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Downregulatedserum１４,１５ＧEETisassociated
withabdominalaorticcalcificationinpatients

withprimaryaldosteronism

WiththesupportbytheNationalNaturalScienceFoundationofChina,theresearchteamdirectedby
Prof．HuangHui(黄辉)atSunYatＧSenMemorialHospital,SunYatＧSenUniversity,recentlyreported
thataldosteroneisanimportantpromotorofabdominalaorticcalcification,which waspublishedin
Hypertension(２０１８,７１(４):５９２—５９８)．

Theprevalenceofchronickidneydiseases(CKD)isincreasingandtheestimatednumberofadultCKDin
Chinahasreached１２０million．Despitetheimprovementofdialysistechniques,CKDmortalitycontinues
toincreaseandcardiovasculareventsarestilltheleadingcauseofCKDdeaths．Notably,previousstudies
oftheirgroupdemonstratedthatvascularcalcification (VC)isanimportantpredictorofcardiovascular

Figure　Workingmodelforthemechanismofaldosterone
excess and downregulated １４,１５ＧEET to activate
inflammation, which further promotes osteogenic
differentiationofvascularsmoothmusclecells,resultingin
bonelossandincreasedvascularcalcification．

eventsinCKD (ArteriosclerThrombVascBiol,２０１７,３７(１０):１９３３—１９４３)．
ItiswellＧknownthattheexcessivelyactivatedreninＧangiotensinＧaldosteronesystem (RAAS)playsan

essentialroleintheprogressionCKDandcardiovascularevents．IncreasedangiotensinIIandaldosterone
componentsarethemostimportanteffectors．Itwasshownthataldosteroneexcesspromotedvascular
inflammationandoxidativestress,resultinginvascularremodeling．However,therelationshipbetween
aldosteroneandVCremainsunclear,especiallylackofdirectevidencefromhumanstudies．Inaddition,
bothplasmaaldosteroneconcentrationandtheprevalenceofVCareelevatedinCKD．Thus,itisdifficult
toconfirm whetheritisaparallelorcausalrelationship．Theirresearchteam observedtherewasno
relationship between aldosterone and coronary artery calcification in hypertensive population．
Interestingly,inthosewithanimpairedestimatedglomerularfiltrationrate(eGFR),theriskofVCis
significantly increased when plasma aldosterone concentration elevates． Compared with essential
hypertensivepatientsmatchedbyageandbloodpressure,primaryaldosteronism (PA)withimpaired
eGFRhadsignificantlyhigherplasmabone metabolismfactors,accompaniedbyalmost１Ｇfoldhigher
abdominalaorticcalcification(AAC)prevalence(３９．１％ vs２０．３％,P＝０．０２３)．Itindicatesaldosterone
promotesVConlyinconditionwithimpairedkidneyfunction．Moreover,theirgroupalsofoundthat
primary aldosteronism patients with AAC
exhibited higher １４,１５Ｇdihydroxyeicosatrienoic
acid (１４,１５ＧDHET),theinactivemetaboliteof
１４,１５Ｇepoxyeicosatrienoicacid(１４,１５ＧEET)by
sEHfromarachidonicacids．Theresearchteam
hasfocusedonthetranslationalresearchesabout
EETsforalongtime,andtheresultsofthis
presentstudysuggestedthatregulationof１４,１５Ｇ
EET maybeapromisingtargetinkidneyand
cardiovasculardiseases．

These findings demonstrated the positive
correlationbetweenaldosteroneandVCinhuman
study． In the calcifying microＧenvironment
providedbyimpairedkidneyfunction,aldosterone
maysignificantlypromoteprogressionofVCand
１４,１５ＧEETisapotentialtargetforintervention．
Takentogether,itprovidesnewinsightsintothe
relationshipbetweenosteoprosismineralandVC
viaaldosterone,whichmayhelptofindeffective
treatmentstrategiesofVC．


