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Table 1
RV Z B I o MR AT R
A AR AE AL e
WBC 259 % 10% /ul TP 6.3 g/dl Na 137 mEq/I
RBC 258 x 10 /ui Alb 34 g/di K 3.7 mEq/1
Hb 8.3 g/dl CK 788 1U/1 Cl 96 mEq/I
Ht 252 % AST 71 1U0/1 Mg 18 mg/dl
PLT 24.2x10% /ul ALT 47 1U0/1 Ca 8.2 mg/dl
LD 321 1U/1 IP 4.7 mg/dl
a1 ALP 296 1U/I TB 0.9 mg/dl
PT 81.0 sec CHE 176 1U/I CRP 052 mg/dl
PT% 43 % Amy 42 1U/1
PT-INR 6.30 Cre 093 mg/dl
Fbg 387 mg/dl UA 5.0 mg/dl
FDP 2.6 ng/ml UN 17 mg/dl
Glu 271 mg/dl

NG AR EN I i
SR 510 KT 101.7 %
#HI (=) EOAVIRES 06 %
b (=) 5 VIL K-+ 106.2 %
(AL (=) HEXNT 1194 %
BIEFA ey — =01 BU/ml
B RE A BVHRTA ey — 069 BU/ml
PT 79.6 sec FBVIHTFA ey — <01 BU/ml
PT% 71 % BXWFArees— =01 BU/ml
PT-INR  6.20 JurA S 113 %
APTT 1582 sec JurA{ v C 142 %
Fbg 607 mg/dl  vWF {i§% 440 %
FDP 1.3 ng/ml
D-dimer 031 ug/ml
HpT 138.7 %
TAT 4.3 ng/ml
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13 PT 223 %), APTT 4698 L2t 3 5 L FIEEIZ, 1%
WFTH o7 FVIHEINEMAT71% & FRMEmEZRL
7o, F2¥ =K (B9 H) 1213 311BU/ml - 72
FVA4 Y% —3 002BU/ml ICETFAY, Hid
WLz EOHBATEA FOREH 12 %5 H 1213 500
mg/day, %5 13 9% H & 250mg/day, # 14 %5 H 121& 125
mg/day, % 15 9% H121% 60mg/day & i S L7z, FV
WIS 14 W HIZ 268%, £ 359 H 1213 505% & 7
D, %499 HOBAETPT 111 #, APTT 279%#, FV
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BRUFV A ye ¥y —id, HOER B E:E
HEDOKEBHRB A 2 LD B (Table 2). F 74l
LBy btu sy BHOMHICE - TS »
Ly =R L2 WO IED RN, 4 v
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7z.
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L CIH/ MRS AR TH 5 L ot b H 5%, 2hix
FV @ 18~25% HI/IMK o RIS AAE L TV 5720
EEINDY, L Lids, BRMEFV A yeesy—id
e BT H B 72 OIFH GRS D v, ARER]
T, R I EEE 2 B NI S 528 & 728,
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LO®, PT, APTT (2283 7% < BER B Z ) 5
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SUCCESSFUL TREATMENT OF ACQUIRED FACTOR V INHIBITOR WITH SEVERE
HEMORRHAGIC MANIFESTATIONS BY STEROID PULSE THERAPY AND
PLATELET TRANSFUSIONS

Ryuya Tomisaka", Nobuyoshi Hanaoka"”, Azusa Mine”, Shiho Nakajima", Yoko Horibata",
Misako Matsunami", Yoshinobu Nakamura®, Hiroaki Oishi® and Takashi Sonoki"”
"Department of Transfusion Medicine, Wakayama Medical University Hospital

“Department of Hematology/Oncology, Wakayama Medical University

“Department of Central Laboratory, Wakayama Medical University Hospital

Abstract:

A 66-year-old man was admitted to this hospital for light-headedness, loss of consciousness, and right-sided tho-
racic hematoma. On arrival in the emergency department, prothrombin time (PT) and PT-international normalized
ratio (INR) were prolonged (PT, 81.0 s; PT-INR, 6.30). The prolonged activated partial thromboplastin time (APTT)
(158.2 s) and abnormal cross-mixing test results revealed the possibility of an acquired inhibitor against a common co-
agulation factor after admission. He was diagnosed as a severe acquired factor V inhibitor by identification of factor
V inhibitor (0.69 Bethesda unit/mI) with decreased activity of factor V (0.6%). Iliopsoas muscle hematoma had pro-
gressed during administrations of fresh-frozen plasma. High-dose intravenous methylprednisolone pulse therapy
with a subsequent tapering dose of oral prednisolone and several platelet transfusions dramatically ameliorated co-
agulation abnormalities and intractable hematoma. Although 50% decreased activity of factor V was transiently de-
tected, the patient has sustained remission with no fluctuation in PT and APTT test results and has had no recur-
rence of hemorrhagic tendency in the 7 years since treatment. Potent immunosuppressive therapy and platelet trans-
fusions could be an effective strategy for treating acquired factor V inhibitor with severe hemorrhagic manifesta-

tions.
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