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BRMEMAR A (AHA) 1ZEELS VI KT (FVI) 1283 2 HOPUEPELE S LD T LI X 0 FAE T % 5 H i
HENETH 5. Sl Tr IS EE 2528 AHA t2liah, A7 04 FICX 2EENADTEY &F 2 6 NTE
B L T, FIERAE & LT Y F v~ 752170 REF k& 20l 7 ER] 2 B U 7: O T FZE 2 & ifE T 5.
FEFNE, 78 BOF M. X 4 6 AED SFHR L WO E D V. 12 A CEIRER, A6, ZiER 2580, Mk E s
B2 TR ARE. WHESAYIEMALE 280K U728, IEMAETH D, APTT ERE bR 72 72 &, it H I U BEiRbE.
FVIII #%% 2.09%, FVII inhibitor 34.9 BU/mL T AHA 2 L7, HESEE2&HL TBY, ZORETOAT oA
PR EEE DIz T- 0, VY v~ 7 THRIEIIGIFE BB L7z, ) Y ¥ v~ 7 % 4 [ 5412 inhibitor JIfli K % 72
DIzt o, b5 17 AOREBZ 2TV, BEEOWE R -> T, 7LV F=Y u > (PSL) 25 mg/H (0.5 mg/kg) DENRERE %
1T - 72 IERFIARTREE 85 ) HZ inhibitor MHUZEELUT, FVHIIEMEIEFEL 2R L, BREHIE &2 5. DIREIZSSRT PSL %
WE L T 223, AHA OF R <RBL Tw 2, HEE IS0 0BEEBE U2, LB 2E L fIBERAESIC £ 0 Bi&Hc
IRHRIAE L 72, 2 E T AHA ST 2 ) Y F v~ 7GR OBIECBE T 2 G0 EBIFIE T 550, RITIE, HRFS
TYYF¥ <713 AHA T U TEREEREIG & 72> Ty, REBIFICNT 2 ) Y v~ 7RO L Letx2Hs
2L, REEINER 2 HISTHEN DD L FE 2605
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WEBAFET 508,571 KT, WA TY VYV F ¥~ 71
AHA 120 U TG & 7% > Tz, S, Fx i3EmE
7o I B V8 % SR 22 T & 7 AHA SER & #RER L
7o, BEBOAMTA T 04 N RERGSTRARE IR
Thollz, PIRIGEMEIREL LT, VY Fy~ 7
BEERINL, B a Y Ya— LV ICERATh- D, 20D
HIRREE BT OB FZ & &b IcHE T 5. i.cio’$%
NFRCEL, BF I YPEERRRBREAZ B S TRAR
TSR [ RS B E D E R t%@zkl@%@‘é%ﬁ
ZWt5e] ORBEZEG L, AA» o FHERE 2157

RERIER S

fE I : 78 5%, B

F R:iovFw, 2O

RIGRE - shnSzarh

BE(ERE © 8 4FRTIC BB CHHSIGE, 3 FH1 & 1 1l
HNBETFART, FATREIC IEMAS R 7% L

FRE X F 6 HIRICHER L <A TR EIEAHE L,
8 HIciZ FaIc B3I L7z, 12 A EAI» 5 RACRIEDSH
W THCRESR DEweBafby, fiEzZ2. ¥4t
HNHRSHRE (GIF) T H RIS /NS I I BEE (Al
stage) AR, 7V v EXI7EO RIMGERICEIAL &
% %. Hb 5.8 ¢/dl OFEAIMND v, W EIRIMEREGIM % e T
1EIMAERR D GIF CHIM% 7R, # HNHES IR MALE 217
5 HIFMARBTH -7, APTT 1009 B LEREL TWwiz7z
b, BEFEISRE ORAEEIC X+14E 1 Bhaic SRR &
ol

ABRFERAE | A 36.2°C, LA 119/64 mmHg, [IRFA%E, B
0. IRERES R A M D D . i30T « IR I B
L. JEEBIZ I « S CHEE 75 U, IiEEh 30 L T,
VU 2 L. ARSI & pe e U Ar R Ze L.
ABEEMRIRERTR (Table 1) D Hb 12.1 g/dl L EEDE

Table 1 Hematological findings

MHY. HLEVIVE E 2.3 mg/dl, GOT 51U/l, GPT 68
U/1, LDH 280 U/1 & B EE ORFRERERESE 5 1 . BRI A C©
PT IZIEH 7223, APTT 91.6 B & FHHICERE L Tz, v —
TATvFay s 7y Ml LY VIREORRYUK S B
MTHY, FVILEME 2.0% £ Z3 L, FVII inhibitor %%
H (349 BU/ml) L7z7-%, AHA 2L /2.
HEGHEERESEAAR (Fig. 1) | B TEREHIEE & iE
HR/ANEC Al stage DBEEH D (Fig. la, b), BIRPELEE
SRR H D, AFURE CIED b .

FEPREE (Fig. 2)  BARERER A C FVII 151 2.09% &
L, FVIII inhibitor Z#H (34.9 BU/ml) L7272 %, AHA &
2 L7z, BiE CHEEH o NS I IMALE & #2175 <
BY, HiEg e FREMEICT S kMG E LTV 2>
B> MEEGERE S VIR 7% tFVIa: / K& 7 @)
PEHAL . EASENEEFE L, i EE O
AEADI D AT a4 FHIFERIZE#R TN E &) BEN
RENTz. FDI2H, AHA T 2 5BiigiEE L LTE
HEAT7T o4 FORSEIR#EETH 2 LHML, REFRES
DAGREZZT, FIERE L LY Y F 2% 7 375 mg/m?0D
1 E, SRS e 4 FTT L e BB L TR
HIBHIR S5 DRPELITH- 2. ORI b BB X
2 EIMAEIT O BICHE rFVIa 12 £ % IEMEEE{T- 72
DY F v~ 7R 4 BT (SW) 12 FVIIT inhibitor JJfffi
WS LUT (11,1 BU/ml) & TIE R L7228, IRR & L TR
LTBY, FVIHL{ERIL 3.0% LEEOE ETH o7z, Ly
L, #ORFETHIFAEEE F H2 stage LIRERFTTH Y,
Z27uA4 MERBEESN LRI Th-7. VY Fy~T
DOFRER R PUREEIITIZIR 2 R L, BBBOWEE T
RSB AR B72 £ 2%, 9W IZ FVII inhibitor 1% 6.7
BU/ml £ TIEF L 7z. FVII {HHEIE 3.4% & RARIEE D %
FTHY, AHA W X 2HIMY X 7 I3EFEL TW AR T
bote. ZORE T FBIEEL, H2 stage & Sl stage TH
D, FHEALRT T Tho7. UL, AHA IZ X 2 HIME

CBC Biochemistry Coagulation
Hb 12.1g/dl | TP 7.2 ¢/dl PT% 84%
RBC 368 X 10“//11 ! Alb 3.6 g/dl APTT 91.6sec T
Het 351% | T-bil 2.3 mg/dl 1 Fib 430 mg/dl 1
MCV 95.4 1l AST 51U/L 1 FDP 1.6 pg/ml
MCH 329 pg ALT 68 U/L 1 D-dimer 0.9 pg/ml
WBC 10100/,ul i LDH 280 U/L * FVIII -act (60-170%) 20% |
Neu 71.0% ALP 247U/L 1
Eos 0.0% y-GTP 89 U/L 1© FVIII Inhibitor (<0.5 BU/ml) 349 BU/ml 1
Baso 0.0% BUN 26 mg/dl LA (DRVVT) 1.15 (—)
Mono 12.0% Cr 0.89 mg/dl
Lymp 16.0% Na 135mEq/ 1 Immunology
Plt 24.4X10*/ 1 K 4.1 mEq/1 ANA (—)
Ret 6.3X10*/ul Cl 100 mEq/1 Anti-CL IgG <8 U/ml
Fe 371 /,tg/dl 1 Anti-CL/B2GP1 <0.7 U/ml
UIBC 16 ,ug/dl
Feritin 1951 ng/ml 1
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Fig. 1 ARz LIS SRR R, 2530 HmEBEE 280 2.
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Fig. 2 FRRRHEK
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mg/kg, PSL) ZEHIL7z. PSLIBHIICE L C FVIII
inhibitor 7IIiIZ{E T L, 13W ((GHERIA 85K H) IcHH
JEELIT & 72 0, FVIL M b IEH 1L (63.8%) L7z7z, &
fEHE £ 72 > 72, AHA OJRB R L %235 PSL 259
W L 7228, fREMETERR O oo 7. BB 13W I
HiT L7z GIF T S2 stage & IZITRILE L Cwiz. D7
B, 14W IZBBEL, DIEEIZSRET PSL 2R L T\ %28,
AHA ZEMREZ#HEL TB Y, JEFIEAL Twa.

EE

AHA x5 2 A%, RHE R 20 A IS o 1k 1 ¥4 5 & R
HEEHEE LA v e EY —IiRH0D 72 D O Sy HNHg gk
KAl b, EE RIEK2 DA A K74 > TidwThd
AAEDZWIRE B 1 SIEHIHIEE 2 BA 3 2 & L MERE X
nTwa. YlIEGEiEgEE e LTid, A7 a4 RRILVE
IREDSHITE NS 2 L% {, BRI OBRIEMA
WAZESNA K I4 % T PSL | mg/kg TORERLE
DRI N TWw D, — A G iiEE L L 70~
80% 13522 Ef# (CR) ICE %43, CR 2L ICHR, FHH
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T22LbHD. FETRIMN25%HHTHD, JERITH
IMFE & Sy RN L 7 BYYETH 5.

AHA IZHT 2V Yy~ 7HEBEOEMMECELTZA
TR O LOEF D 5 WL OhDHEENS LT WS
VY Fy v TIEEIE, MOEE & HANTREDO CR G
TEGHV A7 0B 2 b0 LS TE D 4 EE
WOV Fy~ 7 RE SR, LB TSRELTHYS
ZEEYFFT AT =BV ONEFEET S, Sperr 5DV
Ea—0B1ckss, VYFy72HOREEIZ L=
vuar (PSL)+¥7ukrA7 7 3K (CPA) fEHFEE LI
LT, CR = 78.6% vs 84.1% THEFE A3, CR F3EHH
MiczER 1372 <, CREFHMIEETEw S, 2h
SR AN R B REEZ R s Twisw, 72, EACH2
HERTHPIEEE L LT Y F ¥~ 7 2o sasinfiFH &
BEHA L 5E D CREIX 63% ThH D, PSL HFls PSL+
CPA fff L ILEE L T CR L E WD T TR\ 28,
HIHIF & OHERBRATEAE L R \Wic, HFFS TR ESL 5
WBENLTWEDO»OFEmIZH T v, International rec-
ommendation'” ¥ Consensus recommendation'® TlX ) Y
F v = 7 B EIRO GIEHRE ORI A5 556G
PHATERWEGEOE SEREEE L UESTTED,
HORBREE L D HERENFE Ao TWw 3.

KEEFNZV Y ¥y =7 1E, 4EEGOEBEICLD,
FVIII inhibitor Jliz KK &2 Z LIl L. 72, #%
5THRL VY F ¥ = 7 ORI R PUARREE L IIHIRE & #1
L, Wl rAMEEECREBEBZE L2, ZOMb
#rZ 2 inhibitor JHMIEIA Uz, FERINHEZENT AL OW
DELFE T inhibitor DIHE, FEIZHE S g d o T hd, 1B
HiD1/5 FCRIBTE 2. VY oy~ 7RBICE DR »
AfNcHz D, BEENUWET 5 £ TORMEMERTE
7o, A7 a4 FIERONADHRE L 55 Tz, D, KFEH]
WBWTIE, A7 a4 FORBEGELHIRTE 01, B
BEREECER Th-o 72 £ F 2 5.

AIBTUE, AP &8 72 I TR 1 U8 ] 22 i e ot
T2 IR & U CRBEEIL OEEIRIZ A T a4 RO
ATHD. L ULAEFID XS ICAT a4 FAMmME (Bik
B, EEFERE R S M A, R ER A R
2HL, ZOBEANES SN EE), BoNICA7a1 N
RIEDEFE « HHAPNIIR LTV Y v~ 7T HRENLE L5
ZONDEFIDHICCHELET 2. BT g ClcHIm
MBRMEEREECR LT, +a0%Af v 7 r—aRay
Y bOE, BIRIEFEE LT Y F v~ 7IRIER (T L
T&. VY F =7 OEFERIC O W TIIYBED AR
RIS SR E I CAH L 2. SEHIBITER cx & 2 BEHE
EPEHAHOBE» S b, AP B VW THACKERZ S
O 7z MM RMESEE R E SN T 5 V) Y ¥~ 7 O
BRI LE EFH 2 5.
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MBS 2 22 s, AT 04 Fick 2iG#
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L7c. SBROHEFIERL, REEFICHT )Y Fy =7
GEOBERNNE L 222 S 0z U, TR AFRIZ B W
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A Case of Acquired Hemophilia A Complicated by
Hemorrhagic Gastric Ulcer Successfully Treated with
Sequential Administration of Rituximab and Corticosteroid
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Hiroyuki Noguchi?, Takeki Mitsui!, Hiroaki Shimizu?, Hiroshi Handa' and Yoshihisa Nojima’

1 Department of Medicine and Clinical Science, Gunma University Graduate School of Medicine, 3-39-22 Showa-machi, Maebashi, Gunma
371-8511, Japan
2 Oncology Center, Gunma University Hospitale, 3-39-15 Showa-machi, Maebashi, Gunma 371-8511, Japan

Abstract

Acquired hemophilia A (AHA) is a rare coagulation disorder caused by autoantibodies against coagulation
factor VIII (FVIII). We report herein a case of AHA successfully treated by sequential treatment with rituximab and
steroid. A 78-year-old man was hospitalized with severe anemia due to hemorrhagic gastric ulcer. He received
repeated sessions of endoscopic hemostatic therapy, but the bleeding remained uncontrolled. On laboratory
examination, APTT was prolonged. He was referred to our hospital for evaluation of his coagulation abnormality.
FVIII activity was markedly decreased to 2.0% and FVIII inhibitor was positive (34.9 BU/ml), by which the
diagnosis of AHA was made. Because of the actively hemorrhaging gastric ulcer, we opted for induction therapy
with rituximab as opposed to high-dose steroid therapy. FVIII inhibitor titer was markedly reduced after four times
of weekly rituximab administration, but remained positive. We added steroid therapy (prednisolone 0.5 mg/kg)
after endoscopically confirming hemostasis of the gastric ulcer. He finally achieved complete remission of AHA
with undetectable inhibitors at 85 hospital day. We tapered prednisolone gradually without relapse of AHA. His
gastric ulcer was also healed.
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