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Advances in visualization technologies for tumor microenvironment research
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Shanghai 200030, China)

Abstract: The tumor microenvironment (TME) describes the influence on tumor behavior of non-cancerous cells,
including fibroblasts, immune cells, endothelial cells, inflammatory cells, lymphocytes, etc, and extracellular matrix
that support the growth of cancer cells. The physiological parameters of TME, including the composition and
abundance of cells and the expression of key genes, are closely related to tumor growth, invasion and metastasis.
Immunotherapy is a currently promising approach to tumor treatment. However, the heterogeneity of TME may be
one of the reasons for immune tolerance. Visualization of TME can directly depict the dynamic behavior of different
cells in TME, reveal the synergistic relationship between TME and tumor growth and invasion in both spatial and
temporal dimensions, discover more potential new molecular targets, and improve the effectiveness of
immunotherapy. The research models and visualization technologies are very important for the visualization
research of TME. Herein, we mainly reviewed the advances in research models, such as 3D culture system,
organoids, and humanized PDX research model, efc, as well as the mainstream visualization technologies for TME
visualization, such as immunohistochemical techniques, multiple immunofluorescence techniques, image-type mass
spectrometry flow technology, and CRISPR/Cas9 genome editing technology, etc.
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MR R A KR e LGSR FAT N
05 MR A 5% (tumor microenvironment, TME) %5
YIAH <. TME H B s 40 pf o, 38 K & 11 R i
Jo A0 M B S22 R bR R o, T ARG R B, 4
MOAMEE T, M. e dnp. AT 4Egnp. N4
Jugk U, 7 R SR AR, AR 3 R R TME
YN EE AR A . EESERNE,
TME H G 9% 41 M 1) 2H SRV 1 B % 25 0 0 1
(1% 22 T8 FIAH 5 31k 5T 1) 3 03 M A2 1) 2 S S VR 0T I PR R
REETRE, SRZIF PR R AA T T R P
5% TME PN Y232 (1) 4 928 40 i -5 18 200 B 2 T 1) 5
Ja e, A BT S b A e 20 P ) BB DL S g%
WRIR 5 R RS I o AL, R ISE U A I S
TRITORTHE AT, BRIV IT I R B 54
ft) TME W 78 )5 3:M1 b, TME AT REALHIF 72 w] B 003
22 TME H AN [R] (1) 40 2 70 40 R 2R R R 08, ST
— BRI TH) P %o fie e PR 05 TR G B A L TR A
[F) J5 240 P 55 4 M B S AT N S I B L5,
FEIS (8] 5 75 (Al 4E BERR s IR o 5 S e AR K 1R
ZHI R B

1 TMER L Z R TMESRALE Y5 ) Y
BEERRE

TME & — M8 4 HABEA R, A
Je T 7 e JR 3 PR R e R 9 T 24 e B IR R
TME 1 1) 4 93 21 B 66 6% 1 00 ¥ Bk boRT 4l B, B ok
i JRE % R4 5 1 B A AR 3h A& s ARk,
EF Xt TME Hh 5925 200 5 b Jed 200 P e S5 P 5 1R 11
VAT , 4% PD-1/PD-L1 F1 CTLA-4 [{176 97 1 54,
SRR IR TR T2 S, B\ A2 SRl P 1) e g 7
2 U SR, TME (¥ 5 5 M 5 270 52 v fie g 32 g A
GaREVRIT BT 3. KEMFF R, (63 REE 254
IYEIT T, TME 9 (1) G e 4i e b Jed 200 o 45 2> Jl
b BRI AR, PR Bk 5 1 AR S 2 P ) % G
REWS L, 2 0 e i Rg e 40 B ) 40 B =R M Th R
TP A R 21 5 BR ) G S S RN g ey sk U

MHT, WARAATERS . RN T . AR
N 0 2 ) B DR ZH 0 S5 R 2 s Db B A 1 P Aly
IR TME (5 ik 1 R X s R R 3 T
XF TME S 53 14 BN iR, (B AT AS 7] 3 4o b 200 1
TME H [ 2H 23 45 1) FURE 72 I 40 B - 40 B A BL7E A
PSR TCIEAE I [B) 5 23 [B) 4 B A 52 TME 5 e AR K
ZREMFEE R @ik g WAk ) TME & P 4k
WEFCRERY, AL RO BRI A A i g 51,

PREZ TME MR R 5 e e A M i sh 22 1. o
i€ TME Ay 5 P 3k DA ) 308, X AR A5 78 I (8] 5 22
A 4EE_E @M TME K57 1 O Rl g, AR K3
et 1 X TR 2 2 S A AL A B

2 AMUBTMERSIESR

TME #A6ET TME 553 M i ] RAG I 72 220K
EE, HAr, 400 =4E5 5% (three-dimensional cell
culture, 3D) R4t HEHKIFMIMIE A E (patient-
derived organoid, PDO) 55 i 3 SR I 1) 57 Fil 5% FE A Ay
(patient-derived tumor xenograft, PDX) +&) 72 fifi F )
TME "] #LACRE R, G Se A8 R f KRR BB El
FF 705 oRg A 2 R SR DR 2 A D e S e .
1, 3D R ARG SR E B TME K5,
AILEAR SN L AR MR, B TME i 1, Siail
G TME i 88 48 A - 505 480 i S Joa PR A FH 1
FIARAGHE 7T 1, PDX AR 2 38 i B8 i iR 4 43k
ST ) B AT v R bR e S, AERR TR R 5
SR RAR A CL L I 2R AZ ()R Y, ] 2
P2 TME £54), 2958 TME 53 J5t 1% 1) 2 A8 T
H U, TME AT AGHE 78, 31X 3 b 70 s A
HONAE X #h7E.

2.1 3DYARELEF

TN R ML S 2D i iE R O 2
N T 5T R 4R B () s 5 . ST AN R B AR
1M, 2D B th i Ly 7 2 e UK, JF
SRR L HTHDL SR 4 iR &2 44 ) TME . 1fij 3D 3597
RGN R4 2D B5FR AR, BRBL T Hi S A0L i 8
IR AR, 0B E R RUR Y 3D B IRER A,
I L 2D 55 5% A A A T BB EOE Re
71, G BT AEAT ROV S A i - 2 R A B - R 5 A
HARR, ©F ZHT TME #2022 48, Li
2 PV B 7 — b b BB 40 A . PR AH % W 40 g
(tumor-associated macrophage, TAM) Fl CAR-T 4l i
S R B 4R 3D TME #E8Y,  Jf B FH 1% B AU F 7t
TAM 5 DL T 20 fid Jy JEAilt () i 988 B 22 V6 97 1 i 4284
H, FT P& HE CCL2/CCR2 #ifi]. CSF1/CSFIR
BHBF. CD40 3% zh 7. HDAC 111 7 A1 PI3Ky 301 i
FIELE N AR X TAM 19 58897 75 1997 28

Xue %5 P N7 T — R T KB 1 3D R4
TR A2 (hydrogel-based 3D in vitro tumor panel),
ALY T 30 MEMALE PDX A, HEE T — R
HII I H LA oy A, IS Rl 4 0 A0 A
I B 41 B AE 4 R A/ S o 7K e A FR A %, BT
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TME H it e 40 . 5k Jo2 A 0 2 240 A 55 — 4 43 TR /)
FHRAE . 1% 3D BB 2 w] B =y P TR R B R
(high-content imaging, HCI) 43 #1460 V6 I Ji5 1) i J8d
KN IR A 2N T QRS AT DU (4 1
TEMIR G R YE T TR PR TR AT 250 MR e ih
IT 2 S A & 2555, SR, 3D 4k Rt A7
E—E BB, H 3D Bk 4 oA nr s HE5
SO AE IR S 2 VR T SR 5 THT 1) P 52 PR P At
H AR 22 201 3D 4 B A58 28 AN [ BH 515 75 H 2 40 A
TME 9 55 4E A, 3D 15 9% R 4 Ak LA 3 TME
P 2P G e A I 5 S R 2 B ) B AR AR, B
—LEHL T 3D BRAAATARY 20 L 1) S % T I R SR E T R
LSRN SRR —F Y,

2.2 PDOEZFEEIRE

REERETIRAHL N B HLR =45, K
A AR ] E i fR BE A R 5 0 DL R B e e g A
FRLTE PN PR AU P R o Bl 2, B S D AU 1 92
S I RGN AR RS, SRS G UM (R
%) RS PN, BT, PDO CLBCARFIT IR (%)
AR R EA, 5O/ M MEER A4, PDO
SE A R T SR AR 0 5 B A% A1 R YRR ALE
AT B S A PN i geg FR) R DRI SR L SR AR ZH 21
JRELS SR, T T TME S PR 7 DL ST
STk 2Tk .

Koh 2§ 1 gt 37 7 —Fh [ 44 i 8 PDO/ 4 7% 4
MSLRE 7R R4, HTHHE B i TME i v 40 )
2} (myeloid-derived suppressor cell, MDSC) ] 4
P e, L mTOR 155 @A 4 R R
JEI B0 A F (glioma-associated oncogene homolog, GLI)
X B PD-L1 RIAWE FIEH, AREH 7 TME
o G 8 A A A RS 5 bR A 2 S A SRy 1AL
#l. Neal 25 *7 SEHS MG (air-liquid interface, ALI)
2, AE B RIR B A0 (T 402 B 41 NK i

I 4 P ) ) () S 2 i 2 R ST T SR >100 45
NG R /N R R ) PDO,  FF 8 H T TME W
Fe. Xue 25 P A PDO A4 1 5 1A 3% B 41 g
(clear cell renal cell carcinoma, ccRCC) 1 CD8 T 4H
M SERF 5B CD3™ T 4 (¥ b5 . CD69™ T 4 fifd v 4
5 CD8' T 4 i e fl, JFHEAT T I8 9797 %%
FIvPi. SR, R4 T IL-2, ALI PDO [ 5y
B ATh 2 Bt A B TR RS T T F%, AR (R 4E+F
G e M MO AN I BTN B3 TE . A, = M TR
FE 1 TME. FIBFERS . A [E] b8 Bl oh % 2 5+
K&, B H AT PDO il i = E Bk "

2.3 PDXi#&EHY

PDX 15 41 B 04 it g £ 3 v e 2 2R N A
BRI/ ERAR A, OREE T TME o 28 Jifg i) 52 2% 1%
24 Jf 388 A 27 R R A0 TR R 45 4 0. B BE ) PDX
150 R N AE S R /N B, IR ANE R
IO TE % R R IEVE R B g R, g
ARG A BT B BRIk, AJE{L PDX REAY,
A3 B DR AR AR AL /N BR (R S5 [ () N 2R 2 R B
A/NERIEER ) Al A N EAL /N BN NS 4 9% 4
W) BIIT K, IR S e B %E A TME 5 Joit 1% DA Je
TR S T VR R T T R B,

Scherer 2 % i CD34" i Ifi. 40 i1 40 A U4k,
NSG-SGM3 /)M, 48 Je N A8 3 32 4k R 14 (ER)
%% M #L IR )% (metastatic breast cancer, MBC) Ji J&
M, LT — N WA T i 2 (1) ER" MBC
% NJE Ak PDX B/, BF5¢ ERMBC ) TME
B % RS k. Chiorazzi 25 BY g 88 3% Sk s 1B
il 385 1L 40 B A0 AH 40 B fE N MISTRG6 /) 5 AR
SRIGHHE PDX A2, $2fft 7 — A58 kR ILAC 1
B SRAB AL AT TME, 1l B P b AF 70 S 4498
HIIRE - AR EAE L, D9l R BT 245 4 0 R
&, Kiigiikkose 5 P 31 PDO #% 48 21 A J5 4L /N R

£1 JLMEEHNTMERT ML IER

AR R B A S5 3R
3IDYANEIE TR ARSMEITME, RAZHH 3DE RSO UNIEIERE PRSI TMER e ARG YT [21-23]
L SICRRR E QTR Ok 16 e Wik 3DERGRFANMIERSIA T AR SRS 2 S S ih
AR, AR P RPITIRRAE T e S5 AN gLl
R
PDO FEIS L. AR R AREKI RZER e AR T TMERBIERETE; ROl Tiin) (10, 24-28]
RIEWREE; WA, J0RMHEE: S IETR 2%
TRAF o1
NBEALPDX B NRZEARS, WTHT BRI SOR 2R R, st KIS Rk [29-36]
TP 584 R BN i R e ok 1 PR R
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MIE A, BT — MR i E R AN AR E
(high-frequency microsatellite instability, MSI-H) 45 &
e B R 2 A8 BB, T 70 # PD-1 #
CTLA-4 S 2iay7 BOR 5 TR R Med o s A% A i s
RN RENREN SR, FRIMPL CTLA-4 GIT G
B A A AL s AR MR S AR . R
MINIEAL PDX LB FC {4 Py TME A IR - So A
HAEHEAS T — & R, {H AR X Le 5 B )
TME H, AN [5] 48 i A0 40 1 b J5 57 B 2 T] 1) 52 2% B
PIA MR B, HAERA, BfE. %
R e A G He s I AT I Bk B

3 AL TMEMRBEER A

TME S J5t P 76 AR QR FE b R 4% 3 i g (1) ik
JERZW I B, FTARALFT 2 Ak TME oS [H] 41 il 2%
R 23 0] HE 2 b J DR 3R AR 00, AT iR N T A
R E R LR B S %, X Soad R g HE T
TME AJ LA R K R . H A, 2 HEApRH
A4k (multiplex immunohistochemistry, mIHC)/ £ &
G 3% %¢ ) (multiplex immunofluorescence, mIF). J#f%
JiiEiA A (imaging mass cytometry, IMC) il CRISPR/
Cas9 (clustered regularly interspaced short palindromic
repeat (CRISPR)/CRISPR-associated nuclease 9) &
9 $H SE BORAE TME ATRLARAIT T gl 2 A .
Hr, mIHC/mIF j& % T ik i g Bk, mIEis A
UL 5N R AT AT R BT s IMC Stk
Geim AN AR B TE e, AT R TME o 2 Fi i
AR AR AT UG, $RAELRA 2 M H AU H7
LA CRISPR/Cas9 AU IR W] AR A 3k DR 23 4 B AR B 7
32 ST AN [R] RS TR AN €070 A PR A4 T AR 3 ) S B A
B A &, Al i AL R G AT T TME AN [

BE R (1) 2 08 55 40 i AR W 24T I s B0, 4%,
£ TME Al AALHR Fird, 3X JLFh 3= R & F
B, WETRELGEIEH (R 2).
3.1 mIHC/mIF#;AR

& 48 1 G988 AL 7 IR A REHE TR AR 32 TME Ar &
YIFIE R 25 A5 B . mIHC/mIF 43 # A2 —Fh 7 M
FOR, I AERAHLY) b o8 TME Hhiifg 24
AHAN R BE S A T 7, X RIS R B A
[FE 4S8, X TME N & Fhdi R bn E4. 8
PEPR T3 T IR AT RIA L R 2 B P 8 R AR 2 ) 43
AT RAE, FIRAR EMRIEN 2 2P, F
By T 5 Ak G 92 240 B I 35 A 9 e A1 17E TME o i =%
[ HES 5 T gtk B

mIHC/mIF 43 #7 v] [A] i 7R 2 AN E bR &)
PLAAS R bR & 0 3 e 6r, AT HE i B 32 £k TME
WIS RALRIEGER. Ja S W HRET —m
LB EAEHAN RSN, R
mIHC #et8, A 15 ANMbrEd, il 7 5 000 £ 75
MM D RRAS IR BN B, M T B2 4R
REH A2, A T3R8 PD-1/PD-L1 FH T
. Wang 25 ™ R H mIHC # AR B4 S E A
2 (guanylate binding protein 2, GBP2) 15 4 ¥ fil 4 35
PIAESCE, #&H GBP2 H E i ICB AR Y7 IR
Mo Zeng % M mIHC 5 mIF 43 B R IL T H A
H:A4M 1 (methyltransferase 1, METTL1) £ 71 4%
IR B P B E . Wu &5 ™ R mIF 546
T JeE G 2 A A S bR D AEAS [R g 2 [l R 2 & 3R
7K, DAWE ST PD-1 FH BTG & 4697 19 S SRR AE
75 LR L, CD8/PD-L1 & CD68/PD-L1 L [F|£iA S
PD-1 FHIWTIR & 407 #9720 5% #8115, mIHC/mIF
S AR B ARAN PR T2 FmT [R] I AT A Ak ) A b &

R2 JLMEENTMEAT MU EA

AT 5 Bk Wil S5
CEGIEMSUCE WSS, BUREE . PUE. JRRERPERE, AOURE: B TMEP GRS HRa (4145
SERBIOCHA I BASEL R AWRIOETR LR S TFRERS S E
(mIHC/mIF) BAER, 24 BRE TR, KNSR
W R S B
BUGTHARARR  WRIER R, BISHRE,  BLEERHK, SR B AHITMES G MImIERe  [38, 46-50]
(IMC) AP R, R RI%I 5 R e
PRI
CRISPR/CasORE[RS A (B8, BRG HRME S, (AP9EERIBIENIS.  BRACTMESIERAMA I [51-59)
B i, RBHEREGRD  ANSRTR A ERE N RIS

DAL AN A WG T
PR -Pik SR AL

2

ST
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Y, FEFREEFESRCE TN 2Bk
S E RO R A5 ) @, T8 SRy R LA 1 R R i
M G 2 4l BN 2% 3 7 2 (g B
3.2 ABRIGRRRIERINEAR

IMC BORGELELH 2 st g 7K1 b [R50 22 b i
HBAR S HEAT g, AT T S 4E g i o) dr .
ik IMC 43 BT A 05 /6, 2 ) 2 R AR T 4 T ARE I ol Jg
TP, AT GO 858 Hh 25 Th e A2 G 2 4 L A 25
Yoo AN I S TR R (bR AL
M) FrEMK &R, W58 TME b 40 i 5
TP FE AR AR EAE . IMC P2 AL e
% B 5 FA G AT o TME 55 M T e i 2 .

Alnajar 25 7 £ R RE PR % b 0 (sarcomatoid
urothelial carcinoma, SUC) 47 7 & ¥ IMC 43#r,
VA AW AL R M SUC B 3 1 4 8 41 i i R A
PD-L1 ff) k. Graziano 25 " Fi| i IMC £ A 43 #r
I JeA Y52 U 1P e 92 L VR R 2 [ 23 A, W E T 4
AR 0 25 18] 3 A7 % Ji i 38 [l (pancreatic ductal
adenocarcinoma, PDAC) 0 % 8 35 ) i #2411 Liu
&5 R A IMC 1 mIF 4575754 %€ 55 PDAC %% i
PEAR R HCHIERTE E, IR T8 & BRI
5 1 1 (CRIP1)/NF-xB/CxCL il ££ fish 75 4 12 306 36
FITE B IRE S BE A 58 Hh IR R B E I . 28T, IMC
BRZAF SO, HORANN o PR T RO, A
5 ae R PR b B v R R A e BRI AR AR AIR 2R T
WK BT, FIR, IMC R K. A E, R
KIE A R EAGPEAR T B,
3.3 CRISPR/Cas9E F i8I AR

CRISPR/Cas9 3k [K] 4 #H-H3 A & o] #E 7] PRI AT
K5 DNA BUHIHIAR, &4k BE 4R A% IR N VI (zinc
finger nuclease, ZFN). & 5% 0E K1 S W% TR
fiff (transcription activator-like effector nuclease,
TALEN) Z AMHIL SR 3 AR BRI gm R, TS5
e DE) B R RARRER AT, 1
TME " AALHIT 78 Hh 45 SR 22 (B ] . CRISPR/
Cas9 H K| H-H AR AT 38 e 4 J e 40 g 22 PRl 5038 AT
i 20 4 50 AR 3R, AT B4 TMEP™, g 2k
CRISPR/ Cas9 R4S B ik 5 i A2 AR S )
RERIB R BRAUEAS [R5 9 2 i By B TME H 2 A e
ARt R A K AR BRI K4 28079 Y. Khalil 25 B9
FI F CRISPR/Cas9 3 [X| 4 # 4% R 7t PDX &5 3D
Rk R T —FP A% 2k NR2F1 #3071, ml e 5
b O Sk U (HNSCC) Ho S8 fih J67 200 1 1) AR HIG
27, 3\ HNSCC 4fiffl % LA J PDX FI PDO

(4 Jie e 4 A K5 . Stein 2% ) 1) ] CRSIPR/Cas9
Mg f 4 FEE ST T 5 /NRIE PD-L1 AR MAS [F] 41
FRASEAY, R FH I S A5 A I PD-L1 266 (K 98745 fip
S A A T AT HEPUAE FH BT T 40 A 5 R 4 1)
AT S, H T VR4 R 4 B PD-L1 5 R 5%
A5 55t il IR A I S AE PR 50 . Lin 45 B9 R Fif CRISPR-
Cas9 FE R g 1 RTE 1 218 AL (0 J5n i 7 K 1 1) %
W38 A% 2 05 25 7 % I TRIM28 1] LA PD-L1 [f13%
i%, [ARF SETDBI1-TRIM28 & &k 45 0% cGAS-
STING KR G55l Hs, LAY om G e i 7 i BEL
HOETNTRR A

SR, CRISPR/Cas9 % 4t (1) 4 S 1 Al v R4 vk
IE KT RE TG 22 AP kR . TME 1 87 4 4 2K ks L
A AR RGO 5, v e 4 ok
CRISPR/Cas9 Z G 41141 [ ik BIHE AL, I 50T
PR G s SN, R RN G VR T R BT, Yang
2 DSV R T —FpEEST PD-L1 A1 PTPN2 [ 7] 4 F2 A
B 44 2K matryoshka-CRISPR % 4t (PUN@Cas-PT),
FRE A A 7 ] CRISPR/Cas9 RG LS, XAE
& J& & B (MMP). 3% W] 51 % B (HAase) 1 3275
HI PN I P T AR A R R R 1 P R L R
CRISPR/Cas9 ; it [} CRISPR/Cas9 w] Htid 5 fir T
YARZ N, B R E PD-L1 AT PTPN2, A R
BHIT PD1/PD-L1 G i 25 o5, 3 s b i Jgd s B 25
34, CRISPR/Cas9 F 4t E 44 Py A FH 2 B 24 20 2%
Pl d B8N 5 FF VR EXHZ R SR e v B
34 HAERFTIMILHIREAR

CRISPR/Cas9 H [K 4 45 -Hi AR 45 & 25 i ik mT
FREFR G EAER, RISCHEMPUREERS
U FT AL, A0S B bR 4 A0 245 9 S e i 7 1
mlF 5 IMC AR @i 2 5% s i it TME A
ZAE AT EYR S S BASLRIEEE. 7
TME 0] ¥4k 5% 71, CRISPR/Cas9 i [X 4 % 4% A
5 mIF, IMC HiR45 & TR S 5 MR R 28 11 G 8
FL[R DA K g4 e 5 TME FIEhRl3EE {5 S . Yahata
24 U 3 3 CRISPR/Cas9 #E [X] 4 45 35 A i % PD-L1
B[R, R A G 56 Tt 5t PD-L1 @b o
52 R AL 2P ) LV A R A, YEAs PD-L1 76
TME H 1] 95 £ AF # 22 F 4o % 22 4E FH . Wroblewska
2 IR T —RERAFUKE LB &R R
4, FEHH IMC £ AR X Br 5 Pro-Code/CRISPR %k
IRHEAT i 4E PR B o3 b, i 52 1 7L B A
HEPTht R R T T AR B, R T kiR
1 g 4 i 43 Psmb8 173 £1:45 Rtp4 Xt Jif 987 40 Jfa
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PUIF ) G 758 i 45 ) B

AL JUA 8 B B B2 9% 75 48 i A7y 7K1
R HLARRE T TME A Jif 88 20 i A4 28 4 i £ AR
EH, 475 TME 5 A, RPN F R &
Bribz 4h, IEHFIHENLETZ % (positron emission
computed tomography/computed tomography, PET/
CT). BiFLIREAG (magnetic resonance imaging, MRI)
ST RARBOR, I A TN 1 % 2K B MRT 4R
BHAE, WAIEA S g K-F BRI 7 B TME
o R AR ) SRR AR O g AL, R TR R VRS
TR (R TS B S e va T T R Y, AR b
JSH T TME 43 FHLEI 5T

4 [EFKRE

HAT, S%IEIRIT & —MIRA W 1M MR a7 77
%, SR, TME (1) 5 5 1 A2 52 M 5 28 36 97 1 PR 2K
REVEER ZR . TME 55 1% 1 A 0t 78 vl 33
MR 2R, A BT B 0T R 4t i Y 245
YD . TME BIAYXS T TME 5 i PR 7T 22 ¢ &
B, 3D ¥ 7%, PDO/ s 4 f L s R A A LT
ALI %) PDO i8¢ N4k PDX #iA14E, 2 H
AU B9 TME A AR AL 0T 7R AL, e AT il A A
HoNANTS, LA BT TME af MALHT 58 i 3 A it
. HEl, 2T 3D BRik. I8 PDX &k 4b
B ) CRISPR Jifi 25 1 4 FH T30 51 AT BEAE e JiE i
Je~ 12 W B E 20 R R ) e R R R, R E
98 £ %) [ e e e . B VR T S N AR T TR
IR R A &, SR, 3D ER{AEE 2SR
e — e LA TME, =8 MR IR,
ARETE A EI TME (R 8. M2 T, B
[ FZE4T 1A N 97 25 () PDX S 23l ThAgE TME™,

mIHC/mIF J2& H §7 TME &) ¥LAL B 55 32 A
PR, AR PR T 20T [R] B AT A ) A= 0 bs 4,
HAFEREEE S H H VO 5L NN . IMC
I U R R AR R 1) — PR AL LR & R ZH 250 1 i)
FoR, HAA0 5 AT 9O g, (Hl 7 H
B 2 8% AR I BR ), ] R a4 2 14 40 A4S
bR EY. £ TME Al ALALRE 5T b, X LR 3 22
HI4 AR H 5 CRISPR/Cas9 J K 4w 48+ AR 40 & M F,
B 5T 97 0 TME b 428 i) [ 88 A fe 5 3 7 1R 30T ik [AT
KI5 5 A HumHr L LT BT ik 254
fiik. ITJLER, GPKRME R E S WESE TME
FHR G B YR YT RO T R T BB . 4K
74 1T M i o T CRISPR/Cas9 % 45§ [ 4 1% 1) M

AL, TR, I I B A Ll R 5 S B S
A G B4R, (2t 1 e 4 1 A0 O T A 4 IR
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