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ENico MEAZATHEMTIE, MEHKROBY LZBRIPELTHL, $/2, MM EAEZ -7
DLBCL I TV HAR E OWMEDDH Y, SHROFZEIIZTEEPLETDH S,

F-U—F  OTAMERHMIEE BMIEY >80, M &EFME Ht) IREYUE

B BHALTH Y, KRG, WG, ik

I FUsIc SRR 0T L OE T2 578 X DRSS X ) e

O F AMERMINLRY B Mifa ) > 730 (diffuse large B-
cell lymphoma; DLBCL) 1Z&IERTF ) YD
K 30%% o, ROBEORVELY Y RETH
50 SEEROHIME 60 AT, RRBRMEICE
WEENTWS, ) Y REIDAL O AR E 2 F8 A S
52 EbDHbe MERFINKEID) oSBT
FAMEICH L, fIPEFMIC CD19, CD20, CD22,
CD79%a 7 EORPESAYE <, €I A CDS, CDI10
R BCL2 2kt e 252 L b H %, DLBCL I
EH O ICHEAE L, BEROMERIZSTHINLAR

CHFHENTWAEY, 72, IgM B M &P IE % £F -
72 DLBCL & M & H e % #:4 %2 \» DLBCL & Hix
LTTPHRARTHY, WL 754 TThHb L
& Twb 3, 40, DLBCL I M & HIE %
APEL, R APTT R & LY v IRESURG %
N L7 & RRER L 72 72 0 3 %,

I fE 6l

A - YRR © 80 AR,
PEAEIE © mIEAE, WORAE, ZOEMERIEE, MR

(2025 4F 1 3 20 H32f - 2025 4F 4 7 7 H281)
© 2025 Japanese Association of Medical Technologists

605



[R2EMEAS Vol.74 No.3 (2025)

TR IR I S A6 A

FRMRHE WPl (BE), WERSE (F), WalESS (35).
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B BEE @ 20XX — 2 4F X D IgM B! M 4 [ I E
(IgM : 864 mg/dL, 20XX —24E 6 A) %D T 72,
20XX4E3 HE D WM Z ik, EEZZP, MRI
WA CTHgHE D % 565 I % F6 4% 2 L7z PET-CT
A D M7 S, MM & WM E &R IE KT 5
FDG RSB z, SAER, S L L ONHERR 12
%583 5 FDG R ) v SHiERZ#D, 0
%, MESSEEAENE Z 2 5N FREOMIKT %
EEGIRBOEALZEO720, BEMEEND 72
DITYB BRI & o720

I #WREME

ABERE CT K O° MRI A C MM 0 — 50125 fl
Pk kIR & i 72 (Figure 1a,b) o PET-CT A
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T MAE K OWEME & AL e Ol B IS8 D FDG
BEROTHEIRA & 512, WM s, W R,

FEWEHS 7 IR HPHIC FDG B Y v HilEK % 72
7z (Figure 1¢), IMLEMATIX APTT : 61.0 sec,

Ferritin - 351.2 ng/mL, IgG : 542.5 mg/mL, IgM :

1,239.3 mg/mL, sIL-2R : 2,608 U/mL & Bl % 7260
7z (Table 1), & HBEXIKE)TIX B 43 H & v 4512
M-peak % 728 (Table 2, Figure 2a), %% & & 1%
IML{% T IgM-x B & IgM-A IO M & H, JRTIER Y A
Y a— ¥ X% (Bence Jones protein; BJP) «, A 2%%
nZEnh s 7z (Figure 2b, ¢) o ZENEER ) >~ 73
BTSN, 70—% 4 b X b1 —
(Flowcytometry; FCM) #idy, JR3ARAs L OB T -

YAt RRAS AT b 720 FCM MARIZTY) ¥ 38k —
T4 YT TN 24T LTI H HAHCDS, 19,

20 BT CD11c §9B5 1%, CD19 Fthfiizic B v «
SHAT B 20 R BRI R 2 5200 2 S F A58 & 117 (Figure

Figure 1 CTHRE (a: BHAIE), MRIRE (b1 : BHMAIE, b2 BHIEHE), PET-CT (c1 : fIE, c2: 5MH,

¢3 : 1IF@E)

CT WA Jo O° MRI A CHBIE % O B 2 20 5 (REFD) o PET-CT M Tl Mafk L OMEME, Al
B B FDG HRUTHENZE (R Zild7,
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Table 1 AREFH&REFRR

A Al [HL) VIR EPUAZ A LT A B iy > Slifio 1 61 ]

A M AT B A Al - RIE A
WBC 4.96 x 10°/L PT 11.9 sec TP 7.3 g/dL Na 143 mmol/L
RBC 4.63 x 10"2/L PT% 97.3% Alb 4.4 g/dL K 3.8 mmol/L
Hb 14.0 g/dL PT-INR 1.01 CK 31 UL Cl 107 mmol/L
Ht 42.0% APTT 61.0 sec AST 18 U/L Ca 9.3 mg/dL
MCV 90.7 fLL APTT% 27.4% ALT 11 UL P 2.3 mg/dL
MCH 30.2 pg Fib 417 mg/dL LD 165 U/L CRP 0.61 mg/dL
MCHC 33.3% D-dimer 0.8 mg/L ALP 104 U/L PCT 0.05 ng/dL
Ret 1.1% AT 91.5% yGTP 20 U/L KL-6 456 U/mL
PLT 188 x 10°/L TAT 1.0 ng/mL T-Bil 0.6 mg/dL Ferritin 351.2 ng/mL
JiiIRT-EE PIC 0.6 pg/mL D-Bil 0.2 mg/dL Mg 2.2 mg/dL
N.band 2.0% UA 5.6 mg/dL 1gG 542.5 mg/dL
N.seg 72.5% Cre 0.88 mg/dL IgA 202.5 mg/dL
Eo 1.0% UN 19 mg/dL IgM 1,239 mg/dL
Baso 1.0% Glu 123 mg/dL BNP 8.5 pg/mL
Lympho 17.5% HbAlc 5.3% sIL-2R 2,608 U/mL
Mono 6.0%
Table 2 ZEHEXUKE)
e (g/dL) HE (%)
TIVT I V5 4.55 64.0
ol 707 ¥4 0.21 3.0
02 70 7)) ¥4 0.63 8.9
B w7 o 0.97 13.7
y a7 vhr 0.74 10.4
a b sp c A w K » C s G A WM K A
O] — gL ) e e TR i
- -
.“.“. n‘m. *m
) j vee e o b b

Figure 2 EREXEBINUREETEE (a ' ERETVAE), b REEEE-IE, o REETEE—R)
B HAIKE) Tl B 43 T y 77l M-peak % 7830 %o MUFARMAIZ 331F 2 S92 [ 5 i Tl B 4371l D M-peak {Z IgM-1 B [ OF
y 43 M-peak |2 IgM-k BLD M & % 86 720 JRARARIZB31F 2 02 [ 58 3 T B 43l D M-peak (2 A TR O y 431 D M-peak

WCkBONRY AT g — v AEARBDT,

3o F/z, BAWHHERIAER L725 v F A X7 Tl
15~30 ym O KB ) ¥ 85k % 80 72 (Figure
4a) .

IHEMA T VIO FEARE IR, Al
MPOHKIIOFINY) RERPVF AMEICAELTBY,
FRY) 2 oNERIE CD20 Bk, PHCT BCL-2 Bk, —
i CD5, BCL-6 but:, CD10 e CT&H - 72 (Figure
4b), TNHOFTR XY DLBCL &lishi, Vv

INE AR O G-banding B X B A B D 72 8 i
HrC&Ldol, FhlilRA TIX DLBCL O IXFE
Do Tz,

F72, APTTEEOKAEHMIZZuxIFy 7
RERDSHAT S 7z BINGAL, BRERIILIC RIS o A
¥y —NF =), V=TATrFaATs
Z ~ b (lupus anticoagulant; LA) Bt ¥ 72 135 K
FA e ¥y —OAAENSED NIz (Table 3, Figure
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Figure 3 J0O—Y4 X MU—@BRER (UVI\BRS—F 12 D)
CD45 HOGHRIE & H A RELDEIEEIC X 2 ) Y SBR T —F 4 » 7 DETIEH 5 A7CD5, 19, 20 Bk, CD11c §9kstE, CD19
o P4 A 200 « Btk B OY A BatE T ) BSHTIR 0 & 2 BHIBER 28025 (BWHWN), 72, ¥y FAATTRED
5N KEHINEHESO 77— 4 ¥ 7 TH ) YSZjRT — 7 4 v 7 L AFOMBERINPUR S5 — > 2773 B ML 252D b

72

5)o BEFEKFRZLBRENFA > e ¥y —OFTE
DT, AT v L IVIEFERFR (diluted Russell’s viper
venom time; dRVVT) AL 1.27 (FEHEME 1.20 LLT)
TdH D (Table 4), LA BplkdvBtbhiz, €2 T,
ELISA {#EIZ X 250 Y IREYUROWE Z 1T\, 1gM
BHLAH N 4+) ¥ rhifk (IgM B aCL) D ARET
Ho7: (Table5)s LA L, BEIIHEICEDL F
TMIED T Y Y — FIZEL, HU) ¥ IRE PR
# (antiphospholipid syndrome; APS) DZWIIZIZE S
ol

FElewE ) N HiZE B FFPE 24 X ) DNA HiHh
ATV, MYDSS BInT MU CD79B BT AR %X ¥
AV7 N Y=o 0 AP THHNT L7 MYDSS 1L265P
ZEAIBYE, CD79B Y196 ZRUIEYETH - 720

IV &8

ABEH &0 ) 2 oNJEIC & 2 MEEEIR A E < BE
biiz7z0, X 25V (6.6 mg/day) HBHIG S
M, FHENEES 203 % SR T O IR G & BaG S 7z
RN EBIG R BT REROUE 2 RO T2, €
Dk, BBEORAEMSANZREE 2D, VY Fo<T
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PERAL R L AR e CRIlE S Nz TFH 25 Y
UG- BIAEE X0 45 4 12 APTT 34060 & 72 1 1fL
5 IgM M, sIL-2R flEi fKF LT/ (Figure 6) .

vV Z8

Py VIRE DA% A L7 DLBCL JER % #28k L 72,
HE R TR RIER O U & 1gM LT ISR,
APTT AIEFHAL L 722 &, dRVVT IZ & % LA Butt,
ELISA {12 X - T IgM # aCL DS S 7= 2 & 2
5, DLBCL IZHIK$ % 1gM B! M & 1A APTT &
I ERILFEKNTH L LEZ BN,

aCL-ELISA Ol KX, 7 TIVIZEMIL L7274
VIF)E UL, BREETICE TS T Tk
D p2-7Y) a7u 7 A »1 (B2-GlycoProtein I; B2GPI)
TREE 3, MEEbeFHET 5 & T RGP 5 F
FIZHBIT 5 A4 ¥ b — 72T B2GPIAKAFE aCL

& LT Z, POD BERHLE b 1gG/IgM HURIZTH ~
KA v FdEzEiTv, AR EZREIEL LI
IV ERET A, LaL, MEEEE, p2GPI &AM
aCL (APS D IMMETEREIZE RO muwiik) DAt
WZHREAHEA VT4 ) ¥ ICEER AT 5 B2GPT JE
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Figure 4 FHEYD V/\EI&AE (al © x100, a2 : x400, a3 : x1,000, XA - JUaVIIJUR - FLHZERLE (May-Griinwald
Giemsa ; MG 28), bl~6: x400, bl : NI MFI UV - THAYVEE (Hematoxylin Eosin ; HE 28), b2 :
CD20, b3 : CD5, b4 : CD10, b5:BCL-2, b6 : BCL-6)
aldd v FARATER, ZHEO/N) 238k 2 BEFITKI (15~30um) TREIEAEZ - 225D VX FARDO 5N, bl
IRHEAR , KEI~p IO FRA ) XERO O F AR EDRD SN D, I Vo3Bkid cD20 Mk, 5518 T BCL-2 Falk,

—#F CD5, BCL-6 Bk, CD10 f&PETdh - 72,

AT aCL (BJER, sEIMARHES, &AW T3
FTHPuE) DIRELTHRIBELTLE ) 2 &b h
T A9 —J Tl P2GPI(af2GPI)-ELISA Tl, y##t
HRBHESIC X D B R A EA L2y TV e b
B2GPI & fi 5 S U LA F R I AL I LITLD,
B2GPI 731 LD T ¥ b — 71§ 2 Pk & R 12
WET 59, ARREFITIE 1gM  aCL O ABH E T
B, 1gM A ap2GPLIZFEMEMHFPFANTH > 720 &
DFERH 5, aCL-ELISA 12 THlE S 7z 1gM B aCL
A B2GPI AKAE M aCL Tl Ze < BHL A VT F ) ¥
WCIEEERE AT 5 B2GPI IKAENE aCL TH - 72 L HEN

ENb, APTTHIEIZOWTIZY VIRE ORISR S
N7z invitro THRIGBZAT ) 72809, 1gM B M &Y
VIRE R LBE UL 2 BE L, APTT IER %3k
L7zt EZbNb,

VR HER F R~ 7 a7ra 7Y VIiE % 1E
Lo&$ 5 MEAIMEX NS BATRLEEE T,
e ZRADOWEICM EAPTHL, REMEERS
CEDBLIELIED B 97, FRIAEALS: - SRR IRA
FHTIEIMEAICLZEZELREL, MEAIZK
5T WS 5 720Dk~ xRS S hTw
bo —HT, BEREIIBVWTIIMEAIZL ST
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Table 3 ZJOXZFIUTHER
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Figure 5 JOXZFI VIR
BIRERL (), JBIERY (2 B¥RY, 37°CTA ¥ Fa_—
b, K FICEISNTHY A T =y —

AR T 5 L) SiRE AR <, A
5L IINEEZODBIRTH 5. M EHIMEEZ FE)
B M Fa BB B C UL, BEEIMRAICBITA M &EHD
FHb e L, BEESLEHERMICAEEL 2WERT
HolWaid, MEAIZXBHETH LML %
T 2LENDH L, wFEIIT IgM B M EHD IV
TVEVEVEREL, BERSEZHETLE Vo7

IEF MAEH G [%] 0 10 20 50 80 90 100

BIRERY [sec] 62.5 62.2 61.9 60.0 55.9 50.1 31.1

FEIER [sec] 66.3 65.1 63.8 62.2 48.7 — 28.0
(sec) W9 M EHZ - 72 BMIREY ¥ EICBWT,
o ==— WO YV IRELHUIK & APTT IER %7000, Wi M
o T — B2 L7 b &), RERENO TS
— ~— L <7, BRI B I O LR A ) % A

LFCTHEHERMRATH Y, RO 2 FRASHEEE
BRWEHISOPEICEE L 25, MEHEZHT S
BB OBARE ME T 5 BB R REIR R0 78 % il 32
L, %L aVHAENEL RO LEICE, M&EA
WX BB ERLC, BARZ W 2 L35
H5o

AT, 1gM B M & HIE % £ - 72 DLBCL (3458
W 7% % 7 % 4 7 (IgM-secreting DLBCL; IgMs-
DLBCL) THh % & #i5E SN Tw5b, 2D IgMs-DLBCL
13JE 1gMs-DLBCL & L TPHARTHLH I LR
FEIFTE, AR gD Y NEHIIY R R
&35, £7/2, DLBCL Z#EfzT7u 7741 ¥
ZIRNTIZHED < Cell of origin (COO) 12X %453 T
(&, TGRS B AINE (activated B-cell type; ABC type)
EEHLL B MiFER! (germinal center B-cell type; GCB
type) (25F H 15 A%, 1gMs-DLBCL 133E GCB/ABC
type DHED W EHidE TN TWw 5 Y, ABC type &

Table 4 SEEINNKRE
e A
55 11 A 86% HEVIKHFL ey — Rt
CAVASES 90% HBVIIKNFA ey — Rt
%5 VII 11 72% von willebrand K¥-HU 5 & & 129%
% VIII K+ 70% von willebrand K151 120%
5 IX T 95% PIVKA-II 1.0 pg/mL
5 X N1 66% FDP 3.0 pg/mL
7% X1 W+ 74% LA (dRVVT) 1.27
5 XII N 58% FRR 49.8 sec
& XIII [+ 123% 1% 39.3 sec
Table 5 U VEEBFAATERER (ELISAX)
" S S e AN 99 X —t > ¥ e
ETINDFLZEIREN W E A % S wEHE Y e Hif
aCL IgG 3.1 <10 <123 U/mL
aPS/PT IgG 1.6 <12 <19.1 U/mL
aCL IgM >80 <3 <10.9 U/mL
ap2GPI IgM 16.6 <20 <18.0 SMU
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Figure 6 SAERZE

ABERIH X0 BRRERS & 7% 2 5 U RIS N, BmBitR & D ) Y F U THRRAL SRS S iz, hHRE
I IgM fili J2 OV I sIL-2R A T E, APTT WXIEH L L 72,

FHRARTH D, BRERLHREMEERE (CNS) %
FLRTWVELHEIN TS, IgM B M EH D
ff#E1E DLBCL IC & 5> TFHEARKTO 1 2TH 5
EEZOND, RIEBNT MYDSS 1L265P 25 Bkt T
MCD %7 % 4 7 (LymphGen 75) 3, $eEgtal
T CDI0 &% T BCL-6 B k3 H v pi A & 3
GCB/ABC type (Hans 737#) WICEY T 5L EZH
N, BRI RIFCTH - 225 B OB BIZIZIEE
TELULENRHLEEZOLND,

AFEBNL I TR EE BRI R R e IRB 12 CTARFR %
ZIFTWwW5 (EHEFS © 20230322-5-2)
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A case of diffuse large B-cell lymphoma with
antiphospholipid antibodies

Tomoya EBISUIY? Kaori NAKANO?V  Yukari KISHIDAD Sayaka SAITOUY
Ryoga NISHIMOTOV?  Yukari MOTOKI® Junzo NOJIMA® Toshiaki YUJIRI?

1) Department of Clinical Laboratory, Yamaguchi University Hospital (1-1-1, MinamiKogushi, Ube-shi, Yamaguchi 755-0046,
Japan)

2) Department of Clinical Laboratory Science, Graduate School of Medicine, Yamaguchi University

3) Department of Basic Laboratory Science, Graduate School of Medicine, Yamaguchi University

Summary

We report a case of diffuse large B-cell lymphoma (DLBCL) presenting with antiphospholipid antibodies. An
elderly male patient presented to a local clinic with back pain and was found to have multiple bone lesions.
PET-CT revealed lymph node enlargement with high FDG uptake, leading to referral to our hospital for further
evaluation and treatment. Initial laboratory findings showed prolonged APTT (61.0 sec), elevated IgM (1,239.3
mg/dL), and increased sIL-2R (2,608 U/mL). Immunofixation identified both IgM « and IgM A M-proteins.
Lymph node biopsy revealed CD5, CD19, and CD20 positive cell populations, confirming the diagnosis of
DLBCL. Further investigation of prolonged APTT showed inhibitor patterns in both immediate and delayed
mixing tests. Russell’s viper venom time was 1.27, and ELISA detected only IgM anticardiolipin antibodies (aCL).
Despite these findings, antiphospholipid syndrome was not diagnosed due to the absence of thrombotic events.
Treatment with dexamethasone and local radiation therapy was initiated, followed by rituximab-based chemotherapy.
APTT normalized concurrent with declining IgM levels, suggesting that prolonged APTT was caused by P2GPI-
independent IgM aCL, based on ELISA methodology. This case highlights the importance of careful interpretation
of laboratory results in patients with M-proteins. Moreover, as DLBCL with IgM M-protein reportedly carries a poor
prognosis, careful monitoring of disease progression is warranted.

Key words: DLBCL, paraproteinemia, antiphospholipid antibodies
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