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LS ] A 3 ek TR Y >~ 2 %E (angioimmunoblastic T-cell lymphoma : AITL) @ 2 SEBIIZ D & il e
DN AR G 5. BEF 1186 meB M. JERENY Y oSEilERZ I S, VU Y o8EiERT AITL L3I L7z A
EZuvy (Hb) 89g/dl, EiEPLZr 7)) ik (DAT) B, Wiy 7) VB (IAT) Btk PUkR R
ECTIEINEE Y — v TH o7z, WIREFRER A T 04 SR HEIT S, Bt IAT oML % i i
Mkl L7z BER 2175 Bk K% - 388k BFRICARE L AITL &3 L7225, SR IES Ml o= % 320
7z. Hb85g/dl, DAT Fatk, IAT Batk, PURFEMAE CIIIEE/ NS — 0 TH o7z MHELFHDE 4 3 — A AT
BN, IAT i —#@MEICBEEE L7z, BB BAPE M e D - 725, JRIMLEREEIE 34 HiAL, JRIE MK 80 HAAL iy
Mz vEe Lz, BRIEG 1IXEHRZRMME O IR R 72, FES 2 13 mEEA DR & L Ca i i
FEREART & MEREITHE DB 5-03% 2 b7z, [HEIE AITL BE TREIMA RO WEEDRH 5.
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ML S0 3R Bk T M) > 2 (angioimmunoblas-
tic T-cell lymphoma : AITL) & T Mgk > %
EO—HMTH L. BIRFTRTIIEE) v HilEgRS
WEWRE, 295, % 7 a— Y EoF y 7a 7)) VIE% 5
B2, BOHUREED 729012 3 Stk
FIfi (ATHA) Rt MGEAiE (ITP) %Z1FE9H 2
ENH A, AITL TIREILZ W3\ 25, Ao E A
& L CEIESSHIE o5 B0, AR3FEBRES (pure red cell
aplasia : PRCA), ¥7: AIHA %23 E 2 6N TWw5. &
[l AITL &2 L7z 2 FIico & &, M/ MGERA
3 2 WL s OFFER M % i3 5.
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86 i B VE. BEAEIE 2 BB R & SR RE. 2015
1 HICEFRAIRE FFRICUBRMMN AR E o7z B
IE CTIIATENEBOIESE & K O T I DOALBE % 520,
B 1ol IVPAY - QRN KRR AVPAY - TRy Sl ATAR) AP
MR Z RO 7. AR AR W CIE, Hb89g/dl
LA A0, LD I3 461U/1 & L7230 7258, Fill
FrLZEED o 7z, REFNHAEATII a7 Vo

B2 L THB Y, IgG 1 2,655mg/dl & EFLTwi.
WARMEACT 25872, wEEIL-2 L 7% —1d 12,600
U/ml, fir4 aza 7y »Hkix 4000IU/ml PLET
HY, L EHEFBD(Table 1), JEH CT Mt Tl
JHEERED U & IHF, BEENY v HiER 2 R s
7z (Fig. 1-A). MHBEFRIIIEREN ) > SEiERRAYR N &
LB ZETFEIN & o7z LT L, JHE R T~
N A A S IR L 72, 2 O%EELE 2 FICEEREY v
INHIEMASHEAT S, AITL OJREZ W %1457 (Fig.
1-B). i B ss <, M a7 ) &R Bi ik
ThHY, YURFEEREIIIEE Y - Tho72. H
Whira71) ik (Direct antiglobulin test ; DAT)
LHEETH Y, FolzolMiE A EE RO HFAED
%z btz AITL (Stage IV) OBWOb &, H#E
RO 72812 VP16 5 75mg/ 0 PR L5514 &
%Y, 7L =Y 10mg/HOWIRDCEH & o 72
(Fig. 2). BRAE M T AITL B IIB B a7
1) #8% (Indirect antiglobulin test : IAT) 1B TH -
7255 AICBEMAIL L, DATIZ6 AICEHILLZ. 6
Ho CT TRIEHEN Y »SHilERIZER L THH PR
EHIWE U7z, Wi i B U CULZiEERBA 4G © Hb 1$ 8.9g/
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Table 1 Case 1. Clinical data on admission

WBC 19,600 /ul 1gG 2,655 mg/dl
Atypical-Ly 3% IgA 353 mg/d!
RBC 280 x 10" /u IgM 315 mg/d!
Hb 89 g/dl Total protein 6.5 g/dl
MCV 89.8 um? albumin 39.1 %
Reticulocyte 120% 10 /ul ol 33 %

Plt 17.2x10* /i o2 7.0 %
AST 30 TU/1 B 6.7 %
ALT 42 1U/1 % 439 %

LD 446 1U/1 CH50 39 U/ml
T. Bil 0.7 mg/dl C3 52 mg/dl
BUN 7.0 mg/dl C4 8 mg/dl
Creatinine 0.7 mg/dl Blood type Type A, RhD (+)

CRP 3.1 mg/dl Direct antiglobulin test (+)
Haptoglobin 45 mg/dl Indirect antiglobulin test (+)
Serum IL-2 receptor 12,600 U/ml

Anti-nuclear antibody x40 Titer

Anti-thymoglobulin antibody ~ >4,000 TU/mI

HTLV-1 antibody (-)

Fig. 1
A. Case 1. Abdominal lymph nodes were swollen in the CT scan (arrow).
B. Case 1. Cervical lymph node biopsy specimen stained with a CD3 monoclonal antibody (< 200).
AITL cells were stained well by a CD3 antibody.
C, D. Case 2. Bone marrow biopsy specimen. C; HE staining (X 100) and D; CD3 immunostaining

(x100). AITL cells infiltrated the bone marrow, shown as clear cells (arrow). These clear cells were
stained well by a CD3 antibody.
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Fig. 2 Case 1: Clinical course. The titer of direct and indirect antiglobulin tests changed

from positive to negative under VP16 and steroid treatment. No further transfusion ther-

apy was needed.
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BB HLAL CT 12 THIK - BEK D Z e S, KA
I E ST 3 A RIS SRS ARE L 2 5. BUET
ISR OIERR )~ /SHi 2 il L7z, ABEReAR A
RClE, HImERIE 11,400/p] & BHAETH ), KRR
WY USERE 17% B 72, Hb 85g/dl L £l R 72
A%, I R FED 2 h o 72, M/ 7.3 T3 /ul
LIRAETH 572 LD 13 3241U/1 & ERH-ZRo 7.
FRAETIEZ 70 7)) YOEBEMLTEY, 1gG ik
2958mg/dl & EHZROI. AEMNEIL2 LTy —ik
6870U/ml & LHL, /20 7 <FHWT-O L7 &Mtk
O %8072 (Table2). SR ¥/ SHiAMIZ T
AITL & 3ZWr L7228, Bl <l dry tap © 729
G REM A AT LIRS 45 B & ORI & 72
(Fig. 1-C, D). i PR Tld, IAT 3FETH 0,
PoAk I A 13 LERSE /S % — > Td o 72. DAT 3Btk
TdH Y, M H CHURDAFAEDE 2 H 7z, AITL
(Stage IV) LWL, 913 CHOP ##ik % JitifT L /2.
R Tl CHOP #8: 1 o — R RIS TR~ /3Hi
HENE DS % 78D, 72 CT IS TEHED - T - #eha - B
WIS BB B AATT IS FR R S T 7z ) Y SEIRA O
i/ & RO 72 TAT, DAT LIHEBBIGREBETH -
725 DD, CHOP #i: 3 o — A TR T IAT ol
L&A L7z, LD filid 200I1U/] Kz L, 2h b
DO A& CHOP #i%: 3 2 — A# THENTlE PR & ¥
Wi L7z (Fig. 3). Z ORIMEHRMER D E G EAELC THER

L7z, iBHrh o AR IS B ML 2 58D 2 2 o 7278,
RBC % 34 B, PC % 80 HALh2E L L, ALk Ol
FELR L CE oM 2 23 & L7z, RBC #IfL
DA A HER T H CHR O BOSIZ & o THEE 238
D772, FEEOTCEH 2RI L T Z 17> 7.
CHOP ##IEIZ M5 4 O — AT o725, #YHOMBL L
WA DR %2 e 72, B EATEL L7z LIl L,
AR R ISR IR S 7z
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AITL & T Mifatky v Eicassh, a5 v
HIERR S I MRE, K95, £ 7 u— s MoEy a7y v
IMRE & B EE VPR S . I Y vV & L CThER %
By afic, HOPUREEIC X BRERERT S EE 2
LNTW5. HIFERIZE C ASN, i Tlds 40~
70% FRETH 5. F 721/ IMGRA 135 20% FRETH
%0, MBI EN, MM IETFRARRT & &
NTBYIEFEITEECERZH ) HTH A,

AITL TORIMDER & L Tid, OIEEHL o iz
WX, QEMERMOAH, GORFIREOHFE, Fh
EZONTWA, B>V Tidiire 7 »
ARERGTER TIE 32~43% L EWb DD, Z O THEE
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YDA, 7V ER T AV AT X BRFEREEEY O, R
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Table 2 Case 2. Clinical data on admission
WBC 11,400 /w1 1gG 2,958 mg/dl
Atypical-Ly 17 % IgA 324 mg/dl
RBC 256 x 10 /ul IgM 759 mg/dl
Hb 85 g/dl Total protein 6.1 g/dI
MCV 92 um? albumin 403 %
Reticulocyte 1.1x10* /u ol 31 %
Plt 7.3x10* /ul 02 69 %
AST 19 TU/1 B 59 %
ALT 11 1U/1 Y 438 %
LD 324 1U/1 CH50 30 U/ml
T. Bil 0.8 mg/d! C3 36 mg/dl
BUN 255 mg/dl C4 5 mg/dl
Creatinine 0.8 mg/d! Blood type Type AB, RhD (+)
CRP 0.7 mg/dl Direct antiglobulin test (+)
Haptoglobin 82 mg/dl Indirect antiglobulin test (+)
Serum IL-2 receptor 6,870 U/ml
Anti-nuclear antibody <40 Titer
Rheumatoid factor 170 TU/ml
HTLV-1 antibody (-)
R-CHOP
PC10U 13 iy 4 400
RBC2U ua 1 uir
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Fig. 3 Case 2: Clinical course. The titer of direct and indirect antiglobulin test changed
from positive to negative after three courses of CHOP therapy.
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ElbNs. 72 AITL oIi/IMRA O JE R & LTig,
OHEFHL OB FERE, @B O MR A HEY”
NEZLNTWAS, Z L CHlEHROE IO
TORILFAIREHI A DS, Grogg KL 51 13 #irh
71 (54%) 12, Delfau-Larue MH &1 22 5 11 51
(50%) IZHRERBEDSA LN EBME LTS, Zhb
L0 KPR ORER TEREEND B L b5,

SEBY 1, 2 12D T b D FEBHHINE O & iR R <

FERGOFAEDPEMICHG L Tnwb EEZ LN, JFIC
IRFERG DK & U TR BREA 2 JH$ 29 4 b
WA VOHEHEZEZTHD, LBEHRZHIIOVTIE
JEB 2 TIREEH S N7228, R 1 TRz -
TESH TN O A M\, SO 2 iEFITIEIHI DAT
MEETH B b OO S R I RIdio 3 AIHA
DAEPHE e EHIWF L 72, ER 2 TL3ARIMERE I 0O %)
ERZ LML o 7225, WEZ AL THB D i
FBARMERD MAEINAMIC X AHEETED LS L Tw5
WREMEA S 5. SER 2 TOM/IMGRAREIZ D W TIRE
PN D5 B O 52BN 2 C H S5 Pk i/ VSR
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AITL OEFEICOWTIIMHE. LTV Wndhs, Q7 >~
kT4 7)) VRERE EOLHIFLEERE, @K
AL, OREIIHRER Y x4 FEDRE
PRI TDO N TV BY. 7L F= Vo s Il
B IR H B AL O BRI E RIS B W TR
%L OREREDPFIMEIET v & MMERBGRBR THE S h
TWBY. SRIOFERF TIIRER 1 128 W TE AP LY
PEFITIETIG & I L 7 720 IR LS 32 & S il
Fe A IR L, B 2 TIEBRIPER LY L LT CHOP
P ERIN L 72, JER 1 Tl RO BENIZER Lok
RAMUEEICO R 572 & W LCTwb. Higuchi T
5137V F= U542 PRICE D MERRA MIE % 780
520125 LCB 0", AL FfkOfEEE Bbhs.

AITL TOALZEREH OMEREL ORI O h 51
DWTERLZ2ME XRS5, Choi JH SIXEEDHE
MYEE M Z 520 % b, WA TSR M ERE: 5 Cxbit
L, CHOP ##% 3 Mltid 7T S F M ASess L 7 & iy
LT\ 2% B S 130 00 3 LS AR LBk g i AR A7 1k o> £ i
HMFAET A b THP-COP S CAkAr 2 i3 L, IAT
BetkAb % 3D 70 Bl 2 s LT 2. F 72 A S 130%
AENARIMERERIMZ 1,600m! & Z#ICHELET 5,1k
PR CTHER LR AT 2 S i T & 72 AIHA &6 AITL
JEBIZ s LT A", I/ o B 5-3 % AITL
FEBNZDWTIE, KIS ASRIES I M MR AME % §f
38 L, MR IR T o 7EB 2 3G L Tnw 51,
Ll OFK 42 O TIFER 1 1I2B W THRIEEMLI T
R MAYE L7272 ol IR R - - & Bb

%. —JPIER 2 TIE, CHOP B HAT rb 12 % Bk
i % 34 Hify, IR/ Z 80 Hif%E & L7 (Fig.
3). A5 O B A = R o CHOP b5
DOWBFEICKH L TEETH D L Bb b hs, EEMLo
FRIRE 2 &g REMERRICT, Rk SR o
PNz, SREEENRRTIC X B BRI A O B 5
bHE S N7z AITL OB 2 17 9 Y& 3
MR VT L 2B 2 Fxnas b e Bbh
5.
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Abstract:

[Background] Anemia in angioimmunoblastic T-cell lymphoma (AITL) is caused by bone marrow involvement
of tumor cells, pure red cell aplasia, or autoimmune hemolytic anemia. We present the results of transfusion therapy
in two AITL cases. [Case 1] An 86-year-old male was diagnosed with AITL by lymph node biopsy. Hemoglobin level
was 8.9 mg/dl. Direct anti-globulin test (DAT) and indirect anti-globulin test [AT) were positive, and a pan-agglutinin
pattern was shown on a blood antibody detection test. Oral anti-tumor therapy and steroids were started, which were
effective for 6 months. IAT titer reduced and transfusion was spared. [Case 2] A 75-year-old male with eruption and
fever was diagnosed with AITL. Tumor cells infiltrated the bone marrow. Hemoglobin level was 85 mg/dl. Both DAT
and IAT were positive, and a pan-agglutinin pattern was shown on a blood antibody detection test. After three cycles
of systemic chemotherapy, IAT titer was reduced. Transfusion of 34 units of red blood cells (RBCs) and 80 units of
platelet concentrate (PC) were needed. [Discussion] Blood transfusion was spared by therapeutic effects in case 1.
Bone marrow suppression and hyper-destruction of blood cells resulted in case 2. Transfusion effectiveness may be
reduced in activated AITL.
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