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[ Abstract ] Lung cancer is one of the malignant tumors with the highest morbidity and mortality in China. There-
fore, the research on the treatment of lung cancer is also deepening. At present, there are mainly systemic chemotherapy, tar-
geted therapy for positive driver genes, the application of immune checkpoint inhibitors, anti-tumor angiogenesis therapy and
the combination of the different treatment methods mentioned above. The use of these regimens has significantly improved
the prognosis of most lung cancer patients, but the prognosis of patients with advanced lung cancer remains unsatisfactory.
Recently, more and more attention has been paid to the study of tumor microenvironment (TME). TME consists of immune
cells, fibroblasts, vascular endothelial cells and other cellular components as well as related cytokines, which is the basis for the
survival and development of tumor cells. As an important immune cell of TME, tumor-associated macrophages (TAMs) refer
to macrophages infiltrating in tumor tissues, which can promote tumor cell proliferation, induce tumor immune tolerance,
stimulate tumor angiogenesis, and increase the invasion and metastasis ability of tumor cells. Therefore, targeting TAMs has
become a hot topic in lung cancer immunotherapy. In this review, the sources, phenotypes, mechanisms of TAMs in lung can-
cer, as well as future therapeutic targets of TAMs were reviewed to provide reference for optimal treatment of lung cancer.

[ Keywords ] Lung neoplasms; Tumor-associated macrophages; Tumor microenvironment
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BT T A AR AT ) i L 20 i 53 2 BV
[ L EA L (tissue-resident macrophages, TRMs) FIl HLAZ A Y
AR EWEAN (monocyte-derived macrophages, MDMs) ,
TRMsTE A AERTE 2477, RIS TR LR SE, IFE
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KA TR TR AL ERALE . [RIIPEBIE T Mo R A5 vt e 30
AIXPIZETAMS, (L IIREARIR] . MDMs7E iR HEREE
iR A, TR Ms e ZH 2PN AR 25 R i 2 077 40 o H 24
Ho Tt Casanova-AcebesZE W58 KB, TEAISHI/NEAE
/NI (non-small cell lung cancer, NSCLC) Jp F2 - 1
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(regulatory T cell, Treg ) 3 224 it I e 28 W% . 1122k
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R S, 2 AR 240 - 5 4 i 2 % o 8 TR
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