DOI : 10.6314/JIMT.202406_35(3).01

P AR 2R 2024 : 35 ¢ 181-191

FF e s 9% 6 B e S e

R AR 3%

B] B 55 4 48 B 5 & F 5 5 AR
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T %0 i % (hepatocellular carcinoma, HCC) Z 234 LA A TR &G o) BHERZRZ — - €
R A EREE S AREAAM > R EFERRBE AR R E AR M AH - RE
TR IE - HCC % 8 A AT AL » F BB Ko i S FAK T4 © Bok B A EAF 6%
TR wE B AR E AL SRR KRB RERAR AL HA DG F ) e B

6% (Bpi% 44t » 4w cisplatin ~ fluorouracil

------ EET IS TS FRRE ] TR

BEEEIE - MR BRI GIEA % AR IE B R G BIA AR R - ©T T BUE 48 B & T A 3 #1 I
ko e gt B LR R0 o B ATBEEI HCC R B Rz b AR Bl Bedh &
H5ABRRARER A AEIT - AXEEHCCE KRR L6  A LM HCC #E 5 F
el 0 BE F AR HCC Ry 6B RILBR - BB HHHCCHEZ AR ST EEL5F

EA -

BASEZ : BHZ (Hepatocellular carcinoma)

RIZ A& (immunotherapy)
12806 (targeted therapy)

a2

AU

il

JHF #H Bl %% (hepatocellular carcinoma, HCC)
pr LS N A e S DS i el
i 2 BREE AR ZE R EE = KJRIA 12 - HCC
i BT I 3 PR IR R 11T 90% » T RFI—FHY
HCC BB AIRIE (L HEM IR B ) < 2
R IEIGHR - HCC 2Ry EtE A H Bl % i
TR R BECN R T RS S EAL
3R [ R B R R R A i AL M B Ok 2
(ST 32 BB 3 2 - HOC Bl 38 A R E 18 1%
Wk BT R LI TE L T » IR S BUEEAE

TR M A #a2 B 2R - IGHEREEIR - K
THER A E RS K - e ERNR %
FEREERIERRIGHE + M - B — iR RN
HCC FEEBYEPEFIERH (overall survival) M7 fHERH
OGS - R R I GO R iGH - BT
EFE AR SR Y S R IR VR - R A
B eI - Ry e ia R HE A AR - FRC
B REIRFE AR e AR - IS bR
FERHE » THEZ2HEUREHNG T 20
il AR A 5+ EEAH R B3 MR LR S B
ERF B o fEREHH HCC W & O s 16 4
HETT 2 RS - HAE B LR {E

WA AES R IR : 813204 A A S B A 553 5% BIE G40 B IG £ o e AR
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Y245 Ry 1l » HCC HYRR IR GBS T 3% B — 5
TG & OF e R T o AR
{5 FH Atezolizumab F1 Bevacizumab BEFETIHE (—
MEFLIME N AR K FHRIfieE) &S if s
GHEE H A HCC BErY B E— {6k -
FyF1 Sorafenib FHLL » FEEREE H S FIER -
SK M $2 5% Atezolizumab-Bevacizumab 75 % 1 F&
BHRERAIEENII6E - HwfH FiEEH
LAY v B o 1+ B LAt P RE A e VA R Y 1ML
BEA - BIREIER « B SR % % i B
o 534h - 2k E I HIMALAYA 34 B2 19 8¢
{5 #H 7~ » Ei Sorafenib A1 Durvalumab B ik 1 &
FHEE » {55 F Tremelimumab & fff Durvalumab £
at FHE B AEES - fE— e PRy E
T 1B R A A EE Sorafenib 72 ° o R4 0 BRT
R R o Huith A s e 5 S L
(virotherapy) Eil w4 74 T #H J#E % (adoptive cell
therapy) SFREETAHE RN

HCC HYIEREHERER (tumor microenvironment)
AR B R IE T 5Y - (G P RE S i B i%
BRI SE 18 - B HRT BRI ERIE R
RE e AT oe 2 28 B2 5 T ~ P 2 A T R g
TR E R RIE R - (H—i @ R A2 /Y
A AR FE W L T M B A b RIEF S
HE e TR ER B R ML ~ BRI AR S ~ ML)
MR SE DL B oAt o7 (an - MR ~ (R
T~ A RRTFEERRANE - EH DNA #HE K&
DNA HEALEE) » 138 SeRIZR 6 1 IH-#H By
BIEYINTERL

EEIRFIVA TR 2SR 4a T » R B e 38
B2 M EAZYREIM% 5 28 A R BOEE
FIHE HCC RRFgE LR 12 - #9145 90% BL b
HCC ¥ 1 & 2% 28 15 I Wit 52 48 A1 38 28 19 5 2
T~ 10e 1 B AU &N FE (HBV) 8 C B 455 52
(HCV) 5 [FEHRT I I B R » B i 5
F - RN SF - R EFEFEE M EGAT
U 5 [FHR P P A S [ 208 P B 0 i 2 BRI A
W% BT B s 2OEAR 1 o FEIERTERE R R
HHREE R SR+ ~ BEXF ~ ERKF -

AZIRR SRR E NS A R R T+ 3 FH I (R 22 8
2 0 BRI R M M ey A R &
9 FHEREALYIE R AR R B i

I PRI R AZ TG B AT 12 o R [RI A 1k 238 22
X7 (401 Interleukin-6 B¥, 1L-6 ~ [R5 5EIK 1
8¢ TNF-a) FIHLEE MK (E LA R AT o
1 B B TGF-o f1 ) BYEEHER LA » BUEAH
FEAUEESRIA T (NF-xp ~ STAT-3) Jx HAS B g g2
Bl HCC #gf '01 o [RIPLASCHEIRA T fREEL
HCC B R4+ I HCC A
EhEH o o B EHA AR RIS IR G g 2 16K
AR BB HOC BRI i A 82 fibHERT S 3E

fTamit -
HCC B & K AERA 73T # ]

— B EFXRBRE

HBV & —8 A58 2 ¥ K DNA FEfH s i
A5 (partially double-stranded non-cytopathic DNA
virus) * J& T 9% 32 B (Hepadnaviridae family)'? °
HBV Jk#ete & (B R ia S « 18 EIe %
K~ AR B AL - eI R REAL. -
I BB &y BB A AL S T R S EIR B A - 75
o BfE - AL R Ze s - ngE i E B OE - etage
W AEE ~ I O B RIS AL R I B R R RS T -
HBV thaERl & 215 F AR R e Sk
AR AR AR TE e P .

HBV ¥ HBx FHEHHE HETHRS - Eih{L
Lt 22 B A JE R B AH R AR ] » B0 ¢ Ras »
Raf * MAPK ~ ERK #1 JNK'>13 « 54—751f » HBx
WA pS3 S5 S ME EAE S - DNA E15 50
AR C R BRI & EEAEHIHIPER - Farazi B2
Depinho (2006) i 923 B » % 90% HJ HBx £ [Al
WL /)N B ) % fR R HOC » TifE 58 HBx B TifE W] BE
5| 2/ % 12 - AFBI (aflatoxin B1) 15 Bl HBV &,
FEWEEH - FIFFREE(E AFB1 #IHBV T -
PR SR B L — R R 32 R A HCC VRS & o
5-10 fi5 1214 o SE—1G[FIfEH PTRESZIK] AFB1 3525
BMLELS 1 HBV AR RS S i se B
FAATE 2 -



JHF e B 5 e 9 7 T A R S ) 183

— ~CHHRRB R

HCV & J& A # % 3 £} (Flaviviridae family)
HY RNA J& 35 - HCV #EMEL iR & 218 F B K i
i AlENE R A o WEB UL - R
HHCC - % RHE HCV 35 HCC .22
A A A AR - 10 HOV S8 EEE R
MEwZ —i8 Ry« BN 5 Y a5 S B8 Al i
FEC I AR R HEAETEER » EEULRIZe B A
B AE RS 1 5 TR0 HCV I » A1NSSA
FINS3 &% E A LB J7 » 3 il NF-kB #1 MAPK
USSR SIEAL - Rl REE e A TR
HARE R 7 EE AR RO B K] PR R R IE ~
RSk ~ My i B SR T A B o ARG
mthE HCOV R AR - R EEEHL
T o WGP HCV BRRYAF & F B il
LRI HCC B A8 hn 1« HEAR RS TN E HCV
FH 188 95 5 Y S22 01505 e B e U B SR R T 018
o HRE R ESZIE - i 55 0 B I R A A
TN - 3 R S B BT R Y 3=
15,

1E HCV B rh ml = 2 I A g
FE P MEAISE B GEET 1© - HERI AT RE 25 i
Mgt T ARSI e F RIS BRI 3 B AR T
AR AR ERRH AR e e I FE T EE 42 © T Caspase By
R MMSEC 2 EAE P [RBOEE (proto-
oncogene) Bel-2 #& i BH BT Caspase 1E F3 LAE Ky
AN CCHIHE] - WFFEEER - HCV G B AR
FE A 15 R 1 FH 338 25 RE RIS AU ~ Bel-2 K3
NEE o BN T AR E C R AR BRI AL B R
g 13116 ph b KSR HCV RSB ES 1F
By 0 B 0 AR T A AR T MR AR - MR
e AR T » JCHE TNF-KB » ix{%EEE
PRI B F AR - e sd IO (Hepatic
Stellate Cell, HSC) 1& L1 7 [ 38 -8 AfE AL S -
b - EFOEE HCC BRE 1212 -

=~ JEVBFEMERERR AT AN HCC

FF 5 K5 M I 15 M I 98 (NAFLD) th #% il
By & HCC ¥ B K 2 — - White % A 42 HiHY
% #f AL SR [B] BH (systematic reviews) f&5 H »

NASH HH [ I 15 b J8 5 3% 45 HCC 1Y 4F 35 9 3K
ks 2.4-12.8%"7 - HIER K ARTBE ~ BEHR
PUtE S S TE AL S R 2 s [RI32 - BB T
S0 NASH B 19 43 1 3RS R IR 1R T 5 | 3%
HCC'® - SR NASH B HCC FHRBA#EHI M A58 2
BHEA - (HETUFBEDR - IR RIUERIE RS2
IMAE & A 55 R R KT (Insulin-like Growth
Factor 1, IGF-1) RN - REHBEE FREZ 2R
% 'E (insulin receptor substrate, IRS-1) — 3 5 3
TE I FE% - 151t PI3K FII MAPK B84 10 - £
B ELH A R A e R P B B DRI B
BRI RS (S RER N - &y BESE 355 PI3K B
MAPK HIBS#RE(LS |13 HCC? -

v EEM M IEREE HCC Z Rali

TR (FEHE (Hereditary hemochromatosis,
HH) Fy— 8 U3 1 A B B SZRBLRR - CAE
FTHBE{LAT HCC HRH - K% HH EE /e R
R RFREAL - HA#) 40-60% etk 28 e by HCCM -
HH 8 #E#  HCC /Y a2 8 2 i 1L
Y 200 £5 1417 o FEHE HH BULT » FFBERY
o A RETREE AR EIR TR/ A WE -
DNA SIfi {5 Je fiE AH B B EX] H 7 AR 2238 - BRIHE G
Kt MR 12

HCC sRiZiaffZ T340

HCC H EM AR L UIBR A B B i is i
oK SERFER R Gk BT - BRI A A AE
Ry 6-12 fE H 2 » f£3EE > HCC BB FFEAFIE
FARE]50% » AAEFIHERER 10%22 - FIHH
HCC J& M Ia RO R A RE TR « FFRHE K
FERZIPRG / GHAE / BHOR SR 2 o SR HCC 1R
Ui Eiam MR R E M - HAFERES
HAGE 70%> » A B 8 E VCRC I R A 4t
8 2 o B EYBTERT hRERERE DY A A Y BRAIAE
BB BB LRI B KRS R B
BOLES Y o R E LR 2L SE YRR
o IR R VB (ERT LIRE IR S [#E 26 o [KIPLRGI -
1E BB HCC B S SO (B RIS Y
TORBAIN - #E D TR S B Y 2R AT TR AR
SE 43 1T BE LE A R A R 1 o3 T ARG AT 2
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— TR H A RTR AR Tk o iR A
Az TR e fe e B4 B T PR 2 B
THEHEESTE - B RHERI S ST HCC A 55U

BRI T 420

Ry ik /I P S A €
1?%5:?%732%37(6%?%?7\?&75@ 27,28 o

BRI BEE

EARR

B AR A AR S R AR i ZE ) -
Bl ~ FR A RIS e A  mTOR HIHTAT »
c-MET IHIA] ~ {253 25 b 3 S g S I A

G ¢ PUIE AR

S o *—F clinicaltrials.gov it » H B IE[]

HATIE

B H g C

it SR R g o0 1 AR TR Z
» KA EE LI AT HCC

u]_it A\'j:

HEITH 2R D SR ER R A RR 3288 B B iR R b (o g 7 -
#— : clinicaltrials.gov s AT/HARED FEHBE 2 BRIRSER ©
. e RIS ERIHAS ~ 2458 ; FEREEL
15 - 2 > PENTN P SE ERER| \j:
i SV S B R A B B AR B S
111 HH vs. 2R 107 Hvs.79H 41 Hvs.49 A
] (SHARP; CT00105443) (» <0.001) (»=0.77)
Sorafenib®*3¢ % B PN P
II1 A vs. Z2R0] 65 Hvs. 42 H 28 Hvs.49 A
(Asia-Pacific; NCT00492752) (p=0.014) (p =0.0005)
. . I #A vs. sorafenib 89 Hvs.3.7H
31 3 = 1[5 7
Lenvatinib 2% EH B (REFLECT; NCT01761266) 13.6 Hvs. 123 (p <.0001) P
. . 01 HA vs. 2208 10.6 H vs. 7.8 A
32 £ 3 1[5 _
Regorafenib 2 LRI (RESORCE; NCT01774344) (p < 0.0001) P
» e 111 H#H vs. 2R 102 Hvs. 8.0 H
33 P i 177 -
Cabozantinib ZEBESEISIN  CELESTIAL: NCT01908426) (p = 0.005) P
11 #
FiRp eser-s7 (KEYNOTE-224; NCT02702414) 1291 49 H
Pembrolizumab®* o P
HpRpE T 3] vs. 22 139 Hvs. 106 3.0 Hvs.2.8 A
(KEYNOTE-240; NCT02702401) (» =0.0238) (»=0.0186)
) 35 VR IEC S+ VIEA
Nivolumab HURGTM  (CheckMate-040; NCT01658878) 1507 4] :
I
Ramucirumab A 1eG1 0L 35 vs. ZeRd 85Hvw. 730 ;gtfﬁﬁﬁ >
HpRyie (REACH-2; NCT02435433) (» =0.0199) ' o
(p < 0.0001)
KT BESESIPIOG HCC 285 %5 8RERIRINERE ALY 57
SN 5 L g FEEHR - fEERE AL, AT
RS TEERH TGP AR sof AR e T
CHECKMATE40  Nivolumab ? AR TR R 15% N/A N/A
CHECKMATE 40 TJvolumab £ - MR IRR 32% N/A N/A
Ipilimumab
Atezolizumab + -
. . HERR MR ~ ) 19.2vs.13.4 A
IMbravel50 Bevacqumab Vs. i . 29.8 vs. 11.30% 6.8vs. 43 H (HR: 0.66)
Sorafanib
KEYNOTE 224 Pembrolizumab ° -t by 17% N/A N/A
Tremelimumab + . PR 0 16.4vs. 13.7 H
NCT03298451 Do i HeRRE 20.1% N/A (HR: 0.78)

* BUE R T LB R A EEYPE PR (FDA) W1 BE ] o ARFCERINEE A Bl Lk -

b 3£ FDA i e SE S s R

ERA -
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i IR S % A R S I i B HD I
FEF

HE5EE 66 9%% 55 1 (immunosurveillance) & fEJ88
HEFRAYELED o 9% H & B (Immune checkpoint)
S FHCE TR H HCC SRy fiiha AR - i
G A BEHIHI ] (immune checkpoint inhibitors,
ICIs) HIZ 1] FH P B M g 360 oa % R e o ) ~ 1
o R AN B PR P DU R Y SR S » ST A
SENERERING 5 EEARRA T A TGRSR E -
AN EFE BRI ERR - (ERRIH HCC HhREER HY
RAFHIAER T -

ICIs Fy SRR PURE - W RHET b A BhEE 1 B
BCREHH A AEH - Bk T AR L3 T - EHEZ
A 52 CD8™ T #iiffg » H AT & # MHC (major
histocompatibility complex) # 78 & & $1 7 » i
fif PD-L1 (programed death ligand-1 - 12 §8 2
TESE CE HEC S ) 7 15 g e 5 2 259 5 S 1
¥ o PD-1 (programmed death-1 » #5287 4%
SJETHE M ) #1 PD-L1 o [ B9 AH A AF AT 3 e
T RS T E MIERET S - A B TERT A BRI
Ry E e e BT - A e A A e
BE G SRR PD-L1 IE A PE R B (B— )% -
] ¥ L PD-11y ZE& ¥ (4 Pembrolizumab »

Nivolumab {1 Cemiplimab) B¢ & R A ¥ L PD-L1
Z B BLRR P11 88 (40 Atezolizumab ~ Avelumab H1
Durvalumab) 5 » £ A]RHETZHIHER M KE T
AT 38

EAEEREA T ICs EYEE R
U VAR 2 A N e 20 o B ELSE Rk fil
F B ¥k $1 #8 Pembrolizumab F1 Nivolumab ¥f /T
PD-1/PDL-1 HYI M ek 24« 250K H AT ET T3 B
iy Pembrolizumab » Nivolumab » Bevacizumab -
Ramucirumab » Atezolizumab-Bevacizumab »

Durvalumab-Tremelimumab < » 53340 | °

— ~ Pembrolizumab

Pembrolizumab J& & {{ PD-1 HYBLERTHS -
112 Ve i HH R B A S e e s 1 B T 42y
Za o —HZPL EREEE - iR TR
Y I A K %8 (Clinical Trials.gov, NCT03713593) »
£ ¥} pembrolizumab (& lenvatinib) B lenvatinib
B AHTE ¥ uHCC (unresectable HCC) AT S
HI—HBIRSEYIETAL - A55EUR » Pembrolizumab
+ Lenvatinib B9 177 1% 3 H A7 B R 21248 H »
Lenvatinib £ 19.01E H (HR %5 0.840)% »

55 — 1131 B i 1 B PR 3 B2 B 9% (Open-
label trial) (Keynote-224 trial, NCT02702414)

B— : PD-1 + PD-L1 BRI 6 Rz s iz 38
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o FEAL FE $2 52 sorafenib G 7R H. H PR B AL B¢
A = A R HCC B &b - B
3% Pembrolizumab 0 fy —#RiG R 2 L2 R E
WO o K5 ZE I 0 Pembrolizumab & B H £F A
M PTIERE TG M - H HCC B ny R b 7 15 HA
(progression free survival, PFS) fy 4.8 fil H ~ %5
AEIA A2 (median overall survival) £y 12.9 &
H 5 FERERE R 28 4 B LFR (time to progression,
TTP) Ky 4.9 i H » HZ4 4B pembrolizumab F
—IBFE T EARE Y o R AR B FE (adverse
effects, AEs) FL#6 ALT FI AST I ~ HR
BROTEEWRGR K 2% 5 [RIRFthAE—te 22 B F i e
B R FE - SRR DIRERORE « &
ERRIIREAR 2 R ZE R 1 BUBEIRIR 42 - BERToEss
SR fE— 11 HHEEE - BB - HIHEEES (Keynote-
240 trial, NCT0270240) 3 1T Pembrolizumab/ 5%
T RAEIR BRI/ e SCRAAHE - ARim
BB IEARS SRAE E » B L RUBRE AR T - 32
pembrolizumab 577 (B BE 1715 3 S LTI
EALFEE MR A UGS - (EREVR I EE 2
EERBEE LR - HL 2 MERIEL 2 FiifFsEiH
BL3% o [RT AT A ST L S 28 VA IR SE ) 5l
ey H ATERBERS SR + Pembrolizumab ZEE&{H A fi*
Sorafenia IGFE LI » {F R 28 " #REEVIEAT -

— ~ Nivolumab

Nivolumab % §i. PD-1 By EE £k P18 - B R
T i A BRI R Ay —FE - 20179 HE
JE1G FDA G IR AT - 1 Ry & 2 52 508 I it 122
B B HIHI ] (tyrosine kinase inhibitor, TKIs) {5
# HCC 35 “HIBREEY) - el ~ Zrh
O~ FEECE M 2 T8 1T HAEES —Checkmate 040
(NCT01658878) 1 » &1 A F & F v e /miliia
TR - B sorafenib IRTE 1R A it 52 A KL B
AR EA LAY rTIBRFAfEE (WHCC) &
F - [ERFFDIRERF S HIHITFREIL (Child-Pugh A)
HELTHFSE - 253 A Nivolumab & 5 B #1715
AT BORy 15.0 181 H - BRRERS 22 38 A4 AL T R
By 3.4 H o BR Nivolumab EAF A #0942 1
TSN SN BERIA N R B R -
A AE AT H A T 31ER PR B ER CheckMate-459

(NCTC2576509) HIl £% & Nivolumab {F Fy i H
uHCC & — R AR RS - PI R B
Nivolumab i Sorafenib F~ % 8 17 1 HH oh 7 #5053
AiE 16.4 Bl 147 H » (BREGHIG MRS 25 55
AR TR R SRR Y AR E
T EEAL o MK I8 Nivolumab 2B 5 55 Bl 58 5]
FDA &3 » NEATE Ry i —HR B2 R B il
FH2EY) - 254 0F53—HE ICIs » 401 Ipilimumab ( $T
CTLA-4 BrkYiHE ) - AR RE1E Ry 2E 4R 2EY)

TG -

= ~ Bevacizumab

Bevacizumab Fy$ 13 1L A Bz A4 R K
(vascular endothelial growth factor, VEGF) Y EE#H
ANFEEMRPIRE - EAE uHCC BEEm LA E A E
o B —SEY e SRR TET T IR ST o KSR EL -
#65% Al E 6 il H By S EAL G B 5 148~ 24F
B 3 AR ARSI SR 0 Ry 53% ~ 28%123% -
& Er Bevacizumab i gemcitabine F1 oxaliplatin 1
i FH 78 A 20% HY B e I B =R » B RIS I AL
Ry 9.6 H * -

» Ramucirumab

Ramucirumab £ & #H A % 1gG1 B #£ 1
fia - HOHI M5 A BZ A4 B K1 52 88 2 (vascular
permeability factor receptor 2, VEGFR 2) B9 FiC
B L WEPERENE - S5 —%g - -
IS~ BER ~ BRI 11 HHELES —REACH
2 (NCT02435433) H1 » {F Fy B JI HCC . #5 Z
G - 1 A B A B A Ry o BT 32 0 — R
Y sorafenib iGHEE - WIFC2ELE RIFTER
HCC » HHIEPIEARFBE(L (Child-Pugh A) » FH7Y
i 52 H (AFP) = 2 2 3B IS L 400 ng/mL »
A $52 sorafenib TG B2 FER HI i 52 A R B8R
AR EZ AT EE - S B H 2 HEZ 8 my/
kg Ramucirumab FlxfEZFFAHE (best supportive
care, BSC) BZRHN BSC o BLZ R (7.3 1
H ) tH kb » Ramucirumab #H (8.5 i H ) 1Y & #8
TG IRF A WA BB = © Ramucirumab #H (2.8 i H )
HY AL IS B R m R 2 B AHH (L6 @ H ) -
Ramucirumab iz i A R ERIE TS ~ &
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IMEE ~ ShJEE/KAE ~ IR - BREAIR ~ AR
F2Ug L 30 o #R3E REACH-2 S ER#E T » 2019 4E 5
H » FDA E.8% 1] Ramucirumab {E Fy B —ZEY)75
B R UG 5L T S Ry 400 ng/mL H
A sorafenib JEEY HCC BF -

£ ~ Atezolizumab-Bevacizumab

J& Ji* PD-L1 %2 9% f 25 BE HI 1B HY Atezoli-
zumab * LUK AT I8 #1429 Bevacizumab
% JFE F A 2 R 526 o B9 B JRCE T A ER IR
3 B IMbravel50  [I6 b 52 B % 501 44 K #5252
R E R H 2 A A YIBR Y HCC B 4
L 2:1 Ee B BE #% 5 F atezolizumab-bevacizumab
(atezolizumab 1200 mg IV + bevacizumab 15mg/
kg IV) 5% 71 i} sorafenib (400 mg BID) ° & 5 %
I > &1F atezolizumab B bevacizumab FH 1Y fHEFE
{LAF G B TP A2 30k 6.8 il H » sorafenib #H HIl ky
43 1 H (p<0.0001) ; sorafenib FH {17 1% B 1 {7
2k 132 A - 1M atezolizumab-bevacizumab #H
HEAIS HA R AL B AR BHEA - (H2 KAV
B2 H 5 0 8 sorafenib EEHEVEIR 2 SE T
SEFHEL - KHAIBEAR 42% - [RIRFEE = E a8 EI1E
FA £ atezolizumab-bevacizumab #f % sorafenib #f
530K 57% ~ 55% » TLAREIVERAE atezolizumab-
bevacizumab $H 5 sorafenib #1435 5y 5% ~ 6% °
22 B i FHSEY E e 2 AR TT 46 -

7~ > Durvalumab-Tremelimumab

[ JEB T 2 P A 2 B4 019 Durvalumab
(PLPD-L1 B £k T #8 ) LL K Tremelimumab ( /T
CTLA-4 BERETUHE ) © 7 HIMALAYA II1 A 5 B&
(NCT03298451) 1+ Ll sorafenib {F J ¥} I #H -
AL B 0= & Tremelimumab & Hf Durvalumab
(Single Tremelimumab Regular interval Durvalumab,
STRIDE 5 %) 8¢ ¥ % {1 durvalumab F Fy
1171 4B HCC I — a7 © AR EUR
STRIDE Jj £ # & &5 17 BB F1E 3 (HR=0.78
[96.02% CI : 0.65-0.93] 3 p=0.0035) * [fij durvalumab
B VA R 1 R A7 15 SR R LB sorafenib 72 (HR=
0.86 [96% CI : 0.73-1.03]) » HEMEIRIE S -

H Rl 21855 —HR2EY) - 145 Sorafenib

Lenvatinib fI atezolizumab & ff bevacizumab *
IR R ZEn, - I HEHEEYR R
B A & O AR AR R A T TS
WFFE DL — 2 B s - 26 TEER R A B IE R B R
ICIs TEREER] ~ RS BRI EE - HARREEH
IHENERE S BRI T 2 SRek
FEAE G TACE (transarterial chemoembolization)
BRI ESM R - BISEEETIHT
IR A Y ABC-HCC FITER R A B v L Bl o2
itk 5 15 78U £E 25 1Y RENOTACE 3 & 1% 43 A1 FF A
atezolizumab & bevacizumab » DL regorafenib
& DF nivolumab {F R B 55 « 11 LEAP-012 ~
EMERALD-1 1 CheckMate 74W & B8 71 43 il
W G AE 3 ] TACE & 4h & Bf 2 i lenvatinib
(5 A pembrolizumab) * durvalumab ( T A
bevacizumab) Eil nivolumab ( fill A ipilimumab) °
IE4E » nivolumab ~ pembrolizumab  atezolizumab
#f bevacizumab » LUK durvalumab 7/ bevaci-
zumab FFRERC T 20 IR IEAE RS TE Ry il 8iE
R AHBIIGHR < H - B ICTs 3Rl -
#& ¥ BCLC (Barcelona Clinic Liver Cancer)
2022 FFHY 43 HA B IR BESR IS AL 3 b > E HCC
B4 Ry C 1A ~ B 3UIHE JE 98 A2 T ik 79 L o
B R ERERILE R BERT
15 % (TACE) 2% B/ B Al 3L iR ME Y - FE B2
=& B MG W AEAS (B )Y s m B AR
HCC & B 16 HR — 6 R B2 R o OF B
Atezolizumab {1 Bevacizumab ({H 74 % & B H&
PR 5 H 268 H A b3 b i m s ) -
5 5 7 ff Tremelimumab A1 Durvalumab ; — fif
16 K 2 HI 72 B 38 {5 A Sorafenib ~ lenvatinib
Durvalumab » 764 % 58 F HI] 0 4% B2 3% 650 A

Regorafenib » Cabozantinib » Ramucirumab »

Pembrolizumab * B¢ i& Nivolumab ( & f
Ipilimumab) 3 ( B = )* -
AL G

TR > $HAf HCC Sy fptik i S S
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Hepatocellular carcinoma (HCC) is one of the most common malignant tumors with a high mortality rate in
the world. The formation factors of HCC are complex and related to multiple etiologies, resulting in an imbalance
between proto-oncogenes and tumor suppressor genes. Moreover, HCC often occurs in the end-stage of liver
cirrhosis, and the prognosis is poor due to late diagnosis. Under the condition that the lowest dose of drugs is
used to achieve the highest clinical therapeutic effect, systemic commonly used cytotoxic drug treatments are
often ineffective and induce complications such as infection and bleeding (i.e. traditional chemotherapy, such
as cisplatin, 5-FU, etc). Recently, the application of immunotherapy in the clinical treatment of several cancers
has achieved considerable results, and it is also effective in the treatment of liver cancer. It is more selective and
specific than cytotoxic chemotherapy to inhibit the growth of tumor cells by interfering with molecules related to
carcinogenesis. Many clinical trial results and is still in progress by using immunotherapy in the treatment of terminal
HCC at present. This article summarizes HCC clinical trials of immunotherapy and its related molecular mechanisms
of HCC progression, in order to better understand the development and application of HCC immunotherapy, and to
design effective strategies for subsequent HCC treatment as a reference.
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