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Clarification of roles of myeloid-derived suppressor cells on the regulation of
post-ischemic inflammation
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Although T cells play important roles in the pathophysiology of ischemic
stroke, the dynamics of T cells remains unclear. Therefore, we examined the temporal and spatial
profiles of PMN-MDSCs, which suppress T cells activation. The number of CD11lb+Ly6ClowLy6G+ cells was

increased in the ischemic hemisphere and bone marrow at 72 hours, as well as in the spleen 24 hours
after ischemic stroke in mice. CD11lb+Ly6ClowLy6G+ cells sorted from brain and spleen 72 hours after

ischemia had greater expression of Nox2 and CHOP mRNA than neutrophils in bone marrow, suggesting
that these cells constitute PMN-MDSCs. CD11b+Ly6G+ cells were located in the ischemic core and
border zone, indicating that PMN-MDSCs might be endemic to these regions. Although neutrophils are

believed to invade infarct regions, the present study suggested that some of these cells are
PMN-MDSCs.-
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BBl S D AR ERF 2RO G-MDSC (51145 PMN-MDSC) & HLEK 3k D M-MDSC 23 f£1E
L. WFRES THIBOMED HWVIET R b= R &5 S 29 2 212 & 0 5 ROs Z2 39 %
(Duffy, et al. Cancer Immunol Immunother 2013), 4 > Clx, {KE2FEIRFEIC X B HIF-1a 23 F D53k
EFHEITBI D > T 5 (Corzo et al. JEM 2010) & S4L TV 5 — 5 T, FEEMIZI VT, MDSC
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fidZz PMN-MDSC & &% L, —idMEi KIMENIRPAZEE 7 11 T, IMEEZERRALIZ VT
PMN-MDSC OFBL A 5702 L TWe, — 5T, 2015 421X, PMN-MDSC 7% M-MDSC |Z Lt
s LSy BIHIE 28 & 0 38\ Z & (Marvel, et al. JCI 2015) 23#45 S 41, F 72, 2016 4£1213 Bronte
575 MDSC DEFRIZDOWT ORI ZITV, ZD 72T, PMN-MDSC |E CD11b*Ly6C**Ly6G*
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5D &N D, PMN-MDSC IZ7EH L., Bronte JH#EIZHE > T PMN-MDSC Ofifd % Bsa L7z,
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AT deletion 35 Z & 23 E X 41TV 7= Doxorubicin (Alizadeh, Cancer Res 2014), 3 2 (8 5-FU
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OFRBORFRI I L O 724 FACS B L OERE TR LT, £/, By —%—
THrHfE L72 CD11b'Ly6C"Ly6G il & 73 BfEbs 28 L, T AR OIS PERNHIBEREIZ >\ T OfF 25
Iz, Fio. HFHER, M-MDSC & 13572 0 . CD11b'Ly6C¥Ly6G i i TR BN EH+ 2 2 &
DHE XN TV D CHOP, Nox2 @ mRNA M35 (Bronte, et al. Nat Commun 2016) % realtime
RT-PCR THEFT L7z, & BT, Mlidds L OVEHEICH 1T 2388 H FACS THRfT L. i & o B
Zfgat L7z, MDSC O HURIESRHIZ DWW TIE, M 2T o 72~ U A TORET 21T 5 & &bl
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TR T,
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