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BRIV F IR DL IZHCIERRT G LTHB Y, SWRIERES AR T 525, MG HI R HIEHI
T HEHIIHENT 2 2 &AW B, A0, BRMEVERIFEREF I LT HLA — SR & B2 17 - 72, AEBTIS 36
i, Kk YT A TEREE 2 A 0F L72RFERB LB S, 7 u AR YICX AHBES A TH o 72720,
HLA —%B X 0" ABO M Al —H D Fhk & 0 SRS 2 11T L 72, BAER O IR & I/ MIO B ER T H -
72h%, ARIMERGEM O AELE L, Btk 2 7 A Dk & #gPORMERIZ RS, ARIMERE AR O RED e 7. KA1
T #EfIE, BHifE 50 HELE FH—HIR 60~70% &G F X 7 055 L7272, day6d & day85 12 N+ — CD3 Fatk
T HifL %z Zh 2 1.10x107kg, 330x107/kg iE L7z, 20, FF—F 2 ) XAE{EE & b IR IMERE 1118
O N7z, BEATERFERE 0 L CRAEE BB RIIAR TIEH 2%, FF—4F A T EEARFERE OB HE

Thhb.

F—U— R RRWEENARIFERE, GBS, Fh—) CoREREmE, FF—F 2 X4

U ®IC
BRUEFRIFERE L, © POV EY A ZARHH] & v o
TeAMOEEN, BB vid, YRR YoRERIC K A NIEE
PINC & 2 AR R 8 1 A BRI 0> 434 - 385 A FH 55 S
N5 EIZES>TELS. BRI X 2R3 8Rk8 01X
SMEORBE LD ENE L, B 5 O RER A
FIRIC X DG 5. —F, iR Bk EHT
TIENETE 2SS9 A AR L, i
IR L 25 2 E D%\, EIHERE L LT
BB A 7a 4 KRy 7 a AR Vi EOFEFHH
WHN, BWERIEIRENTWAY, Lo L, HikE
REREONTBVTIL, RIEHIHEEIN T 5 UG5
EEHEEDL-TEY, PHROIARTHLY. £ k5
7 WA\ R I A ASIA A LD 2 LB B
A, I LA TOICBAEINLEOARTH BV,
Tk, SREIEZ PR 5 R RIS ARIFERE 20 L
T HLA —335 X 0° ABO i B — 3k [ i 45 B i pti 2
fTofzl 2 n, #ehz ek, m/MRFEEIZE S
725 OO, HRIMERE MO AIBLE L 7-H 2 FE B % F2ER L
70T, BEEEZWETS.

fiE il

BEIE 36 %, M 20XX-24E 6 H X U il TR
SRR, THBE R SITEREAIBLL, R IZME, i
PRIV TIEMERET Y 7 <~ F L OBWITT, F4E
R2AXYVTYI I VNIRMGGE -7 20XX-14E5
HE X ) pfER e h 2 AR, LERNFHS THRIL%E 15
i, WEOMR, RFHBELEBHIN, ERWRFEK
BOWREYEN D 272073 5 I Yk & 7o 72553
HBEoOUERROLNT, 20XX-14E9HLV 70
R VX B RBEWHBEDS WIS Nz, ZOBLE
MO TR ST, 8 2~4 AT R M ER SR AT
IREEDSE &, ke HLA 25— L TWwWizZ &h b,
[AFEE REREAN H 1912 C 20X X 4F 1 HICHPe~izbe & 72 o
7o BB T FICoOWTEHMi 2T o728 25,
B AR BB SR s, LA —ERD
Wohs 2L SO BRI O D729 R j§ 7
ExRITV, WEAMEGVEEERE & WS iz

20XX 4F 4 A1 HLA —38 X U° ABO LAl — 3 D
FEE L BRI A AT L7z (M), BRREEIE, ¥
7aRA7 7 3IF (50mg/kgx4)+4Y ¥ HiBGT
(B75Gy x2) TATW, I A P P L FH— b+ 7B R
AR N TRAER *HE 329 (graft-versus-host disease ;

1) 45k B R R Al A I o B L P 7

2) MATBOE N EL B o R v & — ERRAEE v Y —

(ZfFH 12016 4E 11 H 26 H, “Z#H : 201742 H 6 H)



HAIMAI B SaE 638 4475

(%o)
80

615

(g/dl)
15

60

AIZERITEEEEN

W

"

Ctranstusion

40

—

- 10
—o—Ret

20

Ko AL
v M e = 7 \\.\

- ——Hb

v

H“\w

0

oL @l DLI®
(Day 64)§(Day 85)

REERE E

D DD D D

(x1000/ul)

0
DLI (D CD3+ T cell: 1.1x107/kg
DLI @ CD3+ T cell: 3.3x107/kg

T cell donor chimerism
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Days after transplantation

[ Clinical course. BMT: bone marrow transplantation, CSA: cyclosporine, DLI: donor lymphocyte

infusion, G-CSF: granulocyte-colony stimulating factor, RBC: red blood cells, PC: platelet concen-

trate, R: recipient, D: donor

GVHD) PFi %A1 72. BERED 72 ) oA M
BB XU CD34 M, Zh#&h 29%x107/kg,
218x10°/kg TH - 7.

BHith dayl5 (2 A IMER 1,000/ul BL L, 4Bk 500/
Wl Db E %Y, I/ 50000/l B day2l 1258
L7z%% BHits 2 5 A U b D SRR ER I i a3,
RIMLEREG M LI TH - 72, 2 GVHD 3% £, day
5 I FEBME I BRI A % &Pk L 7228, SiAA# 512 & D
g L7z 28V AR Y £ )V A B19-IgM HURIZEETH Y,
FA D AFTT T AV APURMGEISH LT day49 2°5 day
622> 7 ENOFEEZT 57205 MBI A VR
HREDBYIEDEPITA SN o7z T2, TYR
oRTF v (58250mIU/ml), €% 3 ¥ Bl2 (1,500.00
pg/ml PLE) 38, ZERE (7.60ng/ml) (FHLHEAE % R
L, ABHBUAS B Sz do 7z,

KRG T ML 2 ) 2 L@ HT (F£1) Tl&, dayls
I FF—HIk2%663% LIREF X TORETHY, €
D% b day28, day40, days4 IZZIFI 64.2%, 66.2%,
705% & e, day60 F CTHEIRIRMERDS 2% LA T C
FRUMEREG AR GE DS e 7272, ¥ 7 a 2K ¥ R
mEIT) L & BT, day64 & day85 12 N — CD3 ik
T Mife% Zh2Eh 1.10x10"/kg, 3.30x 10"/kg #iriE L 7z.
2 H® KF—1 58k (donor lymphocyte infu-
sion : DLI) #® dayl26 |2 RASMEREK FF—F 2

ALIE93% & BE L TE 7228, ZOEIZPLIMLER R &
%, JRMEREMZMZ, BRI o= — 8 E T
(granulocyte-colony stimulating factor : G-CSF)#%5- &
MRS BE & 22 o 7. Z 0k, JFHhER, I/ IMK
Wi,  G-CSF & M/MRERMASAEE L 05 & & DI,
day145 I HEIRARIMERAT 10%e BA_E & 72 0 AR Bk & A
Fr 572 DLIC L % GVHD o&PHE R 6N D5
7z.

Day?2l1, day40, dayl63 o5 #iflillaz 2 F Vvt o —
ARiH (stem cell factor, G-CSF, FfiEkHEka o =—
HEAE T, =) AR F &2 E5E) Tl H~13 B
#L, RFHRT0=—LFHEKRIT = -0 EF
MWL, ENENAEF8I o aa=—#REILL T DNA
i % 47V, short tandem repeat 12 & ) ZOH k%
B L7z 2h, HEFATIRETH - 72 day2l B &
N day40 ORI BT FF—HRRFESRR a0
— & HICBBHROFRF IR T T = — b FERE
shie (£2).

z =

HRFEHRBIMLRRETH Y, T OBBEIIRE, i
HIZX o TRZ S, RGN E B 5 % A
P DIE SNIRIFERBFLIRO BT A FIZB T,
BAEY 28z EOREBER BN S B R CUE L
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£1 EWMFF—=F2) 25 (%)
Dayl5 Day28 Day40 Dayb4 Day75 Day98 Day126 Day168
TR ER 71.8 60.8 61.5 425 64.9 36.6 93.5 100
T Y 8%k (CD3 BtEAig) 66.3 64.2 66.2 705 68.8 69.6 N/A 100
NK Al (CD56 B tkAia) 53.3 69.2 64.2 57.3 50.8 504 N/A 96.2
HBER N/A N/A N/A N/A N/A N/A 93 N/A
F2 MEEHMBHEZOEMNIT O =—DF 2 ) X LB
. AR =—% FFER a0 ==
FHRF—F 2 X4 - :
K —Hisk LY ¥y bk B —Hik LY ¥y bHIK
Day21 91.6% 25 5 29 22
Day40 69.4% 25 15 15 26
Dayl163 100% 40 0 41 0

WIR RS VEARSEEREE (2 L C F 31 s il s
ZEEINDEINTBY, FICY 7 AK) VidEn
BRHEARENRT WS, L LD S, REFD LS
RIS RIS R S AFFE L T 5. 72,
SIEIPHIH O W NS L 72356102 { OFERNE,
GREIHIFR O PR LW R X B IBIEDSMTDbN DA, &
DREIPFIIHEEB IR TENZ E2RWE SN THS
02 PRI O P - A BRS A IR AR
HEoTW5,

A LR R RS A, B 2 o 2 S M5 L 2
L CHBEAIRET & 29k L L CEEIL {AfThIT
W 5. BRTEEMER I ERES & RAR I IR IC L o
THIES B FHEAR BP0 LT, SRS HHEHI < HLA
—HFRLATN B A AEH OB A 1T RV BB © oo [l
MR DO LG D ST By, —7J5, HRifEk
RO ARDFEMBEE T D 2 ARFERBE 0 LT, S
LD S - BHEFIC BT, R MR
RIE B R IE 1 0 72 O B iR L 13 5 T B
53, KD S DOERIEB OIED DT IZH DDA
TH5YY. 40, Fx i3y 70 AR VOB
MEVERIEERE I L C HLA —3k A8 fiRhi 2 47 -
7o GPhER, MUMKIZENRZERBRIZ 15 HE 21 HT
MEL7-b 00, Bt 2 7 H ORI T L ARILERD &
B4 A5, & N 2% A 72, Kochethu & 1%, BRMUFRIFEEK
P U C R R & A7\, BB IER 14 5%
FBIE L 7ER 2 S LCB Y, ZOERIZEWTIEN
Kell UADZ DR TH - 721 HEME 2R L TV 5%,
AAEBN B CTABAPURIIBIE S W o7z F72,
ABO It HAE A BRI, BEHRO K=k
MERIHRS T 2RI & D RFERBOREEZ R T Z LT
H 5, KEFITIEEZE FF—0 ABO IMEANIE—
HLTBYMOBERLE 2 S5z BE/ FF—Hko
ML B X OB T2 L 72\ in vitro O5AFT
Tifo/zau=——7 vt (4 Tld, FF—HEKDATE

B R ORI ERCR AT BRI & 395l T & 72 (£ 2).
LaL, BEERNIZBWT, BHIBEORSAF A5 TIX
F 9 — HUOR AR BGR AN 0 3495 b B S AR ek ml
9, DLIIC X ) BEHsk T Milaassk L K- —5%
EF AT LRo 2k, HRPITRIMBRE M AN L 72
ZEhn, FRFICR AR R & B 5 B R
HINBVE R F DAEAEDTRIZ S 7z,

DLIIE FF—F X X2 DEIEIZERTIZdH 573,
GVHD R AYERI T H RER S N7z & 5 I[E# 2 & o
BHHEDE L A fEtErid 5. 4, FAA BRI
2B D BMRNAREY ChH LY 7 u kA7 7 3 K (200
mg/kg) + &Y YIRS (75Gy) & 7228, Bl
BIC R F—REF AT 2135 1T HITGHERIE DG -
T RN S 5. KRS D I NFE TORBITBNT,
YU ERAT7 73N (50mg/kgx4) + 4 By R IE 5
(3Gy) OHIHAE TR Y OLMIKEEIE STV
2, v r7uaRA 773 F(60mg/kgx2)+7VFI ¥
v (30mg/m’x4) TIRIRAF A 7 & 7% ) DLIAMrbih?,
Yr7uRA773IF (50mg/kgx4) +Pulahpie 7 o
7 v (30mg/kgx3) Tld—H FKF—F 5L %572
%, Btk 6 7 HICHCEMAMEY, FVvyIE s
(30mg/m*x5)+ A NV7 75 ¥ (140mg/m’x1)+ 7 L
LY R TIZE BHEERETIIEEAREZRLTEDY,
IR ERBE 09 % i) 2 A HNGHE SO W TS %
EHIIHE T2 UEDND 5.

GVHD R EGE 72 & DO BMHZ A PHEOEHITIE 55
WCHEBEZIL ) LERD 528, MntRFEESRB I LT
AR AR EALII AR TH D, FF—%EEF 2T
SR FERIE ORI CEETH 5.

HHD COT B ARSI ENEI M LTI Ic G2 L
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A CASE OF DELAYED ERYTHROPOIESIS AFTER BONE MARROW
TRANSPLANTATION FROM AN ABO-COMPATIBLE SIBLING DONOR
FOR ACQUIRED CHRONIC PURE RED CELL APLASIA

Tetsuya Nishida", Mayumi Imahashi", Nobuhiko Imahashi", Haruhiko Ohashi”, Akira Katsumi",
Seitaro Terakura", Makoto Murata", Hitoshi Kiyoi" and Tomoki Naoe"

"Department of Hematology and Oncology, Nagoya University Graduate School of Medicine

“Clinical Research Center, National Hospital Organization Nagoya Medical Center

Abstract:

Acquired chronic pure red cell aplasia (PRCA) is primarily caused by an autoimmune mechanism. Although im-
munosuppressive therapies are generally effective for the treatment of chronic PRCA, treatment for patients with
immunosuppressant-refractory or recurrent PRCA is sometimes difficult. A 36-year-old female was diagnosed with
PRCA complicated by diffuse systemic sclerosis, and underwent HLA-identical and ABO-compatible bone marrow
transplantation for PRCA refractory to cyclosporine. Both neutrophil and platelet levels recovered soon after trans-
plantation. However, donor erythropoiesis was delayed, and red blood cell transfusions were required more than 2
months after transplantation. Since mixed donor chimerism (50-60%) persisted in the T-cell lineage, 1.10 X 10"/kg and
3.30%x107/kg of donor CD3" T cells were infused on days 64 and 85, respectively. Afterwards, the recovery of erythro-
poiesis was observed together with conversion to complete donor chimerism in the T-cell lineage. Allogeneic bone
marrow transplantation is effective for refractory PRCA and complete donor chimerism is crucial for curing PRCA.
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donor chimerism
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