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Research progress of CAR-T cell immunotherapy in solid tumors
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[Abstract] Chimeric antigen receptor T cell (CAR-T) therapy has achieved remarkable successes in treating refractory leuke-
mia and other hematologic malignancies in the past ten years. At present, the FDA has approved six CAR-T cell products for hemato-
logic malignancies including leukemia, lymphoma, etc. , highlighting the arrival of the era of immunotherapy and cell therapy for cancer.
A large number of studies have indicated the potential of CAR-T cells in solid tumors. However, data from clinical trials was far from
satisfactory yet. Obstacles interfering with the therapeutic effects of CAR-T cell therapy in solid tumors have been identified , including
lack of reliable tumor—associated antigens, physical barriers within tumors, metabolic stress, immunosuppressive tumor environments,
etc. Efforts should be made to further investigate the underlying mechanisms , and gene engineering technologies holds great potential for
generation of more effective CAR-T strategies. This review aimed to provide a landscape view of recent progress for CAR-T cell therapy
in solid tumors and discussed the challenges and future directions of CAR=T cell therapy.
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{55 (signal 1)” . W T A LFE 5 0 7E, —R
CAR-T AU MIAEVR N IS RE T2 A i [ ™
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1 FE A7 B E-iEPER (E-selectin ) S HL /A sialyl Lewis—
X (sLeX) 5 5 1R E—selectin &3k T M8 1L N
J B T AR AR EJH CAR-T I M sLeX (335
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BT LM 20 19 Bl A CAR-T 41 e
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B B A S A0 4% c~Met .CD171 . CEA 4T 4 41
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TNBC) W il 223k M 5t 50% , 35 g 1) 1 Ji e il s
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P CAR-T 40 1497 4 451 %% # 1% TNBC 19 11 Ii IR 5%
(NCT03060356) , 40 A & # c—Met 3 ik R £ 40% ~
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I RWF T H R 240 TH 550 B . 10 91 g il e 819
TAA 252 PSMA | | 91 Ji 1 40 Jfl 47 )i (prostate stem
cell antigen, PSCA) | Hij 51 Bt #¢ 5 P£ B Jit (prostate—
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Pt CAR MR, FAB Al PSMA CAR-T 4 724
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90T 53 P9 200 JEL )9S B , 5 I\ A 2 d5c A I S %) s
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