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Immunotherapy precise targeting tumour microenvironment will become a key
strategy of curing cancer

LI Zhong, SUN Yan, QIAN Qijun (Shanghai Cell Therapy and Engineering Research Center, Shanghai Cell Therapy Research Insti-
tute, Shanghai 201805, China)

[Abstract] The most two advanced development in cancer immunotherapy: (1) Infusion with in vitro activated or gene-modified T
cells; (2) Activation of suppressive immune cells by antibodies to exert cytotoxicity. The first one about gene-modified T cells is main-
ly referred to chimeric antigen receptor-T cells (CAR-T) that have shown the significant efficacy in some haematological malignancies.
The latter one about immune checkpoint blockades takes effects on tumors with burden of gene mutations. For cancer patients, howev-
er, tumor microenvironment is suppressed highly more than the systemic immune. Normalizing or enhancing the local microenviron-
ment by systemic activation of immune response may cause the overreaction in other normal tissues, even severe damage, for example
interstitial lung diseases, acute myocarditis, and severe liver failure. This review summarizes the characterization and classification of
tumor immune microenvironment, development of cancer treatment and immunotherapy, and elucidates the importance of targeting tu-
mor immune microenvironment. The key strategy is pointed out to efficiently and precision target tumor immune microenvironment by
using self-secreting antibody CAR-T cells (baize T cells), quickly enhancing the immune function in tumor microenvironment, which
may eventually cure cancer.
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ERE A P LI L F B K PR 4 B
SESEHE Y RRIE AR & o MK 48 i (tumor—associated
neutrophil, TAN) By 32 & ", A0 % &1t , Treg £ iT
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REPCAR-THRXLETENREF T T, G TAE
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(A 5 GEIRTT

(B) FEHpeinsr
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BE, AAE TR A & SR RN G, & B A8 T FR T 5] R EIE

S B2 3 3 4 A $E 16 I 2L SRR 4R R AL PD-1 F Ak, B R

JB B S % JRORL T PR A AR OR B 4 BB AR R, OF LA & Bl 1k Al
INCe g G RO ER AL
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BTk U B A B A R M BB R R RGE R
2 BE 4 KA AR R AR 3 DR P IR A A ] & B9 R

Ko FRAMAGRABERAKCERERETERE
Bk, FERAKIEZERE, MERSHEEU
B THAAN £, BT KGR EX A (sleep-
ing beauty, SB).piggybac(PB) 1 Tol2,

RIA U BB AR 4 A5 e Fr CAR-T #1 4 B
MAEEXADNCEGEL T+ 55 E. FHE
F R & 8RR S R34 1 TR B4 (trastu-
zumab; Bl Herceptin, # & 1) &K HU & E FH ™, LKk
FLHER-2 &K AREFHHW™, 2L EFREK, /DK
AR P 7 AR K3 40 ng/ml, ER R D 4B, T
ANRIVEEBEE AR BIETRER. LARERY
A, EFCD20 R EFHN/INREEARIKES
Wik R EOIRET R AAES T, £ L
RARER L, FHATHR R R 2 KIEK, H
HiFTEA. ATREKBELARENZR, EE
EH AR, PEARIET RIS EEER
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RERKEAEIGHHORETR,

®1 BEHENIHSHAE CAR-TER B ARG P E A st

L7 W 7E R IA RS AR F A T RS0
T Fo LTz CAZE T 40 M e A%, IR B k. T2 T 40 He s s, Fgd 38 R MR I
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B X G B TR PR B R A e R R 72 R 43 B A FRT B, G R MR SR
K3 W REBAEARAKIEAEEEEHRE EHRENEWAISRE, 2&EF R
e 1 H X, FDA @i B K
K 1S R RS UG LA 2 e A i
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i 1) 5% 1A
fEfFREM W EMEEE R, RNAR AR Fih DNA FE M, %77 ZR AR A1 80, 4 RO R K
SE A RO
MHRTR MR Eb A8 3t , 33k — 5 Al A e e H & T2 A8 KL 8 : RNA R 1 PB
DL &% DNA IR AT 3k — D42 i AR
SR R EN, R, #E— 2 R E K, AT CAR-T AU 3 RIAF AL,

A

SRR BT 5
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BRI T M.y A o %% e X 4 B W 353 47 () B 48 &
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B AFATEEEEA KRR, DERG T HLEXL
T CAR-T 40 fEPE M = R #6 e 5 7E . PB#EE T 4E0R
FRAFE KR LR E L ERF LA E 10~30 £,
BB, PBAE R ERAWA N T L2, £HEEHREK
AU RR,ALBRRTARA, HEZREESH. 7
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