, — TS
T BT 8 25\ 5- UK B E T4 R IR T R R AT )
By HCC i1 I3 i PR A 5T (PIAF) 745 3R 7w, 50 4
BE LR EEMAE 13 P10 Z M, o mEN
26% ; 55 R R E 9 S S i AT TR L4 iR
HFARbRA R TE ] Wk, 2 % SR TR B %
9 B0 , 8 Bl 58 2% it 7.6~25.8 ™ H N K
T BRI REI AR R , A 2 I AT R
JEMSET, 40, i Yeo %L LAY PIAF X Lt il 5
A AN YT B9 HCC H 3 B9 — 33 T 39 11 PR
R, 45R B MBI, PR O A A 40k
8.67 I~ A 1 6.83 41~ A (P=0.83),
H i HCC 9 R Gy BARTT A AE— E i,
BAYL R EA R A 5-FUR W 0E 5 R 55 At 5 (1Y
(CEEA R /NCIINC 2R W i SRS N7 (P L N

H

/é\
VES
2 SFEREEYT

IR B et R SN RS AL+ r S 2%, 5 2 Ff
FEIN AR | AN MLAR 5 4 S0 i 5 MR A2 1L 08 A
AR, HA A S SRR R 2 TR
I PG BRI AE A B A ARk HCC 192 1

B ) 250097 A M AL AN W 5, 8T LA R R B 5T
21 FHIER

RIAR e — Mo B 288 PR 25, B RA
AUE [0 AR AR T . WG RT3 i BEL BT i RAF/MEK/
ERK 475 1 40 2 A5 5 A% 5 i 100 4 400 1) fieb 97 400
JEL B 3G B, 3 RT3 ok 0 a0 N A K 2 Ak
(vascular endothelial growth factor receptor, VEGFR)
A /M AT Az A 324K (platelet derived growth
factor receptor, PDGF) il BEL WK /it 78 38 £ 1l 8 i T 1L
V] 22 410 ) ok 6 4 B 1 2B 72007 4R 43 1R ) 2
Yigb AR i, O e BkE Rt E ] T —4A
JT I HCC (95 7L 17 254 . 2010 4F ESMO i R
AR B R PR JE i HCC 19— 2251,

TE5 43 Ji ASCO 4F4x I+, Uovet SR & T R
PLARJE XS HZ2 BRI 7 4 HCC MIRSE R K £ h
O BUE 2 R0 6T B TS0 s PR A9 (B SHARP #F
G, I B EE R R T O et 22 B2 2ak) b
WFFE N T 602 i) g 10 Ok $2 %2 3 R GG IT Y
HCC #3# , MifL#E 52 R P AEJE 400mg bid 5% %2 7]
VEZ i 1 321 BIRET- M E B, 4R R
S A7 B [H] (median overall survival,mOS) %R $i7 9E JE
WX BN R 107 DAX 79 4H, KR dA
S A FF (overall survival, 0S) 9 XU 5 Eb (hazard ratio,
HR) /& 0.69(95%CI:0.55~0.87; P<0.001) , 1 {3 ik 5%
8 2 HE B E] 43 5 R 5.5 A AR 2.8 AN A (P<
0.001), 2045 7 B (2% ) F1 2 B (1% ) 35356 53 28
fite, To ot Rz g ol RP AR R AR M TR LR
AR ARBEIR R MUAE 5 A BN i T BRI 4H A
JEJE H mOS FlH 37 3K 528 °7 1 Je I ) X L 22 Jgt 5]
HIERK 3 A LA i, RAAE G UM SRS 1A 3
TER MY HCC B B AR R R G T #E ) 67
EL7/8

Oriental AFFE 08 o5 — B HEAT 9 Z2 bl |
BEALXTRR TS0 PRAFE 5T, A 2 1l DX A 45 3% =] A K il
MEEHX, Uk, JLERAE 2008 4F55 44 Ja
ASCO 4F2x B A, WHFEAALT 226 I 30 R 4232
W RGRITHY HCC B IR 32 R AR e s jgt
FAYT . RPLARJEHE W 3 G B E 1 0S, PIALY
mOS 43518 6.5 4~ 7 F1 4.2 4~ ,HR=0.68 (95%Cl ;
0.50~0.93,P=0.014) ; FHLAE J& 4 v (L 3k 2 Ji 1] 1]
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(median time to progression ,mTTP) %% & &t 5| 2H %k
L5, 0510 2.8 A vs 1.4 4~ A ,HR=0.57(95%CI :
0.42~0.79,P<0.001) , TR L AAE MBS AL R I
e Z TSN BN R PR Je X v T BN 2 ik
— A XNHAERS . UM S 2R (microvascular invasion,
MVL) JFAM i (EHS) \ECOG TF43 ) I 41 43 #7
FKPARJEIRIT I B A B A A AR 4
Theysohn %% "/ Z H7AE J& Bk & 2 £ M 9 BE 5t
(selective internal radiation therapy,SIRT) A ¥7 HCC
(I AR 56w, i 56 41 5 6 BR A 9 mOS 23 51k 15.7
AAMT8AH, SR AARE KA SIRT J2& 0l 47
i), Richly %5 18 il A 1] AR/ HCC & & K
RIAEJE B A T RIRIT , Bk 2 1H >R (disease con-
trol rate, DCR) 7E I & ¢ FII B %5 25 20 25 2 43 5l hy
69% 40% , 7 AR JE Bk & BT F AT LR
BHRPGBITA M HBEN A . Ghassan 5P/ — I
T HA iz AR e 564 BT 25 38 X6 be & i AR e B2 09 I IR
B 205 BRAIESE Y 6 HCC 838, Z Rk 3%2
RGEIRYT, H Child-Pugh 2 A 9%, #BEHL A il 4552
P25 2 60mg/m?,21d+ &R HidEJ¢ 400mg PO % H ¥
W GR e ) scE poh&R& PR e (6 IR AL ), 50 2 A
X REZH ) mOS 4358 9.3 1~ H (95%CI1.7.1~12.9) Fl
105 1~ H (95%CI 7.4~14.3) ,HR H 1.06 (95%CI;
0.8~1.4) ; HP i Jo i Ji& A= 47 I ] (median progress free
survival,mPFS) 73 51l & 3.6 1~ A (95%Cl1.2.8~4.6) F1
3.2 1H (95%C1.2.3~4.1) ,HR {5/ 0.90 (95%CI;
0.72~1.2) . BT IEEA 38 BIFET, Kbl
20 18 1], X HRZH 20 5] . a9 20 Aok B4 43 51 A 8 191
(WO E 110, A WA R ME 10, i g 1 0 E R 2
B, FF DR £ 2 0, RATRRERUERT 1 ) A0 3 i (=
J1 1) SRR 10, Ak K P bR 1 )R
TG R, 2 3 8 4 P2 A R
4 (adverse event, AE) & A= 7 37.8% A9 i 46 2H & &
1 8. 19 B X BB H o ML Y AR IR 4 AEs FLAT
AR 43 0 BT 63.6%F1 61.5%1 B T, BESE
S5 N N R PR R A I 2 R 2 ok B m Y #E
HIWEA 2 5 BOE B PRES A1 OS X1 7 2 A el — T B
JIZ 165 27 10K (gelatine sponge particles , GSMs ) i 1 Jik
LT # 2 (transcatheter arterial chemoembolization,
TACE) Bt & R A AR Je ifiJ7 o i 9 HCC /9 WF 5% 1
&, RPAEREE TACE WRY7 AN RE T AR V1B 14 8
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A AL TTP 0S Al DCR J5 i & 2L 1 R4
M E, IR R A SRR N ARG FET , (A
TR A, Il R R R BE Zhang SF 1T
(¥ — IR RAE e Bk A TACE *F i TACE 477 i 9 J5
9 £ I K JE 42 (hepatic vein tumor throm-
bus, HVTT) & # il R 56, 22 v 2 B 12.5 4
H(1.03~44.23 4~ H), B OS FEBE A6 YT 4 b 2 —
TACE &7 A B KEEFH149 ™~ H vs 6.1 ~H ,P=0.010),
AR YT 410 TTP L b B — TACE /7 K (4.9
NH vs 24 DA, P=0.016), FRZEMZ K R0y
WRayT 5 R 0S, U R AR JE k& TACE Xf
Mo i HCC A HVTT /Y& AR H vl it 52 (ES 3
REEA AT AR B AW 5T

TERE A 09+ 4F B L4547 JEe B € (sunitinib) (A
A7 Je A (brivanib) A JE £ € (linifanib) | 2 5 £ Je
(dovitinib) . J& 35 JE 75 (nintedanib) tivantinib 55 25 ¥
TR XS EL R AR e i 9 i Rl 4 249 S B |
PRL I 349 O B FSR TR T T 9 1 T A 245
22 tikER

T AR e 2 — B IR 2 O I A R RT A
VEGFR1.2.3, BT 4 40 A 4 732 4K (fibroblast
growth factor receptor, FGFR)1.2.3 4 PDGFRa RET,
KIT, X2akRhidEJe 2 a5 2 IR 77 e 01
PR R HE 0] 25 & JE AR IR YT L HCC 19 1T
WG IR P O 2 BoR T — & Y s v ot
AR & 2R T 2016 4F 10 H 19 Journal of Gastroen-
terology 2™, WFRAIA T 46 1% A H A Filw
B e HCC B4, T IR 12mg qd, 45 3
R S JE & WA R (objective response rate,
ORR) 4 37% ;DCR K 78% ;mOS & 18.7 1~ H
REFLECT #F ¢ & 35 -+ 47 2 i — R0 i i /7 40 4
WME— R4 FHPESS SR 1Y MU R B 5E, VR — TS &
PLARJE Sk XS 3k OB i 4 BR 1R 2 rpols (BERLX R 3R
&R RS, fERIRALL T 954 ] HCC &
o WA RIR P IA B F BT S e
4 0S BRI R 4L A I K H (m0S:13.6 DA vs
123 DA HHARIK BG4 2 7 ) s FEIRE L 57
M, CHRE AN mPFS (74 N H vs 3.7 M H).
mTTP8.9 ™ H vs 3.7 1 H ) . ORR(24% vs 9% ) W &
FEMTRPAECA LAV, WA K AIRIT A
il B (TEAES ) B 585 BCH AL, P4 5 A 13%



H1 9% H8 35 NG T &I BN 45 13697 . REFLECT #iff
FENULI S 4 R 28008 WK M IX (5 KR &
A R BT 300 ) B, 2017 4 CSCO
I ARE R R E R AL B R, M LR PR e 4l
10.2 4~ H i mOS, & 1885 Je 41 1 3 4E K H # f) mOS
ZE 15.0 4, TR P8 T KU 225 FEAIK 27% (HR=
0.73) . WEL S5 , M LR P AR e dl, ek e 4
BEK mPFS (92 4~ H vs 3.6 1~ H ,HR=0.55) 5
mTTP(11.0 I~ H vs 3.7 A~ H ,HR=0.53) ¥ 15 5| I &
TER, A BREGE B AL # ; ORR W3R4T B A I R
U R (21.5% vs 8.3% ,0R=3.17), %41k
D, SR e 415 RN AR e 414 5 I R Y 4 G
R—3 xF TIRE K HBV B HCC B3, O R E W
W #EK mOS, REFLECT B 5% /4 1 2 117 25 B9 1Y)
L mRYTR B AR R, SRR e R 0
i — 2B TT I 5 — B bR
23 mXIER

T AR e S — A~ Z B R 38 A 0
I 67 A B MR 200 LT A | A IR R AR TR 2R
KA R R K, B AR JE T 2017 4F 12 A #E
CFDA HEUE T & AR Je ih 97 2% Wiy g 390 A 98 — 4k
TRYT YR IR AR R AR LA 4 A~ 2 T 5 BB AE 6 H
PAWAL 7 A2 Btk AR e VR R YT 25 WA
R AR —4IBIT R E HCC B E i — I £
FUO TR T gE @0k 25 R WoR Th RAEE R R
I A M DA KOS B B9 9T R, mTTP R 4.3 4~ H ,mOS
H13.8 A . TEE AR A TR AR IR IT R B
Ja tE & 1) HCC #2351 T I R 38 3% RESORCE #
gy F AR R M B4R 0S 4 3k 10.6 4
A 7.8 4 H PFS 4354 3.1 A~ A M 1.5 A H . Hi
AR JE Sk i I TR R A AR L T BT — A ik
R IRGE T — W2 R IR R R B
TEPEAL LR (19 AFP Fl c-Met 7K - J2& 75 5% i Fig % JF
JERITITAL ., w5 R AR IRYT
HCC BT 805 B Bk AFP Fll c-Met # 1 335 G
X% BT, W B A K BUAT LA B X AR e IR YT I RN
IR EY)
24 BEEAERENM

T 5L BT (ramucirumab) /& —Fl VEGFR2 (1) 4
NIEAL B TG, B vw BT, 57 B2 3 45 M H 410 i)
VEGFR2 #4375, R REACH-2 fff 55 22 A &b 41 42

FI L 2014 4 6 H IF ) REACH MHE#FFE =2,
ZWFFEA 4L 565 5] HCC BB % 4% 18 1:1 FALs> R iR
LEPTRETL (8mg/kg FIKIEST) R ERIA, 1E
REACH 58 b, 542 LRI A L, 3R 55 2 BBt —283R
et HCC 835 JF A s 0S, B s P Lyt 4l my o
£ 0S 9.2 4N A i 2RI A 7.6 A (P=0.14)
WA Z a2 5 G228 L AR WA b 23,
EF XT3 AFP>400ng/ml B3, 5 5 5 B g4l v (i
0S N 7.8 A i 2B HH K 4.2 4 H (P=0.0059),
ZRB G EE U AFP & 0 835 1T LI TR 5L
FAERHT AR £ B TR JR LT T REACH-
2 BFSE i MF 5T e — T A Bk PE B BEHL  RUE | 2 R 7
Xof A TR I PR3, PR A T B B 22 St 7
TEXTZRBLAR Je AT 32 5 A FH 5 B i e iy . JF R
i AFP IML3% 7K - (=400ng/ml) B9 T8 & 1997
BT 2015 4F TP IR, A48k 20 A~ E K IL4H 55
T 292 R, SRR R AR AR A A 432
() 5 B TP AT 09 TIIY) HOC iR 5, 2018 4F ASCO
S EMBIMEE R BoR, PFRAks T EEA L 0S
(851 H vs 7.3 1~ H ,HR=0.710,P=0.0199), FIiK %
245 PFS(2.8 1~ H vs 1.6 1~ H ,HR=0.452; P<0.0001),
RI7E AFP=400ng/ml /& $i3F J& 16 97 2L Wi HCC
B S P L BN B K0S,
FH AT 22 A 5 AR 245 6 92 24 1 2 v A s AR
e, e iRy i G A I RE 2 B S B DL AN
RSN, REACH-2 W58 J2 A Wb o W 18 £ 0 14 T 11
551 ANPHPETNY HCC 5,
25 FHEER

R 14%: JE (cabozantinib ) J& — Fi /N 43 $0 4i] 57
e % A 2 o 31 1 0 5 MET AXL LA & VEGFR-1,
VEGFR-2 \VEGFR-3 4§ 3Z & &1, CELESTIAL /& —
TREML KU | 2 B0 %o By T30 42 1R 22 Hhons 1 PR K
55 XIS T 760 BE 3zt R b AR e i Honl fig
FEZ R IR X HCC 9 R GEMEIR T HA L85 )12
REZACF A0 HCC [ 3%, A BENLHE 2:1 L, 43
Be ] 45 H $252 60mg R 1 JE (176 7 4 33022 8t 57 0
TR IR I A E BN OS, IR B 5 AL ORR Al
PFS, 2018 4% ASCO GI LB B &5 K> R,
ez R JE iR 7 4 5 2 B mOS 4351 10.2
A~H 8.0 4~ H (HR=0.76,95%C1:0.63~0.92; P=
0.0049), P41y mPFS 43508 5.2 4~ H 1 1.9 ™~ A
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(HR=0.44,95%C1.0.36~0.52; P<0.001) ,O0RR H 4%
F1 0.4% (P=0.0086) ,
2.6 Galunisertib

Galunisertib 72— Fl % {6 2 1< I - (transforming
growth factor, TGF)-B 32 /RS g 1 1 7] , TGF-B 15 %
5 5 HCC #F B A 3¢ TGF-BR1 Ay il T 1 58 %
P AR JE 7E 1 DY FIR SRS o i 35 M BB o A Y
galunisertib I & R P IEJE — L3RI BB HCC (19 1T
A R 78 2w | ealunisertib 1A 2 57 4E JE 76 i 1
HCC &3 R B ol 12 52 19 % &4 ,mTTP 7y 4.1
AH,m0S 4 17.9 > H . Galunisertib B & & HEE
—ZIRYT TR R B T TR BE
2.7 Tepotinib

Tepotinib J&—Fl 1 8 L B M c-Met /N7 F 1
37, 2017 4 ASCO 4E2x | &4 T tepotinib 7E MY
Mo HCC iy 2 A A7 200 ( T b 35) iF 58 7
M e 245 9 W W tepotinib 1000mg/d 7£ 37 i
Ji9e8 AR T Sz P RAF, T HL e-Met BHPE B8 A
X tepotinib HIG T WAL T 2R 45 B £ iZAESE 11 48]
TR IEAE ST, FZEXT L tepotinib A PR JE —
AARIT c-Met FHVE I Y725
2.8 Tivantinib

Tivantinib(ARQ197 ) j& —Ff [ iR i £ 4% MET 417
il . HAERBAR e 2 W e T — BT £
Hly (BERL BRI IR OBCE | T B 5T 2 R
tivantinib (1.6 7~ A ) L 2B H 41 B & PFS(1.4 1~ H)
MK (P=0.04), fE MET m&kMEF D, 2
tivantinib (2.7 A ) HAEZLCRIRITHE PFS(1.4
MHHEEK (P=0.03), TH&JFfE T METIV-HCC-EA
VAR B R S BENLAUE R R E PR 2
rhC 1 T i PR A5 7 (HAS 18 2R IR AR R
PrARJRIA YT R E) MET & R A i i 3 5
R AH LG S tivantinib 120mg bid < BE 4E < A 41 H
# 1 OS il PFS,

HeT B PEUEEE SRS, KPR AR 2
H 0 bR E — ZRIT 25, SR e 0S
PEAIE S T RACE B BT #E CFDA Bt b 4
A IR 22 T3 U o) 590 B A% S JE B A BRI TR
BERPEARCIRIT IR 83097 . RIEEEEHBIT R
P2 R AR JE IR YT IS P i R sAN T TR 52 FY) R 91T
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PR R AR . WS PR LW P AFP YR
400ng/ml DA b 5 JHFH 8 19 4097 Bon R A A
0S 3kt o X LEHE ] 25 P 1E — 2k — 4R 7 R TR
AR BB LA T AR IF B X se 25y b py iF
2 RIE AT BT DRIk 30 B0 2 Dy 3 S s R
SKBENGRIT 245

3 GREIRTT

VAR R UL S BETR YT, R o — SRR
4 g LT85 1 -1 (programmed death-1,PD-1) 1 il 55
AL T 4ift, RIH ARG RS HATIRIT R IE , &~
FEREANNE . LA PD-1 A 8 50 G2 89 6P o b s e
B YA B e M M B R AT R
B S, HEC AR PD-LL R R4 S 0 5 A R Y T
A A )t n] LR B A R /R A . @ i PD-1/PD-
L1 {5530 [ 9 800G |, 25 BT 8 fo 12 80

Ji968 € B E W -5 8 i 0400 ) 2 0 28 A 955 5 170 A
XK JF 9 B Ioh R T P JHF 2 20 v A7 A 0 E 6 [H R 5k
BN 5 5 22 W WS A 5% 5 FERBATF ST 0 7 bR 41
2l Ik PD-L1 1 B F AHES PD-L1 (IR 3R A 19 /3
W E 2, T 4000 I PD-1 M1 PD-L1 ik LiEE S
P B WG ) 3 TR B o3 1 B R SRR AR G, IR A T
P T 40 A S0 FE FRE 5 19 CDS 41 A 114 57 iF 56 (K] . %
B TA TT BB 5 3 B A0 it 7= A i S A G, DA B
o A a5 BB R G EIT IR T RE A 25 TP R
31 SRFALHBEHR

2017 4£ 9 A 23 H ,FDA It #iE 40 & A1) It 2 4
(nivolumab) FF#32 i REAEIBITJE K HCC H
X R A e 167 B R FE g el B 6 g2 1
I F00 e BT 988 1) % R i AR, Checkmate-040 328 56 ' 5E 3]
TOCEEMEMEH, X — g R BB IR T
HCC Ay T /710309570 s 338 K el R0 , AR
262 1] (R ik 4 ) 48 ], I R 214 B1)) A
HEBRASPER B IF 6 B3, BRAEE T RAAEJEIA
57, VR G sOR)E BB A A E e e 2017 4R
ASCO 4F4s B B D a5 R o . 1 5
FEAR KRB R M 2 50 5 15 3% A9 ORR
16.8% , W o 2% fiff R 22 15 6] (DOR) R Hr AR JE 9136 i
HRN1TANA, REFERR LB EE R 19 4~H ,DCR



ikF] 68%. I L5 h Rk Je 438 A 1) mOS ik
AKIEF 1240 H 0S K 60%,18 1~ H 0S K 44% ;%
PR R WA I B 12 N 0S % 73%,18 1~ F 0S
K 57%; 1| Wl &4 37 plEHE Bt 15.0 1~ H
1330 %o T oA SRR e 7 Pk S AR A S8 3, R
JEVIRFZIE R ORR 23 (21% vs 15.5%) ;A [F)i%
KRR PD-L1 3k 500 F B ¥Ry =B T
FN o B A PR T, AN SR BTG YT e 0T 9 - E A e
TAARAL A T L 2R Ja g g i E A
FE N RO BB B 2 50% , 5256 25 o [ N RO
MRFITT ORIk B FH I 20 TinBHERGHEA
PR/ 2 IV 96 6 e 14 B DA 4 1 ) e Bt vh 3k 25 5 R
[l PD-L1 3R 350K 4 A A8 35 4B i DA 44 o R G Bt

H 17 28 2R JE Bppon) b g AR e g A T I
PRI 5 Checkmate-459 F 57 P2 T 2018 4F A 2 45
T il /AT
32 MHEFEREBER

2018 4F ASCO GI & X fiz i WA 1 F 2k 7. 4t
(pembrolizumab ) 524 1 F R i Ak JE 16 97 J< W iy 0k
M HCC BF Y 2 W B 58 (KEYNOTE-224 i 5 )
50,2018 4F ASCO 2= LB 1 4045, 3X 108 4l
BE A 18 ] R X P R R R T A R A I
A 1 B IR B 5E 2% (complete response,
CR) ,46 1 /B & 1 2 2 (stable disease,SD) . BT 6
B TCIEEAG B /R 34 Bl PD, G i i
/N, FE PR Y 18 ] F 5 v 12 51 8 35 1) g 220 sk ] 2
AR 9 A H A R AR R 2.1 AN A L Rk L
it 3 AT A A S At AT el PR O R R B 1 v AL S
FRLL T RIBAT TR 2, WA TR BR BB R AT 2 iR I 7
Akel R ¥R A RER o TEEE 2 B AR B, 104 1]
HH mPFS 4.9 7~ H mOS N 1294 H ,6 ~HK
PFS 1 OS 4351k 43191 77.9%, 1 4F PFS il 0S
R B K 28% 1 54% , ¥ E LKL EHA N
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