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C O R R I G E N D U M

Correction to “Alveolar macrophages are sentinels of murine 
pulmonary homeostasis following inhaled antigen challenge”

 DearEditors,
Thedetectionofspecialistpro-resolvingmediatorshasrecentlybeenthesubjectofdiscussionintheliterature.Inourstudyin2015,1wepub-
lishedthedetectionoflipoxinA2(LXA4)inmouselunghomogenatefollowinghousedustmite(HDM)challengeinmice(Figure4H).Recently,
acommenteronPubPeeraskedifwewouldposttherawmassspectrometrydatatoevidencedetectionofthelipid.

Thesampleswereanalysedin2010,ona4000QTrapusingananalyticalRP-HPLCcolumn.Anexamplechromatogramshowsthepresence
ofarelativelylow-intensitypeakina“HDMchallenge”sample(blue),whichisabsentinthe“PBSchallenge”control(red)(Figure 1).However,on
reviewingthedataset,itbecameapparentthatanerrorhadbeenmadeduringintegrationin2010.Specifically,theretentiontimeofthestandard
LXA4(inourstandardcurve)isnotidenticaltothelipidwedetectedinthemouselunghomogenate,althoughthepeakssomewhatco-elute
(Figure 2).Fromourre-analysisofthisolddataset,weconcludethatthelipiddetectedinmouselungscannotreliablybeidentifiedasLXA4.

Weapologisesincerelyforthiserror,whichwasanentirelygenuinemistakemadeduringtheintegrationofthepeaks,andwasnotde-
tectedatthattime.Theappropriatecourseofactionistocorrectthepaper,toremovethispanelandthestatementrelatingtothedetection
ofLXA4intheResultssection.ThelipidwasnotreferredtointheDiscussion.

Thequestionremainsastowhatthestructureofthelipidmightbe.Apotentialcandidateis15R-LXA4(aspirin-triggeredlipoxin)whichelutes
shortlyafterLXA4onreversephaseseparation.2However,wedidnothaveastandardfor15-epi-LXA4in2010sothiscannotbeverified.Also,
themicewerenotonaspirin.Anotherpotentialcandidateforthe lipid isan isoprostane.MartinGieraandcolleaguespreviouslyreporteda
5-D2-isoprostanethatco-eluteswithLXA4usingthesameMRMtransition.3WhilehesuggestedthisasalikelyoxidationproductofPGD2,itis
possiblearelatedE-seriesisomercouldbeformedfromPGE2autoxidationsincethisisgeneratedintheHDMmodel.Itisnotablethatdifficulties
inverifyingLXisomersincomplextissuesusingreversephaseLC/MS/MSwerereportedin2014,whereFerreirosandGeisslingershowedthata

F I G U R E  1 Chromatogramofm/z351–115showingthepresenceofadetectablepeakinmouselunghomogenatefollowingHDM
challenge.LipidextractsfrommouselunghomogenatefrommicechallengedwithHDM(blue)orPBScontrol(red)wereanalysedusingLC/
MS/MSasoutlinedinthemethods.
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lipidco-elutingwithLXA4onreversephaseLCfromcellculturesupernatantwasfoundtonotco-elutewithknownLXisomersincludingLXA4
onchiralphaseseparation.4FurtherworkisneededtodeterminethestructureofthelipidwedetectedintheHDMmodel.

Ouroriginalstudyaimedtoinvestigatetheroleofairwaymacrophagesinregulatingtype2lunginflammation.WhilethisdataonLXA4was
included,wedidnotinferthatthelipidwasplayingadefinedbiologicalroleincontrollingtheinflammatoryresponse.Noexperimentstested
thisideaormadeanyclaimsrelatingtoarole.Removingthepaneldoesnotimpacttheconclusionsrelatingtotheroleofairwaymacrophages
andIL27inregulatingtheimmuneresponsetoHDMinthemurinelung.
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F I G U R E  2 MonitoringPGE2-d4standardandLXA4inthesamesamplesshowsthatthelipidwithm/z351–115inlunghomogenate
eluteslaterthanauthenticLXA4.Theleftpanelshowsco-elutionofPGE2-d4,andtherightpanelshowslaterelutionoflipidsinmouselung
homogenate,thantheLXA4standard.Redtrace:mouselung,bluetrace:LXA4standard.
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