Cancer Research on Prevention and Treatment

So BT R iR IR IS 251801 KB TE kR
22, BRI, BEE

FIHASLC:

gk 2 22, AR i, PSR, SR A a2 L B BTSRRI BT IR IESE, 2020, 47(8): 636-640.

ZHANG Lanlan, LI Xiangmin, FAN Zaiwen. Advance in Drug Resistance Mechanism of Immune Checkpoint Inhibitors[J]. Zhong Liu
Fang Zhi Yan Jiu, 2020, 47(8): 636—640.

TEZR 2 View online: https:/doi.org/10.3971/.issn.1000-8578.2020.19.1491

AT ARG A SCEE

Articles you may be interested in

i3 AR RS A e A SR
Research Progress of Intestinal Microbiota and Immune Checkpoint Inhibitors

JbIRE B IR ST 2019, 46(11): 1026-1030  https:/doi.org/10.3971/.issn.1000-8578.2019.19.0311

I G PG A i — R R S IR T
New Immune Checkpoint: Advances in Immunotherapy for Malignant Tumors

BIRg Bl VAREFSE. 2018, 45(12): 1027-1035  https://doi.org/10.3971/j.issn.1000-8578.2018.18.0545
G ERS AT s A7) 8O0 I B S AL

Cardiotoxicity and Mechanisms of Immune Checkpoint Inhibitors

JbIRE B IR ST 2018, 45(11): 858-863  https://doi.org/10.3971/j.issn.1000-8578.2018.18.1397

A/ N s S TR T A AR RS T
Research Progress of Biomarkers for Immunotherapy on Non—small Cell Lung Cancer

IR Bl VA RESE. 2018, 45(10): 805-810  hitps://doi.org/10.3971/j.issn.1000-8578.2018.17.1514
TV E2L 200 B2 3K A 1 280 A 1 - 3 e Sl rh o ke

Advances of T cell Immunoglobulin Mucin-3 in Tumor Immunity

JibsRE B IR ST 2017, 44(10): 701-705  https://doi.org/10.3971/j.issn.1000-8578.2017.17.0233

.
=
=

REEN MIERA


http://www.zlfzyj.com/
http://www.zlfzyj.com/
http://www.zlfzyj.com/
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2020.19.1491
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.19.0311
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2018.18.0545
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2018.18.1397
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2018.17.1514
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.17.0233
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.17.0233

* 636 °

ADYBBRG 381 372020F 25474555888 Cancer Res Prev Treat,2020,Vol.47,No.8

doi:10.3971/j.issn.1000-8578.2020.19.1491

BF >
GRS A i I 5 S 24 BL T ) B 0 e
k22, Fas?, #HEL
Advance in Drug Resistance Mechanism of Immune Checkpoint Inhibitors
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Abstract: At present, immune-therapy, especially immune checkpoint inhibitors(ICI) therapy, has become a
hot topic in cancer research field. With the wide application of ICI in the field of cancer, some patients benefit
from ICI, some patients appeared disease progression or recurrence after effective treatment for a period of
time and some patients did not respond to ICI in the first place. The resistance to ICI can be classified into
primary, adaptive and acquired resistance. This article will review those resistance mechanisms of ICI therapy.
Key words: Tumor; Immune-checkpoint inhibitors(ICI); Immunotherapy; Resistance mechanism
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