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Significance of single cell sequencing of immune cells in predicting the efficacy of
cancer immunotherapy
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TR B R S I, 8 R T A5 12 Wb i) < 20 HRAT IR P B VT 0 B A8 MAAR ¥R 7 7 T B R B4 35
[EEIA]  S4uMl 5 ; B2 RNA B S AL IF 5 S d0 T s 7 RCTUN s A= bs 26420 s Brbosa o 85 ; G s 41 it
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%o FE K & S 0 ] 1 GGimmune  checkpoint
inhibitor, ICD J % & #t J 52 f& 2 #fi T (chimeric
antigen receptor T, CAR-T) 4 il 1) J Al A Il AR 2 A0 it
FORR M AL IS 2 — o ICTIRYTE 2 FP A i
Hh UL %% 3 58 48 1) B2 AN . 2 I AR AR A A (H R B
HHARSZE" Y. CAR-T 40 Y7 VAL M 2 Se g
WA 7 ST 80 A8 BT 2 M SRR 9T UK
AR, Hollm PR S AT 52 31— € I FEAG - anfersxf Sz ia
797 ROEAT A R T, S i A A e ) f 2 — o
H A H T 300 ICT 6 I B2 B AE P br B4 £ B4
PD-L1 [ o B A T B AN Rt i  Jen 8 R A8 B4
T 24 i ¢ 4 5 DR R 0 ) i Tl A VD A PR R o AR i
S5 BAE 2 PRI i v I SN SR AN G — , LR AR
() FI0M A 20 2EAA o BAH H I7 HR , 2 AR N 4
J K o 38 R 2 A S 2 L 3RO A 3R AT vl =
G3 T I— TUHTHOR o R FH R B I 4 R 3 s R
2 P Kz i 98 13 34 5% (tumor microenvironment, TME)
() 7 5 A, o 4R R P S Va T T AR
febr A EERME . A SO K g0 f I 7 3R
1 0%) e 2 248 6 7 A DR 345 A S B B YR 97 T A8 PN (%) A=
Yibs B Tk R AT SRk, B AE N FHRA RN
PR e VR T TT RCTIN AR A B () L

1 CDS THpE

H A5 T B g B 7 4 R B 7 45 RV BOR
TME e i B B 3% = 5% . TYIE s
FPEIRIT PR EEMER , Joh, CD8T T 4il i (1356 56 5
ICIIAYT M A IS IR, CDS™ T 4 it 7 il 8 W 00« 24
5 R ) ok R R T AR

1.1 #A42:2E CD8 T wfe

1E — T BT X #2 %2 PD-1 4y i 15 F1 B2k 5 L
(pembrolizumab) B¢ 44 i, #1471 (nivolumab) ¥ J7 i, 14
B R AR 7R, R TR 40 5] iR R A b i R
i5 PD-1 #l CTLA-4(PD-1"CTLA-4") [{)3% i 14 CD8' T
SRR I L3 0, SR R AT R A A (PFS)
FY)A %, I HLIX#5r CDS' T 40 fitd B A3 4L 38 v T 41
M)A o R M MR IR 1 CD8' T 48 My 1 A X 3=
JE Pl 7 A6 X1 PD-1 697 N %, v F T e X v 97
AR I R N B ) R

T ICTIR YT 1Y) B 6 308 JR A 48 MR 4L 2R
FEA TR 16 291 AN S B2 A 14E 47 540 fiid RNA B s 41
Ml Fy (single cell RNA sequencing, scRNA-seq) 7 #T
R4 CD8' T 4 M (FPARAS 20 AN WA Rk S5l
12, T A0 B A7 S5 AH < & B (IL-7R . TCF7 . REL
FOXP1.FOSL2 Al STAT4) Ff HAR 1 3 i oA ¢ 73
T [ CD8_G W # , /1 3 1k # ¥ AH O¢ 2 (5] (CD38.
HAVCR2. ENTPD1. PDCD1. BATF. LAG3. CTLA4
FIPTPNG6) [ CD8 B L. 1EXIAIT A N2 B3
t1,CD8 G/CDS8 B Ef>1. Ff H. & B fif g 4 41
TCF7°CD8" T 4 i (1) L A5 mT DL Pl i 5 1 I8 25 28 DA
SRR B TS 45 5

[E€WBE] EXARFEESTIH (No.81972869) : M A 5 +—
HERHE TR (22 R e B 34D T H (No. CE20215030) 5 4 1 7 LA
fi B2 51 2 T A THRITIH (No.CZQM2020018) 5 & M1 i A= fi
ZREFANABHEIH (No. QN202103)
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X H2 52 51 PD-1 ¥R J7 2 (0 308 BB 3 IR Rk
B, FF 33 451 e 2H 23 1) scRNA-seq 1) 508 3 41 7
CDS8" T 4t 15 5 72 P55 B 12 i3k o 72 3 39 (1% i 98 4 B 1)
RAS, B T — Pl 8 40 M 320 1 S e HR L AR T
ZARIT 5 T 4 I HE B R0 o e b IR A G o IR Fofr 6 2%
HEPU VAR 7 72 ICLIR IT 2 ATk © Rk, A«
TME [ —AMFFIE. I H7E 112 51 22 5 298 2 5 I BA
FIBEFLH SR T AE ICLYR T HT X Fl G g% HKPU I 2 7
BE FH SR T £ 3 6 7T PD-1 VAT FI PRI 7 2%

AT i 45 5 scRNA-seq A H.41 fifg TCR il
J¥ (single cell TCR sequencing,scTCR-seq) A , 1B ¢
L TR 24 P e B SR 4 B e B B PD- 1 YR YT U S R
Y 2RI TCR oa i S 7 5 3R 8L R 3L o o 1P 38 4 1)
CD8'CD39" T 4 Jifg 3L i 18 P T 20 M 1% 40 A1 FE 25 11
FR&Esr o SR, AEXFRIGOL N, SO R MY 56 1 T 44
i e 2 AN i R T A E TR b e 952 ) bk 40 L T
AR R — R 2 BT R SR B T e B . R
0T PD-1 6T (1) S R T i 8g 16 5587 16 T 4 i
e B BAX 2 1 A7 TR ¥ FE 8 T 48 B i N 7E RE T,
CD8'CD39" T 4H ff BV 75 o >k m LAk oy il £ 55 4
PEIRTT BRI AR bR . TR A SRR RN TR
HME, G0 S 3% B T 2Y G SREUR A B AR A, W) B A SR 4F
(OEIEZ e
1.2 9NEA L CDS' T

TE— T o 422 52 i TR Bk S VR 7 I TV 3 2B £
FJR R TR LA PR D A v i SRS LR T R
S B A1 JE L G 2 240 i P %, AT A6 T A1 R LA B
FeuiPE CD8' T 40 L 25 348 112584k . 7 4k, X ICT
BT T RLE I B, AU H T kS5 ek H
I8, 305 T 4 B P SRR R A7 A 2 ) () AN P-4 A % o
I8 I IS UFRASIIESE, A4 1§ 2F Ki67 PD-1'CD8' T
CM R AR5 S D 4 i L 451 5 8 2 7K 1 Ak e yg 47 4 1) EE
fELER 7, B S B IR PRI T R

TE#2 52 91 PD-1 36 97 I 3E /N 41 o il J (non-small
cell lung cancer, NSCLC) {3 7, 9 W8 42 2 R ALL i 45
F, AEGIEIRTT 5, 2 70% I # Ki-67 PD-1'CD8' T
YT A, FLIX Se 38 56 ) CD8' T 40 g B A5 3 N kR
% (HLA-DR' . CD38" fll Bel2") , 3 ik JL ] 3% 7 7
(CD28.CD27 1 1COS) , I K A & /K *F ] PD-1 I
CTLA-4 3:30k . FF H 80% X 40 ¥ 7 B2 ) i
HBHIL T PD-1"CD8' T 4H ffd 8225 , 1M 70% %3 1f Jie
BB AR AR BBk 25 1) PD-1"CD8' T 40 Jfd . 25, $271%
PD-1"CD8" T 4H fifd JH A = E (1) Pl 2 3o

WSR2 T PD-1/PD-L1 577 b~V I NSCLC
IR IT AT A M Ah R AR A, U R R o
PD-1'CDS'T 4 g i) TCRB % () CDR3 [X # 17

scTCR-seq. JAJT i PD-1"CD8 TCR % FE 1 & 1 H o
A W 8% M PFS, ¥ 97 J5 PD-1"CD8' TCR i B
PESE N R E B A KR PRSI, R Uk, b I
PD-1"CD8'T 41 ffl TCR 1) 2 #¥ 14 F1 3¢ B P o] 1 R
NSCLC 35 ICIRTT L% (1) B AR £

2 CD4'TZmpa

L PD-1 ¥R J7 X} & L 28 &F 4 bk B2 98 (classical
Hodgkin lymphoma , cHL) 3% A &%, cHL .55 1] 9p24.1
Jett & F i CD274 (PD-L1) A1 PDCILG2(PD-L2) 3
[R5 B DB N . {HAE cHL IX R MHC T B
JeEg e, U PD-1VRTT EFIN LRI AR . 181t scTCR-
seq faril| CheckMate 205 TT BAIlE AR (NCT02181738)™
1BYT B 56 4713t PD-1 7697 N2 cHL £ 35 % 1 41 JA 1 47
SN IE . VAT HG , TCR 5244 2 e ME m () B
TEVRYT WA TCR ve S 8 1) AT 8 AE . AEVRYT
IR, CDA" T 41 M 5244 B 2 FEERS N, 723845 58
SR B U R U AR B O B IR KR
FE RS ICTIR YT F97 2K

AN BT X252 40 PD-1 VR 97 [ NSCLC H &1,
FJ Fl scRNA-seq M scTCR-seq 5 R4 5 T # /N 4h
I T 40 M 5 B, H I 7 B ATIFE S v 7 JA Rl 3h 7
Al g5 RIL, B8 AH 2 CDATT 41 i 1) 40 g 55 7
RE T CDS T, HLBHA B R , 1 & i 2%
T 24 e, o 14 R A 55 CD4 T 48 i LG 451 Tk A, 47
HEA NN SR 7.

FEREZ T PD-1/3T CTLA-4 1577 I S (0 % F )
1, %34 PD-1 /1) CD4'FOXP3 T 41}l (4PD-1") & —Ff
FEGE RN P T 40 , 4PD- 1" 72 88 PN AR 28 2 3
Inibes fgis o Bt CTLA-4 V6 97 2= 51 I8 A A1 41 I
4PD-1"HrE g, I 27 E R . (AHT CTLA-4 Bk
A HIPD-1 7697 7] DA IZ AN MR g
4PD-1" 40V HE A2 1697 B A Rl R 3%

H AT, AFE 4 i £ R (%) CD4T T 40 i 1) e % 78
7RI TR AH FLAE iR e g v () B A e Bl R
P20 B A () Tz N FH T AN W A2 0 LR,
FE TR G2 Y3 7 97 2007 T R AEASN o] ZAR /R FH

3 Bimpa

Il PRATHI FC 2 BH , 374 Bh ICT Y697 5 i BhiG 7 A1
bl AT R H R AL ML /S AR Y OS R AL A
I TN AE— DT R B ICTIR YT (R vs
YRR BPHTC AT i JXURS: T 1) ok 1) B 62 22980 PRI BE L
11 3R A IR 6 (NCT02519322) M, A AT IISE bR
R EIE 45% , L2 IS BR A 803 25% H2 5 T 80%
TBITRCRAS R T KIS, B OS . AHX TR
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ST TN, B 4SS LERHAT A R B
B, AR IKIENCT02519322 BEAT 1 I AR LS 1)
— TR FC R B, 1 52 A B TCT AT 1Y) BE € 208 FA
%3 CD20'B 41 Jfil F1 = 25 bk L2 45 4 (tertiary lymphoid
structure , TLS) {2 J& DL & TLS 5 g AR 1 ELARL YA =
TIRE  LHAEIRTT FERAS (1 R b A v xR
(B G B8 Sy B, 150 B R T S R 2H 2 ) s
YR PR TN B = TR T BT MR 2. S
& BB AT 2 1A o Bk A [ LA AN e Bk i 1 R
o M A B 41l 574 (B-cell receptor , BCR) Z A3 1T,
U B 4 AE PR S R R . 5 T AR AN
fih S AR B AR LG, B 4 B AH G L Rl (MZB 1 JCHAIN
FAITGLLS) 7£ .2 38 h s ik , A B 0% B 41 i D e
fIFE R b5 &5 (FCRLS . IDO1 IFNG F1 BTLA) 75 N 25 Fi
g S, (ERARE TR, AN B MRS 5 st RE TN &
T TR, a8 N At G % 4 IR E I R A AT 2
ARSI, R U B AN 2 R MR, nTRE S
At G 25 4 L IV A I P o

TE 6 T P B0, 30088 S I R BE A TP ox B 4t i e
i IR0 N 225 R ATE 720 B, OS 3 [ 3 v 5 b o8 4 %
CDS8' T 4t fig A1 CD20'B 2 fa 1) [F] B A7 72 A 0%, 1 5
A I R AR % . X TLS JE B 2> T hn &
CXCR5.CXCLI13 J CD20 #H 47 % 9% 9% e e, TR
TLS 7£ CD8" T 4 fitd A1 CD20'B 4H Jfd [7] i 47 75 ) ik 988
W K. B J5 38T scRNA-seq 38 BUE & TLS [ 2 {1,
IR PRI AF DG I DR RRAE , 036 2050 ) B 4H ks S R IA 3k
CD79B, 7E % L 1 B 40 B A b i 2% 3k i 2% (A
CCR6, i 7 F A 8 7Y G 728 41 B 2 38 R AH DG L R 55
AT RS TR Z ICHRYT JE M 5. & & B4
() o8 £ 45 TCE7 %A T 40 i AN/ 30 42 T 40 B 1)
B0, 22 805 & B 40 ML TLS 78 2 (0 2000 S R i
HOR A

9 20 2R A1 J8 (soft-tissue sarcoma, STS AR —25 4,
$ 50 Z Fh2H 232550 2 1) figd , AN R0 B 6 3 I PR 3R
BUAEAEAN LAY, 6 ICT ST VAR M 2 22 AR K. st 6
608 151 STS AR A AT HE K Fak i 4 A1 , K4 TME FR1AS
] 43 Ay . Fb PR 9B B 9% 2% 28 (sarcoma immune classes ,
SIC) : S AR (A FIB) g i (D A ED A IS =i BT
FR(COH. BHMRHERAFEEE NS T AR
DC ¥ TLS & B4Hfig. SIC FIB 4 iy AT STS i34
[0S, RIEAEANH CD8* T 41 L 41 Bk (15 5 [
X PDCD1(PD-1).CD274(PD-L1)8{, FOXP3], B il 11/
e FEENTERE.

4 BERRE
i3 95 B ZR 4 2 TME HP o B i 4

S, 97 TR R AR R B S IR T I AR R IR DG B
W R, 3 B E R DC . 2 % bk g
i (polymorphonuclear neutrophil , PMND 1 HL4% 41 ffd .

il Y51 0 1) 48 B (myeloid-derived suppressor
cell, MDSC) /2 Fi 2 i LA #H1] y B 1) 240 P ) R 1
A, 3 F 4y Ak 40 A MDSC (G-MDSC) « #u A% 41 i
F£ MDSC (M-MDSC) . % J¥ #% MDSC (PMN-MDSC)
SRR, R R g R R ) B R R . RS2 AITT
FPUIRIT BT Bt R R R AN A i AR K
M-MDSC il 7w 8 K (1) OSPY; 75 8252 H3.3K27M H§ ¢
P i R 2 TR T IS IR TR 8 M R 2R i R R (diffuse
midline glioma, DMG) £ % 4 & ifit K 7K~ ¥) MDSC
TR B A I OSP; 7E 42 %2 1t PD-1 7697 ) NSCLC i
&AM LA B E K F B T T (regulatory T, Treg)
2 Jf AN AR 7K ST () PMN-MDSC B M-MDSC iR 8¢
KA OSP; 53 #h— LA 5T b, 4252 5t PD-1 697 1
NSCLC &2 4 v, Jo B2 38 MDSC 4 3 #1
SRR RE TR, Horh, oM 2 5 Lox-1'PMN-
MDSC & £ 5t PD-1 577 J5 340 , 1t B Lox-1"PMN-
MDSC 7] g /& NSCLC &7 H % & 4 i MDSC, /2 it
MNETT To L I AEAR £

i scRNA-seq 7 % JE & Jifi £ 4H i 55717 o W1 2
BT — H R R W A B, R IA E K CE
CD73, B fE 5L PD-1 1697 Je RF 4 A7 £ . CDT3"#E &
4 Hf pe 2 I8 S k) BE R LA R A R T Ak R 52
1AL K (CCR5.CCR2.ITGAV/ITGBS il CSFIR) % &
GMB {15y il . 3Rk CD73" 48 R 4N (E 5 FFAE
1) iR LR SR f o B B OS.

PEHT, OF 1 2 W Fi ki 2% 1L-8 7+ 5 ICTiA
J7HIA R 45 5 K. 43 M 4532 5t PD-L1 Bl R B 5
Pt (atezolizumab) JA ¥ 1145 FE M IR % b 57 e N6 2 14
B 40 P ) ER S L TL-8 7K T K% A I B AN 2% 4 i
TL-8 2 Kl [ SR OB A 00 , (L2 &0 ] i SRR 40 e i
HL K IL-8 597 A A K . scRNA-seq
BT RIN, To L% B 5 R A AR L, i R A MR
IR KPR TL-8 , HLIL-8 [/ 35 54 R S AL )
()RR A G . DRI 3 TL-8 A 5 (K B8 2R R N 2 S
B R 2 ICHIRYT IR B e . 2 T g
ARIB T 56 2 il 7 2 M RFE B K 3RS S N E
BRA BT HE R T bR 542 o

g5 b A TR 28 1 G g2 20 M A ) B S VR T 9T A
TRIFR SR X 1

5 CAR-T#4jf

CAR-T 4y 7VEXS MR R GE G R 5 A
FI7 R EE G CAR-T 40 1 fiviz A8 s 2 .
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CAR-T ZHMuti s N B B A N G, M 2 BB E— 13
A TME H , {H TME FUAS W7 28 A4 1) e 471 4 20 4] [
i NI [] 52 ) CAR-T 20 M FDIRZS , 18 R A5 BB 47 19
5T . A TCR W T 55 A7 507 #1 A scRNA-seq
F2 R 73 v g v ) o AN VS R IR P ) CD]”
CAR-T 4 Jf (1) 5 b AL DR SRR SRR AES . B FEX RA
[ I A 36 (NCT01865617) 1 2 %2 CD19-CAR-T
4 W v 7 19 B R R PR S v B Ak B 40 B 1 i (B-
cell acute lymphoblastic leukemia, B-ALL) . JEE 77 4=
R E298 (non-Hodgkin’ s lymphoma , NHL ) 8154 ik (2
41 Hfo 4 1 1ML 9% (chronic lymphocytic leukemia, CLL)
B FEIRTT IR T A A AN g R B A
YRR FAA M 0. ABAEVR YT I G B, B R TS
B J5  BEHT S ekl A AT AN 48 i 5 A 1 R R 7
FEAK AR, H 3] 2k 52 A4 Ik DR () Ak 38 n . Jd i o3 A

A 1) S RDAE JE RAE I h CAR-T 40 A TCR 72
B B 43 » AT LAIE B 21 B AN CAR-T 41 B A e SRR AIE
AT S 4 I R fivis , 9F FLE ] & oF CD27°CDS' T
e 5 CLL i3 B AT RO 5%

B 4 il AT (B cell maturation antigen, BCMA)
CAR-TYUARLE R R/ MR 22 R 1 B8 B P SR H
RUFIT R TR0 A I, 38id secRNA-seq 73 4T
BCMA-4-1BBz CAR-T 4H Jfl 744 11T « ey Ve B 22 i BT
BNAAL, I CAR-T 40 TE K & I A2 M e 55 34
HAS N A , 37 H.CD19-CAR-T AIBCMA-CAR-
T 20 it B A FRABA PR 5 SRR AL , U F My f AE R Y
(R A o DRIk, )P SR B 5 e AT A
P CAR-T 4 M (1 14 58 K v RS -4 B e DR 2 A |
SE F NG B RVA T S .

®1 NEIRBREMAAE A RIZIGTT T MR SMEIE R E X

2%
Ga e 2 Y (7998 Sl
ZURIECDS T4l CD8™ T(PD-1"CTLA-4") 4 L7134 0, 55 TICT VA ¥7 8 €0 3508 B 5 19 S0 28 FH PRS AH 56 (8]
CD8_G/CDS8_B H.451>1, TCF7'CDS8" T 4 i T/~ B 4 2008 B ICTIR T i [9]
RIT AT RIE JEAL A TME REAE ) S ZEHRHTHERR 17 B FH SR T 28 €8 30080 S 38 0 ICTVAYT IR [10]
CD8'CD39" T 2 fifd P TN 35 Je 4H i e B R A et £ 38 S P V9 TR R [11]
SMEIMLCDS T B ZEHAINSCLC B3 Ki67PD-1"CD8" T 41 Al 2 7 M 3515 B 4T (R R T 3% [12-13]
NSCLC 3 PD-1'CD8' TCR 2 £ 14 i 11 £ 35 H A 5 47 1) N2 %A PFS [14]
CDA4' T 413 I 32V PE 22 REVERS N, 7E 3R A5 58 R G2 1 cHL [BE hICR R% [15]
CD4' T4 NSCLC 4 BE& i 3t R , 26052 T 40 M = 1) iR A OC CD4' T 4t i LG 5] P A1 [16]
4PD-1" 21 i A2 B 65 0 BB ICTVR T AN R TR TR R [17]
B4 BB ICHIA YT AR, BANI S SR T A R B w4 [19-20]
A B AR 0S R E 5 CDS T 41 A1 CD20'B 41 L fr) [7] i 7745 45 5% [21]
T PR G2 2 BUAN B 48 i T AT STS &35 1) OS [22]
FEZ AP TC B HTIE YT 1T 8 0 3008 B M A I K S M-MDSC R 8K ) OS [23]
i A2 H3.3K27M 5 5 PRI 13697 5 1) DMG H85 418 L {1 /K F MDSC i 1 08 [24]
32 Pi PD-1¥597 NSCLC & & 4b A L s 75 7K ¥ Treg 40 My F1#L K 7K F PMN-MDSCBY,  [25]
M-MDSC Fi/R K OS
Lox-1"PMN-MDSC #& NSCLC & 1 4 411 MDSC , & TRINA T To R & (IS EAR £ [26]
f eIk CD73" B 22 40 A5 5 R AIE 1) Ji S BR4H A A8 2 B U1 OS [27]

FIL KT IL-8 IBE R AN, TUR ICTIR YT He Aok PR % b B AR PR Al i JB o B (28]

3 CAR-T 4H My 7 v 3t e i — A~ B 22 H AR 2 1
SE M ST RTINS bR . H BT, CAR-T 40 i 2 H i
FH ST 400 A AN i R AN G — B
AIAZE K o 6 NHL & i AT 19 CD19-CAR-T 4 il
FE AT T RE M scRNA-seq 2 HT, 4 i = 1 22 1)
RENE EH AN 77 T SR PEAL < B IR 5928 I P56 (ELIS AD
S WU 208 PR L7 1 43 5 B0 FE RS AS /I B  JORE a1k I
5N G 28 RN 5 AN T THT 1 32 A S 4% AH 5% 4 11

FKIETE DA ) 2 Dhae L Fe 4. K2 DhRe sk
MBS HREMIERNE R EML, 55— T
CD19-CAR-T 40l 3 FH T &2 & /AR 7 CD 19" H 1L
() T Il R 6 (NCT02028455) FIAIE 782 B, S vt
HiT 41 8 L LAG-3"/TNF-a°*CD8" T 2 it 43 22 184 iy LA &%
FEUR AR WM RIE SYIETRTT R C .

scRNA-seq 7 T — 204552 CD19-CAR-T 41557
(1K B 240 bk TR S8 (R v i) ™ FESE BRI

are
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H 5% 3 CD8 H S ic A2 T 4L FRIRFAE , T 78 358 73 B 25
& HWLEE | CD8 T 48 i D e PSR ALE , I 5 25 A8 Al
BoEArad DL R 4m i MHC I BB (A, R &
CCR7'CD27'CD8' T4/ ¥ & 4= 5 56 4 B 2 A 5%
W 1 E T I RE S A [ A0 I R 45 SR A 0% .
CDI19-CAR-T 77 5| S G5 RN AR LA S 22 Bk 4%
& fiE (immune effector cell-associated neurotoxicity
syndrome, ICANS) , JE & B W1 H I RZ B 1375 PR A L i
PRI R RN 320 AN RSB 5 ICANS
FHOCHH M B IAR G . DRI, ZE 407 ) i ks il ICANS
FHORAMM AT LTSI 835 f2 75 Ab TR BRI S SRS
FHAE A B BE AR 40 M D RE A 245 (AN IL-1 SZARFEHU)D
BEAT TR PEVG YT o b, G I BTG N B 1 I Y
BE AU CAR-T 4 A i3t 1T scRNA-seq fxill™, & i
R A Z T ARG S 2B
CD19-CAR-T 4H fitd (7 48 fitd 75 % 15 2 g 2% BOF 2K 5h
CDI19-CAR-T 1D RERAT , S 1 —F ST TR
CAR-T A IR 245 Fr L o ERTIbL , 700 S0 2 ff i
FEHR R CAR-T A SAE VR 7 I 2 o 1) e e ALARFAE
AR BT I PR 2 B AR 54, A2 AL S R 9T
LD

6 % I8

Zx BRTIR UK ) % RGAE T Bh A TFHDIRE
T AR EL A S 0 B — RO B TR b e T AN
sz, CD8 T .CD4™ T 4 i . B 41 it A1 2 21 it
S G P A A B AR R S B YR T T AT bR )
— RIS R 45 A HAl 4 1 bR B UL L PR TS PR 3R
AL — AN SR UL B, JE 1 0] e D A B A A
i 5T H1 PD-1 AI/8E PD-L1 (I H 59897 )7 L1t o
JREHERI AR 7N o BEOARIT AR R e AR FF 82 R B, 51
AR 2 RERAUR R (H a2 N T R
AR BT, AR AE LU B (D
AR MEE , 1 MR A 2 I 25 5 SR, B 40 3R
BT HAR R R L SUE AR AR, 2 75 RE SR EL
B 08 H KB A, 3SR B AN E R R
(2) TAE AR FERT K, BB A A8 A IR A A R B = AR
b AR 3 BT AT AR 75 AL 08 (1) 4 B 2= DA DR i A A
K R ER R A3 Bl bR o, B ZEA0 & A AR A T
PR DA40 5 56 5GP B 75 S 8] 5 (3D B4l 3 i 2
I, AR 22 B 27 3 W IR 0 W SR SRR DR 40 1 = T
T AR R /N R 43 BE B R S it AR s B A g it
e fg, F A B A& A2 R RR T RN 52 A e 3R
HOBUEEE S, BB AT O¢ T W] 8 S bR e« 5B $
ROWGRERES R Te S AR (DO A &5,
AR A5 e % B 7 B K 22 B AR AR &) o, 2

BUBHE R LTI IROR . MG HESE A0 2 41
BT A ASITER N 5 DRI B AS 1R 3t — 20 A, 2T
AL KT R B B AR R R T R N
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