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i . T4 (hepatocellular carcinoma, HCC) st 5 i WHIEAE 2 —, FET-ZMm, K HCC
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E v, BRI A R0 S R WA RIEBURKFRIE, Iy HCC 12 Wi e [alva 7 14 57 vk
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Research progress of glypican-3, a specific molecular marker for liver cancer
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Abstract: Hepatocellular carcinoma (HCC) is one of the most common cancers with a very high mortality rate in
the world, so early diagnosis of HCC is very important. Glypican-3 (GPC3) has significantly increased mRNA and
protein expression levels in HCC patients, but is not expressed or expressed at low levels in normal person and
patients with benign liver diseases. It has become a specific biomarker for the diagnosis and targeted therapy of
HCC. In this paper, we review the latest research progress of GPC3 in detail, including its molecular structure,

biological function, role in the development of HCC, serological detection methods as well as the targeted therapy

of HCC against it.
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A4 i (hepatocellular carcinoma, HCC) & tH:
P EBCE WEREZ —, FEBEE RIEFR KL,
HCC R H R, #ii2 5t A 10%~20%
1 Ji R P9 4H ZRmT DA T R DTBR, - A1t HCC 3B
TRESEAT, APl HCC 5 iS W + 2L,

i 2 A (alpha fetoprotein, AFP) s - i HCC
W E HE S FAREY, SRRy 20 ng/mL
A D0 R A FEE AT 0k B 60%~80%,  AEAR I A AR 5 /N
(¥ Ji e Bk, A W R A 4 B B 0%, RIS
fE— 2 YR B RN, AFP i B 3RIE, X
HUE 1S AFP XF A8 I HCC (45 5 1k P4k [tk
i% 75 F K T HCC 5.2 W 68 Y 4R e MR 7 1 b
S TR, WHIUE KBLAE 74.8% [ HCC B 1k

W, BEIEBENLEE S (A 3 (glypican 3, GPC3) ) mRNA
KL BEAKTIE R, (H GPC3 78 1E % AA R MR
R R AR R IR B KR E P R iR
GPC3 X} T HCC 12 Wr B A 5 e 1 R 508 Fl s
PE, ATRME N HCC 2 Wi (s A 7 A &4,
N HCC [ 5 BRI W FI G T 7 SR (L0 .

A M A D7 TR GPC3 78 HCC KA K &
TR v R IR F DL AE HCC 2 W RTIGR I7 AR ) 80
AT SR
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1 GPC3Hy T+

Jorge % W IEHE T M A& KR ML AR rp, 38
IR AT B ARy B T — R R IR OB R 2R E A
BpE, KA 4o OCLS, IXHe e R B GPC3.
GPC3 & i IR e VLI B SR ORI A 2 —, @
I i 3L gk I ek AILIE (glycosylphosphatidyl inositol, GPI)
B E RGN R T, & — PR A TR 4R & (heparan
sulfate, HS) flll &% [f) 85 (1 SR 0% . 0 M LWL S 85 (1 3R
WEFWRIAT 6 A1 (GPC1~6), EATG IR 2 A1 i
I GPL & EE MR . 7E N ui g — BE 5 k.
RERFIIFE S —BAS 14 M EREARKREN
RSP HS MBS EAE C R 50 MEIERR TR
H4 Y, Ho, GPC3 HEFALT AKX Yetifh b
(Xq26), HH 580 PN EER IS H) 70 kDa #2008 H
LB 2% HS MIBEM . BFA R, #HH
T c-Myc ] LLOEH GPC3 1y 5%, et &L 1,
7E GPC3 1% 0o 158 358 LG &R FI 26 359 i1 24
1% koA 2R 3 5L A Bl (Furin B ) OB Y) A7 &, AT A
¥ GPC3 Bfig i — ™ 30 kDa {45 & C- K&
Fl—4~ 40 kDa f) N- K[ . C- KR i@t
55 GPI LM F e 40 M S 1=, N- R g DU i 129 7E 4
JRUPEE A, 45 PR A i (100 79 A AR iy B 1A R 3 3k — /N B
ZA BB . £E N- R A A A
A2 hiskE, H15 N- Ry 85 2 2T AR BRI 45
) (B DY Furin FA0HES 0 FE AT GPC3 A+ S
Wnt {555 S gifFE T B 0 E iR is sh B
HEEM R,

2 GPCIHNEIZFTINEE

GPC3 fERIR R B B BUR S A h 1y iz Kk,
FER A AR KA AL T T AR A E
TR B BB, GPC3 4% 76 52 1 40 35 45
R AR ARG O R G, AR AR LA

Furin8g Y147 25
40 kDa NAK 5 & H
30 kDa CA 8 H

Bl GPC3E AL HIREE

HS4E

[ K/ Pl GPC3 ik wT L@ i HS I 4 45 & Wat,
Hedgehog. FGF %545 5 8 [ 8 AE K R -1 R 52 mi 41 i
A S R AT A2

7EN A J5 GPC3 [K 24 DNA H 246 T T ER,
BT LLTE BAE N IE #4410 GPC3 1R IA KPR,
HEEARE ; HEBRBZ MRV, GPC3 Hix
ZPRMIE, WHCC. BaRM. UIEE. ik
diffE. REWiE . ARG PEME S U, Hop GPC3 1
g LA B BRI R 4 Rk
B2, {HALE HCC tf GPC3 it & #ik. H T GPC3
7E IE 5 NA R I B R ROK PR IE, e
HCC #E RN EKFRIA, Fik GPC3 C Nt T
AFP f] HCC $E M4 Thrlim 1Y,

3 GPC3EHCCK)RRIREFHEM

GPC3fEN—MEmEE, "L &R K
T B TSEMHEERZS Z AN A FERE S,
[F5) 7 e 8 440 it P 55 P ik 2 52 1) 3% P HL At A= ) 1R
THIREW, FEANFE R AR iz HCC
s, TR, BREMERELREY. £k, AT
GPC3 Z 5 {115 5 1 J% FN P 58 52 1 79 A 7 T A 3L
£ HCC KAk @it A2 R 3 E -t AT 4538
3.1 GPC3BE5RMESIBIE

HCC 43 il 3Rk GPC3, n[ 5&pAK
H¥. E50rHEERH, 252N E5E%, M
ANFEFEE EmEE HCC RAES K E .
3.1.1 GPC3Z& 5Wntfs Sk

£ HCC K fgid i, HA Wat (5 5 @42 T4
EE, A ZAK (Frizzled 1 LRP5/6) 5 Wnt & A
GEAIT, Wit RGOS . OS5 Wt {5 538 5 AT
PLis G i b B-catenin JEAH, SR 5 i ia B4z
JE B HARSER 5%, (kg g s M. 24 GPC3
RIS, ATLUEN HS MO & A s
& Wnt HH, KHPREMMERT (B 2), [
i HS U 5% ] DL E #5245 & Frizzled, JNo&FF 52 €
Frizzled f1 Wnt 8 145 &, T 5 5 2 S HKIE
i MTEREE S5 S 0, 75 8 Wt {5 538 %
t, LRP5/6 7] DL 5 Wnt F1 Frizzled & % & & 0,
5 GPC3 fEN I E &R — AN T, BUE U
ST, MM HCC KR & .
3.1.2 GPC3% HHedgehog(s 5 il Ik

Hedgehog (Hh) & H 152442 — A 12 IR
Patched &K 14, 7& Hh AfELER), Patched 5% 44 1] L)
) G 5 HAH P32 44 K% % 5 Smoothened (Smo)
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g, 4 Hh fFER), Hh 435 Patched 244455,
fif I Patched Xf Smo [ 4 il /E Hl . ¥% 44 J5 ) Smo
AT T AR, WOE Gl FEL -, T
20 BRI B . IE R AN A A R e MR R AR (1
3A). ERE KB Y], GPC3 5 Hh B A # & HE
71 %4 GPC3 f7{ER}, GPC3 45 Patched 354+
454 Hh, JF5S Hh KA B AIFEME, K455 Hh |1
Patched & [ 5t £330 Smo 15 5842 (&l 3B)" "7,

{B4E HCC KA K, GPC3 &5 Hh {5
I R T TR Rt — e 1Y,

3.1.3  GPC3 5 Al &AL KK 7 HH BAEH]

GPC3 [k 1725 Wnt 5 Hedgehog 15 5 i@ i 41,
wHHEAMmZMAERKRE 74625 HCC KK EKE
R BFFER I GPC3 Al DL Ik HS ) 18 15 41
JL A KR /8] 5T 3R R A TRl 1 (hepatocyte growth
factor/mesenchymal-epithelial transition factor, HGF/
c-Met) &% MM HCC [iEA%iz5h . Midorikawa

(A) GPC3RNELERS

Signing
4

1 Tshikawa™ I IE B GPC3 Fyid E %A i SMAD
(small mother against decapentaplegic) /20| 1 &
A KA H 7 (bone morphogenetic protein 7, BMP7)
(15 55 S, T E4N 85 . {5 Sun 25 PR3,
7E HCC 41 Hfu # GPC3 ] DA 3 58 % 4 2F K ] 7 2
(transforming growth factor-2, TGF-2) ffJ 315, MM
PO A 3G 58, FEHASHBRIE PR 2R, i S I vE
FERE . I, GPC3 W 5 Ak 2 AR K A EAE
R e AR T HCC pysesE . 1ITFe%% .
3.2 GPC3fEHCCHEFMEHRIIER

GPC3 [ 7 58 MAEKRK T fF50 FHEAE
MZ 5 ZME 5@k, iy HCC A g
HoAt AR 5 BOM EAER], 5200 HCC B A A MK
3.2.1  GPC3fe#t b pz-al pife ik

iR N DN iU s S oy A 1 D 2 R
(epithelial-mesenchymal transition, EMT) j&—/MR &

(B) GPC37EAERT

l

Signing
et

A: TGPC3Hf, WntiE A 0] 45 & Frizzled 2k, WntiR 29 iE0E. B: GPC3id E Rk, A LUETHSMEE AL O & E — s
EWntiEH, [FRHSMEE o] LB 45 & Frizzled 24K, IN5&IFEFa € Frizzled IWntE A 45 &, (REE S#S.
&2 GPC385Wnt{5 2@

(A) GPC3RIELERS

1

iRl R

¥ l

signing signing

(B) GPC37E4E

*ﬁiHI

signing

GPC3 ==
Hh

\

A: JEGPC3AY, Patched 2 A [ IHISmoffiE 1%, FMHISmofs 54 F; HhIFAER, 2 fflkPatched Xt SmofJiliHI{EH, Smofs s
5 IE% . B: GPC3fEAEN T 454 Hh, Patched3ZA AT I SmofkiE e, #IHISmofE T4,
&3 GPC3& 5HedgehoglE S 1B
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B RE. 78 EMT i fgrh, bR gm0k 7 #tk,
WAk T BRI A BAE R, 4B S A R B
I, RS, E- 8505 o 343 40 i R
URAT B TE, 0T 4 B 1 Tl A A ) L D 4 e 471
B, AR & MG, AR E H AL E P,
Wu %5 B9t I, 78 HepG2 40 i GPC3 Fil E-
F5 AL R A RIS U ¢, GPC3 it ik v] DU 3
HCC 40 ) EMT i #2, M1 3 56 i 27 40 i (1) 3T
g g Y,
322 GPC3ELEEWE4NH

Jifv g8 40 A Sy — P TR AR M, 2 AR S R
GUIRI T bR . BRI 2 G R LI 4n i,
T TV 988 4 FR sk PR 35 b e A B ROME . B SRR A
HCC 20 T 1) GPC3 Al DL ERELH Y, fiidL
TN HCC HZURFEMER, AT 18 15 Ji 3 1
Ji e B,
3.2.3  BRIREEEEXTGPC3ThRE I T

GPC3 Tk Al LLE RSB 216 5 2 Fh A K
K745, @i HS M aE sk 8 1 A4 B 7 3
M Mg A K. 78 HCC v, 5 GPC3 ) HS il
FEAZ T AH O IR Bt IR I g C0. 5 O BR IS8 B 1 (SULFL) A
R BR s B 2 (SULF2). SULF1 A] LL%Bx HS E K
AR, PREEAERKETRISE ), WndsE S
S, R EIEI R A K AI/ER . T SULF2 A LA
BN GPC3 iRiA, #iMz5 2 AME 5k, W
HCC Egjiﬁ [27—28]0

2x EFTiR, #£ HCC 1 GPC3 5 &M KK 1.
FEEnTSEMEERSS ZMIE 5, FREnT
CLS R i 5 b Ho At AR IR P A AR, AR AR
ZAER TR AN F A ASRIRERE B2 HCC
FIR AR, XL 5L 8 HCC 2 W fiG 7 $2 44t
THASME, KT S GPC3 A HCC A1 i 45 4L
il B A B

4 LAGPC3IAFREMRIHCCIZI G E

Hil, HCC % WL SGie Wi Ji ik 2 MR+
B, B, CT. MR, R GRS, (Hixd
2 W7 VR H A D HCC (159 PR 2 AN 3 34 1 s
2. iR, WP, R 1 SR I L
o R A A AR I T DA v 2 W A A A R AN R B
PE, NIE RIS W AR T SE ORI . L3 A4S 56 R
JifE, BRAEfEIR, EEMEME. W2 MR SR
AE A Ak, B DL 3 R AR S A
DNAT DA LSS AE R, 0 PR R 2 KT i

J7 HLA E 8 Y. AFP & 53] HCC 2 W &t & )
ST RREN), RS BRI R R S R e A s
I GPC3 7£ HCC H s Rt KL, =5 T ARZME
PR AR, BT LALL GPC3 Akl H b (A I 7 vk
AT LA T HCC - Hi2r, XX T HCC B3 1 5
WhARIT A EEENE L. GPC3 it GPIERE
S 2 T8, J1i 07 i Notum 7] LK JH: A28 Jf 2 T R 7
HENTEIR 240 0 DRIUBR 7 I PR 5 11 4 45 2 2
ARSI EE AR AL, AL A GPC3 (A& ]
T HCC iz B, GBI 2 W i (enzyme
linked immunosorbent assay, ELISA) F13%& -3 Bt {4 )
LY, XA A IR ERL.

4.1 BEEL SRR MIHINE(ELISA)

F A5 F A I RRE A Fh GPC3 ARG 5 i A2 3
0y ELISA KRy, 1248 77 v5A5% FH iR GPC3 AN [H]
PO 2R AT (T AA SRAS W I YR A Hh ) GPC3 . JE
Z U B NPES, X GPC3 A& ) 7 A5 ] 5k 53%~
59%, KRR ST ik 87%~90% Y, (Hi% )7 4
TECIRED, RIS, — MR 2 2 = R HS
6], S R G Ay A Rt — DR .

Yu 25 B ZE MR b ST T AR 2 RO G ARG
¥, %I 7 v AE et ELISA Ay Fe sty b, fF
T BB REER I — BRI AR I Y BE i 1) T, Bk
ORI W BRI FE A R 1) GPC3. I 1% 72,
HARAT AR 0.05 ng/mL () GPC3,  far il R 5% AT
5 54.2%, KR E A 99.4%., (Hi% )7 LA
W IRMOR I T B, R R R .

Pods BRI vk e, ASLIR s AL T — ik
T 6V K AE 9% 0 ELISA S Kl 77 3%,
TR A7 P GPC3. 7E 5 e i K 3 [ e i 0 4R
#5 b BB TT GPC3 AR R B BEHik, SR A
FAPUARST GPC3 #0088 [ 145 57 P U A F R OF
HA, 77 23 10, %€ % 2 1 6 GPC3 HSS 4% 1 45 & 1
BRI ELISA 546 o 5 B A T g5 44 Hh 1]
PG AT LA B BORFL (K, AT 73 2 AR PR A
PR (15.6 pg/mLy) FHHE =y B I R 85U (59.5%)
ZOT R R B, AT AE A AR B AT B RGN,
A5 B R B R BR R, A I R 46 R A
i) B, B DASE hadE T HCC (il PRAGI .

42 ETFGPCIEEAFRIRM A%

H T4l % GPC3 [1)4RE S PEAS I B 7 FH R S 1
PUARAL, S IEHT N & R — R
BHR, o TR, BBEMEFN =580, el
FMEGE A SR EAR . EATSER m, e ki,
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AE RTINS

Zhao %5 P¥ ¥ GPC3 & & AP613-1 B8k T Ji i
TRTE 1 /N BT 4 A2k (ultrasmall superpara-
magnetic iron oxide, USPIO) |, JE Bl & & /v & 1)
USPIO (Apt-USPIO) #&%t, IR T B H T GPC3 1]
BRI AR AR o AT VA AE AR L, A
BRIEAG, v HCC B S dt 7R ALS WG IT 7% .

£ T GPC3 ¥ HCC 12 Wt J7 v H A Ry 7 1% 4
RBESER A, BB THRESWER, THEHS
THARE RS-SRS T2, (5imESEE
FAEWIRE S GPC3 (1) B T8 AR s s 0 AR I R B FH 3
il —sE WA HAT, HCC 2 W EhrA 2 2
Az W, BRAZ W AT OGS iR R S AR 3 SR AT
Wr, XXFT HCC #3677 F 25 FNG T SRIg A & 1R K
Fm, Rk, 3T GPC3 ) HCC ¥ J5 v 8 5
B R R T .

5 LAGPC3AREAIHCCETT

GPC3 £ HCC W& —Mit Fix, fF2 A HCC
BE AR T AR BE . H AT &R X GPC3 1) HCC ¥R
J7 F BB G GPC3 Bk iG 97 GPC3 £i7 4= JIk /DNA
REWRIT  RIETRIATT FERRIT .

FE 4211 GPC3 Lk A 4T XF 4% 00 & 14 30-kDa C-
KK GC33 Pk A yp7 ik ™, L E A A
5 B BE T AR X A HN3 Fdk M, i Bt HS )4
(IR HS20 JFifhk 9 &, St Bl 35 W 7E A\ AP 5
Fh RS BB RS Th v S GC33. yp7 B HN3 $idk )51y
LB R A K 4 HS20 Hiik kb HE it i) HCC
o1 L3R A% RS B RE D B RS, M Ah SR it R i
HS20 AJ i HCC 4 P sskRAR IR R, A SRl
B3 5 HS20 J5 Hep3B Jif 8 (1) 4= K 52 21 01 55 #1161,
AT SHb 3% S 47 A 35 EL A 4 R AR K . e 4,
B E I R T BA L E R R IgG4 X
FE S PE T 400 € 15 Bk ERY974, B & —FhEA
LR B BE Pt GPC3 541 CD3 [ T 4 g 5 5 [7] W
Rk, ZPuUEN S T 4151 GPC3 it &Rk
(iR i ), Xia &5 ™ R GRGEHI & 7RG
A BRI KPUR VHHGPC3, 4 Kbtk
AJ A HepG2 4 A (1) AE 4 52 v I8 /N BB A7 7%
Fo 54h, GPC3 TR T+ HCC fiay7,
75 H A0 T HEAT IR R 358 o GPC3 A4 Ik AT RE
PERFERIE GPC3 IR0, %A 78 45 FL Ik 5 i
T[S ASE AN [ e i o 38 o e g T AR AL 3R I PR R
R IR (1) 6 L 15461

15 P A0 B B DR 52 AR A8 1 1D 9 38 40 Pt 2 YR T
HCC WA 2007 1. kR 540/ GPC3 Hi 44k Xt
HCC #4707 4, IR L fF F GPC3 %5 =7 Mk &
PR Z AR B B T 40 B (CAR-T) 1] LA 26 7
HCCH™, e G it /N BB AL h, VB CAR-T
Y1 i AT % 5 49 130 mm® (/N BRI B, {H X} 400
mm’® [ K R RS OR B . 33 i R A Ak GPC3-
CAR 5 ¥y 7] DL 4746 HCC 40 e 2 R/ 578 7,
i ARl GPC3-CAR 25471 H )75 CD8a ¢
HE X A 4-1BB 5 5 45 #4) 3 [¥) GPC3-04-CAR, ‘B X}
GPC3 [HH: ¥ HCC MMy 230 1 305 10 4 B 751,
FOIERMAE. Yo" RIht 5t T GPC3 47
PE T SR 2% 455 41 0 (natural killer, NK), 3@ i fr it
GPC3 f P CAR va 1 i 75 1% NK-92 41 Jfg 5= 15 31
NK-92/9.28.z, H:7E GPC3 7 3% ik AU ik 1) £ b
HCC 4iiffa &8 B A A 2y s v, anfe Fre
P SE56 H NK-92/9.28.7 (40 B e 6 5 vk /L,
ik 6 240 o TS . Du 2% B SRR 5T % T GPC3
L5 CDAT L4560 J 1% PiAk GPC3/CDA47 biAb,
1A AR AP S2BGIE B GPC3/CDA47 biAb (1) 4422 4 1k
B, S T 2R R 1 i I8 4 B R 5 5 K
S PE . Wang 25 P4 GPC3 Hitdk GC33 1y Hidk
F Bt (Fab) 591 CD16 Mgk, it 7 —#
JE T Fab 19 XUFF 5 14 HU4k GPC3-S-Fab, Hijff 7t 45 i
# W] GPC3-S-Fab ] 4 %R 7 40 i & F (1) GPC3,
76 NK 40 i 7 7E 5 %0, GPC3-S-Fab LA & K
ik 77 X HepG2. Hep3B Al Huh7 41 ffg = 4= 5 51
(41 i 25 v, (EXF GPC3 B % i1 MHCC-97H 41 iy
B, Yu 25 B RS H T 4FXE GPC3 AT CD3 )
BURE R T 40 M E 8 s, 78 N = A 1
B ey AN R VR FE i i e, /N RSP 2
PRAR I RAR T B2, A5 553 4 e 2 K 1 o
TX A ST A AR S 92 20 i 35 EL A 5 K ) BB R
X I 3 5 ot R A S R Sk 2 3% HCC YR T BT
RO ERA R K FEwt s, ART HEHT HCC
PIGRYEIT o

Bribz 4, MNTERPuE R B S 8 v Bult T
A, flERERRNRASEN. XMREfRS
TR Bk B S0 MG 5 SR, T A
2 A B & AR A R AT R E TR
J7 o W49 55 2 J80A-PE24 FIl HN3-PE24 % i 4H
J 5 A /R, b J80A-PE24 HL HN3-PE24 i
JFF e 240 L ) S35 R0 0 B v, R SRR RS AR BRABE B
J80A-PE24 T G 1 1l i JR A & BT 5 32A9 Gy
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FAE /N R S50 6 GPC3 B M e 41 i 55 0L HH e
MAnf T, 3P 32A9 CAR-T i il 75 &
AT B0 B GPC3 B HCC 4 i 9 76 44 4 42 4
HCC SRRt g i &,

KT GPC3 ) 2 [ ¥6 97 3= 2 A FF microRNA
(miRNA). %7 & & RNA (shRNA) Fl/N T3 RNA (siRNA)
MBI . A RNA T3 HCC 40 h GPC3 Hy ik,
T 0341 4 L ) 3 B R AZ 28, IR RIS S A T
MG EIpPR vE T B thah, i &I
¥ GPC3 Jk K] Ly b SOPR 240 i 5 448 i IR 115 5 11
oA 4 M [R]85 75 1T DA 51 e e M S B RN, g
FAMEIR AR K, SR R i

GPC3 R e T kG gk B E RS & 40
H NI HCC WA o7k, w#m g S
GPC3 PR 4h I A, 8 i 21 41 ' 5 R 55 e osg
AR AR A B

2k BRTIR, GPC3 HIHuARyT 2 LA R 45 & b s 4
i B PLAAR ST ¥R AE HCC ¥a 7 Hh B RAFIRUR 5 A
if, GPC3 fiT 4= ik /DNA 2 Wi ya 97, LAR AT A 4o 7%
B RIGIT AR REIT A, g HCC R IT H I 2L
Ji k. IXEET7 RN HCC B3 IR RIGIT W5 ok T
B, HEFEHE— P NImKEIE S, XEIGIT T
EEIRIRIH T RUF sl KA EA, A
FEARESEATHBRME, XFF HCC MR GIT k17
TE & PR . BT LA GPC3 7E HCC H i) Rk i #2411
H30 75 EE RN BB TE, DA N Bl 1) 5 212
JARIT T E WA FHR TS G IR AR -

6 RE

A KT GPC3 457 Thfe & HAE HCC k£
KRR R R AT T VR A 2E, R 6
GPC3 1t HCC 2 Wi A1 ya 7 v (1) B 3R 4T 1 187 B 2%
H. R HCC T—MmRis s AR, GPC3 {E
FARE AL L AFP 5 3E & T HCC [ 5312 1,
M HAE & — 18 S 7 HCC st a7 it B
HEMMNHMNE. BAl, LA GPC3 NE—MirEY)
(1) HCC FLHAS Wi fl#E a1 y6 97 2 2 AT s FE S A,
FEEHER I T 28 GPC3 i A LL 2 4E 55 1) HCC
SRR TT 55, (HIX S VIR AFAE S Ah I UAAS A2
M DAL F IR SE o o, i 75 i vk 1 A S8 2
GPC3 MR E5 5 DiRem . T GPC3 {ll%E HS
Z W RE ARSI IK BN & e AL, LA R RN AL R s P
A, T HAFTE A BOR 25 M Rk i 2 e v, [
I, AS[E2H SURNGH B 78 AN [7] 0 2B BERN 08 B 2% 11 T 3R

15 1) GPC3 [ HS &% [ 45 MR R A R B R ZE 5=,
M FE GPC3 4r F AV FUIRe B R E R 2
SEAMR, HIHAAYRER 7L ok B KPR . (R
I, KRBT TR R T 5 2% GPC3 4- 11
SERIFNINRERTT, AUH Bh T s HEE AR AR A 5
ER, WA RT LLZ N5 S HCC 2 At 22 9 1Y
CWIAIETT . 2020 4, ARSI % H AL T IE AR
FETH £ R TARAL A HR, R AR AT LA
B AR S50 1) & FhoBE G IR B R B e B iR B R
PEEOHEEACAL S, R T R A R AR R B R
PEI 450 5 DhRERT 0 in) &, X T0F AL B 4% GPC3 1
PN &R B 1 SROBE P B (00 % ol A 3 R 3 4 T g

P2 AR p e va T B R . MGk
it FL# AT GPC3 B IR AR 78, GPC3 7£ HCC
S Aaa T e KIEE IR ZM/EH, Y HCC
BEWREZHAE,

(& £ X #
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