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Background

Recentlythe expressionof ABCB, a novel P-glycoproteinof the ABCsuperfamilyof activetransportersyasfoundin a

newlydefinedmesenchymatemcell (MSCyubpopulatiorin the skin

Eventhoughthis subpopulatioris preferentialljoundin the skin, it occursalsoin all connectivetissuecontainingorgans

ABCB* MSCssharemanybutnotall markersof conventionaMSCg(seefig. 1), revealplasticadherencenddifferentiation

to adipogenicandosteogenidineages(seeFig. 1). ABCB belongsto a drug persistenceransportefamily,regulatesghe

membranepotentialand preventscell fusion (Franket al, 2003'. ABCE* malignantmelanomainitiating cells have

immunmodulatorpropertiesas they expressthe negativeco-stimulatorPD1 and suppressT cell activationand stimulate

Foxp8* regulatoryT cells (Schattorand Frank,2009). InterestinglyABCB wasidentifiedas a markerof melanomastem © .

cells (Franket al., 2005. Thedecreaseén numberand/orfunctionof the newlyidentifiedABCB* MSCsubpopulatiomay g » peoosr

resultin impairedregenerativeapacityandaging Howevenobustin vivod urrentlynot availableHer idied & £ bibibyoo

the cell sur p iorpattern the expressiorof agingmarkers the cell numberand specificlocalizationof ABCB* 33 .
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o @ DermalABCB* mesenchymastem cells expressa panelof previouslyestablishedmesenchymastem cell markers,
includingC29 CDBQ CCh9and CB44 while hematopoietistemcell markerslike CC84 and COL33are not expressed
(Fig.1).

a b DermaABCB+ MSCQrevealhecapacityto differentiaténto adipocytesandosteocytesandr icadherence
Notablya significantdeclineof the percentagef ABCE* cellswasfoundin the old agegroupcomparedo the younger
age groups(p<0.000), whilethe totalnumberof residentcellsin the dermisper high powerfield remaineddenticalin all
agegroups
No consistentagedependantncreasein two robustbiomarkerdor in vivo agingyH2AX and p16 wasfoundin ABCE*
MSCijndicatingthatthe DNAdamageesponsepathwaywith activatiorof the cell cycleinhibitorpl16is notinvolvedin the
reducechumbersof ABCE*MSC
Microarray PCR analysis identified mainly proteins involved in apoptosis (Glycosylphosphatidylinositanchored
moleculdike protein p73andGrowtharrestandDNAdamagénduciblegenegamma)

ABCB* MSCswere found in close associationof CCBI* vesselsin youngerindividuals, while this perivascular
localizatiorwaslostin theold agegroup
- Conclusions
A progressivedecreasdén numberand changein niche preferenceof the ABCE* mesenchymastemcell subsetwas
n.s. Sk - observedn skinaging
p<"m’0m Thisreductionin ABCB* mesenchymaitemcellsmayratherbedueto enhancedpoptosisandnotto the DNAdamage
responsepathwaywhichactivateshecell cycleinhibitorpl6andresultsin irreversiblegrowtharrest
Perspectives
Longterm the regenerativecapacitiesof ABCB* mesenchymastem cells may be successfullyexploitedfor tissue
ears) regeneratiomanddifficultto-treatwoundsin theelderly
years)
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