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kemia (CMML), RAEB in transformation
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I+ 2 5P ERAB RE O REN I B B O IRBE 0 4 7
53, BTAMBREIC 81T 5 MERD3{E - Kk
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OTERLERIRBET L0 LB bNS,



920 o

4o, FEHERU EoBAlzzh, MDS 2 81
LUK O, EERERFAT I LIk > Tk
EIC BT 2 MEREBRRE & MEERE & NEIE,
BHICF R SBREEOMBE AL, AEICE
T BRI RO L BRERICNT 3-8
ERAELT,

RO HE

1. x ®

513 Primary MDS 156 (£E#39—785% (+
SRE63%) BLIIL: 4) Tho. Wiz FAB
SFRICHE L, BB Cellularity HBRETHI BRI &
LCEMERIC L -7, HEGSEEIZ, RAEB
115, RAEB-t 4 #T% - 7%, RAEB 11
5 #li RAEB with hypoplastic marrow?® £
ThH-o7z UB, EXEEALME, S%ANRE
KIGHEBITH & xdR & L 72,
2. 5 *®

1) HFHEkoo#t

HHERIR & D~ ) > mERIM 8 ml%H, 6%
TXAMIEAKES | 10EETNL, E
81225~ 307 FEI AR E #1787 Buffy coat % 3ml
M Ficol-Hypapue mixture (9 % Ficol : 32.8
%AF)VEBFN) T A=24110) ADTTR
F o 7 RETICE»ICERL, 500g4C T304
RhiEkis ERE 2T, Pk RMIKiCELIL

BAHRIRL 72, iz 5mlokiZEEAKEMZ
pipetting L2260 N KRN TR IMERZ
BIE, & 5I21.8% &EKRE ML THRIZREL,
ZN1%150g 4 T L0 RIEILE, EHERT,
pH7.4 Klebs Ringer Phosphate Buffer (KRP)
3mZzmz, 2ME%EEL-NDL, KRP0.5~1.0
ml %02 WFPERIpER % e L, MlaskE: s
mAEPIZ TRFL 2,
2) 0, Wk

0.~ D#lEIF65uMER{LE! Cytochrome C,
0.005mM Glucose # & KRP ic#f 3k %
0.1~0.2 X 10%8/ml#E Tz, 37°C 5 A
¥ a2~X—} L, 2w T Concanavaline A

(ConA) & CytochalasinD (CytD) %2 #nh %
110042/dl, 20/ AN OBMBE L 2 5 & ) 12
Basl, BRGHEB22.0ml& L, T8
ConA 34 &Kiz, CytD ix dimethyl sulfoxide

(DMSO) zisfRL 7>, AEIZEESZINS O,
i1z & % Cytochrome C ?3&EJT % # &550nmic &3
I+ B IEEZ{L & L ¢, double beam spectro-
photometer UV-210A (Bif) # AW THIZEL,
kD 2 B— F15mm/minic TRERFAYICFEERL,
B ER10%E 24 0 o BE 4 #8 (nmol/min/10°
PMNs) & LCEHRLZ (K1), 4B, BER
EPIREHFEH T, FEERERREIC L -
7z,

0.20-‘ Superoxide dismutase
4A

(o]
0 0.10
[Ty]
<

Cell{0.1~0.2X10¢} Cytochalasin D,

Cytochrome C. Concanavaline A.

0 L)
0 5 0 15min.
0z Production=d— nmol/min.
0.0105

(41 fFeER O, AR



Superoxide anion production by neutrophils in MDS 921

&1 MDS 2Wiks KM MATR

RBC P1 * -
Case Age/Sex (X104/41) (x 10‘t/,ul) \(7/1131? 1\{[‘%};] sligrz Netll\frl())glgils)(%)
RAEB
1 50/ F 223 6.8 2000 1.0 4 15.0
2 76/M 302 13.9 1700 0 N.E 0
3 66/M 289 8.8 5300 5.0 223 0
4 56/M 211 18.0 2200 0 172 0
5 64/ F 297 6.0 2300 1.0 226 N.E
6 62/M 252 3.6 3000 0 294 0
RAEB with hypoplastic marrow
7 72/M 223 3.6 3600 0 414 0
8 78/ F 190 2.7 5900 5.0 413 18.0
9 42/M 339 2.1 4800 0 92 0
10 68/M 296 1.6 2100 2.0 N.E 0
11 59/M 275 13.1 5500 1.0 N.E 0
RAEB-t
12 64/M 346 2.0 1800 0 21 3.0
13 56/M 263 29.5 2900 0 231 N.E
14 60/ F 256 9.1 1600 0 319 5.0
15 68/M 306 1.1 8500 1.0 277 5.0

N.E : not examined * . Type I +Type I

R |

1. Mm#FEIRET

MZRERMGMAT R, BWMATRIEIERL, 212R
F T, LLBRIRASBIAHS B, 2 mEkFD
FWABlh 9 B, 1 MIRKRDBHIH 1 BIEEH b
ni JFhET ) 75 X7 75— (NAP)
fEIzRET Lg72 12605 2 Blic BB K{E % 31,
Ringed sideroblast 2139 6 % (FE#I2 @ 32
%, B3 2%, EHI4 1 31%, fEFIS 84
%, FEFIS : 36%, fEHIL3 1 10%)iIcEEH LNz,
%3, JEAKSH TR, 8% 5 Hlic REKEY

(FEH 1 46, XX, 9p~, 16qg*. FEHI 2 ' 47,
XY, +c. 63 : 45, XY, —18/45, XY, —19/
47, XY, +c. B 5 46, XX/46, XX, 1p".
FEF2 45, X, -Y) rEHLNT,
2. MDS iz 517 2 4FER O,” EEERE

MDSI15%ic i) 2 135k 0, EAEREIZR 2
FEIcRT Z & £, 3.73£2.93nmol/min/10°
PMNs &, &1 8 1% K & B H14.69+1.97
nmol/min/10°PMNs, IE % % A6.20+1.53

nmol/min/10°PMNs i- tb L{KETH -7z, LA
L MDS T3 »xZ7 VX5 k&L, 1TEAYEE
BENERD SNl - T EB A b IEE SFE S
FTHAL Tz, DECHREFNRET L 7247,
FOFERIIE 2 - TFTERICRT T & { T, RAEB
Ti32.85+2.49nmol/min/10°PMNs, RAEB-t
T136.17+2.93nmol/min/10°PMNs & Rij& T
ET»@BH LNz, —F, BEHIFERHRD W
3BT %R L7200 5 typical RAEB & &
gEAEIZRL 2~ L 72 RAEB with hypoplastic
marrow T i &4 3.28%+2.43nmol/min/10°
PMNs, 2.33+2.20nmol/min/10°PMNs &, i
ERCAFOERIRD LN 1z,
3. BENIFEKIE & iRk O, EAREE D
B

MDS 1561 & Btk & M 230510 (RisHEF, BiE
Blehd) 2R E LT, Pk 0, EEh
L BHNSFERIEE (0, RIER) LIz
WTRRETL 72, ZORRIBH3ICRT & (T,
BHEMUHIZ BV TEEEDWAER (r=—0.55,
p<0.01) #3885 7-4%, MDS it +5EIR81%
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2 MDS ZWiks D FHEFTR

Erybl  Mybl** Ringed

Case  Age/Sex  Celllarity "oy’ “(o)  Sideroblast(%) Karyotype
RAEB
1 50/ F Normoplastic* 2.8 19.8 0 46, XX, 9p-, 16q*
2 76/M Hypercellular 49.6 6.4 32 46, Y, +c
3 66/M Normocellular 43.0 9.6 2 45, XY, —18/45, XY, —19
47, XY, +c
4 56/M Normoplastic* 17.2 14.2 31 46, XY
5 64/ F Normoplastic* 40.4 6.8 84 46, XX/46, XX, 1q*
6 62/M Hyperplastic* 35.4 6.4 0 46, XY
RAEB with hypoplastic marrow
7 72/M Hypoplastic* 48.0 17.6 0 N.E
8 78/ F Hypoplastic* 51.4 6.8 36 N.E
9 42/M Hypoplastic* 22.6 6.4 0 N.E
10 68/M Hypoplastic* 7.0 16.0 N.E N.E
11 39/M Hypoplastic* 5.5 15.5 N.E N.E
RAEB-t
12 64/M Normocellular 22.6 26.0 0 45, X,-Y
13 56/M Normocellular 34.0 25.8 10 N.E
Auer (+)
14 60/ F Normocellular 14.6 9.4 0 N.E
Auver(+)
15 68/M Normoplastic* 27.2 22.4 0 46, XY

N.E ! not examined %  decided by bone marrow biopsy *% . Type I +Type II

1 Acute Leukemia vs MDs

(o] S 10
Acute Leukemia eccee o o} coe o ve e 469+1.97
(n=17)
MDS
=15) it 2 3.73+2.93
0 g5 10

0z Production (nmol/min/10°PMNs)
2 RAEB vs RAEB-t

(0] S 10
RAEB e o soe o o o 2.85+2.49
(n=11)
RAEB-t
(n=4) 2 ® * 617+293
(o] 5 10
0z Production (nmol/min/10°PMNs)
3 Typical RAEB vs RAEB with hypoplastic marrow
(0] 5 10
Typical RAEB . . . . . 3.28+2.43
(n=6)
RAEB with e 2
hypoplastic marrow 2.33%+2.20
(n=5)

(0] S 10
0z Production (nmol/min/10°PMNs)

[ ]: E#®EA (n=134) 6.20=+1.53nmol/min/ 10°PMNs

X2 JReEE ek O, EEdREE DBLE



0z Production (nmol/min/106PMNs)

Superoxide anion production by neutrophils in MDS

MDS (n=195)

—

50 180
(%)

Percentage of Typel + Typell
blasts in the marrow

02" Production (nmol/min/10éPMNs)

923

Acute Leukemia (n=23)

(o}

p <0.01
r=-—0.55

0

50 100
(%)

Percentage of Leukemic cells
in the marrow

B3 BEPRFRRIGER L ek O, EERE L DBE

&3 BEERRBEEEMIUEEL L ICREWSIT L Tk 0, bR HBE

Case v % Oc g VOEEGESE o omileGe)  sce  Karvotype
MREEREEHER
1 RAEB 0.13 Hypogranularity 15.0 4 46, XX, 9p-, l6q*
Binucleated cell
4 RAEB 2.38 Pseudo P-H anomaly 0.0 172 46, XY
8 RAEB** 0.00*** Pseudo P-H anomaly 18.0 413 N.E
Binucleated cell
10 RAEB** 2.68 Pseudo P-H anomaly 0.0 N.E N.E
Binucleated cell
11 RAEB** 0.00*** Pseudo P-H anomaly 0.0 NE N.E
TR BARSHAERE
2 RAEB 4.76 Hypersegmentation 0.0 N.E 47, XY, +C
Giant granule
3 RAEB 7.44 Pseudo P-H anomaly 0.0 223 45, XY, —18/45, XY, —19
Binucleated cell 47, XY, +C
5 RAEB 1.07 Binucleated cell N.E 226 46, XX/46, XX, 1q*
6 RAEB 3.88 Binucleated cell 0.0 94 46, XY
7 RAEB** 5.91 Binucleated cell 0.0 413 N.E
9 RAEB** 3.05 Pseudo P-H anomaly 0.0 92 N.E
12 RAEB-t 4.17 Binucleated cell 3.0 21 45, X, —-Y
Hypogranularity
13 RAEB-t 8.33 Binucleated cell N.E 231 NE
14 RAEB-t 9.01 Binucleated cell 5.0 319 N.E
15 RAEB-t 3.88 Binucleated cell 5.0 277 46, XY

% . nmol}/min/10°PMNs

*% . RAEB with hypoplastic marrow *#*% . not determinated N.E : not examined
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1. MDS

TR S
HRAK (Nn=5)

AR R B ESAR
HReE (n=10)

HMERBEAT
HRE(n=5)

HAERBEARL
HRH (N=6)

. RAEB

5

10

[ ]: E%@MA(n=134) 6.20%1.53nmol/min/10°PMNs

5

1.04 £1.37

5.15+2.50

5
0z Production (nmol/min/10°PMNs)

1.04+137

435223

0z Production (nmol/min/10°PMNs)

K4 MBEREkREEREBIUAKE L FPEk O, EEGE L DBE
F4 BYAHEITRER O, EARRLOEE
HaAM SR
1 RAEB 1 60/120 (50.0%) 620 0.13 (=) Pneumonia
(Aspergillus)
4 RAEB 1 299/125 (23.2%) 647 2.38 (+) Sepsis
(Unkown)
7 RAEB** 8 50/360 (13.9%) 756 5.91 (=) Pneumonia
(Candida)
8 RAEB** 10 60/210 (28.6%) 649 0.00*** (=) Pneumonia
(Pseudomonas)
10 RAEB** 4 16/150 (10.7%) 378 2.68 (=) Sepsis
(Klebsiella)
LR Gl as g
2 RAEB 4 20/1200 ( 1.7%) 136 4,76 (+)
3 RAEB 1 7/250 ( 2.8%) 1537 7.44 (+) Heart failure
5 RAEB 3 12/135 ( 8.9%) 161 1.07 (+) Cerebral bleeding
6 RAEB 0 0/119 ( 0.0%) 2160 3.88 Heart failure
9 RAEB** 1 3/135 ( 2.2%) 912 3.05 (+) Gl-Bleeding
11 RAEB** 0 0/38 ( 0.0%) 2475 0.00** Cerebral bleeding
12 RAEB-t 2 7/480 ( 1.5%) 882 4.17 (+) Sepsis
(Unkown)
13 RAEB-t 0 0/120 ( 0.0%) 957 8.33 Heart failure
14 RAEB-t 0 0/120 { 0.0%) 864 9.03 Pneumonia
(Unkown)
15 RAEB-t 0 0/22 ( 0.0%) 4845 3.16 Pneumonia
(Candida)
% : nmol/min/10°PMs ** : RAEB with hypoplastic marrow *%%* . not determinated (+) : H%1 (—) : &%)



Superoxide anion production by neutrophils in MDS 925

FERUME VS ShR 0" B
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D <0.05
r=-—053
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o HMNIM = (FM(ICLLL) B M/BRRAR) X100

X5 HEBESAMELFRK O, EERE, RHFPERE: NBE

£5 OWUBAT LK O, EEREL NBE

PN ELHi LN MBI LD
Case " 2 o- mefe M T on
AR ATEE
1 RAEB —RAEB-t 0.13 7.0 2.0
RAEB —RAEB-t 2.38 27.0 12.3
9 RAEB** —RAEB-t —Acute leukemia 3.05 23.0 17.0
10 RAEB** —RAEB-t 2.68 5.0 1.0
12 RAEB-t —Acute lekemia 4.17 - 20.5 5.5
13 RAEB-t —Acute leukemia 8.33 6.0 2.5
14 RAEB-t —Acute leukemia 9.01 10.0 4.0
RBERATEE
2 RAEB 4.76 48.0+
3 RAEB 7.44 9.0
5 RAEB 1.07 21.0
6 RAEB 3.88 6.3
7 RAEB** 5.91 12.0
8 RAEB** 0.00*** 4.0
11 RAEB** 0.00*** 21.0
15 RAEB-t 3.18 4.5

% . nmol/min/10°PMNs

FEH LN LHh T2,
4. ERERRMIEIC BT A HERE HBRE,
MpaNEEREE, REARTR L FPERO,” EE
Be X DEGE

ZaERIC BT Rk O, BAERE, BhEkR
glalc Bl o HEERE HBUAE, WIRNEBERE

*% . RAEB with hypoplastic marrow

*%% . not determinated

W, REARFRIEIICRTIEC T, HEBR
HELTRBAUINVEEE, 2HEOKRRER
B, ERORS, B5EFHEK, EXEROV
FhbreflicBo bl FOHhTHEICH
BUHE Y & - 72 S ER 2[R E SEER
L, [BEEEEEER] L7k 0,7 EL
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e WBRE L 28R, RecRT e, B
RRESHEER] ICB1T 21705k 0, EERRIL
1.04%1.37nmol/min/10°PMNs, 18R F{&
SEERE] I B v Ti25.15+2.50nmol/min/10°
PMNs & 88 TEE (p<0.05) DETHERH 5
7z, F7: RAEB fEflicBREL, REOKRE
EBIkholkls, (HEREERAERICE
i % 8 HhERO, PEAE§E131.04£1. 37nmol/min/
10°PMNs, —J5[ o Re R IR Ti34.35
2.23nmol/min/10°PMNs & Bi Z i H & (p<
0.05) NIETHEH SNz, F 72 Myeloperox-
idase (MPO) KetEfFEko BB, NAPE,
PR AE L OMEIZ DN T L RET 24T - 7205,
—ENMARIIBD LN h - 72,
5. BRSO FPER O, EEARE L OBE
A (RHAEHK (R, WMz sk
SHL3BCLLENFE#EF E L - Hf) /BEHE)
»10% %2 HaEpl k[ FRMMEEE], 10%
KD b % [HRAURMEERE) L, &80
ek O, EEARE, MELERESR, BT
iz 2w THRET L7z, Z0#HRIIRLICRT D
T, T [HRARERE] 2 5B
n, £# RAEB EFITH 72, ZhLERIT
12, 1#0%%5Fhek O, AT EH LKA

g B

#RL, 72 160% B S KM PEREI3500/ 21
DEThozicbrrbsd, BEIEREC
EHE LR L, BRYUEHBIE T MM % Bz,
EHFEER & L CBPHEIC & 2 A 851 (fif
#6586, BUE3F) LEERTH), LTHM
3F (Midim 2 B, HIbEFHO1H), L1233
BT, [HRMBEEREE |0 5 Bli3 &R %
EEERET2LDTH -2, &b [HEHLH
SR, [ARABEEE] BT 259 O,
BE 4 BB 13 £42.22+2.15nmol/min/10°
PMNSs, 4.49+2.83nmol/min/10°PMNs T4 -
7z, DEIC (AN L 7Pk O, EARE
L Bk, TR & KRG PERE] & HB
fREMETL 7205, ZORFERIIRES IoRT 2L
T [ L FPIR 0,- EERE] Lo/
WFERS (r=—0.53, p<0.05) #@EDHLNL.
6 . JEERAT & IFPERO, EERE L NE
BEHEF ORUBITIE, RS5ICRTTEL
T, [RAEB—RAEB-t] #*4#l, [RAEB-t—
Acute leukemia] #° 3 1 & 5t 7 Bl R BIREATDS
B b sz RIRBATEE L FERRATHOM K O,
EERIIN6 ITRT T2 T, £%4.2513.26
nmol/min/10°PMNs, 3.28+2.76nmol/min/
10°PMNs > 2352 5 1§, RAEB EFICIRE

10

4.25+3.26

3.28+2.76

5

10

0z Production (nmol/min/10°PMNs)

i

10

1.MDS
BUBER
n=7["® e o o
ﬁﬂﬁﬁﬁ#k
(n=8) ® O O
2.RAEB
mRBEE |
(n=4) LA
FREBTY
(n=7) S ®

2.06+1.32

3.30+2.98

5

T
10

0z Production (nmol/min/10° PMNs)
[ :E%2%EA(n=134) 6.20=% 1.53nmol/min/ 10°PMNs

Bl6 REBAT & ek O, AR L DBE



Superoxide anion production by neutrophils in MDS 927

L 722358 CLRUBTROERER O, AR
2.06=1.32nmol/min/10°PMNs, JERATRENEF
& Bk O, 7 H fE133.30%2.98nmol/min/10¢
PMNs: MEMIcERERBO LN L h o 12,

% #®

MDS 3 EERMBIC Z{ BOLNRERE»D
BREDBRBEE T, KGMIC 31T 3 Bk,
BRI S 5\ I3BFRE & Lic £ MR
FOFRE R E #5538 L 75 clonal hemopathy T
HY, ERLY bNZEIAMFREICHELT
ZERBMETH 5, BE, FTTEWFIIRED
EHIC L DKL BT S ras BEETD one
point mutation {Z & % IEHELVEHIBRES 1,
ZOREIZDWTHREBICHEASNDOH B &
ZATHD. FRAENEROFHRN—IZ,
SHREMOBEY D ), FEICBIT 5 B MR
e fEt, BB MFREE & v ) mEkDSHL,
BB REIRE & MR RE NBE LB L 22
To0AELT, BREEEL V) EbHTHK
B ERICBWT, —D0EHEHTLILNL
EZz b5,

iz MDS i 31T 3 g mEkEERIC D W T,
Schreiner 5223 BRHEHEEN{KT %, Schofield
5293 Myeloperoxidase i&# & Lactoferrin i&
KT #, Martin 623 RARE & RERENK
T %, %7 Boogaerts &29|3¥h56¢8 - E{LM
Myeloperoxidase & - &&HE - LFERNK - K
BRENET ##EL T 5. 4EFHIL, MDS
fEFIz BT 2 8FdhER O, EEEEEZREL, @
MDS iz 51 2158k 0,~ EEERIIIEED> &2,
QRE LT EZDRRIMTY, FRENRHE
i¥ MDS £tkizFmw{hL 5 202, & 5i2@M
HROMENMMEEE LAABL, OSBRENE
SRFE LB DD WEEL DY, 22D
BeHI@ERIb 2 FHT 5 —DnE &%)
Booh, TEIEOVWTREEMZ2HITTH
575, %7 MDS fEflicsiy 5 0, EEERIR
3.73+2.93nmol/min/10°PMNs & {&fl %27~ L T
#0, Z iz RAEB ##] Ti32.85+2.49nmol/
min/10°PMNs & 2.4 B ML H K iG B H4.69+
1.97nmol/min/106PMNs, 1F % {8 B A6.20+
1.53nmol/min/10sPMNsiz Hi#g LIRfE %R~ L T

Wiz, LarL, 087w XiakE(, ERIC
E o TR EDEERENFIIEAFZOLNTVD
D LIEEBNEEREZTRTLNZITH N BEE
BFIRAIC heterogenity #*fFFET 5 Z L HRE I L
f2. 7240, BHFEERS S VIEERE
RT\HW 3 typical RAEB & Bilin* KR %
7% RAEB with hypoplastic marrow#E#| &
DI LT - 72 h, WEMICEIZ L, FPEk
BEeHmH» L R 5 & MDS with hypoplastic
marrow fEHIZ, MDS el & mEREEEDE D
LE—HEN TR B Z e FEEEz LN
72. ¥ e G MRS, MDS EFIC BT 5F
BRNSERK HoEe & $rpEk O, BEAERE & DBEEIZ D
WTRETL 2 & 2 5, BMEEMLE T2 A NIER
HES Sz oz e, MDS T3 AHBRIZEES &
Nih -7z, TCIEH L, S nRESNT
3B B MR & RER O, AR E DRI
BOMBEYPHEET B2 b5, FPERO, EE
eI T 25— & L T total leukemic
mass IZERE L 72K R TR 5T 5 L
5 L T 5%, MDS Tl 2 B sl & M
B TLEPERO,” EERIMEELTRL, 48
POFHNFERILE L OICHBEIZEZD bk
otz ZOZ kit MDS 2 BT 2 5FFEK O,
EARE T IEALR L BY - 2BFIcER
THZELRHFEIRE, TCEELIIRHES
MIREEFIC BT 2 EERIRD O~ BAREER
L, O EBAERVIILALEOLNTNWI L
FHEL?, 5270 i vitro I2BWTAM
RIEERTH 5 HL60 2 LA E ¢, O, &
HEEORET TV, EERIEBRTLIZ LR
EL TV B, BEIC BT L IPPRR O, EEERR
OET I2 8 EE00IC BBRER R MR O BT R A %
RETELNEEZLNE, ELIZZNHRER
Hy~(, MERBERRENRREE OMFRIZOW
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Myelodysplastic syndrome (MDS) are hematological disorders with the potential of progres-
sing to acute leukemia. MDS patients occasionally die of infection despite the absence of
severe pancytopenia prior to overt leukemia. Superoxide anion (0,”) production leads to
intracellular bactericidal activity by neutrophils, particularly in an oxygen-dependent system.
In this paper, O, production by neutrophils in 15 MDS patients [11 patients with refractory
anemia with excess of blasts (RAEB) and 4 patients with RAEB in transformation (RAEB-
t)] was examined to evaluate possible causes of enhanced susceptibility to infection and to
gain information concerning the pathophysiology and prognosis. The following results were
obtained :

(1) The O, production by neutrophils (O, production) in 15 MDS patients was lower than
that in healthy controls (3.75+2.93 vs 6.20+1.53 nmol/min/10° neutrophils, p<0.05). Three of
the 15 MDS patients showed little O, production.

(2) There was inverse correlation between O, production and the percentage of leukemic
cells in the marrow in acute leukemia (r=0.55, p<0.01), but not in MDS.

(3) The 0, production in 5 MDS patients showing morphological anomalies in a high
percentage of neutrophils significantly lower than that in 10 MDS patients showing mor-
phological anomalies in a low percentage of neutrophils (1.04+1.37 vs 5.15+2.50 nmol/min/10°
neutrophils, p<0.05).

(4) The 0, production in 5 patients with frequent fever (=38°C) -episodes was significantly
lower than that in 10 MDS patients with infrequent fever-episodes (2.22+2.15 vs 4.49+2.83
nmol/min 10° neutrophils, p<0.05).

(5) Comparison of the O, production between MDS patients with and without progression
to overt leukemia showed no significant difference (4.25+3.26 vs 3.28+2.76 nmol/min/10°
neutrophils).

These findings suggest that impaired O, production by neutrophils, probably due to the
faulty differentiation from abnormal hematopoietic clones, is one possible cause of enhanced
susceptibility to infection in MDS, and may provide clues for clinical management of infection,

but is not useful for early detection of progression to overt leukemia.



