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[ Abstract] In recent years,targeted therapy has been applied extensively for pediatric solid tumors and
some revolutionary advances have brought great hopes to children with unresectable, relapsed and refractory

tumors. This review summarized the performance of targeted therapy for pediatric solid tumors. based on clinical

trials in the past 5 years.
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RAETES BIU 4R, LG M e K 1y
FET-C 4 BE A X0 B B TR A LA B2 Wy 51697
BORAY gk e M 2 20 BAT A 7 2 LA G
ANTEOT I IRE 52 e 7% T 245 LA AP RET- R 1 TE RE
AT o SRR R R 1 9ATT AR S LE IR
NI ) LB e SUIsAT A B S e, KT, L 1)
TRTTTENG R BT IA DY A4 A 36 v WL 58 3] 1 97 3L
IREETE SN TG 7 Hh i I, AR
e L i 96 B i PR 552 B v 8 OIS () A B 23R
AL AT e ) L2 S A e vh i o
AR )L EE S A g KR Ak 55 I PRI 9 1 o i 4 AL
J7 1)

— N BRI R R B 0

(—) 20 N TR 7 HE A

1. 222 R4 H I ( mitogen-activated pro-
tein kinase, MAPK) {5538 % 75 40 I3 5 A A7 Al

oAb R FECHEAE FI Y MAPK {5 538 B% 76 2 F L
R, ANl 2 B W TR R e R AR
Jed AR DUST 2H 240 i 14 26 0 88 2L P98 ( rhab-
domyosarcoma , RMS ) FlI #if 22 £ 2 i1 %7 ( neuroblasto-
ma ,NB) 1, i & BLAF 16 28 5 o B oA 9 D
F] S5 )¢ (selumetinib ) S5 % MAPK 38 #& T ¥i# (1 3¢
N AT F MAPK Jfiti ( MAPK kinase , MAPKK or MEK)
172 W FEPERLIE A . 2020 4F, Gross % % 3 T ]
FER RN T T B2 2 498 9% ( neurofibromatosis
type 1,NF1) Byl R 350 BUR < B 778 70% 1 A&
LA S BLER S 22 i ( partial response, PR) S, i [ A1k
TRRILIEIR AR EL, 3 T1 7@ A O A= A7 i fe:, I
RSP T 2 84% 1) 3 AFJC ik i A= 17 2R ( progression-
free survival ,PFS) , HF, @A EZH O EEE W
525 B (Food and Drug Administration, FDA )
HAENL T 2 2 LU EJLEE NFL iR 97 . Eckstein
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2 U e ) SR SR P T B 8 b A
TE MAPK {5 5 18 B 38006 1Y 52 %/ XEIA 1 L 3 i s
(EZNE AN R A RMS) |, {H 3K 25 &0
25 fi#t (objective response, OR) . o5 —7F MEK [H i 5
R HHJE (cobimetinib) T 7E 56 4] 6 H % 2 30 %/ 52
PRI 83 S T 29 5% 1 PR, H & ARG I
Jo 40 988 (low grade glioblastoma, LGG) , i L A £E AT
76 MAPK il BT 19 LGG B 20 8%

BRAF A5G i1 5L PR AZ 53¢, 4911 4 &% 600 {37 %% fih 1
| RIS SR A LRI {8 (amino acid sub-
stitution for valine at position 600, V60OE ) 5 — Fj fig
S50 KIAAI549 Fil BRAF 3 [H @l 4 1 B2 X B 2 78
LGG 5l W . LGG L A7AE BRAF V60OE
RALFL) Y 19% , HAPHOT ALS7 RBEAE , K84
TER DL AN BRAF V60OE 2825 (1) LGG LT .
B-Raf BH #7135 57 9 JE ( dabrafenib ) 7€ 32 5| BRAF
V60OE 58722 fH P ) LGG L S2 3 1T 25 44% 1y
OR HHIZ) 85% 119 1 4F PFS™ . i MEK FHL# 57) ih
FR eyl 5 ik b dEJE Bk G 1 T BRAF V600
RAE LGG LB T 29 25% 9 OR -, KT .25 [ Y
15% 1) OR &, HAR B B, HEj, FDA 24t
B IR E S i B R 5 W T AL & 6 %/ LA
1 JLEE BRAF S MRIRIT

2. R -EAWMKRGE NS AMENE
FIEAT AR A2 R AL - S A R Ge e IR ia )7
AT AERE RS . PRI R & 7 M IAER 8
( neural precursor cell expressed developmentally
down-regulated protein 8, NEDD8) J& —Fliz Z &
H, FHAEW 8 1 X cullin-RING % $2%ff ( cullin-RING
ligase , CRL) 1 A AZ 0> S 2R ——cullin X A E AT
IR MK T HoiZ 3R % Bl 9 15 M. MLN4924 ( pe-
vonedistat) 1 57 NEDD8 7 4k [iff ( NEDD8 activating
enzyme, NAE ) (43 PR 5], GEGSFHL 1 CRL A3
I, R T 2 A 2R G RO R A (45 LG
PR R AT T BEAE D A TR R
PRAAIF FEAIE S5 MLN4924 75 L 3 i g o i 410 9
FAY . R, 2 A s R T A L
SR/ MR SR IR B4 e PR — B3 09 5¢ ( ADVLI6IS )
AR BCE R T 2019 45 56 [ i R I g 27 25 (A-
merican Society of Clinical Oncology, ASCO ) 4F £
K=,

(=) A0Ma B b IRy HE A

1. [A) 75 P bk B2 983 % fif ( anaplastic lymphoma ki-
nase, ALK) ALK J&—Ffn] i s 8728 4% DL

Bl A S A7 S8 R DR A S T TG 114 52 1A R R T
Ty, $5e 00 E 0] 78 K 240 9 2988 95 81 o AR
ALK 104k 55) 558 35 JFE (crizotinib ) £ K ZBULEAE ALK
DR HE Y L2 ] 728 DR 200 AR B2 0 S 48 M LT 4
BRI B B B ELARSETRITRURT . ALK
AT NB i AR H L, B & NB A HA T Y
ALK G HRT, R sg e J2 ¥ 97 ALK
AR B A R BOMETR NB Yl R e R 2
T 2021 4F A 3% R 20 1] 82 H A 2 451 PR (1 5]
SEA LR ( complete response, CR) il 2 #5175 f2 €
(stable disease,SD) , H 5 ALK R1275Q 27458
X Sl R AT IO SE 245 AR (i T F1174-ALK il
F1245-ALK 737280 55 ATP ZEF1 ) 08 iy, s e fill
MELL SR S A G, UM AH e R1275-ALK B 45 %)
Mit25" " . ALK %75 {8 RMS oA #3845 51 J2 77 15
PAX/FOXOI Fifi & 56 R i v B R SO LR,
TR G ARRBUSHIE o BRI, 45 Fome s Je 76 4
FR LA ALK BELA R ZE 1A A JF R A4t X RMS 41
HIER

2. ZUBEILE  FE2PUR A A )RR T
BRSBTS HE [ 22 Ao 52 A S R B, Heh R
1# JE (cabozantinib ) 75 B\ Hh & Bt #E TR 97
R P VRCIR g A RE R R B 0T R OB Chuk
S 2018 AE R T R JE T LE A K/
TEPESSAA b Y — S R I 45 5L, 78 41 i 4 ~ 18
BB ILHPULER B 4 ] PR 43511 0 2 451 FCR IR A6 R
Iz, 1 R0 R RN L 57 WY A0 L AR . TR S 2
(9 3 RS P, Akshintala SE99 AT B A T
SCPAJE RMS FJE RMS RZH 2L AR | 5B 40 e 0 =
WLIE 6 AU 2 ~30 2 R, Horb 10729 1Y
BRI T 4 A H DL R R R (2 )
PR,8 {41 SD) , 1] HAth A 788 A ' BE Al a3 v oK L OR,
FULMREAL T L4 0B a0 A L/ /) RET Bl &
FRPERFLISIR ORI T PRI

75— 22 It BEL 0] 2R £ JE (lenvatinib ) 5
WRFCIAH B 5 P W8 I e 1) 36K 5 o8 P 7 B PR JRR RS A
T PRI T BRI HR 1 . Gaspar 277
T 2022 4K T FIRHGTE2 ~25 X BHE R/
TAYEE PV R I R 45 2R 9% i R SE I T
OR,71% W) EFAG B0, 48 4 D PFS & L
51% , i T RRAENEIE b SR AR e B 24 sl OH At ALy 7 24
YR T2 RARERY PES,

(=) AHAZ N AIRY T HE A

1. 208 H & & Bt 1L BF ( histone deacetylase,
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HDAC) HDAC fE R Mt tL 4 15 A, 7EMh
AR AR A A, HDAC(FRHIE 1 26
HDAC) , 7EZ M I b i 225, O H i 2
WEALAE A3 418 1 5 DNA B IE , BRI ] 3
FEPRI IR Z A1, 30 AT 4 i 40 i 534k, T HDAC BH
e 70 A X 2 200 e e AR RT AE  r A AN R TR AR
HOALHE AR S PR U SCIA R I NB 009 £
CAERRP RIS BIESE ™ . Bukowinski 4"
2021 AEHLIE 7R AF (entinostat ), — A T 28
HDAC {9 151 iR/ N33 BEL 77 78 ) L F R o A 1 YL
FARCR, 85 R 1% 25 1 26 4 1 RAF, SR T 30
JRNE AT B2 A8 R 5 LSE 3 SD.

2. Ser/Thr # HIMM R & Weel J&—Fp Ser/
Thr £ PG 2 15 0 AZ 088 , 7T L i 40 ) J] 30 3R
A 14 i ( cyclin dependent kinase, CDK1 ) & 171 il
FAAE DNA 51407 1) 4 i b G2 S E A A 2273 280
XF T pS3 AR A R A K, Weel Szl 2! 17—
P ORAP VR T, T LA BHL Lk fi 96 200 6 e A 52 ) SC i 15t
(replication fork collapse ) Bl 4 22 /3 2L Hi 15t ( mitotic
catastrophe ) 5 F# | JF 11 36 0 40 L A6 T PRI, 4104
Weel B LUMHAT 96 4 LT DNA 534528 kg7 254 T
TR . AZD1775 ( Adavosertib ) J& Weel [1]— i
BB RETEN T B A, Cole 45 JETF Weel B
R VE AL, P £ERERS T 90 DNA Sl A 78
[R5 AZD1775 WA, T )L 2 S AR P < 7 %30
SP I 3 A Y NS [ 43 BE %5 NB 9k 1
PN A= RUHS ki e B9 ( diffuse intrinsic pontine glioma,
DIPG) A1 RMS]H1,3/20 Y NB (& 528 OR, Hirp 2
BIFFTE ATRX HE DR G BE , PRLIG, 32000 97 07 28 Bk 1 X
NB A5 —E ST 302 A, FoXE ATRX 5878 i i 30U R
R —HAF 57, oAb, IR A 2 2 ik
AZD1775 57 ika FTRYY DIPG, SR AHE T Bk
TR BRI A LSS 2 S £7- 3 (overall survival, OS)
RUNIOE

[F)J& T Ser/Thr # [ ¥ B 2 1 B WOG W EE A
(Aurora A kinase, AAK) fEH 22y 33t 3| 7 8
S A AE Hlo AAK 19 /N 43 - BEL i 500 B 57 3% B
(alisertib/MLN8237 ) %} 2 il JL 2 it J6d 149 ¥ 297 2K,
45 NB JUSCRR S, ©A5 3] 7 i R AT B 78 Y 3
FEOO o A BRI AAK 7E MYCN 43 1) NB s
AMFAET: AAK GBS 5 E3 JE4LHE F-box/ WD
ZHE H 7 (F-box/WD repeat-containing protein 7,
FBXW7) 35 4, B9 26 (5 86 F 0 Nemye 26 14 10 1%
i WS BERR S RR BB T AR £ 21% Iy

BOR/EIRTE NB B E P Si B T PR, 1 4E PFS Oy
34% AH SHEN DL H AT 194, 72 MYCN K471
NB A S My Pk B AR i Bl Sy B s A2 1 TR
R/ MEVAPE SR IR B IS A A A ) A R
SPRCA PR 117 ] 2 ~ 21 2 Sk g i o v 3k 5 3]
OR, £ 4 3 5] NB, 1 {51 & ) 40 i 88 S 1 9] B £ 20
Mg

3. Z MR W R A B R A 1 [ poly ( ADP-ri-
bose) polymerase, PARP] PARP Ji—11 3t DNA B
FEIA 1B 0 H 505 , T PARP BH i ) Ge i i 5
PARP-1/2 [ 4HE 1 45 44 38k 25 45 5 5 IR A2 3245 119
DNA 4b, 51 % & i SC 4 5K, 1 o5 5 40 M 4
T2 W A LT 0 M 5 1 4 571 (erythroblast
transformation specific, ETS) ZZ %55 55 [H 1 19 2L K
A, EWS/FLIL 55 EWS/ERG , 32t A V88 7 47
AEVEIE R AR S T IX SE 5 22 1 5 PARP fF7EAA B
YERT, A TE ETS %5 B A il & 1 i g X7 PARP
BELA 39UA% S PARP B 9 20 i 2. ( ta-
lazoparib ) 5535 B W iz 16 FH A i R BT ST A9F 5 Fh B IE
SEXF G SC PR e 9e RN B AN LR B B AR
Mo ZHB N T 4 ~25 2 BE WG K —/ 145
RN 10 F1JESC PR R MEE R OR, (A 2 i
SD; 53A 1/8 WM FUR S8 T PRBAE 3 47
TS AL I/ BRI T AN AN L3R

TSR REGUR LW RO SE E J

BATEREDTR 5 iR 40 L 3R T R LA T2 A
J& , B K B AR 545 (natural killer, NK) 4 fif] G
it Fe SZ AR Ihe 2, 558 i A e sz 14
RS 1) 21 it 224 FH ( antibody-dependent cellular cyto-
toxicity , ADCC) $4 H iR o #R7rBR sw BEBTIA, an gt X
G RE RS AT A5 0 i) 70 By M SE T 52 1481 ( programmed
death-1,PD-1) [ 4T (4 F0 B T 52 14 % 220 92 8 1) Bt
1A%, D P s A 2 REL T/

(—) SR PR B Y S e R B A

L. I /NAR U5 PR A K D7 32 48K ( platelet-derived
growth factor receptor, PDGFR) Bk £ W 5% & 7w,
PDGFR i p 75 22 F )L 2 Mg (W B9 \RMS (& [
TR SCPI R 26 ) h R AR T — s L3
i ged e i DAL 6 R R 2 S 491 i 9 B R S0 UL Y R
(‘alveolar rhabdomyosarcoma , ARMS) #r i P4: 1) PAX3/
FOXOI B:A Rl , PTRE 2 S BUZ 2 IR 5 0 & 3R
i%, H PDGFR £ RMS th 5 A8 RBS A5 6,
Mascarenhaus 258! - 2021 4F 4238 T PDGFRa 1Y PR
SEREDUAR AL A BT (olaratumab ) 77 JL # S A4 it
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T 1) — S PR g R, 76 68 il 3232 BLR R PRI
SITYNRIT R, 1 BISEEL CR(RMS) L3
BI5E B PR (ALHE 1 451 RMS F1 1 5] 0 SR A4 B 200 Jfd
) o MA, FKRIEE HE 1 B VEGFR FH A
M JE ( pazopanib ) 1545 B A1 A BLATIR 7 1Y il 4% 7%
NG RMS JS2 B CR IR Ih R 61 . R HRAL
AR EABUAE S5 22 1N FEAIL AU BA S Hh i ik 55 TG 125 2
A AF R AR T 37, (H AR L2 g (R ) 2 B
LR T IR RED A — R IR R LY,

2. JES EHAE KK -1 Z K (insulin-like
erowth factor-1 receptor, IGF-1R)  IGF-1R f£ RMS
TRk, HLATRE S & AR 5 ik AR OGP SR
IGF-1R 15 e FEHTA VY 2 AR FRAT ( cixutumumab ) R
FEREAE )L SR Ji g 0 B 9 v J R 10 4 6 B 1Y
SR Malempati 5 223300 76 %2 K BLd AR
AT MG YT , ) B CE X R M RMS (13477
ROR, SR, I BAFN Y 3 4T 2 {4 A 7 (event-free
survival , EFS) 2 ( 24 16% ) L 24K T 55 R =% ] Hal
1657 J7 I BAF (2 38% ) o A WEFELW], RMS Xf
IGF-1R Hi A sl B 25 9 1 it 25 P T e 5 YES/Sre
FIGE I ( YES/Sre family kinases, YES/SFK) (g 5
T I YOS A DG, BRI [ s A ) IGF-1R 5 YES/
SFK AV 7] DLk $13A 7 RO ™ . Akshintala 4517
TEPEIRA I 73— IGF-1R B4 5 Jé 15 BT ( gan-
itumab ) 55 Z2 U RELA AR VD 2, AR I R — 1
AR 9 F L S AR M RMS i) 1 4
PR, AT, H A 306 DR O 55 JE B8 BR g0 g 45 7 T 4
(1

(=) I s St e i B e R B 4

GD2 (T H ALV Z g i (L b 2850
NB F1 R ) 2 18 #5522 35 FE # 4 SUIRER B I REE,
Jo PR 40 i 37 A BARCRE L GD2 Y 5
Btk O fE NB 15 8) TR ARIBF5E ™ . Laden-
stein 25 F 2018 4E K& F i Z LI R = 1K %
B ZERE XS W fe NB Y GD2 Hi i3t %5 22 1 B ((di-
nutuximab ) B JL[E G J7 7, H 4 & -2 (interleukin-2 ,
IL-2) RABHE R 1 ~20 % NB &1 EFS, HSH 1
B REPE SONE , PR AS 0K TL-2 Ay 55 %
H APIILEIAYT )7 4y . Furman 25101 249K
1 GD2 FHT T NB i -390 97 1 i PR — 31050
g8, Hodh 64 B2 NB B H 2 THIT S
huld. 18K322A K7 4 i — 5 105 44 e 4 7% o 3% D+
IL-2 [HEGIRYT 249 97 % 1) BB B 15 IR T N e
SEPL T PR B AF RS AL, 3 4 EFS A0S 435

73.7% F1 86% , i Ty s X Bt GD2 FAgi7E HAth L
2 8 P A R 56 BF 5 438 Hingorani 45 F
2022 4F AR T MBS 2 E BT S ORI MY - B A0 i
AL R T ( granulocyte-macrophage colony-stimu-
lating factor, GM-CSF) -5 W I T8 &5 R IBIT
A9 00l PRI A5 2R -39 1] 30 % LR S E AT 1
BISEEE 12 A~ A R DL B EFS, 55 75 i 52y 28.
2% FFARBEIT 20% i s FE

(=) e R s i 55

BEXF PD-1/F2 )5 % 5E T e A&-1 ( programmed
death ligand-1,PD-L1) sl 2 il 75 1 T 40 i AH 5C 2 A
(cytotoxic T-lymphocyte-associated protein 4, CTLA-
1) B pE RERTLAA , RV A8 A A 41 o ) ) 1 FH A
NIRRT o C IS TR AL g R, AR,
JUEE Bebed A8 B 15 RS ) LB i AR Y
SRR FEHN MHC-T (I K i A5 A e S A 2
T i 96 T R L2 4 PR AR R e b B DS BT (Tpili-
mumab ) {5 A BN e B M 65 3R TR IR 7 259 H i
Tt Tt AR, B2 T ) LS S A
SR IF AR, FE— TR A T 33 il 21 2 LR i
Y — I R v AR WL ) OR, Hir 12 451 45
FRAALA 1B SD'™  PD-1 Hi A4 R AL (niv-
olumab ) 3% F F Ik U987 . 7 Davis 25/ F 2020 4
KRR R —/ 1, 3/10 1Y 28 A7 4 bk
/10 R A Al R B A S T OR, SR 7E
HABMRE AR P BB ORI, Davis 45
BIRZ T RIC AT 5 9 BT & 0 T AT RE L 41
Bl TP A 2 1 PR, 235010 RMS FIJE ST

3R T R 20 i 2R T PD-LL [R] At vl A Dy
FLE, PD-L1 g 44 B 5 1) 2k B 47T ( atezolizumab ) £
Xof LR IR 258 N S A e 83 ) 1l R — 30 F0 — S0 F
FAER W, AL 5% S8 PR (P 2 ik
AU EL IR, 1 A A R ELR A 1 I PR A
FEMR) 7 BT R SR A A R AL
SR IS TP YA YT ASCRAS 1 BN SR i AR, H
TE MR R IR A YR 0T AT A AR B IR R
A EL

(1) AR Ik 259 (antibody drug conjugate,
ADC)

UKL GBS 55 25 1) . 3 W) SORCHT 1 ) 107 3R &%
&, 8 P 5 15k 25 ) (antibody drug conjugate,
ADC) , LY 25 W AE HE S 10 MR o 20 AL (cluster of
differentiation, CD ) 56 740 5 ' £ 41l Jfd /& . RMS | NB
SR LR LB TR A kT L IR R
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$t (lorvotuzumab ) & & 2 ( mertansine ) (IMGN901 ) &
A 2253 34MTHIR) 5 CDS6 BT I8 IR 2 R BAPUAHAE
X ADC, 7E I PR FT 0 330 Hh Bl E S0k BB 200 A 9g
RMS I NB 4730 o %24 ] T IL3E AR R L
IR MR o ) A e i R] L (H SRR R, 1/17 1 RMS
AL PR, 1/10 B R SEBL CRT o ILAR,
B ) B7-[6]JE 4 3 ( B7-Homolog3 , B7H3) P B3
omburtamab 72855 AR {C 5 JR 0 0 5 0 i gz
I 03 e 22 % U 1% 445 s 4 2R 0 A= v /) [ 4 i
v IEa FNAL AT i 5 B2 1 NB 7E N 1A 28 R GE R Th s
E o L

= AR BRI

b Ak s A VA T T IR A N R B
NN, 7 S 6 = v AT G AR OR R B S b RS
P A o 1) G 5 200 M [l iy 22 R B RN . 29 L
TR EDRE AR, AR S PR Z AR T 20 ( chi-
meric antigen receptor T cell, CAR-T) 3% RMK-F T i
Ak T 40 M BT RO AL IS AL m) AR BE ), H
CLAE IV R TP A 30 1 By 1o Y (E X S A4 i 9
RIBAFAEFZ R o B T 4iM 2 41, HoAt g 40
ML Cn NK 28 B ) [R) 46 W] DAAE S 2o 4k 4 M 36 97 1
TH,

e JLFE SRR S, GD2 A Ay 3 4k 40 i iRy 7
OS5 5 T8 Z 9% . Straathof 257 F 2020
AR R IR — B0 45 R B, >R A CD28/CD3¢
Fo T Bery X GD2-CAR-T 4i 1R Y7 NB R
FEEHL/ IR (on-target/off tumor ) RN FiF LY
M, HAEZ KT =10°/m” CAR-T 4 f) 6 4l
BILA, A 3 IS TR, Heezey 7™ T 2023
HERFETHL GD2 B CAR-H 4K 3455 T (natural killer
T, NKT) 4 g F T MG P NB o i Fif 8 iR : CAR-
NKT 20 i 68 % B D 7 1 N 38 5 0 7 00 3 I 78 e 7%
FEAE 12 A B3 f] OR, GD2 CAR-T 4
MOAEAN 22 28 G boRg b A 45 2 T 19, Majaner 2517
T2021 AR R R — g 45 3R s, CAR-T 41
JRLRE % S 5 L B P AR b 28 R G, 4 A7 AE S i 20
E 1 H3 py3EK K27M 2875 ( K27M mutation in genes
encoding histone H3 ,H3K27M) [ DIPG &% 55 i& 4 th
LI B, 3 BITE e b R & RG I H
TS T 4% . A UL, GD2 CAR-T 3R Y7 7E )L #E 5K
PRI A A5 S T ) 5 o

PO | JLEE S AR g 8 R T 1 Bk R

JUEE i 5 N TR A AU 0 1% A X
H T L2 e 200 v i) 2 PR S A8 A/ DAL b 2 Dt

YRS, B = IR DU 53— 7 i, X T L AT
M55, S b 8 A B I 380 2 6 b g 5 M DA I
B B 2 A EAR R LR P 2R B4 ST e, R T
oS A €T AN A N S {op 53 7/ B Il e 1)
e ok S I, 3 e JHL R 30 G 8 4 ol 4 ) e 9 sk
PR, HRIELAT 2 HE 1) 245 0y 0 MRS % bR
PRI, REAZHE By 25 ) 415008 R 25 1 S AR Fif 8 1) ek 4
2yiAs, LA SR X b I8 (P 85 v G B 0 ol 2
OB A AR )4 40 i e e A 5 1 W 240 i A0 7Y
PET 4 /9 SR )7, W REWS it — 2D 4w #E 1n)
EPGIEy &

LE BRI, BB AT i R LA A LR S
PR U AT T AR . AR 25 Y
NG, B BB HTIA L ADC | S e A6 AR A
HiFRIA CAR-T 3597 S 4L 1067 ik 4 1 257, #2
W)IET R 52 e/ IR 1 LA SR IR S 43k 1T R 208
BB E LTI 5 75 2 PR
RIS A A e 45

£ % X #t
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