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[Abstract]  The advent of immune checkpoint inhibitors has increased the treatment options for many
solid tumors. Despite good results in the treatment of melanoma and lung cancer, most patients with metastat-
ic colorectal cancer do not benefit from immunotherapy. Immune checkpoint inhibitors clearly have a signifi-
cant and long—lasting clinical response in patients with dAMMR mCRC, even in groups that have failed previ-
ous multiline treatments. However, this clinical benefit is limited to a small proportion of cancer patients, ac-
counting for approximately 4% of mCRC. In fact, anti—PD1 mAb is not effective in patients with pMMR
mCRC. Novel therapeutic strategies are urgently needed to make these tumors immune. The destructive tumor
therapy (chemotherapy, radiotherapy and targeted therapy ), for releasing tumor antigens, is the most direct
strategy which combines checkpoint inhibitors with other treatments. Instead of weakening the immune
response as once feared, these standard therapies can enhance the immune response.

[Key words] Immune checkpoint inhibitors; Metastatic colorectal cancer; Microsatellite instability—

high; Microsatellite stability; DNA mismatch repair deficiency; Toxicity

UM EERERRE =, TR MM FET- ANELZN 881 000 )L RAELE H A IR R A
1T 2018 E A BREE E AR B KOS 180 JT01, T SR (W I RS 4 1 R 1 U AR
= k1Y AN H 2 g 2k 3 =

(3 A B (BB, B 50 e L g e 0o PLBEAFIIZOT 30 TR XTI IR A DI

AGVESS B A2 W XA YT . E-mail:chenhsysu7@gmail.com FRB A BRIk
WAGIER . BT, A FAE BRI, E—mail ; dgh_cjf@163.com B S IT VR — ELA2 I 2 5 g b — A AW R R Y




CH AR 2= 3 (B FRR) $2020 4F 3 H55 124 % 1 W] J Dig Oncol (Electronic Version), March 2020, Vol 12, No.l 21

o3, FCH ORI A A FR GRS R B0 2 e N
%, PR S I ] (immune checkpoint inhibitors, ICIs)
B9 EL BT an B PE T bk E AN B AR CHTIE 4 (eytotoxic T
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PD-1 BHBTHLIR , 75 —IAEBEHLAY T HAIG PRI 56 | BRI —
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JRATEIAN 140 A H P RIBERY 1.4 A~ H L 1RIF R
B2 ME e, 767 MBHEFWEER 3~4 %
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EUUR, I IRBIFGT 3 BRI S 56 v 7 2 B e v o
2R 2 38 T 45 M 9 200 L 1 R BV PR RIS W R L A R T
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DNA A delta(POLD1) /& DNA A A& & i FE i )
RPN SR e (T TORE T AT A v 35 B 2 1 T 2 ),
AR /&, POLE T¥ POLD1 & PR H 1% 22 TR 40 D11 Tt 235 #4) IX 33
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RN A T BRI TR T A MO RS AR
JoF 20 L PR A 3G, B VR s IR s AR kA S
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