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£ 1. AREBRETRE (1)
I . Peripheral blood II. Bone marrow
RBC 132X 104/ mm3 (sternum)
Hb 4.1g/dl NCC 12.4X104/mms?
Ht 12.0% Mgk 31/mms3
MCV 911 Myeloid 63.3%
MCH 30.9pg Erythroid 19.6
MCHC 32.9% Lymph 15.3
Ret 4% Mono 0.9
Plt 10.2X 104/mm3 Plasma 0.7
WBC 1,000/mm3 M/E 4.2/1
Band 6%
Seg 139% Dyserythropoiesis  (4)
Lymph 77 % Dysgranuropoiesis (+)
Mono 4% Dysmegakaryopoiesis
NAP score 308 Erythroid: PAS s&ca_ir)l

Chromosome analysis
47XY, +8

L7cighkia Lo 9 ABNE, BEhbd Y, 10)]506ERA
Beo MUIEREKS0X104/mms, Hb 2.9g/dl, Ht 9.4%,
MCV 1181, MCH 36.4pg, Ifi/Mg¥20X104/mm?®, ¥4
PRARMERELL %0, FILEREL1900/mm®, Fe 167pg/dl, ifi
BT = U F 2 758pg/dl, HBERRA T T D myelophthisis
Wi prednisolone #60mg/H X ¥ #ik L T 2 WRE#E
BRI, JRMmERE295X104/mm?, Hb 9.6g/dl, Ht 29
%, Mi/NHREK 23.7X104/mm3, [ IfEREL 4100/mm? &
72 D iBPE. MENEMN SNI1LA19H AR,

ABERFBUE - TSR, RIE37.6°C, HRif120/4,
¥, IE122/54mmHg, IRIGREENIZMED, RERGE
WCEEZR L, MR < RIEY v Fifha3, B
Ry, FEIRICRE RS, IEETOLH, Mk, bk
FHICREF R L
ABRHREDT A : R 1, R2ITRT X D AT
78 bicytopenia % RL, BMLIZIEEM:, FEGIHET
Y, M/MEES 00D L TnWie, M Tl iri
HEDEEEAY, MiE#ko EH, UIBC 0T, 7=
FrOEANPR LN, Y% I 2B, Bi, IEERITIE
o ‘BHE TERFIEELIIT D - N el iie, ¥t
WERFHLAILIC M, Coombs’test, FkEHifR b Btk T,
haptoglobin LIEF, BEigE (E1) TREFRKT,
HBIERRALRHIM L TV B LSL, FEMICER TR M-
7eds, TERBESE AEIC, RIABR T, SEOFREK
(1, a) internuclear bridge (X1, b), 7 K

R 2. OABEERBRERR (2
Il Blood Chemistry IV. Seroclogical test

TP 6.6 g/dl CRP ()

Alp 45 mu/m] RA (=)

UA 4.7 mg/dl Coombs’ test D. (—)

GOT 94 mu/ml I. (=)

GPT 185 mu/ml 1gG 1005 mg/dl

LDH 197 mu/ml IgA 123 mg/dl

T. Bil 0.9 mg/dl IgM 41 mg/dl

D. Bil 0.3 mg/dl anti-parietal cell

I. Bl 0.6 mg/dl antibody =)

Fe 958 s1g/ml anti-IF antibody (—)

UIBC 25 pg/ml @t nuclear antlbod(y_)

Ferritin 1300 g/ ml anti-DNA antibody

Biz 600 pg/dl (=)

Folate 5ng/ml complement (CH 50)

Bs 16.4 ng/ml 40.5U/ml

Haptoglobin 110 mg/dl LE test =)
Ham test (=)

DESROBNHER (K1, o), SRETEILL R
W25 (9 %) ringed sideroblast ™ HELAE® 5723,
PAS Qe[ , JRRERR O M I TR b o 1203,
Pelger-Huét-like anomaly 2% Y, azur BEEI L toxic
granule IZFRBIL TWie, ERERR TR, d ©RT
& 572 binucleated THIAE D ZEfa{bd HS7-> micro-
megakaryocyte RO E RS o7, BRI OYL
BHERATIIR 2128 T X 91247XY, +8D No. 8
trisomy @ B4 DRI L I230EOHIKE DN O 148 (47%)
DHMZITFED BT,

HERREE (B 3) - L EDRAENTR, Bkt v FAB
53D refractory anemia (RA) L ZWiL, pyridoxal
phosphate DIRFEE TV, —IEHERILEROHIM L, #if
BEEDOBP B RN, BRBEBR ALY,
Ara-C 10mg/m?/12[[H] 0 F D BHREE To 0, 1R
BE11 A B FURLERB 22 AT, BRI (NCC
12,500, Mgk 0) Lleoizlew, G HhIE Lk, DB
PmEREAEIT L, BfiiE, DIC 2B L7223, %
ClEfE, 3 A 4 BERZEHEET L2 (K3,
BM ®), NCC 15,000/mm? *{&JUmTH D, 208
BEfR1E Myeloid 74.9%, Erythroid 6.4%, Lymph
16%, Mono 1.6%, Plasma 0.7%, MJ/E 11.7/1 &
erythroid hypoplasia 7727273,
dysgranulopoiesis [ZFREE & /e D ek TiE, 304
H27f (90%) DABEHIEFRIENCY & o722t 47XY,
+ 843 3MH (10%) BHFELTWie, L LIMKFERciE

dyserythropoiesis,



MDS izxt$ 2 Ara-C D&k 450

a) HHoORFER (&)
b) internuclear bridge (—)

C) BMBT Py oRBROESHEE ()

d) 2#oZfiko B> micro-megakaryocyte (—)

SERIEREE, BimodE T RoNnT, 3HIHXY pre-
dnisolone 80mg/H TiAM%E BtA L, FERIERIEN, i
DY X VB R DR e ol b T A TR
EH, LA T prednisolone & ET 3 &3z
EIAEESEL, FHARL R -7, BARE, BHIIZE
R T o o e BN AAERAE T trisomy  2383% DAk
BHELTW:Z. (K3, BM ®), BE®D pyridoxal
phosphate DIEEH L trisomy 1390% DHIMLIZFED B
h (3, BM @), R#EIRLRL, BE AraC D&
T ’ LR ITO PETH o7ehy, HEREZHE L U CRULE
B 2. Trisomy 8D REHAR B ADELT- Sk, BAEF R bICR LIRS X 5185
EHATHTH S,
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£ 1EHAR
[ Pyridoxal _Phosphate (Be) 200 mg/day ]
=T Ara C 10mg/ m*/12he 80 60 50 40 30
By a{m BlM M@ Pl WBC
Ret Hgb RBC
Nk OO 8 . 500 15.600 ) mmebh DD
o xave| Mgk 2 191,000 12.500 0 Prednisolone (ma/day) |x104 x103
sTell 1l ! IR ] ] 11l
40 10 200} 120 5
20 5 100} 410 1
0
| — 25
Prednisolone
2 nd admission
Ret Hgb RBC ® ® Pl WBC
N 3, ) el BM L B' B LA O o
%o g/dl X104 l N I X104 x103
NCC 136,000 65,000
Meg 42 69
!
40 10 200} 420 5
200 5 100} SRR |
O 1 1 1 4 A 0
May June July Aug Sept
1985
X 3. R #
%< 72<, primary acquired sidero-blastic anemia
Z =

DB 513198248 FAB 4o MDS l2jm+ 5
refractory anemia THfafhk No. 8 @ trisomy o HE
BV Ara-C DEFEICL Y 2 ORGEHERE ORI L
TER s Ulce & OIEFITBHEIMSH v, FMi
T pancytopenia % RL, BHEifIT Bennett 51 O
# L7c MDS o fMEkp R L L Twe, RA &
—AICEIREICS <, BRER, ERERICRE DR
WELTWBH, FE D OEFNTER REOEMEZ MR
- 7c ringed sideroblast A SMIF L7z b DD X3 Y

(PASA) DOZMELAER B ST, RA L2l Li, L
2L RA r PASA BATFLOHIRBICSEISRD LD
TR, F—3REBEORBHEOHETHZ LLEXD
nas»,

MDS (23515 2 YA BEICONTIE, HED % —
VETR WA, Wisch 5903 8 fijd 7 iz, Tricot 520X
11409 447, Bitran % X 6 #f 14, Kardon &
{3156 9 ], Degnan 57 13154 9 iz KR D Yets
R ZEDTEY, MDS (CiZ Yotk S EmEes
(17~60%) IZ7F#ET %o —MRAYIC trisomy 813 ANLL
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TRLEDOLNIRFETH B, MDS TRWTid kil
DR 51X CMMoL 149, PASA 1 (> refractory
anemia with excess myeloblast (RAEB) 2#iz#®
BN H Y, Jonassan H® % trisomy 8 ZFfO side-
roachrestic anemia & L, FEH 52 bRAREOEF %
¥F LT, THOREEREEME) MDS TRHEMK
~OBTPEE 250, —BAICERE RS Lok
BILR~0 BITRR B & ShivTn1010, AKIEH]
3, No. 8 D trisomy % ZDOFERIEM I E-7205, FEbL
HRADOEFENEHR TR, RERROEEPFEHTD
Y Rosenthal 512 4 FHIMHFE~BITLEV type i3
dysgranulopoiesis 23V & LTWAEN D, HIMLHE~
BATTBHERER DRV EZZ LN, SBRORSR
BEPMNETDH D,

MDS iz% LT OEREIMI SN TWARVWEE->T
LFEETHEWD, BF Ara-C DEBEED MDS o)
WASN, HEREBTHNZ0I0, ZORBET Wisch
59 134 8 HlIFRERE B, TONO 1FIXFEED
HlLFELL RA ThY, preleukemic stage IZfTZ2 5
BUWER OV I IEHETH D L LTS, Castaigne
518 3 2 OIEREEEIC X - T, RAEB in transformation
5 i 4 4] L 80% ISERRMEE FT WD, Tricot B
26l - oFREER R, FPEEOCRE 23 O, T
thrombocytopenia, neutropenia @ 3 % JEFIZZIRM T
HY, anemia Db HIEFNCLEEIH 5%, blast D
#INL TV ABH TR ERBHRP2VWELTNS, T0
I 5128 OfEE T MDS 12 Ara-C DEFIESTHI
IFHERBELNTVWSA, ZOEABFICOWTITRE
R’ThHB,

— IR YR R O B B HIUF T, (ERIEIC X
Y SEEERTWIE, ROEREPEET S Evbh
TW3, MDS C#® preleukemic stage 75 leukemic
stage ~BATT D BEOYREKROILOREIT D B 0300,
e DR ER R OBLO#EIX DA, Wisch 5%
X RAEB/AML 14T, #f44kic random chromoso-
me loss -7z b 0N, VPEFEE, TEEMRICED
Yoo R BN E LI LA LTS, Lo LARMIL,
BECIEERO R bR RA £721% PASA T Ara-C
DEFEBOY AR R OWBEZHE L 7o 13 72 o
19 513 MDS 12 Ara-C D EFRIEE HifT LIFRREH
TWBR, 20 5MFIDON 2 BN R P61 T
W5, TR OUEAZEORRHIT RV, ARG T
Ara-C DEREICE Y BY, BEHZAL oML
T B, REHEE OO B L VDTS
ONR T Iz, (GBIEHT trisomy 8 43 %, IEFEA

50% ; JBEERE tri. 8 10%, IEH90%).

Ara-C DEWBEOIEHABF L LT, Mo bshs
BRTEE, H5VIIREEANCE LI ZonHEZ
T B0, REFNCEI LTI, BRI 2
ooz b, [EEHIZIZ0% OMBENERBRETH -2
b, SMEFEICIER Ll L1338 i < Gk
HICVER LIz L Z 2 50BZNTHAHH, BHIDLH
TYuta kB % ko o MDS 12381 5155 2, Lufs
HREEOHEEZFIH L TR L TH 2 Fi BN /o
W, FICEHEEE CHIROEB D bR WIS E R
FEERT 22 L3l b 508, AFHEIZLD RA
Wik PASA OBE:HICY Ara-C DERENRN 7 v —
VT X VEIRWAE T 52 228, Yo omEs» o
MERIhIZL W2 B,

Summary

A19-year-old man was admitted because of pan-
cytopenia. Bone marrow examination disclosed
normal cellularity and marked morphological
abnormalities. Erythroid abnormalities in the
bone marrow included multinuclearity, abnormal
nuclear shapes, internuclear bridges and ringed
sideroblasts which constituted less than 15% of
erythroid precursors. Abnormal micro-megaka-
ryocyte and Pelger-Huét-like abnormality were
also seen. A diagnosis of refractory anemia in
myelodysplastic syndrome was made based on
these histological findings. In addition, chromo-
somal analysis of the bone marrow showed 47
XY, + 8 trisomy. He was treated with a low-
dose of Ara-C (10mg/m?/12hr) for 11 days. Chrom-
somal analysis of the bone marrow 24 days
after this therapy disclosed 90% cell having a
normal karyotype. He was readmitted 5 months
later, because of relapse of pancytopenia. Bone
marrow examination again disclosed trisomy No
8. There has been no established treatment
for the myelodysplastic syndrome, after a new
concept was proposed by Bennett et al. Re-
cently, a few reports have appeared on the effecti-
veness of low dose Ara-C therapy for myelo-
dysplastic syndromes, but the therapeutic me-
chanism has not been established. The present
case suggests a cytotoxic effect of this therapy
from the standpoint of chromosomal changes.
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