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Dysregulated lung commensal bacteria drive
interleukin-17B production to promote
pulmonary fibrosis through their
outer membrane vesicles

With the support by the National Natural Science Foundation of China, the research team directed by
Prof. Qian YouCun (4k & f#) at Shanghai Institute of Nutrition and Health, Chinese Academy of
Sciences, recently reported that lung microbiota and interleukin-17B (IL.-17B) are critical for pulmonary
fibrosis pathogenesis, which was published in Immunity (2019, 50: 692—706).

Mucosal microbiota has been proved to be involved in both the immune homeostasis and diseases of
various mucosal tissues. Over the past several years the team has focused on studies about the interactions
between mucosal microbiota and interleukin-17 family cytokines. On one hand, disorders of microbiota in
colon can drive I1.-17C to promote the development of intestinal cancer (Song et al. , Immunity, 2014); on
the other hand, the commensal bacteria in the intestine can also drive 1L.-17A production to promote
intestinal injury repair (Song et al. , Immunity, 2015). However, people currently know very little about
the role of pulmonary microbiota in lung tissue.

Through high-throughput sequencing, the researchers found that there is relatively abundant microbiota
in mouse lung tissue under homeostasis, but the microbiota is remarkably disordered during pulmonary
fibrosis. Subsequent studies have found that the pulmonary flora can promote the development of
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