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Abstract: Intrahepatic cholangiocarcinoma (iCCA ) is a highly aggressive malignant tumor with poor prognosis, and its incidence rate
is gradually increasing in recent years. This article reviews the main local treatment methods for iCCA and the advances in related
systemic therapies, with a focus on the current status of research on local treatment combined with targeted therapy and
immunotherapy, highlighting their advantages in improving objective response rate and prolonging progression-free survival and
overall survival. This article points out that immunotherapy combined with chemotherapy has become the first-line standard treatment
for unresectable iCCA, while the regimen of local treatment combined with targeted therapy and immunotherapy has shown promising
potential in clinical translation and sustained efficacy in early-phase studies. The authors believe that in the future, multicenter
prospective studies are needed to verify the efficacy and safety of the above treatment regimen, determine the optimal combined

treatment regimen, and define suitable patient populations, in order to provide new ideas for the comprehensive treatment of iCCA.
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FIR A AL T R 1 3912 L ICCA %5 R AE SV Bl
S b TR YRR IR A AR TR
TR AR R JFREAL LS R AT S 3
IR R A fE R ER . Ak IR AR A 2 B R
P X2 A R e Rt U T S P s PR

FaT, FARVIBRA, 2 iCCA ME— R HUA TR YT FBL
{5 HUA 20% ~ 30% 9 iCCA B T AT ARIAET R IR,
B P BBk H A 11 5 4R AR AE R A AT 20% ~ 35%, HL
KREZEA 8Kk iCCARIGTEVIBR ARG P % 8 K% h
24% FF I % R0 29% , IFANE KRR w5k 47% 7, T
iCCA Rk = R PR Im RAEIR , K2 BB & #isnt Ak
Frmei™> T REATRIAPEYIBR 0 iCCA S35, 4
NIBIF AR R GRS T o5 T E A

BIREF AR Z R AT (GG RGL)T FLIh
ISP MR YT ) B 1 —E 2R (B ERIG TR AN AT )
BRiCCA (uiCCA) B H R T EIA s, o iiay 7 ads
WA L& 5 3 Mkt J7 B % (transarterial
chemoembolization, TACE) . it &) P4 #& 2€ (transarterial
radioembolization, TARE) & % 5 45 AT 3h ik # 1 fb 97
(hepatic artery infusion chemotherapy, HAIC)%, XJF A
A FARYIBR HAE TE AT R R T FIERY iCCA,
TACE . TARE FIUFBh bR 1T 55 A A7k 2 2 0 JRkin
SR RE . UTAER, B R n) R ST AR IR T I K R Bl
kA NIBST 54 BR T I G N TR T LRI T
U TACE 45 ¥E 17 254 & 85 JE (Lenvatinib ) 5 6 2 4
2r 5 1055 (immune checkpoint inhibitor, ICI) fE k35 i
G 7 TR

KRBV R IRTT 5 2SRRGB
iCCA (BRI , FF X2 05 1) IR UE 4 S aE 7E R4 71
W HATERA

1 BEEST

1.1 TACE TACE#%32575 X3 WL SE cTACE 542
MERD-TACE. <TACE KAty 2545 i ih 7L 2 8
T8 AT 30 Jk e £46 173 5, # AR Wi B e v 4
3R I I UL A 2E , BEERELIRT ifL (1 SCHE G2 25 el o
WA 2R IR Z2RER P& RS
Ao BEAE 38 H B JT uiCCA & WL 2% i R (objective
response rate, ORR) i 10% ~ 50%, * i & 4 77
(median overall survival, mOS) & 12 ~ 20> A (11-15] . ¥
BN B Al T o Mo AR ZE S 25 G AR s e DLAE T
PR A 2 PRI REAN 4, U R IR 55 T A0 Y I
D-TACE LA 25 ER 1A , % WAT DC/LC Bead 5
HepaSphere, Hif & £ B3 ¥ 3¢ o 78 BRAK 32 11 45 2 BH 25 1

WIS RE I B R S T S NS AR 2, A
I 5 & A2 I B, AT i i A4 ZE SR . fE HCC
D-TACE %% ¢TACE J¥ % % 3 &5 2 P AR 0T s ko7
— IR BEERT ST H S ¢ TACE (22 %4%5 % C) .iDEB-TACE
(B or B ) 5 4 54k y7 [ 74 i i + 311 R 40
(GEMOX) J££ uiCCA 1 1¥7 2%, iDEB-TACE (% Jo i/t Jié /f
AW A AE 1 (PFS/0S) 1 3.9/11.7 4 H T ¢ TACE 1y
1.8/5.7 4 H , 54 54k J7 (GEMOX) i 6.2/11.0 4~ A
8T 5T A 40 6] wiCCA Y T I M BT 5% B
DEB-TACE i 97 19 1.3 1 H ORR (70% vs 20%; 50% vs
15% ) i Je ik Je A A7 3 (mPFS ) (8.0 vs 3.0 H ) 31k
T ¢TACE,O0S i3 25 % (12.5 vs 9.0 H ), FEIF L AE
W R FE S A E . 5 ¢TACE #f H , D-TACE 7£ iCCA
R T R A R S TR Y PRS, 8 A,
{EXF OS AL TH i AN — 3505 1R 7 B BE N 25 A T D BE A 4%
i Jeg 71 A 5 PR 2 M 255 VEA -
1.2 TARE TARE i i3 28 b 8 4t 1 35 ik 7 54 42 -90
COY ) B0 A TS fdek , £ HL 4 T R P, AT S
TPt J S S R0 e ) S KAk, S ek D X ] L R
JFEH LR 445 . 5 DEB-TACE v fdi JH % Sk A8 1, *°Y
TR T /D A 25 g IR T L PR AR BB /)N
REME IR AL 5B R o 783t 5 B9 4RO EDRLH
1Y wiCCA I —Fp H 22 WAT I RiBigr X, —I &R
BLLriRIZE A 53HT (n=921) 438 TARE R J5 mPFS 4 7.8 4
H(95%CI:42 ~ 113, P=94%) .0S } 12.7 1 H (95%CI :
10.6 ~ 14.8, P=62%) , ¥ Ji5 12 il #R (disease control rate,
DCR) N 82.3%, #E AL VI 5 o 1191, %45 40,
TARE 7E uiCCA B3 v /s H A8 e HLnT 51 42 1149 s 45 ol
1.3 HAIC HAIC il i T3 Ay 7 25 Wy R 22 4 1 2 07
Bhifik , Sk g S A v ok B 25 ), LR B HE O A FE
250 R T B A . 2B uiCCA RIBR T AT IIE , HAIC fig
7 25 790 A b 25 W O 1) i 5 FEF PN ORE L AT AR g
AT RS R Ge it , JUHE I P a0 Je 0 191
—IZEZE A HTUSE T TACE (3 Bk 25 9 R I 2k
22 THF 5T, 1 145 ) F ) A 3 Bk 4k J7 (16 THF 5T,
33149 ) B9 A S B diE . — 3 1Y ORR 43 51 M 6.3% FiI
41.3% , mPFS 43 3]k 15.0 A~ A F110.1 4~ H , mOS 435l 4
1594 HFI21.3 432 53 —3i g8 A 20 M HF5E 657 1
BENSESN SR B R 5% M TACE, 2 25 %
BER-TACE .42 90 Tt BR iy T 4 2 LA, HALC (1) [ Je8 2% fiff 3%
e BE BRI ~ VYR RN kA%
Wi £ 355 I AT EME LS X HAIC 76 uiCCA 3%
FRAY R FHPEAT THRE , mOS 4 25.0 ~ 29.5 4 H , Xt F4
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Y BkALST  HATC 7T W 5 3l 3 A A7 i) 2320 pedp, —
T[] P B 5% 43 B 2000—2018 44 573 4] iCCA 311
WFFE 25 e R 6 T HA R E5 555 0 iICCA B 5%
HRIAPEVIBR (mOS 4 19.7 4~ H ) 8 HAIC (mOS 4 18.1 4
)W 25 02 A MY B I HAIC 1
iCCA B & 4 B0 T 124 & 4R )7 (m0S
11.2/|\ﬁ )[26]0

1.4 ERRER GEIHAE R R E Tz N TR
RN I 0 R ERIR T R o AE CT sl = 5 =
T K I Rl AR PN B e Ak 2 T SR BE
o A M . Oy S AE S I R (radiofrequency
ablation, RFA) JH0I% V8 Bl AN Y2 YR Al . H RiTE BB 9T
ICCA J3 191 1 A DL BE ML BRGS0 AR DG 598 . RFA JEIRYT
iCCA i AL 2 i al oy X . — AT 52
TEAR TR 51 4% RFAJRYT iCCA IR, 10 4145 BE
Wiz B H (M HA 1.9 ~ 6.8 cm, 12 MFFORGL A
Wasg CT FE 1T , SR SE 2RI K 80% (<3 cm 4N
100%,3.1 ~5 em 4 1 67%,>5 em 20K 50%) o 2 151 K i
Jo (4.7 cm 6.8 cm) L BUFR A IR AL kL, A0 1 1) & AR RT3
JoE I AR . ZIFRE A RN  RFAXT<3 em Y iCCA
Al RE S MR A PE T Al X 3.1 ~5 em T AR 4, H
Xf>5 cmb’?%{ﬁﬁﬁmﬂo

2 REATT

2.1 Ao ot AR, T P A AT (GC) 5K
GEMOX & XU AL YT J7 22 45 T 12 FH T e 301 B 7808 1) 32
J7 AR AR A AR A AN B 14, H AR —T00 3 31l R 3t
P 5 — 7 % Gem+S-1(Gem/S-1) , iZ5EME A4 T
GCL A AF 1 : GC N 13440 H L, Gem/S-1 H 15110 H 5
KU (HR) =0.945, 909%CI : 0.78~1.15, P=0.046] . GC
20 mPFS } 5.8 A , Gem/S-1 240 mPFS Jy 6.8 1> A (HR=
0.86,95%CI:0.70~1.07)"%

b —BRARI A e, =B Ak A i 30T BRI 9 P Y
BIT A e e 25 5 . T KHBO1401-MITSUBA #f 5% 3t
YN 246 B A, LA GC 5 35 PO AL + 41 +S-1(GCS)
TR, GFREIR,GCS B #FH LK mOS(13.5 1 H vs
12.6 1~ H , HR=0.79, P=0.046) , % & PFS (7.4 I~ H vs
5.5 H ,HR=0.75,P=0.015) 5 ORR (41.5% vs 15.0%) ,
>3 9 v 75 0 W B ' i 7 10 SWOoG
S1815 W 5T i, = Ik 7 %8 (GAP) B4 0S(14.0 1~ A vs
13.6 1 H ) RIPFS(7.54H vs 6.3 H ) J5 Hil& A 2K, {H
TGt 22 % (0S: HR=0.91, P=0.41;PFS: HR=0.89, P=
0.32) , H.=>3 Z I 3% 75 P38 (60% vs 45%) o W21 53 #r
PR, R R R B AE GAP TR R 0S(19.24 A vs

1374 H ) J2 PFS 18 35 k3, 4R /R I 7E 325 AT L [l
¥t , 76 ¥ E PRODIGE38AMEBICA it % v , &t B
FOLFIRINOX (mFOLFIRINOX) 5 #5 # GC 77 & A0 It ,
mPFS (6.2 H) A mOS(11.7 4 H ) B AE T GC 2 (7.4
1434 H) A RS fR & R R AR (72%) 2. =1k
JT (41 GCS \GAP) e /W o v s tH — 8 A A 3R 45
E A A7 RGCHE A PR L IV 7 PR 0 . BT TR R
HOAT REIE T J bt e ol A i R A i R

22 Fewpiss

2.2.1 A A Y e & K B F 2 4R 2 (fibroblast growth
factor receptor 2, FGFR2) #k&~/£# FGFR2 AL T
10% ~ 15% iCCA &, H 2 W PR g% o
A K ICCA ABE (n=6 130) 43 123 B, 576 1l
B (9.4%)FF7E FGFR2 B H F HE s FGFR iy 5848 7] S
N FGFR 5 530 i 5 55 0 , DT AIE 2 41 ff 1 . 1R 28 I
L5 A i 45 B0 1 4 AR FIGHT-202 £ o0
T 3036 CBIF 906 G ok R A 4 A2 L TR 7 114 G 30 R A8 9 £
#1474, Hrr iCCA 13241]) , 107 |44 FGFR2 H HE 5k,
Bl Ay I 45 52 A Y B M FGFR 10 1 500 855 0K 5 J2 VA 7 1
iCCA BB, P Bl R 17.8(11.6 ~ 21.3)4~H ,ORR
4 35.5% , mPFS Fl mOS 43 511 4 6.9 (95%CI: 6.2 ~ 9.6) |~
HFI21.1(95%CI: 14.8 ~ Ai5) A H P S s ss A
A e A5 50 TE T LB TT 45.4 4 G L R G et
6] 24 9.1(6.0 ~ 14.5) H , mPFS #1 mOS 43 51 4 7.0(6.1 ~
10.5)F117.5(14.4 ~22.9) ™ H , KZHEFIRYT il
MR R FAF R 1~ 290 i UL =3 R A R AR AR
I (14.3% )%,

2.2.2  JFATHLER LA (isocitrate dehydrogenase, IDH) &
% IDHI 7E 74§ J7 iCCA A BE 1 58 78 & oy 2597 |
Lin 25385 475 451 b [5] A B iCCA FR 35 HETT 2R G2 S DR 2043
B, R BLIDH1/2 2875 5 FGFR2 Fil & FLIRIE 1 5 C e
F AR SE AR, 5 WL TR F /IR Y iCCA 43RS, £
A AR PR 19-9 XA 4F B iz s s T E A
HERAE 6 IDH 2828 %I F V9 7 ABE. IDH1JE F IDH &
R % , H 248 I (1 Bl LA BT D BE , BB AS K o- T I 1R
(a-KG) Ak Ry 2- 323 1% — % (2-HG) o 2-HG #k N 2
— R EUE RIS, AR T B & £ R Wi 1L it
Ivosidenib 52— 41 X IDH 1 28 28 B #0 [a] 25 4 , Z 5%
7R 6 e 3 iCCA B IR YTAEH o AR 4 ClarIDHy 5%
(—TG A 185 %t RE A 167 TCR Y iCCA BE T Z s
T I B ES ) | Ivosidenib 5 22 B RIAH L, 7E PFS 77
Tl i 7 M I 3 ORI 45 )R, HR R 0.37 (95%CI: 0.25 ~
0.54) ,mPFS 43518 2.7~ H fil 1.4~ H . Ivosidenib fif 5%
PERT, 2 e SRR AR S AT I A A 1 i
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ZAE R IR, 08 BAEEUE FA It e (H i Rk geit2%
75 [m0S:10.3(95%CI:7.8 ~ 12.4) ™ H vs 7.5(95%CI:
48~11.1) 4 H , HR (95%CI) : 0.79 (0.56 ~ 1.12) , P=
0.09]. FEIRFEEAZ 25 , LRI ZH mOS 4 5.1(95%Cl :
3.8~7.6) ™ H , HR [% } 0.49 (95%CI: 0.34~0.70) (P<
0.001) 40411

223 A& HE A KRBT %4k (human epidermal growth
factor receptor, HER2) F L T HF M B 4E 95, iCCA
HER2 3 % 3k Ho I35 — I3 BF 5% % 304 £ iCCA
FEAS A7 H 958 41 A0 RN 2¢O T A 2% 58 R I, e 26 & B0
4.27%(13/304) BIFEARFEAE HER2 988 , 50 G R 24 38 5
RREAALTE iICCA th— 3Pk 2% . HER2 ¥ 39 191 LAy
R (1) MR O AR 5 A, A G bR AR A AR T 3
S, {HHER2 ¥ 4 4H v CD8*CTLA4*F1 CD8*FOXP3* 4 fift
5 RE N, 5% LA R 0 S R s R PR B A A
— 5 11 81 R BF 5T (KCSG-HB19-14) B 7%, 7E GC T &34
J7 % W f, HER2 PH PR A9 i 100 0 A5 9 AR 3 B 2
Trastuzumab B¢ & FOLFOX 1£.57 , ORR 4 29.4% , mOS H
10741, R ARG I B 099 151] . MyPathway fIH
I W9 (BTC) 1T 39 BA 21 #F 5% 98 A% T WA 2 Bk B0 BT
( pertuzumab VERA i Z R BAHT (trastuzumab ) 7F BE1F 42252
IRYT H A HER2 9 1S A9 IR BTC B3 iy &k, 3t
24 A 39 1] #.# , B4R ORR 9 23% , mPFS Fl mOS 43 51 Ky
4.0(95%CI:1.8 ~5.7) 4 H F110.9(95%CI: 5.2 ~ 15.6) >
HHY RT3k BERFFE AL A/ B iCCA S ]

224 %35 8B HI A Lenvatinib J&—F O IR £ 40
o % = R K it 10 1) 59 (tyrosine kinase inhibitor, TKI) , 7]
(] B 41 ) 0 A5 PN B AR R 324K 1 ~ 3 . FGFR1 ~ 4, 1liL/)s
Wi A K T 32K o . RET K KIT, €)% W T45
IR E A B 22 R g (357 7 SR, JL B2 ]
TR INEE R IF A R . — 50 T E AR A T
26 151 B 53 B e s 3 (Hodb iCCA 6 491) , 45 5 7% ORR
A 11.5% , mPFS } 1.64(95%CI: 1.41 ~3.19)4~H , mOS
H7.35(95%CI: 4.50 ~ 11.27) 4 AU fEBeAias7
Lenvatinib 3 5 Z 97 88 TF . — I I W91 PRIF 5 3%
A5 FLIBE A FE B A A Bt B2 GEMOX FH T 401 iCCA — 4k
BT, 45 R B R ORR & ik 80.0% (95%CI: 61.4% ~
92.3%) ,DCR 4 93.3%(95%CI:77.9% ~ 99.2%) ,mPFS }
10.2 (95%CI: 6.7 ~13.8) 4~ A , mOS N 22.5 (95%CI:
16.2 ~ KiK) M H . Hrih i DNA 058 2 5L R A8 1Y
B R AR

23 Rk ¥T ICLERZYIRYT AR M 7 e R A FR
II ¥ KEYNOTE-158 BF 55 44 A 104 il Z A ALY I i2F J8
RO BT AT g B, IATEA 2R 54T (Pembrolizumab ) 697

) ORR 4 5.8%, mPFS 2.0~ H ,m0S i 741 H .
KEYNOTE-028 it % H 24 i i %5 # ORR & 13%, mPFS
F 1.8 H ,mOS K 5.7 H o (AR, WIS
6% ~ 13% I B F RIS KN (FEg6 N A 2 44
PLb), 58P A0 i A6 T B A& 1 (programmed death-
ligand 1,PD-L1) 2535 TC B AR 50 58 — s gh st Fl
BT (nivolumab) 1T BIHF 5T .75 , ORR 2 11%, DCR A
50%,mPFS 4 3.68 1~ H ,mOS Jy 1424 4~ H . #R4r 3k 25
B DNA RSO &2 i b sl 8% i R T PR A A AE T 32
&1 (programmed cell death protein 1, PD-1 )%:zﬁlsu =
I, S 25097 BAUE DB S 2 45 B AR
O3 F A R R A R, R G IR YT A IR A R
(AP o A (L B FB A O 1B () EE B2

KU )7 RAE HCC T B R sE Fr il e R 325
{AFEICCA IR AEXT A PR . CA209-538 58 P4l T
Nivolumab B¢ 4 Ipilimumab 38 J7 W 1 BTC 1857 5%, B K
ORR 4 23%,mPFS 2.9 H ,08 K571 H . #n 8
(JUH: PD-L1 BHPE ) gRAFFF 22 02 i, 28 3 4R TP eI
FERFIICCA , 4875 S8 I 7T BE -5 g 3 (AR OC Y
— 51 % % F Cancer 1) 11 ] BEHLAF 5T EL 4 T Nivolumab+
Ipilimumab 5 Nivolumab+GC ¥4, 451 B, WA
ORR M 22%, PFS 2}y 3.9 4~ H , 0S iy 82 /4~ H ; ifi
Nivolumab+GC 20 ORR N 35%, PFS N 6.6 1~ H , 0S Ky
10.6 1~ H , HJ5 #& 76 PFS Jy i B A B % L # (HR=
0.51,P=0.03). PR #ETEZE 8  (HAURA] 3% L
PER AR B2 (30% vs 229%) Y . WUy & T 7E
B iCCA B il R RP A M AL SRS RO B A L
Z T RIER A YT T ARG R B A AR 15 T T B
LRy

TOPAZ-1 5% A M IKEAL OUE 2R 500 % B 56,
LG A 658 11| 1 AR A9 £ (FL iCCA 5 56% ) , LK
Durvalumab & GC 5% B FHIHE A GC T Ak, 45
7~ , Durvalumab 4 mOS & 12.8 1~ H , mPFS K 7.2 H ,
ORR 7 26.7%, = F 4 B F 40 19 mOS [11.5 4 H (HR=
0.80,P=0.021) ] .mPFS [5.74~H (HR=0.75,P=0.001) ] .
ORR (18.7%) . WA R FF K ERMiL, Z2ER
G55 s 78 T KEYNOTE-966 1% % 1, 1 069 fil
W BTC 8 35 BE ML EZ 52 0 1R 2k 54T (Pembrolizumab ) B¢
B GCEUZ B A GCIRYT (HHiCCA (40%) . BRG
20 mOS g F E K (12.7 1 H vs 1091 H , HR=0.83, P=
0.003 4) , ORR JR42 7 (29% vs 20%) , 78 iCCA W41 Hh 3k
5 — B, B AR WAL TR A AT R A —4k
YT IR B O esh, — I BTSSR e
156 4 45 3 DA A Bt S GEMOX A 97 W 31 iCCA A7 2%,
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30 il # & ORR ik 80.0%, DCR & 93.3%, mPFS Jy
10290 H ,0S A 22541 , s i 2 40 e 3% 1 fn
KA o 1Z 07 %8 1Y I 96 3 M 5% (NCT03951597)
EFESEATH ) 45 1, TOPAZ-1 5 KEYNOTE-966 #f 5%
S T S PEB A ALY VE M BRI iCCA BRifE— ST 1Y 2k
filh, & AR JE Bk G e sie KAk 7 7 8 e R o vh R 81
T R SR SR AR A PR S R A 1) S 4k
J7 1 2 B IR YT B B ROk iCCA &R GRiR T I Qi
J7 1]

3 BEEbEITEBARE%REIETT

3.1 AEAME FEICCA H, Rl A 8 4 ia T i AH O
MLHIAIF 5% £/ e HCC H A 19 s R i ia iy ik &
2 BT AT B R BT R T L R YA T (U0 TACE
HAIC \RFA JIURRIT ) AR F 5345, 2o S 14 b
Jo AL T T BT IR 5 40 56 4 A5, 0 1 S
PUIRHR B RS 4 B e i Y L il 78 HOC
TACE 7] 75 5 G 58 S Pk 2 M 0 T, K e 2 400 il 220 1) ooy
T B 455 5 725 g B 8 0% 8415 TACE AT fdf fi g 20 24K
BY. , AT U7 G 2 410 i) A1 %) e i, S ek 2 e e 98 T e
AR A, BT B g 4L 25 T 3 kA A
PEAL AT T | WOE RGeS e O . HAIC AT 4% 5
W RE ALY 25 (N P A3 R B B YD R EASE ) ik 2
JHFIIE | I Lok 2 25 49 B A1 2 P 200 Bt g e b s A o) 8 £
S AR TR SR A0 A A K CD8 T 41 A % AL, A T 4 5
PO 5 g SR L O SR S T 3 3 B ) i,
BN Hz A KR FIFGFR A 1%, AN AE 2> G 32 41 i 551)
A3 Wb, 3 T AT A5 5555 G S5 U0 o) 1 L 5 VR 1 76 4
JHL T T4 A M2 R R A S I 4 i T AR )
R B IREIE | P T A IR PR ) S AR AR L
BEAS R JE X I A5 A= e 40 il T A I A O R
Ak, B3 f 58 40 i AN 25 W 0k A R A fE T, R ICT
Tey7 225 0 B R R A A ) 4 o0

3.2 W ARARUE FELI L L L [ A
7% FP, HAIC( Z R T FOLFOX 8¢ GEMOX J7 %) B A ¥R [a)3A
J7 5 PD-1 5% PD-L1 #5717 iCCA Hh ¥ R B by g7
R Lin 25 7 7E 35 = BAB X BEAIFSE th % 30, 252 HAIC+
LA e +PD-(L) 174877 (HLP 2 ) iy —2k 2 %, HLORR 14
50% ,mPFS 4 30.0 1 , W E R T2 RGEAIT B8R
7 59 %5 B ZH (ORR Y N 6% ~ 18.4%, PFS N 6.5 ~ 10.2
)0 XuZe e 55— I [ BF 43 DT BE BB it g 5
AH L 45 S, HLP 41 % ORR } 56.7%, mPFS ik 11.17
(95%CI: 7.0 ~26.7) ™ H , mOS ik 16.91 (95%CI: 11.6 ~
284) M H o Zheng ZE OIHE ST A A 152 {9 -, LA

HAIC+§U[a] +PD-1 R BRYT SRS R G i)T , R =8I
57 41 9 ORR . mPFS Fl mOS 434l 35.5%.9.07 4~ H #l
20.77 A VI TR AR RE A B o A
S KM . Huang %70 E— 540 A 46 16 iCCA
10 1P A 5T TP 4R E , FOLFOX-HAIC Bt & 8 e 5
PD-1 #1457 ¥4 77 B9 ORR 35 47.8% , mPFS 4 9.4 (95%ClI ;
5.28 ~ 13.52)H ,mOS ik 16.77(95%CI ; 14.20 ~ 19.33) 4~
A, B m (4n CD8'T 41 i i i) 5697 I 2 1F
FEG , T bR 98728 57 A S5 TS JE . Zhao 257V RIS U
7N, TE—28 W FOLFOX-HAIC+ 1% % )¢ + Durvalumab J5
7 ) 28 1] 2 25 1, ORR 4 39.1%, mPFS Fl mOS 43 % A
11.9(95%CI:5.7 ~ 30.1) 41~ H 5 17.9(95%C1: 6.7 ~ 17.1) 1>
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