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[ Abstract ] The morbidity and mortality of lung cancer is the first in the world, immunotherapy has become a impor-
tant treatment strategy in addition to chemotherapy, radiotherapy and targeted therapy. In recent years, the US Food and Drug
Administration (FDA) has successively approved immunological checkpoint inhibitors as standard programs for non-small
cell lung cancer (NSCLC) in second-line or first-line treatment. The National Comprehensive Cancer Network (NCCN) also
recommends immunological checkpoint inhibitors as the standard treatment for small cell lung cancer (SCLC). Now, the treat-
ment for lung cancer has entered the era of precision treatment, it is very important to select effective and reliable biomarker for
the dominant populations of lung cancer to receive immunotherapy. A large number of researchs indicated that tumor mutation

burden (TMB) may be an independent predicted biomarker for immunotherapy, but with limitations. This article reviewed the
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predictive value of TMB and its limitations in the field of immunotherapy for lung cancer.
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(Ipilimumab, Tremelimumab ) , i f#BRT 40075 10
M55, DA PR ST 40 i 1 3% Ak S AR BB g 5 HiPD-1/
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HZ HIPD-1/PD-L1G e i A il IR A P RYE . 5
TMB %5 YJAH 56 Y Al [R] S8 $i i 5 g 1) 725 WL 2% fifg %

( objective response rate, ORR ) . &%l AR FK 25 B} [8] KX G
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Nivolumab ik &b J7 5 B4 fby7 2l 470 B & B8 R 2 7E
ORR. PFS F¥Jgiit* 25 ; MIETMB210>%5/Mb
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A TMB AL IRTTY T AL . Pembrolizumab# 35 [E[FD AL
HEH TR R M RN E (MSI-H ) s RLIE 5L
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If HAIA HLAFE R 22 B 2R 1 50 35 46 K 0 A
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