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The novel immune escape mechanism in dysregulated immune system of acquired aplastic anemia

FUsIC

HREBAEARMEN (acquired aplastic anemia, AA) (&, EMmEaIEFHHAD

(HSPC) HECREMETHIRZIC K> THEBESNTHIB I IER, NMmEKEL =R ITH
CRBRETHD. BEE LTI, SO0OR > (CsA)REC KD RBINHIEENTTHD
Nn3. LU, BERICHETHREN R I SHSPC_ LD B EHMEDIEAKREEKRIZDH D TLY
IR, D% < DECRERE SRR, FEDHLAD SR, IS5 RITEDEENFISN
TW3.

1. HLAO S X1 & RERAEICDWT~HLAY SRIRKMR(C KD IR —T &M~
HSPCOYFEDHLAD S XIDFH, AISHhDOBECHEZCTLICIRRI D& T, REF
MINEZZ (T CTHSPCHBA TR EEZSNTVND. CNZEMITIAMREELUT, HLA
BaFE 11— R I6FLEHRERMODNTOIHES ML (6pLOH) (CKD, HLAEGET
D—WHRE UFZMERMEE END Z ENFITEND. F 4L (S, 6pLOHZE T DAAZE
EHTI(E, HLA-A*02:01, A*02:06, A*31:01BELTVB*40:020DFREHEENSNT &
EBASHNC UTEY. Fz, HLA-B*40: 023661 TIE, % < DEHITB*40:02DHEETER
BZER(C L BB4002EMREAMIKNMRE SND T EEBRE U, ZDE, 1FEDHLA
DS RI7 L)LDexon11Big (CESEE SRR AR ZRNR DN D S EBHBALE. &
5(CHKA4 (X, 633BDAAZREDRRIVFFR, FRICDVWTKRIRIR(CHEMZITL, HLAD
S RIRKMERDFE (S, BRERAZAAEIRE ORI B MRS EDIEMEBHIEE OB
TEEFBELRVWS ERASHMNCULIEY. 972105, HLAD S IR KMERDIEN I,

BydimEk maAF BIERE & &EF  (TSUJI Noriaki)

AISHD RSA/IN—ZBERDEEICLBZIO—EATIEFR L, MR REkBDmR &
LTEUTWR EEZBND.
2. HLAY S RI1 & RBERAEICDLT

AABETIE, BARADEEAIR— NELEB U T, HLAD S RITTéHSHLA-DR15DE
BENB. Fz, HLA-DR15EZ R G EHIFIEENDOR NS <, BfFATS
CsAZFTR(C[FHRIE TERUMKEFINZ L, TIRHOEERFEACH U TERBFHIREN
FEPT VT EBEANIMDSIRESNTNDY. ZTDLDIC, HLA-DR15BHF] (L 5E%E
WEEREVEDONG B EEFh> TULER, 2OFEMIEFERS <BICBFENTLE.
3.PNHELMIR & REEHREICDULT
F/z, AATIE, PIG-AZRE(CKDGPI7 > H—RERE(GPI-AP)WRIB LTz, RAEER
RINEJOEERIE (PNH) BUMmERA UL U (EIRE NS, PNHELMBREZ G, F=E
IMHESEDOENENBE N ENFISN TS, UL, PNHELMERN E DK DIMMEF T
20— ALKI BMNCDWNTIE, RIEEICTEERNAE TUVRU.,
4. BERRMEMICHITIMMIR - EMDFER~HLA-DR15EZHEHIIC
BITFBHLAD S AIIR K~
IR, SUBEHEMER MRS MmEHRBIEROBFEGICHS T, ZFEROHLA
DS ANFERNTES TR T v IRKFETETL, RF—
DRBEFHREZLOE T DT EN, BRNWTIRE SN,
FE7/z, IFN-yIS(CKDFERDOHLAD S XIBFEIRH'EIET D &,
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RF—CDAZETHRAE R SN D Z EBHERSNIZ. CNSDIREZZITT, FHAL
(& MEfFEAAAICH VT, BBEFHIREDIR THDHSPCICHS W THLAD S RITDOFIR
MET U, 26 UIZHSPCHYEIMZZIF L TULD.] EWDIRERZEII Clz. 34 [, 61%
DAA/PNHEE, 2L T202DBEAZINRE LT, JO—Y+ XA KU —ETHMEM
FIHSPC, RFAMEKDOHLAD S RIFIRZ2HRL, 7% (11.5%) DEEDHSPC, £T
MDHSPCHTtzw MIHUT, HLA-DRRAKRZEN HIYBE36.3% (13.0%-57.1%) 2
HENBDZ E'EBELR(7). 7HIETHHLA-DRISEMETH D, MICHBENTWLD
HLA-DR(372M\ D fz. HLAD S RIIRKBB RGNS, CSAKERINZ NS &EEHND, HLA
DS RANRRKR(GRERBDFRE U TE LU TWVWD EHERIENTZ. HLAD S ATRKMmEK(E
DROPAZ THBIEZ > 12, HLAD S AR KBHEGITIZRAEI THLAD S RIR K (2
HTHD, HLAD S RIIREK EHLAD S AIR K (FHHBIN T o 7=, PNHEL & IEPNHEY

HSPCICH (3 TR CETZAITIE, HLAD S RIIRK(FFEPNHELHSPCDH TE U TLIE.

FT, RBIEIEEDRNK E EE(C, HLA-DRREHSPC, PNHELMEKDES (FHEEFHY(C
BAUEZ. INSDERICEKD, HLA-DRRK, PNHEMEKE 6, HiBDREFIIERE
[CELDBIMLTWD RIS, Fz, FSOBRMAEDIKRE EFU <, HLAOSRIIRK
HSPCZIFN-yFE F CTIHEE I D Z & THLAD S RIIOFER (ETE(CEEL, AFAMEKT
(FHLAO S RIIRK(FZBDSNIEMN DT ENS, TESITRT 1 v IRMER(CKD
HSPCTHLAD SRIIREMELTND Z ENREENTZ. RNAS —T 2 X(CKDT
HLAJEREHSPCEHLAD S RIIRKHSPCOEFRIRZ LR U L5, HLAOSR
II’RZ&EHSPCT (&, GPI-AP T3 CD48Y°CD8674 & DHERIE D FDBILFFHRIRNMMET U
TuLe.

P EDfERN S, HLA-DR15AYER 9 2 H SR ICHFENRCDAB M THIREAY, AAD
FERE(CHNZ T, PNHEIHSPCO®RZERE CERS LTS T EMREenrc. BT
BB U WREFHIRED e < CSAMKFHI[CH UV TI(E, HLAOSXITZ RK L THRE

FIE(CINR T, PNHEIHSPCORZ LB (CERES LTS L& E-
RNz, EfFEIATERBELWREFIINEN < CsA

RIFHNCHNTCE, HLADSRIZRK U T HRZEkE UTEHSPCAYE D —8B & 325 U
TWWBEEZRSNSD. HLAO S XM R I 2 B CHEFERNIACD8ME 4 THINE & (S5
AN

2T, HLA-DR15A%R/R 9 2 H SRS RN/2CDAE M THIf YRR (CBES L TH D,
AADIRREDZARIEN RSN,

Hbb(C

HFRPTESHRDOREZ SV REREDOEBIRA SN TNDH, AADHIEET
» D EX°, RIERF(CARIHRE TH DHSPCHEE L CTL\D IR EDIBBNS, KRIZAREHA
IBRNZN. MANER U, FHEDHLAD S RIS IV ISRIIREEVWSHERZEZED
AL LIZWEEBR TS, FKX (&, HLA-DRB1*15: 01 5 CsAKIFIEAARENS,
BR(CEFAERLiPSHARE & HLA-DR15R KiPSHEREERHSPC(iPSC-HSPC)ZZ iz L CTL\ 3.
IN5ZRANT, R TYH TOESHRRDODEEZBIELTNS.
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