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Glypican-3Z5#4. £ ¥)Fhee R H
BT 4HRE 2 L ()57 A SR i R

LEFR B &, 1 8, e
(B EFBERLIERESSE, Ll 200433 2 BISCEAS MRS RERZAR, Ll 201999; 3 i EF &
AR AT HEROVRHE R, LMD B SHIICH L, bilE 200438 4R RIEKF22%bE, il 200433)

i E. IT90Mu)E (hepatocellular carcinoma, HCC) & i WA 2 —, (HIEIRIT iR RUR A H 2
Ao BEARMENLEE SR AR ME-3 (glypican-3, GPC3)/& AT 12 Wi s S A Wibe &8, W /RHCCH [R5 97 FITE 1
bR, TSR, #FXTGPC3E A RIHE MR B, PUR-Z9WREI(ADC) I i 5. M.
K. G PURSZAR. BRI, JFHUSONE ST T RE AT R ARG T T, Hop ik
CAHNTIERIRIE, MGPC3 AL v EHIAGC33. GPC3Z AN . LAGPC3 AL & ik &P 5 1%
BHTAI(CAR-T)% . AL, FETGPC3MHCCHE [HIRYT L& N B TR Fi i i . 1% 30K MGPC3 1) 4 T
gt AEEE DR I B M GPC3HCCIR YT ik = A AT 4518, LA N GPC3 (1) Dh et ¢ 5 B i HC C )
TRIT 2GRN SRS T AT ER A SR

KR BEARMEULRE SR RNE-3: A BRRvRTT

hE 23S R730.2 XERIRERS: A

Advances in structure, biological functions of glypican-3 and

its targeted therapy for hepatocellular carcinoma

JIANG Shu-Ya', CHEN Chun’, FU Jing®*, CHEN Xiao-Fei***

(1 School of Basic Medicine, Naval Medical University, Shanghai 200433, China; 2 Department of Pharmacy,
Shanghai 9" People’s Hospital, Shanghai Jiao Tong University, Shanghai 201999, China; 3 Laboratory on Signal
Transduction, Eastern Hepatobiliary Surgery Hospital, Naval Medical University, Shanghai 200438, China;

4 School of Pharmacy, Naval Medical University, Shanghai 200433, China)

Abstract: Hepatocellular carcinoma (HCC) is one of the most common malignant tumors, but the effect of existing
treatment methods is not satisfactory. Phosphatidylinositol proteoglycan-3 (GPC3) is a specific biomarker for the
diagnosis and a potential target molecule for targeted therapy of HCC. In recent years, targeted therapy for GPC3
protein, includes antibodies, antibody-drug conjugates (ADC) and immunotoxins, tumor vaccines, targeting
peptides, chimeric antigen receptors, gene therapy, etc. And with it as the target, a large number of drugs have been
developed, some of which have entered clinical trials, such as GPC3 humanized monoclonal antibody GC33, GPC3
polypeptide vaccine, chimeric antigen receptor modified T cells (CAR-T) targeting GPC3, etc. It can be seen that
GPC3-based targeted therapy for HCC has become a research hotspot at present. In this review, we will summarize
the molecular structure and the biological function of GPC3, and the treatment methods of HCC targeting GPC3.
Key words: glypican-3; hepatocellular carcinoma; targeted therapy
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JiT 41 ifg %2 (hepatocellular carcinoma, HCC)[) &
T3 A A SR R b S i, AR
(R R M g, R R RE M SR AR T I B KR
DRI, FEROIG 7 LA A (8 A 9 A0 r ] 2 30 1 X T 2 8
me AR SR AN R e A SR I A 2 R
H 5 (FDA)#EAE ) H T M HCC YR T 254, (Rfd
FH 3 6 P 2 TR Ve 0 1) RVE T R R R e R
A7, BMEHCCHE AR W, A R )
B3 R HT RS HOTE )T T B AR R L5 47.9%A1
59.3%". JTAEK, EARIFAHIE IR T BV T — 8
Pk, (BRI R A RTME R, EE M
G ZERIE A SR NE. Fik, HCCR: R4
S FRRCHTHCCIR T A E B E . B e e LA 2
H &3 (glypican 3, GPC3) 2 —Fi 4 il 5 4 w2 bl 2
H, fEHCCHRREmRIE, ZHCCZWIEIARAE
VIR, A M R e T VR B G bR . A
GPC3NEFR FIFUARST V2 S W7 IE AR & Ui 52
ik & T (CAR-T) T A1 IT F BT e il
HCCHE )6 I7 B 7 17 AR SC MGPC3fI 45 4
AW e S EHCCHE [ Y6 97 BiF 70 3 R 55 07 T 2k AT
ZER, CLHINGPC3HE M HCCIR T 2459 FN 5 i it
FAhe K .

1 GPC3gy4&#

GPC3 2K £, I 2% bl 25 1 (heparan sulfate
proteoglycan, HSPG) KK i1 2 —, /& —Fi 1 B i
JE TR VLS (GPT) 4 2 75 40 B ISE - 1) e IV T R & Tk
FHSFEEA, HA4FEAE, KRR HGPC3
isoform 2. WIE1FT/R, GPC3#%0rE S804 E K

Furin

FRALAY, HIXT/r 7 & N70 kDa. H5EGPC3 Hifurin
BB AE Arg358/Ser3598 kb N T, A= Bl 21
GPC3, iZGPC3H1—1N40 kDaf N IV A1— 30
kDaffIClfit W I L0 i, X ey Rt — A s Ar
B GPC3 55 — AR LE 41 i 22 1] LAGPT (i FE Wi fig
P L ) B 0 B8 A BT AR AE, B 14 DR 57 1 1 bt
TRV I R AR AR = 4450y, P LHSEE I 5
TESEIE A I C AR i X 38 . GPC3TE B FIEG JL4H
LB ATE) R ERIA . AR, HRIELE
BAE N2 b R R, GPC3R R AR,
JE AN =3 BT I B R R &Y, 5
ZMESEK, RIFEEZEAYEIRE. & TGPC3
() 25 R S0K A N HCCYA ST HIBE A5, g HHCC
(RRE ) YR YT i KA

2 GPC3IHEIFINEE

2.1 Wnt{5S@®K

KEFFREY, GPC3IEA: 7] 5 F 4 i 14 5
FR T2 9% 2217, 0% Wnt/Frizzled/B-cateninfll
FGF/PI3K/AKTi# %, XAHCCK A I HE 25 K2
—U mE2pr R, A Watls 5 SR T
B-catenin, FHWntZh& ALK 51, FHCH
2R BIREEIRGE H B ELZ /4 (GPCR) Frizzled
(FZD)F1 75 i 52 AR I 2 B i 2 1 2 AR AR S B
5/6 (LRP5/6)!"'), w3k (IGPC3i@ it Z BT &l
WEWntE A N ZIEFZDE AL S, Mg
Wnt-FZDE &I it e Rk, 20194, #f
FAESE, fEGPC3MNi /N (N-lobe) B —B&E &
PRSI, Y5 Wt REIX 454, R

cleavage HS

@

@
@

8 I
bt = (=] © el [+2] o
~N < wn - (2] o S
z z P P2 p:S * 73
o -
wn o
2 [0)
| AN L e .
N terminus C terminus
40 kDa 30 kDa + HS
S— —
70 kDa + HS

Bl GPC3EAH FHMREE"
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GPC3 & Wnthh [ 524k, n] T HCCH L+ FIWnt/
B-cateninfs 5 5, #mfLHHCCKE" "™, W
E2AFT~, fE%AGPC3N, WnthA] DL 7 #0E
FZD. *GPC3{fEHCCH iR, GPC37t*4Wnti}
A2k, ik N b (P41 ET KA WntR 5] £
Y 1 (KI2B). *4FZDAEHCCYN i & & & 4,
H HGPC3 & &R &, 7K & Wnt/GPC3/FZDE &
Y, FEWt5 54" (B20).
2.2 Hippo/YAPIE SRR

WEFRFRE, 1 YestH & E FH (YAP)m R IATHCC
1, GPC3H &Ik, YAPJZHippoik & 1% 11
NN T, Hippo/ YAPE 5 i % 4 BH W Ji5
YAPH) LA FHCCHy Bt : GPC3iE it 5YAP
MHAER, 25 Hippoiiig". %4k, #EHCC
B, YAPH)EZE EF AT T Lats Al LLMH YAPH: A
P, AT BT TR A . LR ™,
i R Hippodt #% F Ui (1) Mg #0157 5, YAPBE
TRAL K AR, KE M YAPREEAMAZ A, s
U R R, B 2 AE AR B A b v O % ] e
MR . Bk, Hippo/YAP(E 5 i ik 2 HCCIE ik
[ oCE R PLH], GPC3HE L YAPIH % Hippo/YAP
G, AmREITHCC R B,
23 HKEATF

GPC3n] 52 MAKF T 454, I i 54

No GPC3
Low Frizzled

GPC3 Expression
Low Frizzled
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B-cateninsignaling

HCC Proliferation

MG  DVL BEaudl DVL APP) |

L

AN s . ik BT AIER . GPC3E &
JIFG 22 TR 1) Ny X3 PT 5 ke 5 3R A A R 7 (IGF) -1
IGF-1R¥: F 45 & . GPC3w] LLIGF-TUf it 20
BIGF-1RA R 5 2 T 40 B AME 5 R 15 B
(ERK) BRI, Rl RHCCYI I (I GPC3 ] BEA
IGF-1RFIERK IRt . PRk, GPC3i@idIGF-11K
FEZ2 Ak 2 18] ) AR ELAE FH DA B 5 BI1GFAE 5 il 2% 1)
BOE RAIEEE R, fEHCCH IR KL, GPC3fE
g 48 A v R IR T, 18 T 2T o A i A K TR T
2 (FGF2)™, WREEHEME2 (SULF2)1E60%FHCCHH
Jif e 2Rk, EARANRTAR Py 24T I HC C A A
JE I S GPC33RIA; MGPC3 A% FFGF25HCC
A bR SR EE A, B3 BE Wnt/B-cateninfs 5 18
¥, WIRSULF2RIBUE/EH, BUKGPC3Rikn]
HIFGF2 5 AR 45 A, W7t R, FGF2HI
GPC3Z M AFEAHHAEH, {EHCCHIK g b K% HE
EH.
2.4 RNA

K5 JEgMIBRNA (IncRNA), UWTHOXAR K X
RNA2 (HOXA-AS2), fEHCC K4k it ferh k4%
FEMEMH . Zhang %R F L 9Ok & BPCRAY
W RS B2 3% Mg 15 Jik RS Ik S5 0
KI, GPC3fEHCCH FKIA i, HE5miR-520¢-3p
FILE A, SHOXA-AS2E L R IFF K. %0

|

| High GPC3

l High Frizzled Expression
I

l

l

OO0

e

I +

B-catenin signaling
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R REW, HOXA-AS2/miR-520c-3p/GPC3%h [
RefEHCCHE R I 15 h R EAEA], I NHCC
(1) A= W ARG I I 5

microRNA (miRNA)EHCC A& Jig % 8 %L
YERT. CartierP7Hf 5 7 10/ (1 T 1A 2 AT 4 g b
GPC3# & ffJmicroRNA, H ' 1miR-4510. miR-
203a-3p. miR-548aa. miR-376b-3pAlimiR-548vr] ]
HIGPC3 Ik,  HETT A1 Jitb J67 40 0 (1) 38 8 . miR-
4510 g $ I 1 2l 1 B H28E 171 GPC3 mRNA
AEWnt/B-cateninfs 5@ 1 R W RSB . 1AL,
miR-4510_F 3 1 JUAN g ) B R 08, RN
&7 HoAth 5O R R R IE, SR HCCHE i 2
YEM .

3 #¥BEGPCIHHCCIETT ik

3.1 iR

AR, WFFANREXTGPCIA ML T 2 i
44k, GC33 (Codrituzumab) & —Fh 5 20 A J5ifk 5
kP, ft5GPCIEmEMALED, HEAR
A5 (NK) 41 i v ) 52 4« CD 16/FeyRIatl HAEH,
7 S PRI E B R P FH (ADCC), £ [H AN
HA KR 22 R EFXTGC333E4T T T WllmRi5E, 8
Tk 25 MR SHHC C 58 3 A Jo] e Bk v 5 77 06 4 (1 GC33
(2.5~20 mg/kg)/GC33 (5.0~20 mg/kg), LLHfIEGC33
K S 7, Mifife St — . Rk
By, GC33MMi 32 mik20 mg/(kg-wk), BAH B
2z te, WARIERGI R B, 72 LSS
o 253 S SRR E, R IE10.0 mg/kgF120.0
mg/kgIFNEK A EL, 5.0 mg/kg i 7 &1 R H
B PR, RPGEIREEREREY. B
J& R SE T A B T AR S e R kAT TR
Bl ZREFIFI. WG 2900 1HHRKRIRE, 5
SR RIS 45 R AR BT H br, %H KIMGC33
XTI A IR ROR, Rk e E N GC33 8Kk
H7K F-GPC35CD16 1] fE 2 0 75 ™ Sy 4l

HEE(HC) g R iR, B/ GPC3ECD16%: 5 8L
BT AR R IR IX — S5 B, AT DU R T R
ffi A FHGC33 LAVR T i 3% . ¥4 C-1IBP (case-
control Indian buffet process) /52N H T 1T #A1lfE A
Fid, WHEZMEREWTIT, RREXTGC33Hh
7 N (TN P RN S A= ki, DABkiE H R
A JaaIT R Y,

WME PR, BRGC334h, HETEHR T HALIL
Fh4h 4 GPC3 I Hifk . YPT2 — M A 5GC33EK AL
& /N R mAb (PR REHUA)PY, HARCog R AL
EAIHWat(5 57 F . PhungZ @ikl & ok ik
s E R AR TR EM S S, AR SR T
FATIRANM, ol Ik SIS E B Y P7AE AR B AR R I
BE I HCC 5 R A8 R & K I1EH .« Feng
AU e T N B AR I IRHNG R I i A
K IGPC3 73 1 B AT &5k A JJ(K,y = 0.6 nmol/L).,
HN3 4] T GPC3FHPELH M 3G 5, /e #R B 2
FHNHIHCC AR A I 2B K . HN3/E I (138 72
WL AT e I YAP(S 5576 5, K 4t o & 1 BE i 7
G/ . kA, GPC3HIHSHE [HPLARHS20 R LA H T
90 p A= K IR F-(HGF), ik i 15T HCC 4 g 1 3L 4% A
1228 RIGITHCC., HS20Pi4K v K 5GPC3 L HIHS
B, I FH W Wnt/B-cateninf{E 555 5, HIH| £ R A%
PN Wnt3a i i 14 41 ffg 356 5 A1 HC C 35 R % il ik A=
K, EHRNEFAEBNIUM RS, ™ EE
PR Ak, 20174F, IshiguroZs PV & (1) XUER S
PEHURERY 974 ik N llm RIS, ERY 9741 5% H
73 7>k B HLGPC3 44 (clone GC33)F4ICD3 ik
(clone CE115), m[4§5PE45 A4 GPC3FICD3, Mifi4F
S H 0 1) e TA GPC3 BT FI R A K
3.2 HiA-ZMEEKY(ADC) M % 7% & FE(immuno-
toxin)

Fu5 i 7 = R STHCCH A R 1K 2 2454
SCEE(>9 000F b &4), K I A B 259 2 DNA
WEIRT . P P59 5 K SA (Duocarmycin SA)FIIL %

1 GPC3HRXHIANR

TR KA1/ (nmol/L) LN A NCT% 2Rk
GC33 0.67 Cifft (524-563) mAb NCTO01507168 [28]
NCT00976170
NCT00746317
HN3 0.60 BAEN VH+hFc¢ - [37]
YP7 10.00 Ciifs (511-560) scFv+Fc - [36]
HS20 0.28 R LB & mAb - [38]
ERY974 0.67 GPC3 & CD3 KRS S B NCT02748837 [39]
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HIEH WA FRARPBDMENE Rakmr, R
MGPC3%FEJADC: hYP7-DCHIhYP7-PC. W4
ADCTE 7 B IR FE TR %6 — 4L GPC 3 PH 9o 41 i R 2
BAHHER, B GPC3 Bt 41 i 28 U A 5 A7 417
FIMERT, T HL R Pl 5hYP7-DCE ARSI iy
AW FEVEM . AL, hYP7-PCEARA T AT 1E 2% Fh/
BB s T R T IR, WHCCHEfE T #E M GPC3
IADCIEIT J7i2.

I B R PUR LR 456 S I8 5 A e
BR(NBREREAERAS S RNEEEA,
HIGPC3 A T ZIAITHCCAR R 7 — M a7 77
%o GaoZE MG HNI Y P71 0 /R #5 i A5 31 5 g
W ANEE R A (PE3S)I B L DA ARG i . i%0F
FORIL, Ty B 2 v I X0 ML T SR R
W PR E 5 sl FR MR EA RS
B G #E 2N GPC3 B 4 1 40 i 2L A 4 e P 4
1k, 17 HHN3-PE38LLYP7-PE38E A 4 (K4 itk
JEE .

P S AR S ) AL - 5 S AT e e PR ] £
BRI ERIRKAE . Nk, Wang&™W T
— Ph 2 S0 % #E HN3-mPE24, JLAESS Myl %
77 R DL B g J5ivE . $252HN3-mPE24
BT IR E25% A Bt e g5 R, RTHCCH
HAJE105 do BEFE4EE KK, HN3-mPE24 4% 7%
F T S EOH IR R I KA A, T XN R
B EIE R . FlemingZE W HN3-T20 (453 1&14f LA
ERRTAMEA, IS BEKPES IR,
HN3-mPE24 DL J& J5 46 () 2 A B A2 BY PE &5 44 455 1)
HN3-% % #% % (HN3-PE38) /T T th#%, KW
HN3-T20{R 5 T 73 % 1 B vi% 1 B A 1R 5 14 40 i 201 ff
WEEIfE S1. N T I SRHN3-T20/) M 2 1, 4t
TN 7 BBk A & 1 45 A 3(ABD), KILHN3-
ABD-T20#] IfiL 35 - % B L HN3-T20 5451,
W4 HABDHN3-T20 % X H & BN H T
HCCiRYT -

33 BEEE

GPC3 Mg 2 1 5 A Jiiv 8 it Ji A 8] g 7 i
ik, I i SRR S A o AR e, R
WO B B B R SN, T B R A,
MR A K. HERMAIE K . SawadaZs MR T R
NHCCHEE MR EEIT, 4T 7 GPC3 K% i 1T
WG RAE FT . 41BIHCC B 252 1 F AR B S v il
(RFA)J5, XIHAT T 10k #emh, RN ERZ T
ARG TT B S0 B R HCC g E A | . W 9E &

L, Bes T AR WA K251 B8 3% A5 GPC3H
PERE, SN2 FARMI2 16 GPC3BH 1 i & &
FHLG, AL R 2 0 3 BRI [AE 1A A2 4 1 43 J31)
H24% vs. 48% (P = 0.047)F152.4% vs. 61.9% (P =
0.387)]. 20204F, Taniguchi®s 't IR T Bl 1
[ 58 H(n = 35) A Z TR AR A (n = 33)
IGPC3 % AL (THC) e 1. 4 A 75 4 Tbk T2 41 A
(CTL) S ARG M2 GPC3 TG, K IR 1
EEFARGIFEE KRBT 215%, SHEFMLE
AR P T £110%A130%. GPC3 THCH:t FH
PR B A T REE K CTL, I H60%[M B A5G
ML SAE . TR F ORI 2 GPC3IK FE B IEAH
K, EIKEGPCIF K SEAFRIEEENT5%.
I, GPC3FHMEHCC M 347 GPC3E B B Fh ] 175
FCTLI W& s Pl o

54h, ChenZ @b ¥ XCL 1ML A+ 5GPC3
Aha, M T XCL1-GPC3f& 7 FHCCE . 5
GPC3 4 /N AH L, mXCL1-GPC3 4 /)8 LA i
Jo T ORI AR KB B 25 4] . /EmXCL1-GPC3 %%
Ja, /NRFAEHIFNy, RifgB. IL18. CCLS5.
CXCLI9FIXCL1# %, H HXTGPC34; 7 ECD8'T
4iAE. NKZHMAINKTYH R s thsh, 5
PUPD- 1Bk R 3k — 5 1 58 3K 2 s y2 201 i 1 B e g 1
. 7E3IHCC-PDXAE A p ({1 AfF 48 3F 52, hXCL1-
GPC3 1] SHHCCIER . Flk, XCL1-GPC3H]#E
e FRA AT R IE T, WIRANHCCHREIRITI £
RUPHBATT AT 2 .

g P TR, GPC3PRIE M BETE B H R N i5 5
GPC3HE SR g N2, A H X GPC3 - 4 A
AR RERGER, AEBN—FEN. ZaH
BB IYA T J k. i 4h, GPC3JETH 7E I i /e
ANBEF A FBTHCCHIME M . Chen5" ' 72 1)
GPC344 K 1 LPMan-GPC3/CL097 1] 45 % i 4 )
SHHETAN AR FTE R B EL 4, 2= A e A AT 41
B, FIE SRR TN s, T BRFIAGPC3H i
e R e e P N P R A S B R
FERTR AR LS5, FHLPMan-GPC3/CL097 7] A5
BHCCH K JE
3.4 ER[EAR

GPC34E A Ik A A B T2 IHCC, & RefE R
R IR T 7 R EAE . WangZE"NIFE R T —Fh
GPC3# A IKL5 (F%1: RLNVGGTYFLTTRQ), ¥
JH 5-FR 3 5% 6 2 (FAM) AL 8F-S AL M3k 4T 1 Aric -
A 138 i 20 5 Ak . MicroPET/CT R A% Fl 44 4h
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S B B S2 5, R IWFAM-L5H118F-AIF-NODA-
MP-6-Aoc-L57] UL 5 Hep G241 i 7F [H 454, MM
TE AR A1 R0 AR P 38 % BB 1) 75 R IE GPC3 T HCC
18F-AIF-NODA-MP-C6-L575 B2 1§ N 7E 44 P4 375 b 3t
ML EEHCC R 41 2 (f GPC3 8 R 5 7 . Zhang 2!
Bt 7 — A A GPC3# H k(7 41: DYEMHL-
WWGTEL, F£/xNIPA), JHilid i K, TPAAH
T ORERYPRAE ML G RES, IR
siIRNASZEG i — PR B T IPARRr it @IS IPALE
HepG2 M Huh-740 JfJi5_F (1) Jm 3 o BA S GPC3 (1)
ik, LLEATGPC3H I (HepG2) Al B 14 (U8 7) S Fil
AN AT 8L, RV I IPA B HEAE 1)
GPC3#l[1fg

YK A 1) 2510 72 B v 245 W) i 1k 2K 1 B 3R
W%, Feng Pl Th H R FH 244K % A FI GPC3 4 57 1k
WkBERNAEE, RERE TR, T
HCCHR: AR AE IR (1R, i ) 243 ik ok T
A, MuZECHF R T — R GPC3FE R 9K 24
WER, #1197 GPCIRE k. &k Je FIIR7804L
MR AR (GSI-Lip), SKRER T GPCIHE ] S W& 4 AL57 -
FEARERETRIT R .

3.5 #BRAEMEZA(CAR)

CAREZ I TREIE M2k, Fk e SR 5
PEFSHE 3 G2 R N A PGB N T R) b, G aET
PIhAE®. B —(RCARKFscFV X 5 8% i ks 5+
PETHHLICD3C NS 5 X R . 55 AR =4K
CAR-THI 75 28 — AR Al AN T — AN A
LRI 7, IS 5k A CD3-CRlA I ik & CD28(5
SR PEE LL4-1BBAE A LA 5 Y, i o
CAR-TZM G4k SEFHAELFRE 1. B T CD28
H4-1BB, HABILHIE >, #WICOS. 0X-40.
CD40. CD27, T4 7E 2 Pl IR wif A5 AL o gk 47l
W, BIURCAR-THIMERE T 5 =ARRI LR B (5
S, HEBRIN T RIAANIB A F(IL-12, IL-15%%)
HIZE A, #FRATRUCK (T cell redirected for
universal cytokine-mediated killing) T4 . SR
CAR-THHJTE VA Y7 CD 19 BH 4 11 37 2 G0 3% 14 Jib I 77
T I AR 7 P AR e Th %, B e S A8 FR 97 35k SR
AR

N T IFRE R AR I CAR-TYT %, GaoZg
WS RN, HE [ GPC3 I CAR-TAH I H A 58 K 1) )
HHfIERREE ), BA RIFPHCCIRITRI 5. N T
— LI BBGPC3-CAR-THI A EH, GuoZs i 5t
RPL, PD-1{IFHETE 3 T CAR-T4H AT HCC Ik N

FUHRETE, M3 1 #IRNSG/N R A& A CAR-T4H i
PIREAMERNZIE T, #5981 GPC3-CAR-THH i #%
HELJRE AH DG PR R IA I HIRIAE A . b4h, 4 GPC3-
CAR-THH M A28 iz | J& 76 G 5 BB /N SRABE Y W &
A, RIZEFIER 5 E XFHCCHGPC3HE
CAR-THYN I ELAG P [FIHE 26 T7 2R . MaZ5 24
HL 7 # ] GPC3 I CAR-TAN M FI K, K H ik T
IR780 % %k B NFLEEGNK R b, KT A AEBOG
MG T P AR AN, RSN P SIEEG 35 E B
i gRa L ] 8 ) S S IG5 . BatraZ ©h@ i A 4k GPC3-
CAR-TH B A, 15 T 65 4-1BBIL Il N
15(GBBz) 1) 55 —fCGPC3-CAR-TH#EATIF &, FEH4 A
T OmSIL-15, IL-21( 360, 45 R BIIL-1550(80)
IL-21 ()3 2 ik 158 T GPC3-CAR-THH g} HCC I H%
FRg e M . 20204E, ShiZg“ 1 254F 8] 7 GPC3-
CAR-TYUMIVAIT (2 4, 35 FUB LN 1R 30T AT
e B H A3 VEER6N H B AAF R 5071 10.5%.
42.0%F150.3%, WIBAERE 7 HpT R EH .

A 202045 H24H, https://clinicaltrials.gov/
W 356 ORI 3 R4 X GPC3 I CAR-TY T V. &2t
N, HA DT st 7 A U ITRESRER: 2
WA 5ERR, 6TIEERHTH, 200EERERH, 1
BT {1

BIRCAR-TYTVEMIERTEIRIR b L& M IE L,
HERNA —EEMEM, WA SR A X
R, REPURZEBHHINKA AR T —FR
ARNEMIRYT 7k, OfF 2T FIEY T GPC34F
FHENKY A I R 0% 4R 200 Yu
2 (99054 57 TNK-92/9.28 240 il &, 7E B A i UK
GPC3RIAM ZFHCCH B P M EER T HA
R B i sgg v v, 0,45 e R 24 o 4 k2> O 1 3
e %A, MRS (tumor microenvironment,
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