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[ Abstract] The rate of intrahepatic cholangiocarcinoma (iCCA) has increased over the last several decades in most
parts of the world and the underlying cause has shifted as well as liver fluke infections and viral hepatitis to metabolic
syndrome and non-alcoholic fatty liver disease. These people may acquire cancer at once without going through cirrhosis,
altering the way we perceive the course of the illness. The pathogenesis of iCCA is characterized by an evolutionarily based
model of chronic inflammation-genetic and epigenetic changes-malignancy. Cell origin is responsible for a fundamental
difference between the two types of cell origin; both have different molecular mutation spectra, stromal reactions, and

biological behaviors: the small-duct type has its etiology largely determined by FGFR2 fusions and IDH1/2 mutations,
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whereas the large-duct type is defined by mutations in the KRAS and TP53 genes and the loss of CDKN2A/B. This
molecular plan is the foundation of precision treatment. The hallmark of iCCA in histopathology is the presence of a very
dense stroma formed by large numbers of cancer-related fibroblasts that generate an immune-excluded microenvironment
that does not allow drugs to penetrate or CD8+ T cells to infiltrate. In connection to treatment, RO resection is the only
potentially curative choice, however, the 5-year postoperative recurrence is 50%-70%. Biliary Cancer Adjuvant
Chemotherapy Phase III (BILCAP) and Japan Clinical Oncology Group 1202/Adjuvant S-1 for Biliary Tract Cancer
(JCOG1202/ASCOT) trials have demonstrated capecitabine and S-1 as standards of adjuvant chemotherapy. The BILCAP
trial demonstrated that capecitabine adjuvant chemotherapy extended median overall survival in the per-protocol
population (53.0 vs. 36.0 months; HR=0.75), and the JCOG1202/ASCOT trial confirmed that S-1 improved 3-year survival
(77.1% vs. 67.6%; HR=0.69).The most recent perioperative advance has been made by the ZSAB-neoGOLP Phase III trial
conducted by Fan Jia and Zhou Jian: the Phase III ZSAB-neoGOLP trial showed that neoadjuvant GOLP significantly
improved event-free survival in high-risk patients compared with upfront surgery (median 18.0 vs. 8.7 months;
HR=0.43)and the rate of RO resection was 95%. Durvalumab or pembrolizumab with gemcitabine-cisplatin has become
the standard of care in the first-line setting of advanced disease with the TOPAZ-1 and KEYNOTE-966 Phase III studies
solidifying this combination. In later lines, survival outcomes of patients with particular molecular subtypes have been
significantly improved by agents targeting FGFR2 fusions (pemigatinib, futibatinib), and the IDH1 inhibitor ivosidenib.
When it is unresectable but limited to the liver, locoregional treatments [transarterial chemoembolization (TACE),
yttrium-90 selective internal radiation therapy (Y90-SIRT), and hepatic artery infusion chemotherapy (HAIC)] are effective
in controlling the disease, and their synergistic benefit with systemic therapy is now better recognized. Throughout the
whole course of the disease, liquid biopsy, particularly ctDNA, is showing a potential that cannot be replaced by tissue
biopsy, as it overcomes the problems with sampling, gives an early warning of recurrence, and allows monitoring of
resistance mutations in real time.

[ Keywords ] Intrahepatic cholangiocarcinoma; Precision targeted therapy; Tumor microenvironment; Immuno-

therapy; Liquid biopsy
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T AEAN A (CAFs) BTGk s FAK 0] 551 42 [ 22 o 98, OS #EK % 534N H, T &R 4H 8 36 4 H (152 1E HR=0.75,
A% S5 CAFs ke e 71, I/ DB iAR, BELAS R 1) 95%CI 0.58-0.97, P=0.028) , HBUEKME > HTiE— 2 S FF
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. A RIS AT ALY R % 20%-
30%, 1Ml ORR i3] 40%-50%, 253X AN AT I B () BE
o, AR R T HACIRTT I B R 75 L FREEIS TR DA TFR
WAL TR — PR .

4.4 IFAH: AE BB S FHE pira it N84T

iCCA —EHN R IR S Rk, oA R4
BRIMAL BB G 5 FAEARIKT 30%, 428
RANFCT ARG F AN M R . SRR AN R FE il
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AT A Bh U T FE AT RS A R i (RSl H
FHFTTERREE ) , (EXF iCCA AT R IR T R
MR AR AN R S (RN <2 em) | HTRHED
BIT RGBT =6 N H UL MERIL. YIS HhiE
T, IR ICCA R NHTHI IS 5 4F
SAEFRAT LA E] 65%-73%, FI7 20t 2 LLS HCC 1)
PR AR A G 26140, BRI, X —EFHUR
& H T2 0 LB ESR PR IRk i R, SR R
54 BB iCCA HIM /ML (Z1<5%) 5 5T R &5k
iCCA i35, MG 5 FAFRIMET 30%.
R RN 2B b 2 18D (R i S8 A H T T I )
F2 Bl R QAT T I8 I 1) R E GRIE R 2 R
I B AW AL 2 A0 52 2 (x5 AT 88 A2 18 V)R
[ A

4.5 T % iICCA 49 B3k R34 77
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YT AT YI BRI E R BR Y iCCA, Ja X Gy
BA AT B ARG R HAL .

4.5.1 kb T#e%E (TACE) : f£41Hlih TACE
(¢-TACE) 5% 2413k TACE (DEB-TACE) ¥J#{ M ]
TAF YRR iICCAM ., FEAAFIR A1 7 THT, [El o 42 4
78 TACE 1697 A r] PIBR iICCA AL AE A HAC0S)
T 12.0 2 252 M HZE], FHESRSIRIT A FRE
TACE, Hfi OS Alift— K% 262 M H, BHEM4e
BT KL 131 N H .

4.5.2Y90 EFEPE N IATT (SIRT) : 2025 4£—
T B 72 451 [ B PR ATE FE 4R 5 1431, AN AT PIBR iICCA 42
% Y90-TARE () KU #£28) 1097 J5 A2 OS A 17
ANH S B LR NN 40.3%, SRR N N
36.1%;: Z FZR TR ERM IR AT, TARE fEN
—LRIRYT LLAGER BV 2 OS B AL TN R T
B SIRT FARKIAT KAt 52 ) 2 22 RHME 2R 5 B~
(25 2 VT P v R

453 RFEhfki#EFAbyy (HAIC) : 2025 SERET
Frontiers in Immunology HIZ5ZE5- #4940 N 10 Tif 51
It 1493 I, WESE HAIC 8 RGbIT £ B A7 1
(HR=0.51, P<0.001) FITEitEAELH (HR=0.58,
P<0.001) J7 ¥4 2 0% ; FEBGIRYTJZ 1, HAIC+
O E JE+PD-1 i) =BT R R ST B E SGE
T 0S (16.91vs11.06 I~ H, P=0.011) . PFS (11.17 vs
5.55 N H, P=0.004) LK ORR (56.7% vs 23.3%,
P=0.008) , HARFMIE. FdREdE AN HAIC 1R
AAYIBR iICCA M EZNRIT RIS HE T = O & e K
o

4.5.4 SARE ARG (SBRT) : XFF<5cm.
BE<3 AN AL, RS R >80%, AI{ETFARBARE
MFEEIRIT » 2025 SRR KT Peer] L FHIHIGIN 13
Tttt 366 il CCA &3, i SBRT JAJT )5 AL
OS N 13.4 1~ H, 14 DCR N 84.7%, 2 4 DCR N
70.5%, >3 HaMERMEAL 6.4%, UESZ SBRT 2 Anl 1]
BN A e 22 A SRR YT IR T

4.5.5 JEiBERAL CRAV/ADED « NCCN (v2.2025)
HEFERT<3em. AIAT SEATVH R H 11> 1cm 1] iCCA 177H
RIETT o 0B Y Fl DR EL A B8 KPR ¥ i DX B PR ) i el
FERTEAR DTN, fE>3 em B A BRI A A s
RFA B H AR 3AlL401,

4.5.6 JRELE RGRIT AT &S . TACE/Y90
A RGIRTT BRI B ) A& iCCA 2471 S il s i f
A2 — o FLERHERTE T, JJEEYT i B R



MR, RS, W75, IR, AR

I PREE J8 (4 70 TR 5127 BTy R

R 25 2 4 30 PR D I 5 2 i 1 0 R O T LUORE T
BT, B AT S fe e A SR (ICD AR
R R — T 2025 F 2 Hul BB YRR, R
BB X 45y7 72 (RT/HAIC/TACE) BEA L)Y (GEMOX)
ICI K A& e %, HAL PFS ik 10.2 M H .
Hif7 OS 14 20.2 M H . ORR &k 61.7%.

5iCCA W ahEE 5 SaE L EETT

5.1 AALTT H B B0 R de i 69 35 Ak

2009 4 ABC-02 Hff Ft48Wffi 37, GCCH PG Ath i+ )
e A RE T R — A bR i %6, A0S 11.7 M H . itk
JETRE, Z8IRIT KL T TR RS . iCCA
UK )y 5 IR kIR e 71X — N Ji——FGFR2 & il
IDH1 8748 1A B SESRALRE 7 25 RS WS . ARl
JeAT” RN R CETE: BT iCCA BHMNEMIZER
FLSERL NGS il ik G — 2R3k i 5 A S5 Rkl 25 J
FEVREE AR TT I AL

5.2 FGFR2 $e.15 4 /7

Rl Je47, RNA-seq fitse: FISH A FGFR2 il
K 4 hR e 792, 12 NGS R HFETF RNA FI#E [0
J7) RIS 5 Rl REAR R 2 BT BT 24 s DX R v, L
2025 4 CSCO FLARHAEFE A St il SHHE .

SRAL W) KRBT B -

Pemigatinib (fil k¥ Je) (FIGHT-202 fff 7¢) [#91:
LB D 454 AN A B& 54 R ——ORR 37%

(95%C127.9%-46.9%, + 3 ] CR #137 {5l PR) ,

£ DOR9.1 M H, H4i PFS7.0 MH, Hf1 0S17.5 4
H. N FDA B/ T FGFR2 filie iCCA —4ki6
I7 L [ 254

Futibatinib (4 I % JE ) (FOENIX-CCA2 #f 73 ) 151,
LM AT FGFR1-4 #0171, g9 103 FIREH: 2/ —
LRIA 9T R FGFR2 @l /EHE iCCA B3 . Jhoar
H# ORR N 41.7% (3§ CR) , #{ DOR 9.7 I~ H

(72%1 2% f##% DOR>6 1~ H) , DCR 82.5%; 1 PFS

9.0 ™MH, ®Hfz0S 21.7 M H (124 H 0S # 72%) .

Infigratinib (IEMH & B ) « — I 1T HIRF AL
108 1 BEAE 167 3E 1Y) FGFR2 fl &/ £ CCA ¥,
ORR 23.1%(95%CI 15.6-32.2, & 1 ##] CR.24 {5 PR),
Hifiz DOR 5.0 ™ H, #1147 PFS 7.3 N H (95%CI 5.6-
7.6) B,

5.3 IDHI ¥e & 477

ClarIDHy 78 32 I PR SE B . Ivosidenib (34K )E
i) e AR5 E A 2 IR B ELR (FDAD fitifk
ITHE IDHL 5848 iCCA [MIBEA 2. Hocht 1
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ClarIDHy RE0PI45 R IR, 1E Ivosidenib HH, W
ZERZE (ORR) 1N 2.4% (3 ] s U 0 2208
MRS (DCR) N 53.2%, Lt A7
(PFS) N 2.7 M H, WHAREFARN 1.4 A
(HR=0.37, P<0.001) ; SAAfFH] (OS) TEHEAA N
FEREZES (108vs9.7 MH, HR=0.69) , HIER
IEXZ X J& HR=0.46. “fk ORR-f DCR” HI4F SFfF &
IDHI 7 /E NI : R4 IDHI P24 0t 2 1) 2-52
LR (2-HG) , 2-F38: R Rk — 24| TET %
FH O (b 5 1, AT L o B U 9 A F) o B 5 S [ 1
HNF4o #£i5, AN T A0 R 8 A KR A
K% Ivosidenib YEH, ML 2-F25E % — /K ¥ W3
B (AFELEZ) 1100ng/mL FE % %) 98ng/mL) , JE4H
JiL B BT ARAT IR AL AT RE A, (ER S 2 FER R
YRR, RIRAE AR A 7 b BRI K R[] (5
P I T AN A2 AR AR 45153 JLactH 5t 11Tb 4 ProvIDHe #ff
FUNGE— RS 7T B AL PFS4.7 M H,
f7 08 15.5 ™ H, ORR 5.7%, DCR 51.5%, 5 ClarIDHy
[0

5.4 IV AL AR A2 Fe B

HER2 ¥ 14/584%: HER2 ¥ 14/ 4F iCCA 1k
HEARNE 5%, {H zanidatamab (FJBIAZHEPL) 7F
HERIZON-BTC-01 #ff 75537 v A A ) ORR 9
41.3%, H IHC 3+ 4 ORR & 51.6%.

BRAF V600E RAZ: RASK HH#<3%, AhidkE el
A EFJErE ROAR #7400+ ORR ik 51%, C
3R FDA #tiE H T2 Seh98 .

6 FIEIATTIE iICCA R

6.1 ME2h K F) BB A R AL

ICCA &l F A “ e 07 st e
NI ol W 1 I 2 7
pembrolizumab (I FIZRHHT) HI nivolumab (ZHEF]
o) B2 —L2RIRIT iCCA ] ORR {X 5-10% (MSI-
H/AMMR W41 4h, {HiCCA HiZ AL 5 H<2%) . %k
AT B A % (LA SRRSO 11X — 8 AyT A
E5 5 G2 Ji 1 200 LK TR TR RGBT L, I T 4y
i5FR MDSCs il Treg 4Hifd, BR8N T 4uThae, M
JG 82 ICT KA F QG S A7,

6.2 TOPAZ-1 #F 50 : 5 %R BE 409 B AL AR

6.2.1 W E TS5 ANHE: TOPAZ-1 NAERZ 0 1T
WIS BEATLXT HEARER0), gy NASTT ) Bk i 11 2l 7
AHIERE (& iCCA) —ZkH3, durvalumab+GC vs %
BF+GC 67T 8 JAWIG durvalumab/ 2 B 71 4E 7167 B
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JEFPYREVESJE (4 50 ML 5129 T AT

Z ik RSN T Y 32w

6.2.2 KT REE R EKWIFE): 2022 5 IKHRkIE
i mOS 12.8 vs 11.5 ©~H (HR 0.80, p=0.021) , PFS
WA WE IR . 2025 FF KK T Journal of Hepatology ]
3FERMIBEVI AR R, 3 4 0S HitIGH 14.6% vs X
HEZH 6.9% (Zaxf Z 57 7.7%) , UFSE TG BA
K “RKRE” AEfrdkat. BIA CGEES. PEnl. FBAL.
PS 1F/r——A4E iCCA B WA Kt —8, LREL
HAR 0L, o [ S 20 40 AN BRSO — B (HR 0.79) .

4 VEJH, durvalumab 2 3-4 NS4
R GmAE) RAFEN 13.9%, BG4 4.7%H
Mey 9 ANEG R, BRE LK) imAE JYBE 2 AT RUR IR
DIReii, 3l iaI7 IRaha 4 7 B 8 JiJa L,
Z RN 12 G Howy 0,
Gemcitabine and Cisplatin in Advanced Biliary Tract

( Durvalumab plus

Cancer)

6.2.3 5 TOPAZ-1 JE 54k HEH) /2 KEYNOTE-
966 111 AW 7T : KEYNOTE-966 III 3 #F 75 571 3% H
pembrolizumab +GC 2l 1t, mOS 12.7 vs 10.9 I~ H

(HR 0.83, p=0.0034) , 2 4 OS % 25%vs 18%, 3 4F
0S * 13%. TOPAZ-1 fl KEYNOTE-966 7£ A#EAIN
AT BN RE b — 8, JLRIZEE T A
T—EATYIBR ICCA ArEayT IR STUEHE AL . 5t
Tk, 2025 4F CSCO Ffe i s 47 & 2 R 24
durvalumab B pembrolizumab Bt% GemCis 1) 4y 3]
BTC —&IGITHI 1 idfEdE (1A 28) [0,

6.3 FIRIEA G TT HY AT T @

6.3.1 % ¥% Bt & 0 19 : Tinengotinib Kt &
atezolizumab (1] Ib/II #1461, 4 BTC FA%1 ORR Jy
22.6%, CCA W4 25.0%, BEfE ICI &7 ORR 5k
20.0%. Atezolizumab Ft#& derazantinib Ff) 11 HA#FH

(NCTO05174650) 1EAERFATIH, KT &4 FGFR 411
1l )32 BSC re Ff MILRE 5 S A DA R A 11 22 i RS

6.3.2 TPEERA REIAYT: ACE BXA PD-1 #il 5
5O R =B E AL 0S i£ 25.8 4~ H, ORR 55.9.
DEB-TACE W& &% JE5 pucotenlimab #4616 57
ORR 49.0%. VBT E &+ LIT+HICIHE1% & Je)
ORR 61.7%.SBRT x4 PD-1 #1551 7] i75 5328 b 2508
PRpt B AM ARSI,

6.3.3 WS : Nivolumab B4 ipilimumab (HF
VCA B4 —2R¥A7T BTC (CA209-538) ORR A 23%,
. PFS2.9 ™A, | 0S5.7 NH; 3-4 etk
ANRFEMF 15%, GPEAHRFEDRKER 49%, ZTE
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5 PD-1 2GR, (R I R R 52 BRI6465T,

7 RIRTERTE iCCA £T2EEFHMIFNE

7.1 AR ERABEA S ICCA 8947 E K

TR RS R I I SRV G 3 i DNA
(ctDNA) .\ fEH BN (CTCs) AR Ao FEif
(EVs) 55 Mg KR A Yibr SV TR, iRk e
TR B — R 5 ), SeETE R, AT EE AL AT S
JiHRE R L B B A I . ICCA FIR A M F 2 o7 B AR
25 J 77 RN R AF A H A XURS: Bt T e M XUR: (3¢
FRFR T OO B 1 IffL A AR 1.2% A0 A5 T R FiAE
RAZRLE 1.3% 4D« BUGERAS BEAR I M AR 308
ST, AN 20%-30% 55 AN E TR R
T o KL, 75 1CCA A5 TS A 1 75 >R Ll H At st
498 B N s L7,

7.2 ctDNA £ iCCA 7 i 5 T 5 8+ 64 2 Al

7.2.1 FIfJ51): ctDNA 7E iCCA F-0ii 77 T 2 B 5
T H A AT DNA HE A AR AV R A PRI RE R A 2 4D
GEREEIFHEMRMALREFME. — 2025 £ K
T Clin Cancer Res fIRTHEPERF FEOSIGY N 1 I YRR 8
FEAMEE S s, FTA ) otDNA IR AL B A X T
iCCA M BRI R BE R 85%, FEFiE N 85.7%, 1
HAE LI B b EAE A B i R U%, SEHH
TR iCCA & ] f46 M. A 1T 5t - Front Cell Dev Biol
2025 FRBEMLGIROVRG 0L TILFK tDNA 1E
CCA R 2 Wi I7 R8T e Ak &5 7 T (R R 732t Jg

722 3 FieWi: 4 20%-30% 8] iCCA T
iR = JE 08 B = T B A AN R EAT NGS Rl EiX
FIEOL T, ctDNA NGS 2 EZE MR T H. 2025 F 7
Hepatol KERMEATHFE (n=139) E7~, ctDNA 54
21 NGS X T n¥E [ 48 S ik th B A R 4F — Sk,
Kim KH S5O RfF FL5HIE T ctDNA BN iCCA H:[F 43
RURN 78 T EL 1 B FH A (R0 =) PR A —— R T ctDNA X JR
R IR 42% A ETIME, A5 T 5
TRA A4%BIRNER 45% %5 7Pk, HA—RIE, &
TR tDNA W RLAIN &I FGFR2 3RAG 14 24 2K
A (IR X V565 PAK N550 RAE) , MK fa £E
kR R IT IR IE SN E

73 RE# I AREHRE (MRD) L&l

Cureus 2026 FREMRZRVEHE TH# ctDNA #
EARICCARG M) “IREFB-7ZHES” : tDNA
Tor AT FE FAAR - o MR UK AT 2-6 AN A4 1 )2
2K, IR BT ST AL, (H2 iICCA Ff 5
PERTRE M REUE . R MR PE M A R T B
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I PREE J8 (4 70 TR 5127 BTy R

7 - ESMO Open 2025 ERIZERITIFE H, tDNA B4
TERRIATEVIBR G MRD A DA% il 1 39 1) 52 s 0
Je Il R AF R AT S, (R BT U TE R T o2 B R
AT HE. 2025 FAMPE I BTC RGAE
ctDNA-MRD ELSZHFLAF U205 — 25 % W], ctDNA ]
DA EG A Gt (52 A5 25 6 7 50 LR IR K 9 B 52 R TR e
JIET CA199. (Hlitk, “FAZF+ctDNA B [H#45 " 1’
GV EEAHEE: 2 ctDNA EFHER R T AR
ENTFIZTE R, NHATEAEG B TT 808 5 s
B BE VT o

7.4 RE it i AR E A 6 M AR

PR DR e e ok, R RO VE A R B B Ry
(A D2 AR 3R SR IE ) ctDNA 5878 2543 J25 (K] 47
F(MAF) 23 /TR K tDNA, REEHTE .
HSE BT ctDNA o fil-E 58 45 K478 S RS I 28 S AT A1
TRAKM, HAEAFBIRE T ctDNA F=EAF1EE
KRABFM . RV AT J7 {EHi7E ERCP 8¢ PTCD #4F
SRE/NI O L SN 177 Sk L ORI i i = (SR = s N
I R B8 IE Bt v B, By Ak 3 B R0 2 M SR A S
3o

7.5 ARATE TG
BT 00 5 T A S 2L 2 T N BRI 40 R AR

TR P 5 I S 1A R B . T Hematol Oncol 2025
TR RAT B B U4 2 % 5 Y eCCA FFA 1) LYD6*
BORFEH A ROIA ST, RIS B R R R 2
iCCA %A, BERIFERBE (PDO) AJ m LR
BA TR IR BE DR 2R, TCT Insight B 78174k 25 PDO
S I RTT 2 — B L) 80%, HIG R4 1E%F PDO
REA A RA B, A RAESLI “ iz,
Ja 257 IR HEIR T I3 (Hogenson TL,  etal.
JClInsight) - N TH/AEREA ctDNA 2 4EFEHHIE (R
[ B, RilE AR A 2 R B A A B A
SR, £E 1CCA BLf 7 RO I3 A W 75
THI P B0 35 A T B — R A7),

8 HIBEERE

T ETA, ICCA MHIE MR AR L 2w b,
BT KGR ) 5 e iR T A SRR IR . 15— 2%
¥JT I, TOPAZ-1 F1 KEYNOTE-966 Hf 75iiF 52 1 4k
ST A RBEIRTT IANE, 75 23697 7 1, % T FGFR2
B2 IDH1 78 38 IR YT A 1 AH R HE 1 2590 - 4
WAk sT AR 78 2 B, Bl Bh R A B A e VR YT R
IEFERZ R, MG I ™ ks 1 735 Ja 24T R A L4 AR
173 RIE 65%-73%, ZERIEMER . WA A & 1
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HBE— BT, ctDNA S AUAS I R U 20H 85%,
17T 52 K AT DATERAAR 5 2 1T 2-6 AN A 3T T,

B E HTATIAE =I5 1 A A2 BRI PR 75 oK L 7R
B, IR KBNS, £ FGFR2 fil & L F—#
AFAE W XIS 1T A B 7 TR RAS, P BT Bk
ZHTHEVERT T SCRE, 20500 AR ctDNA &4k Je A
REWPAT: MAF REREIRIT IR BN (HR 414
0.80, —=4F OS A 14%) , H CAF &R M5 Ji 4
Ji R SR B AT AR A TR, VTR (I i AR SR R R B
[ B o 56—, A R TS A 0bs S ¥ 8 1, £E iCCA
H1 PD-L1 LR TMB R K, BEARFLA fER 2
7~ CD8+T i 175 (8] 4347 LA & CAF MEHE ) LG4 ] R
ST R, AR TR — DA BRI A L 3 e 2 DA Kl
PREE 175 (A5 J2 I L AT AT 1 2 41 22 R Wb B A R T
MR B MBI ke . 2 =, Rz s T
HCC, fEAUIEZEGAE A KU N 31 5t T (1 s e A B
JSLAZ 7 A R 6 N DL S AnAeT g AT 0 A H BTIE TG 18, 2
TR —FhEET = e ABELL K ctDNA H &4k sk Ryt
ctDNA R N2 37 2 75153 F 2 55 VP Al (i g i
Jiti o

JE¥E KK, KRAS G12D. PIK3CA. Wnt il %4535
H S 25W) IE AN KIS Y iCCA 98k, FGFR F1 IDH
i 24 ) 7 54 75 SR M RTIE M R0 A SR (L a0 R A
NFLIE . CAR-T FHRI 2 W 45 e AR W Brf 5 T 41
VLI P EE A 1R B Sl 1T, iCCA VT g RN SEAA
JEAIMETT — A ME B . BEIR 2 AR, Kk E
WA ER 5 N TR RERIIRFE k& ——F ctDNA 7p 15
FERG | SR 59 B R A S il N Bh TR T 3R, 5 UF
PA VAT I 5 g s AT 2 AT T T RK

RPN
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