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FHAT LA b TAM 9 S e 0 R 1, S BT 40N 5
M N2, By e THRMES .
YOU S8R B, >k 1 91 8 5 35 1) CSC il it CCLs/
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4w T CAR-T 40 M # (] CSC AH LA , 451 1 i
J2 5T 4 MO 9B A CD1338Y, £ Fh 2 R R o
CSPG45, % i 48 A 1) EGFRVIITE? A1 IL-13Ra25, L
% Bl F i P ) EpCAM®Y . H AT, 80 3) CSC it ik
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AR, B0 S B A 2 R T 1 2 ) 0t L LTS
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M7 20 H TR PR v B4 25 A ik ) e s bt
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BT R AR i, 76 28 6 3 8 /N RS ZY
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JUT- A 1 R T 04 B0 PR IR 48 2 B S0 8 4 A 0
1) 1) 149 PR Th 285 1 72 38 i Pt CSC ML R HEAE o
I, A 0 BEVP A 2 A IR 7R HEAT BP0 S G B AT i 1)
11751 60 i S 1R 36 T () CSC, PARR X By i 2 15
TR CSCo BLAN, B 7 HAE S g% B2 b i) 2 A1
FA4k, PD-L1 FIE T HEXT CSC A B HAT NAESEH . B
FINR B, PD-L1 Ji it 4 ¥ PIBK/AKT i& 12 75 1Lk 42
it Oct4 F Nanog #2148 T 4E 7 7L CSC. iX 1] fg H
A B I PR B S, BRI A U I e A A T A ]
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tH T Notch {5 5 1@ B (1) & 4Pk, AR R DT K —3K
B ) 08 B 7V 2B AR S R R A Lk A
VI T . HETCAIH R T 2 M EA AR 1
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G2fit, 7 IR AT AL B oA S B 2R R
FA T FEHTAEE 7] Noteh Ao 42 #1174 Noteh (5 5 (1 5
—Fh W , 41 DLL $77 448 28 2k #.51 (demcizumab) . I
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Notch2 1 Notch3 ] 4 A ¥ 1gG2 #it A fth Hi 2% . i
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BN SR IT S S B EENE . A R
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