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Mechanism of tumor immune escape and treatment strategy
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T R 8 35 R 2 8 St 4 R I e 1 2R K AR 28 7 — T
M2 SEE VR E RN R, 51 RS A N
BORS I F5  H R Z 4B IhEE . JAK/STAT il
6 (R O A 9% o ik kS AR, G L2 STAT3
43 F s AT LA I TGF-BAIL-6.1L-10 Il VEGF %41
1)1 200 B R - () R, 3 R X e 41 B R - BT O
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A, N ki . BhAk, 75 2 R iR TPk 77 7E
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CDS' T I ¥R T, R IA 41 L IR 1155 5 G 28 0

Y0 48, BA R 8 NK 4 () NKG2D 52 41 il
NK 2 f D REPe BIF FEPO2 B, JiiJg 400 g mT DA o 9
H57 PD-L1 (AR , 001 o IR oA S5 e A i A7 24 v
CDS8" T 4 g i 3% 4L , #ik) CD4" T 4 Jifg 1) 15 58, |3
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23 AR E BALAF R LR
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Warburg 2§ W A 32 BHREAE , B fr 88 40 i B 76 < 78
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HACHAT T 4 Th e o iR 200 e ok v 2 g Wk i
2, 3 XN %8 i (indoleamine 2,3-dioxygenase, IDO) fll
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2.4 Bb o tm AR A A A ] AR B IR 2m e Re

TR 1 s TCR A R FUR A, i@
2P 0 % 1 L )2 A BB I AUE S B OR A
T PR 0 A AT ] R AT AA G S B o IE B AR
N A S A B R A A A AE TR A T LR
JEE ) o 38 S8 5 T 3 SO 452 05, 1E 2 Jirb e 400 i 00 o
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i B PR I LA T AR X (seFv) R IATE T AR 10, [H]
i scFv i i g X 5 N T8 TE i T 20 i B N 19 4k
WTEAE S IRAR RN IE o IXHE N 5 v BE PR X B B R
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U2 I HH A N B GRIRZI i R 28 SR, oAb
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R T, 48 K 2838 a4 . H AT IR 554 T
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B Bk CAR-T 40 i 3 BUk b Ff 22 1 B, 1X
Tofo (i 450 T DAIE G 28 2 4 A TR B 4 i ) i [l ok
TR AT B i 3 36 AT PR O At el T 4H B R A s o5 —
Tt & 30% 1 5 B b H IR CD19 [ 44 i 8 400 g 1
IR, L Ae] FSTT AR I — ) J % IR T — 2
BIF 5877 10 3T AR SR B 7R R B, IL-3 2 K1) o B
(CD123)7E Z Fi L 8 G 1 e vh ik, A4 2
fifi ' 41 g 9 1199 (acute myeloid leukemia, AML) | £
AW EE SR . BTN R TR I, £ CAR-TIRYT
ALL HI 17> & 1) CD19 BI VLA F1 CAR-T V69T J5 &
R CD19 B %40 g ) 2% T #AT CD123 3835, JF AL

WES2HR A CAR-T-123 F1 CAR-T-19 7497 7] L% i T
CD 19 EMm S ALL £ % . HA, 2 5H H
CAR-T-123 JA 97 5 R 5UHME A T AML 25 Jgd (1 156 Rk
WUNELERAT R . HeAh, BT ST I, CAR-T T
TEAFAE 51N CAR-H 41 B 1 U, Ji BRI AT B8 2 43 25 1)
T 200 A~ 20 B8 5t 302 ) 850 53 300 CAR 4 21 7 A 11 437
A, — H O CAR-J 40 M 3E N\ A4 P S5 5 9 40 M 3% 0K
CAR 534 iR 11 CD19 &5 4, 4 T CAR-T X J&
ST B )R 1 o 2% T SO e R D 4 K R B R
P A H AL . (R , CAR-T 20 o il 46 5 R A 4k 477
2 H B ZE R ).
42 NK@Rs7ik

NK 4 S AN T i 05 A1 MHC Z3 - 3005 1
R SRR IR R A5 FE A 0T DA g 5o e 88 4 B B
392 D5 1 E5A T A5 355 e 72 B 39 1 1 YL L, (1B NI 2
Hy7 925 CAR-TJ7 A0t HAEE AR 34 . NK 41
HUA T ZE MHC 4> AT PUR I 2 , AT B PRI
I8 ] AEAS 5 B2 FE Y BT 16 3299 (graft versus host
disease, GVHD) = M. [ 15 &t F 7= AE BT R0 . 1
Ab, HET T 2RI S84 X FAH B, NK 4 B va 77 n)
BE SE 28355 5 5 St , 9 LA T R0 4% )R] B A2
BRI, 1 FH N4 Bk AT I8 S e 16 97 1) 5 VA Bk iR
ZFH S E A E M. B AT LNK 4 A 5 i
VAT WG R 77 v ELFE 41 B IR A 5 1 NK 41 R 1)
A E R B R NK 41 1 i 4k #4552 . CAR % K12
T () NI i A AZ R NKCZ0 i 1) i 4k 56 %% , 1 1 T
YRYT LR A IR /Nt M e 45 B Y g O
i FURE S SR R YT O LB BRI 7

5 BT BER4M A R I A TR R AL B Y SE 7T SRR

5.1 AP g K E w2 KA

e e A S T A R B AR TR R, T R R
I LA BT F- 367 ¥ . DUIH & B4R
5], it 9 8 A v 7K - R P R I DA s A2 B ) e AR
R SR, AL vy PR i 2 I ] K P 0k 4 i AR
PEAEF DRIkt b 9o 200 P ) P P 2 il A - T o] T
#4141 (acyl coenzyme A-cholesterol acyltransferase,
ACAT1) s J1E [i5] 19 P A0 D9 E [ 195 P P S fd A ol
%72 4ii (avasimibe) 1E N ACAT1 #0141 551 , 7] DA 1] fH
] P P A, i v e e 0 G AR i 2 248 A e 1L ]
() 5, RS 0 17 R ] et ik e 40 PR ) BE AR
PR T AP 4 A e T T A T R = T - S S g2 0 o)
RAS, PRI AT DAVE 9 b eg 6 97 (B B s
5.2 APTAY IR AR R A AP ) PR B R fa e A

e 4 fif 2 Ak 4 ) 1 Bl A 55 CTL R 2 AR 45 &
Jo 5 VRO P A e e A A R E B, FR T 4H B DD RE
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LE R FH A S e A4 BEL WX — @ 2%, R ] iR X T 41 i i
. H A CTLA-4.PD-1/PD-L1 /13 % (1 31 1] 771
o6 Ja 9 35 1 FDA bl H T-76 97 B 3008 JE /I 4i i
it s S IR, (H RS R T = B P R e & el
0 1) ) S R ] I R RN 4 R T 24, DR b
B AT S HEM MR R T RIT RO B
R MR R IX — . H TR SO 2 T s B A
F5 988 28 A% A1 1+ (tumor mutation burden, TMB) . i .
B 5 AN F2 5 (microsatellite instability-high, MSI-H)
N4 it 42 & B[ (deficient mismatch repair, IMMR)
NS RAAH S PUE A K. Frpisiz , 1
WO A G R G0 8% ) F] Re It st isy . PD-1 4101761
7 A 18 1 £ B2 4T (pembrolizumab) £ #% 35 [E FDA it
#E H T MSI-H 50 dAMMR [ SR8 £ 38, 3 2 1 IR
7 G e TR, AN LA AR B AT B BRI 9T
TMB X2 i g 225 DR 4 PP AR 4 i SR AR 0, i Ak
P, TMB # 5 , PD-1/PD-L1 897 H7 RO R &F . 7E
CheckMate-026 LA f2 CheckMate-227 IIfi R FfF 550778,
1 TMB ZH #8327~ HA S A AR I PR R 5 BT A /)N 48 i
JitifiE NCCN #5 F % TMB 1E /N A it e 1o 42
ZRPEIETT MHEEAT I 7V o

N T — B Ee T RO, B R 2 L, PD-1/
PD-L1 ALl B A 16 97 W58 IR AE AT, Bk &
PD-1 #il| F) 54097 V6 97 5 Bl 7% M s i e A6
B4 PD-1 4100157 . CTLA-4 #1155 AL I 7 v6 7 JE /gl
e fifi e FR A 4, B RN Y R U YR ROR T, B
FE DRI 7 B A AN T F2 A 9 07 228 47 184 R ) il
Jed RAZH DU ) S % M7 VR AR AT HERE . A B
FULE RGN, A PD-1 4655 40 B [R5~ 1L-2 DL &
o P8 A0 M 97 V5 0T LA ) v T e B AL e R, D i
R PIRIT I — B K BRI U7 M) . IDO1 B ) 77
L5 PD-L1 #1770 40 A2 B 06 T A2 3 e I8 S 2R B 68 T 24
FL A R B SR 2 AT VR 9T A2 e AT AE - AL 20
ANTR] P B FH VG T R B R 8 BB A T A R
HAS 1 Ry AL e T I PR 0 S5 7 2R e, Jt ) T
e IDO B 77 i /5 B IDO1 B i #:4% , S EUH &
21 i %% 17 3-8 TDO F1/8% 1DO2 %5 FAth 1 B AR HL 1 o
EAT A, 0 T 2 3 o B 000 40 ) 20 SR 917 3 e £ 20 2
TR AAC S5 10 REATO A5 AR R

WA A A TT LA SN i 96 S 88 ¥R T ) B LR A
WIF TR I, b e 40 o DL Ah i AR 1 2036 3% PD-LT,
HA P T PD-1 697 HCR I AE R H o 72N
B VRTT BUIEPA AN AR PD-L1 K F3AK, T PD-1 7597
3~6 Ji ) » JEH PR IR SR PD-L1 /K1 525 1
T 7T B 25 25 %A e 5, I (R AT e 596 97 i
AN UAMA PD-L1 Xt 595 T fig (AN RE BEAH OC o 7K

(R4 AAR PD-L1 0] LK T 4 i “ 5208 ”, A GE @ 4t
PD-1 Y697 BTG4k, T 7E RLE (1 38 W, #h b4k PD-
L1ZKFII N, 5 T 40 FB0E 2 EADC, T 4L
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