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Atorvastatinenhancesbonemarrowendothelial
progenitorcellfunctionincorticosteroidＧresistant

immunethrombocytopeniapatients

WiththesupportbytheNationalNaturalScienceFoundationofChina,theresearchteamdirectedby
Prof．HuangXiaoJun (黄晓军)atPekingUniversityPeople􀆳sHospital,PekingUniversityInstituteof
HematologyandBeijingKeyLaboratoryofHematopoieticStem CellTransplantation,recentlyreported
thatAtorvastatinenhancesbonemarrowendothelialprogenitorcells(BMEPCs)functionincorticosteroidＧ
resistantimmunethrombocytopenia (ITP)patients,which waspublishedinBlood (２０１８,１３１(１１):
１２１９—１２３３)．ThefirstauthorofthepaperisAssociateProf．KongYuan(孔圆)．

ITP,generallycharacterizedbyincreasedperipheralplateletdestructionandreducedplateletproduction,
isa common hematologicaldisease．The pathogenesis ofcorticosteroidＧresistantITP,a clinically
challengingconditioninwhichpatientsexhibiteithernoresponsetocorticosteroidsorarecorticosteroidＧ
dependent,remainspoorlyunderstood．MurinestudiessuggestthatBM EPCsplayacrucialrolein
regulatingmegakaryocytopoiesis．However,littleisknownregardingthenumberandfunctionofBM

Figure　OnerepresentativeresultfigureofProf．
Huang􀆳sstudywasutilizedasthecoverimageof
theissueofBlood (２０１８,１３１(１１)),which
indicatesthatAtorvastatintreatmentimproves
colonyＧforming unit—plating efficiency and
promotesmegakaryocytopoiesisincultureswith
BM EPCs from corticosteroidＧresistant ITP
patients．

EPCsorhowtoimproveimpairedBMEPCsincorticosteroidＧresistantITPpatients．
TheresearchgroupperformedaprospectivecaseＧcontrolstudyandapilotcohortstudytoevaluate

whethertheBM EPCsincorticosteroidＧresistantITPdiffered
from those in corticosteroidＧsensitive ITP,and whether
atorvastatincouldenhancethenumberandfunctionofBM
EPCsderivedfrom corticosteroidＧresistantITP patientsin
vitroandinvivo．Theyfoundthatreducedanddysfunctional
BM EPCsplayaroleinthepathogenesisofcorticosteroidＧ
resistantITP,andtheimpairedBM EPCscouldbeimproved
byatorvastatin．Thecurrentstudyindicatesthattheimpaired
BM EPCs mighthamperthedifferentiation progressfrom
HSCsto megakaryocytes,resultingin the occurrence of
corticosteroidＧresistant ITP, which is differentfrom the
immuneＧmediated mechanismincorticosteroidＧsensitiveITP．
Thesefindingsmayprovidenewinsightintothepathogenesis
ofcorticosteroidＧresistantITPandindicatethatatorvastatin
representsa promising therapeutic approach forrepairing
impairedBM EPCsincorticosteroidＧresistantITPpatients,
whichprovidedarationalforfurtherprospectivelargeＧscale
clinicaltrials．

Prof．IshacNazy (McMasterUniversity)andProf．Adam
Cuker(UniversityofPennsylvania)madeacommentonthis
study,whichwaspublishedinBlood(２０１８,１３１(１１):１１５９—
１１６１)．“InthisissueofBlood,Kongetal．showthatBM
EPCsinpatientswithcorticosteroidＧresistantITParereduced
anddysfunctionalbutcan beimproved with atorvastatin,
suggestingapotentialnoveltherapyforITP．Morebroadly,
theyserveasareminderthatITPisnotonediseasebutrather
a heterogeneous group of diseases with varying disease
mechanisms”．


