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Dysregulatedlungcommensalbacteriadrive
interleukinＧ１７Bproductiontopromote

pulmonaryfibrosisthroughtheir
outermembranevesicles

WiththesupportbytheNationalNaturalScienceFoundationofChina,theresearchteamdirectedby
Prof．Qian YouCun (钱 友 存)atShanghaiInstituteofNutritionand Health,Chinese Academyof
Sciences,recentlyreportedthatlungmicrobiotaandinterleukinＧ１７B (ILＧ１７B)arecriticalforpulmonary
fibrosispathogenesis,whichwaspublishedinImmunity (２０１９,５０:６９２—７０６)．

Mucosalmicrobiotahasbeenprovedtobeinvolvedinboththeimmunehomeostasisanddiseasesof
variousmucosaltissues．Overthepastseveralyearstheteamhasfocusedonstudiesabouttheinteractions
betweenmucosalmicrobiotaandinterleukinＧ１７familycytokines．Ononehand,disordersofmicrobiotain
coloncandriveILＧ１７Ctopromotethedevelopmentofintestinalcancer(Songetal．,Immunity,２０１４);on
theotherhand,thecommensalbacteriaintheintestinecanalsodriveILＧ１７A productiontopromote
intestinalinjuryrepair(Songetal．,Immunity,２０１５)．However,peoplecurrentlyknowverylittleabout

Figure　Theupregulatedpulmonarycommensalbacteriacansecret
OMVstodriveILＧ１７Bproduction,whichcanactonepithelialcells
topromotethepathogenesisofpulmonaryfibrosis．

theroleofpulmonarymicrobiotainlungtissue．
ThroughhighＧthroughputsequencing,theresearchersfoundthatthereisrelativelyabundantmicrobiota

inmouselungtissueunderhomeostasis,butthemicrobiotaisremarkablydisorderedduringpulmonary
fibrosis．Subsequentstudieshavefoundthatthepulmonaryfloracan promotethedevelopmentof
pulmonaryfibrosisbyinducingtheexpression
ofILＧ１７B．Lung microbiotaＧdepleted mice,
germfreemiceandILＧ１７BＧdeficientmiceall
showed reduced phenotypes of pulmonary
fibrosis． Further studies identified that
Bacteroides and Prevotella bacteria are
significantly elevated during pulmonary
fibrosisandcanpromoteILＧ１７Bsecretionby
secretingOMVs．OMVsareprovedtoacton
TLR２ and TLR４ receptors of alveolar
macrophagesthrough components such as
lipopolysaccharideandlipoproteintoinduce
ILＧ１７B production．In turn,ILＧ１７B can
directlyactonlungepithelialcellstoinduce
the expression of downstream genes to
promotetherecruitmentofneutrophilsand
thedifferentiation of Th１７ cells,andfinally
promotethedevelopmentofpulmonaryfibrosis．

Insummary,thestudyrevealsthefunction
and mechanism ofthe pulmonaryflorain
regulating lung mucosaＧrelated diseases,
especiallypulmonaryfibrosis,andprovides
newideasandtherapeutictargetsforclinical
treatmentofrelateddiseases．


