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Table 1 Laboratory findings at admission

WBC 5,500 /ul GOT
Seg 79.0 % GPT
Lym 16.0 % ALP

RBC 190 x 104 /ul YGTP

Hb 5.3 g/dl LDH

Ret 6.8 % TC

Plt 0.2x10% /ul TG

PAIgG 949.5 ng/107pLT BUN

PT 86 % UA

APTT 21 sec Cr

Fib 223 mg/dl TP

D-D 6.31 ng/ml Alb

Fe 67 pg/dl CRP

UIBC 314 pg/dl HbAIC

20 TU/1 1gG 931 mg/dl

12 TU/1 IgA 304 mg/dl
273 1U/1 IgM 59 mg/d!

14 TU/1 C3 91 mg/dl!
333 1U/1 C4 13 mg/d!
158 mg/d! ANA <40

171 mg/dl CH50 54.0 U/ml
20.6 mg/dl Urease test 34 %

3.5 mg/d! Vitamin Biz 380 pg/ml
0.65 mg/dl Haptoglobin 274 mg/dl
6.3 g/di DAT (=)
3.8 g/dl F-T4 0.83 ng/ml
0 mg/dl TSH 0.79 uIU/ml

76 %

7208, b~6 TBICE EE o7, Cu BB TH-
20T, BRETY LEDBI, BEMTHLI L, FR
WTA VA) VERTHLI L LD, TARHIEX
74 FREVRDZEL LW, 7THF+ 7)) v (AZ)
50mg/HOPEH 2475728 2 A, W% PLT L5535
5N, PSL OmAHETH -7z (Fig. 2A).
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WL OFABRE o 7. HARKOMAERERZ Ta-
ble 2 |27~ FW 7% PLT 4 & PAIG Bfti% ko %
2%, BIIIERE Th o7z, AFBERHIMER A 2 72
®, PCEyIiZ479 £ & H12, PSL2mg/H 75 30mg/
HA&E L7

ABeLLRE PC #ifiif% 2~3 H T PLT fHAMIM AL % T
WAT 5w —RRIE L 2% {, F72PSL30mg/
HAOHEB X O AZ50mg/ H OG- X D ik4 12
PLT3~4 JECTLA LA, 6 425MNM»HEoN%
o7z, BIMORIEIIHE DL 2 MG L CwziE 21
AR H, dmB U AR SRS 3T 2 32 72,
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W, NTHBEERMPLEE 27 B 0B
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B L, i o BATF 2 BERE NS 3 X ORIEERR 0 729012,
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1 c&7: (Fig.2B).

N EHEESRM R 1ERICE (@A) Ko RiEZ
b0, THMELI—%2[jifTL722 2%, A
EEHIRIC 6cm (2b -5 MM %2 Bz v aFF—¥ 18
JiHAT/H R % 4 I, 9 HAL/H % 3 HIFHt
7L, Bl&m& 7 —77) &5 %247-72 25, %
JEDOYEHR S NIz, itk PSL & & L7245, PLT
FESIEAIZ8~9 HETEAL, Btk ho72. D
BAHVRIT TS 51T PSL Ziliis L o OFBBIEEFTh 5.

% =

MDS (213 &2 D FIERE A A SN, polyclonal B &
OF monoclonal 7 %% 2 1 7)) ¥ ¥ Ak IiEk H ik
R ENFICEO LN 528, DAT X, MDS @9 BA#IC
R ERETH D RA B L URARS I2B W T, &EM
EHIDEHEICAONS ZEPHE SN THEY?,
SRIOIEFNZ BV Tid DAT K&, PugbuikiatE:, s
rua7y YIEET, BEl~OHCREDOME % R1Es
ARG A o7, LA L, #WIRABERED S N-E
B MAREIRBEC L D EE L2, &
M2 2T H HTOSRIEEE M ORFE O REEATRIE S
v,

AR CTUL B IR LA D L ER L T35 B 72 M/ MR A
ZRD7z. PLT o HgAd % & 72 5 9 immune throm-
bocytopenic purpura (ITP) TI&, ML/NREEA: kg
Tld 7% < BEETUHED 72 0 (KA PLT A A3h 725 &
NnHLEZEZOHN, WEEHEMKIIIET 2w LEML
TWw5. KEITIZEBEKIWBALTBY, BEDEAL
FEA D ITP Wi EHEICEB L 2w, LA L, &L ITP
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Fig. 1 Bone marrow aspiration revealed fatty marrow with reduced (20-30%) hemo-

poiesis in the clot section (A). The smear demonstrated hypocellular marrow
(NCC 4.3x10"/mm? with reduced megakaryocytes (0/mm?), containing 0.1%
myeloblasts. The M/E ratio was 0.96. Megaloblastic changes were observed in
erythroid cells (B), and megakaryocytes appeared smaller (C). Dysplasia, such as

loss of granules, irregularly shaped nuclei, or large cells, were observed in myeloid

cells (D, E). Chromosome analysis demonstrated normal karyotype.

PR, MDS & clonal 7 Bl PER B CMiH 134 { B
LIRETH B 05, TOENOWHERER D H VY, F
72 MDS & ITP &G & ety & Msp iz fiiilesias
BRI THolzb ENTWES.
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Table 2 Laboratory findings at re-admission
WBC 5800 /wl TBIL 04 mg/d! ANA x40
RBC 367 x10% /ul GOT 21 1U/1 anti-RNP Ab <70 U/ml
Hb 10.8 g/dl GPT 11 1U/1 anti-SS-A/Ro Ab < 7.0 U/ml
Plt 0.3x10* /ul ALP 204 10/1 anti-SS-B/La Ab < 7.0 U/ml
Fe 108 pg/dl LDH 312 1U/1 anti-TPO Ab <03 U/ml
UIBC 247 ng/dl YGTP 15 1U/1 anti-Tg Ab <03 U/ml
RF 3 U/ml CPK 56 TU/I TSH-R Ab 21 %
IgG 939 mg/d! BUN 22.7 mg/dl PAIgG 325 ng/107pLT
IgA 239 mg/dl UA 3.6 mg/dl PR3-ANCA <10 EU
IgM 62 mg/d! CRE 0.71 mg/dl MPO-ANCA <10 EU
C3 110 mg/dI Na 135 mEq/1
C4 14 mg/dl K 4.0 mEq/!
F-T3 1.38 pg/ml ALB 4.0 g/di
F-T4 0.83 ng/ml Ca 9.4 mg/dl
TSH 0.79 uIU/ml CRP 0.1 mg/d!
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Fig. 2 Clinical course at the first admission (A) and re-ad-
mission (B). The arrow in Fig. 2A indicates the elimina-
tion of Helicobacter pylori by 60 mg/day lansoprazole,
1,500 mg/day amoxicillin, and 400 mg/day clarithromy-
cin for seven days. Small black arrows indicate transfu-
sion of 10 units of PC.

Abbreviations: AZ, azathioprine; PSL, prednisolone;
IVIG, high-dose intravenous gammaglobulin.
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IMPROVEMENT IN THROMBOCYTOPENIA BY HIGH-DOSE INTRAVENOUS
GAMMAGLOBULIN IN A PATIENT WITH MYELODYSPLASTIC SYNDROME
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Mika Murayama", Misuzu Tanigo”, Atsuko Otani® and Tomoko Nagai"
"Department of Internal Medicine, Hyogo Prefectural Tsukaguchi Hospital
?Department of Internal Medicine, Respiratory Division, Hyogo College of Medicine
“Department of Orthopedics, Ono Municipal Hospital

"Division of Laboratory and Radiology, Hyogo Prefectural Tsukaguchi Hospital

Abstract:

We describe a patient with myelodysplastic syndrome (MDS) whose thrombocytopenia was transiently im-
proved by high-dose intravenous gammaglobulin before orthopedic surgery. A 79-year-old woman with MDS-
refractory anemia (RA) and complications due to a fracture of the left femur underwent total hip replacement. Plate-
let (PLT) count, which had improved from 0.2 % 10"/ul to 4.4 x 10" /ul after administration of 30 mg/day prednisolone
(PSL), dramatically increased to 10.3 x 10" /ul after administration of gammaglobulin at 400 mg/kg body weight/day
for 3 days. Although the surgery was safely performed with a low volume of bleeding, the patient developed deep vein
thrombosis (DVT) of the right popliteal vein. It is well known that patients with MDS occasionally show complications
such as various immunological abnormalities and respond to immunosuppressive therapy. In particular, high-dose in-
travenous gammaglobulin is a potentially useful treatment when a prompt increase in PLT is required. However, pre-
vention of DVT is necessary, particularly in cases with risk factors such as old age, confinement to bed, or orthopedic

surgery.
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