IR TR B 4 CEEG VR B BORT IR S 3€)
[R5 1 365 o P 5 (2 B 9~ D A AR AT JE

SyiAmtIE e

HLA-DRI15 24353 7 AR ARIEME AR B i B o Mg RiBKAm i Cik
HLA-DR R EHEE IR > TS

WFFEo R IIIREZE N A ROK AR s e o, 57 - HE Bz

MREE

HLA-DR15 %, #% KMHEBHA R B ME I (acquired aplastic anemia: AA) BBRE DS B E 2R AL T\ HLA
PURTHLN, ZOZTA N 5315 AA OIFREIZE DI G L TWDO0NEARBThHDH, 2T, HLA 77X
I 7LV RIKHLA-ZZ A 1[-D) i ERFGE 23 FEGI A5 Te 61 SEGIO EARH] AA BE A %514 LT, HLHLA-DR #t
7 FANCRAY I 57 0D 3 1 82 i BRI (hematopoietic stem progenitor cell: HSPC) 27 ~_7-L 24 HLA-
DR15 ZfRA 725 7 B (11.5%) 128 T, 13.0%-57.1% D HLA-DR K (DR[-]) HSPC 23k tSiiz, 2o 7
BlE., 20 HLA-Z A 1) MERFETETHY ., F7= 1 Bzl CTepf23s 7 ARV (cyclosporine: CsA) AT
PWThoTz, IDIT, THINIAE T 5 DR 7L IViX HLA-DRBI*15:01 &£ DRBI*15:02 \ZfRHIVCN 2, YV —T 4
7312 DROHSPC AV X —Txr y DIFE FC 72 R LIz 2 A, HLA-DR RBIIT5E 2 mEL
720 Bin 3B 7 17 7 A V% DR(-HSPC & DR(+)HSPC [ Tl L7=L 24, DR(-HSPC T, CD48 <> CD86
72 E O ILFNTL S F DB FIELOIK TN AL, FAEMER R ~F 7 v JRIE (paroxysmal nocturnal
hemoglobinuria: PNH) JEE & 3E PNH JE O i HSPC 233 CT&72 4§ Tl DR K K&IEIE PNH JZ'E D HSPC
DIMTRO BT, L DTG HLA-DR15 Z A9 % CsA A7 M: AA B3 Tid, HLA-DRI15 2324
% H CHURFFEA CD4 Bt T I HO B Z 50157212 HSPC 28 DR 2K F ST, [FIU T ML,
PNH % HSPC DA — 7 BIGHIH B 5L COD LD IRIBE ST,

A. BFFEH Y BRI L2 E 561 A M (acute myeloid
HLA-DR15 %2 —R 9% HLA-DRBI*15:01 £  leukemia: AML) fIfECld, HLA 77 A 1l DFBUK T
DRBI15:02 1%, HAN AA BEIZBWTRLEMHE  NURULIZALNDZENITFERE SN, Zhi,
VRN SNAD HLA 7LV ThD, EOHFTH HLA-  RiiE HLA 772 11 #5385k 95K —CD4 Btk T
DRBI*15:01 WGPERBIZE, CsA IZROSL THELCT My, AML F3ARI<OR CEREREFIZRZL
WHDD | FERIT CsA IRTFNELRDZEMB AA O TBZEERL TS, AA [ZBWTH, HSPC ko
RIS G L Q0D ENBES N TET, HLA 77 Il 3MER3 2 H O HURRR 72 CD4 B
Flo, ZOTLVIE PNH BE THESEICHR S M T Ml AA OFIEICED->TEY, Z0fERE
HZEMB, PNH ~OBATZR T RSB > LT HLA Z77A 1[I OFBIAIK NS E72 HSPC 237
TWHEZZDILTE, L, OO IT 4L TEL CWD ATREMED B D,
3o TR, ZOGRERRGET D728 AWFFE T, s Pl
—Ji HLA REERF =2 boEMeilaBi  FIERICIEELL AA JEfZ XI5 L T, HLA-DR

21



S FDORBEREI LI,

B. WFFEHE

FARARREIZ 8D AABG il PNH5 1], il 35 20 141
OIAEZS T Tml 2B L, BAE ML F o
CD45%"CD34°CD38 ffifidiz 31725 HLA-DR F&Ei%
T HLA-DR <E/27v—F NHiikZz T LTZ,
21 Billx CsA KAFET, 2025 74%7A% PNH B
Bk, 38% A3 HLA 77 A1) A M ER AR A L T
EROFEFNZSUNTIE, FACS Y —RL72 DR(-)HSPC &
DR(HHSPC 7225 RNA Al L. cDNA & kit
NovaSeq 6000 % FVNTiliZ [H OB 158 Bz b
L7,

—o

C. WHoeht R

1. HLA-DRI5 2t A2 7 6 (11.5%) 120>
T, 13.0%-57.1%% HLA-DR &% (DR[-])
HSPC 23 HENT-, 20 7 Bil134: 5175 HLA-
IZ AN MERENETHY , Fi2 1 BlEFRVTE
BIDS CsAKAFHETH T2, T FINIATD
DRB1 7'V /W HLA-DRBI*15:01 &
DRBI*15:02 \ZIRHIVTNZZEMD, EEUK T
DIEREE 71E, ZhHo DRI5 BIs - Thd
EEZLNT,

2. V=T 427 TH7 DREHSPC A4 —T =
Ty DIFFE FC 72 R L2 E2 A,
HLA-DR O ELIFERIZRIE LT, £z,
HLA-DR OFBUK X, RTHEZO B Mg
1B BBNI2D T~ ZDT-  HSPC I281F
% DR BB FIZTE Y = 3T 4 7721
FobDEEZ BN,

3. DR(HSPC & DR(HHSPC [ CiE{& 73 HL 7 1
Ty AN LTz L2 A DR(-)HSPC Tid,
CD48 x> CD86 7 & DI 5y 1 DE-AB 15
23, DROHSPC (AR THEIE FL T
2o ZNHDOEAFBLDIR T, 7r—HAFAN
V—TCHIERIINTZ, ZO RN DBIs 1

22

SEHUK T 1, (RIS M s A AR A 4 |2 P
L, HLA 772 I BBAME N L7 AML flifa o
Wi LR CH T,

4. PNH JEE LI PNH FZE O] HSPC 233F-iC
72 4 BICIE, DR KRIEIE PNH JEE D HSPC
DINZFRBD BT, ZOFT R, PNH & HSPC
2% CD4 Bt T MO BE A DT DT
I%, HLA-DR O R B AR T S LM EED72N T
LHRTRIEL TS,

D. &%

CsA TFIED HLA-DRI5 Bt AA A 12
T HLA-DR OXEAEBEIZRONTZEND,
NHEOBEIZBWTIE, HLA-DR15 2487~ 95H &
PURRFEAY CD4 Bk T MRt Z & - T HSPC 23 F#fe
N BEINTNWDLZENTRRBE NIz, LIzh o
T, ZOXH7IEFID CDA e T M AR 58 340,
HLA-DR15 f£45 AA IZB1F 5 B CHURZRIETED
FREMEDN B EE 2 HILD,

PNH % HSPC (23 T DR ZEHUE F 28 b 7e
Mo7-ZE1E, HSPC 1 GPl 7 b — R 1 &2 RIS
W72 T CDA Btk T MO B EN LR HNHZ
LHEIRLTCWND, PIGAZE 5 HSPC M ETFEAL I 18
1595 L/ FE T, GPL 7o —RISEHI Sy D K
RKTHLREMRH D,

FIEIHIRIEIC I TYEELE AA BEITB W
T CsA ZH IETEDNEMNITERESCEEZITEST
FERARBETHD, DRBI*15:01 ZRALTNDHIE
XTI E B CsSARIFHEDERIR 1 CTHHN, D
TRATGIFNTH CsA ARAFPEIZZRDFRTIEAR, R
F4 1. HSPC (238172 HLA-DR O3B AEFI D LT,
CsA % 1 I TE D0 OISO AT REME D B
D

E. #&56
HLA-DRI15 Z{#£ A9 % CsA i fE AA BED
HSPC Cix HLA-DR RN EHEITEZ > T D,



HSPC 12 DR R ZAd CD4 Btk T M. PIGA
75 B D = 27— I2H G- LTS ITREMED
H5,

T
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