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Lung microbiome mediates the progression from chronic
obstructive pulmonary disease to lung cancer through
inflammation
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Abstract: Lung microbiome exists in the respiratory tract and parenchymal tissues. It mediates lung injury through a
variety of mechanisms, including bacterial disturbance, metabolites, inflammatory response, immune response, and
genotoxicity. Accumulating evidences suggest that changes in lung microbiome correlates with chronic obstructive
pulmonary disease (COPD) and lung cancer, and the microbiome promotes the progression from COPD to lung cancer. In
this review, we mainly introduce the impairment of the homeostasis of the lung microbiome and its inflammation that leads
to COPD and lung cancer, then focus on how the microbiome mediates the progression from COPD to lung cancer through
inflammatory response. The review may provide a new theoretical basis for clinical prevention, optimal treatment strategy

and design of new drugs for COPD and lung cancer.
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KIET M FZRN, JLF o5 42 B8R0 i 58 T 50
/5100 HEfhE, #2030 4, AR AL TR 9 Bk
K 173 1000 J7 A it 2 — i R B0 5 R 2628
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FI At 2557 7 (Moraxella Catarrhalis) Lk Kz 3% 1k 1 17
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EPET R BN, FAT I S b 2 1 2 st
. S Re AL . 8L Zy IRk . AR R 1
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Pl COPD iR [ AT i 88 2 9 550,



34 AR Hereditas (Beijing) 2021

o5 43 4

X it ¥ Ak 2 40 L R AT A, A it 5 R DG i
K TR, PRI, FEh ME A R EU A
B, A P 2L S e R ARG R B e
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pathic pulmonary fibrosis, IPF). fifi%%#Z (tuberculosis,
TB).COPD SR il iz i fa o A 3=, 5 i i) e A=
KI5 \PF b, FREAEAE B8 P R e
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] 38 5 75 S v MR A0 A O Pk 4 g SR
HE I R I v P A 40 L 580 8 R R At 5 T 4 i
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/N BURE AR (43 51 5 CcCSPEeNe/LSL—K-ras®?P I
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Fig. 1 The link between lung microbiomes and COPD and lung cancer
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