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Table 1 A) Laboratory data on the first admission. B) Laboratory data on

the second admission

A)

Complete blood count Biochemistory
WBC 3,700/ul T-bil 0.5 mg/dl
Seg 81.0% AST 19U/1
Eosino 1.0% ALT 10U/1
Baso 0.0% LDH 127 U/1
Mono 4.0% BUN 14 mg/dl
Lymph 14.0% Cre 0.44 mg/dl
RBC 350%10*/ul CRP 0.05 mg/d!
Hb 10.8 g/d! sIL-2R 402 U/mi
MCV 92.0 fl IgG 1,626 mg/d!
PLT 21.7X 104/,ul EB-VCA-IgM <10
EB-VCA-IgG 40
EB-EA-IgG <10
EB-EBNA 10

B)

Complete blood count Biochemistory
WBC 9,300/ul T-bil 0.6 mg/dl
Seg 68.0% AST 27U0/1
Eosino 0.0% ALT 27U/l
Baso 0.0% LDH 333 U/1
Mono 2.0% BUN 15 mg/dl
Lymph 30.0% Cre 0.50 mg/dil
RBC 385%10*/ul CRP 0.83 mg/d!
Hb 9.4 g/dl B2MG 4.27 mg/l
MCV 78.8 1l sIL-2R 5,591 U/ml
PLT 12.6x10"/ul IgG 783 mg/dl
EBV-DNA 7.77 logIU/ml

U7z, WflRERIE R & A D EROEELZERD, bt
Haf AN, AR B cEEy >
JE, Z'L—R3AE2Zlch, YRHIHENT SN,

BLiERE . %A (h~ 1K LB 2% A, EBERISH ,
U 2NfEERIRFENC 2B S 3, U NIRRT E 2
M HETT) o

RIREE - 5B Rl T RNEHEL L,

MR AR S AFRR : ECOG PS1, 156cm, 36.7 kg,
BMI 15.1 kg/m® #M#%i&EW, I/t 116/80 mmHg, Ak
85/min, &I 37.0C, BEHEIMIE 96% (EHNKD. Wil
RHIEAS D (Mackenzie 7348 3 FE), HR1EY > /N Hifil
AT, FFMERL .

YIZERERR (Table 1A) : MERIC BH AT LIZER
75715 7=, LDH 1271U/1, sIL-2R 402 U/ml & 1E ¥ &i
N, EBV JikMiIIEEES /NS — > ThH o7z,

AOERFERRR (Fig. 1) : #RIOE Y >/ BN

—380—

follicular pattern € #4 5 L, CD20", CD10 , Bcl2 &
Bel-6 —# B 1, MUM1 —&BB5 14, Ki-67 labeling index
70%, ¥3RIT CD21 " IENKHRMIE meshwork Z 388 7z,
EBER-ISH 13 &< —# DML IETH o 7=,

Be Ik #2 8 (Fig. 2) : PET-CT T &, i | & Bk 1
SUVmax 21 QM Z588, A5 10 i 12® FDG £
WA ZRD =, B > /NE~Z L — R 3A, FLIPI2
low, stage IV &2 Wi L, 2021 4F5 H &£ U rituximab B
%I, #t \ T bendamustine + rituximab (BR) ¥ i% %
fTo72m, 33—ARRTARIETH D, RDeVIC FIEIC
ZHL, 3A—AEDOPETCT Cl3EMES/-. L,
L, B&fiozE6H 0, ROBRAENS PSIE3 F
THELL, B@EBIREL -2, 202249 HD PET-CT
THEMOZ R, mWASEY > /NEHIZ FDG £RERA %
B, HREEZM LU, PSZEELT20224 11 AT
rituximab O 5- 217> 7273, BEEwIRIES B X OE IR



FRIR % 67 (2026) : 5

Fig. 1 Histopathological findings of the right palatine tonsil biopsy.
(A) Hematoxylin and eosin staining. Medium- to large-sized abnormal lymphocytes proliferated in a follicular pattern.
The abnormal lymphocytes were (B) CD20 positive, (C) CD10 negative, (D, E) partially positive for (D) Bcl-2 and (E)
Bcl-6, and (F) showed a Ki-67 labeling index of 70%. (G) A meshwork of CD21" follicular dendtritic cells was observed
in the background. (H) Few EBER-ISH-positive cells were observed. Microscopic images of the specimen at X 40 magni-

fication.
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Fig. 2 Clinical course of treatment for follicular lymphoma.
R, rituximab; BR, bendamustine +R.
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Fig. 3 Histopathological findings of the left axillary lymph node biopsy.
(A) Hematoxylin and eosin staining. The follicular structure was lost, and diffuse proliferation of medium-sized abnormal
Iymphocytes was observed. The abnormal lymphocytes were (B) CD3 positive, (C) CD4 positive, (D) positive for EBER-
ISH, (E, F) positive for granzyme B and TIA-1, (G) Ki-67 labeling index of 60%. Flow cytometry data (H) of left axillary
lymph node showing lymphoma cells positive for CD2, CD3, CD4, and CD5, and negative for CD7, CD8, CD10, CD19,
CD20, CD15, and CD30 without light-chain restriction. Microscopic images of the specimen at X 40 magnification, excluding
hematoxylin and eosin staining (A, right, X400), granzyme B (E, right, X400), and TIA-1 (F, X400) images. (I) The
bone marrow examination revealed medium-sized abnormal lymphocytes with nucleoli and nuclear indentations (arrows).
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Fig. 4 Clinical course of treatment for EBV-positive nodal T/NK-cell lymphoma.

Day0 in Fig. 4 corresponds to approximately day1,300 in Fig. 2.
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In the 5th edition of the WHO classification, Epstein-Barr virus (EBV)-positive nodal T/NK-cell lymphoma (EBV "
nTNKL) is a newly defined, poor-prognosis disease originating from cytotoxic T cells. Here, we report a rare case of
lymphoma arising in immune deficiency/dysregulation with an immunophenotype of EBV" nTNKL that emerged during
treatment for follicular lymphoma (FL). A 71-year-old woman was diagnosed with FL grade 3A and received chemother-
apy with rituximab. Despite treatment, the disease relapsed repeatedly. During follow-up, she presented with fever and
lymphadenopathy. An axillary lymph node biopsy revealed a diffuse proliferation of abnormal lymphocytes expressing
CD3, CD4, TIA-1, granzyme B, and EBER, consistent with the EBV" nTNKL immunophenotype. CHOP therapy was ad-
ministered; however, disease control proved difficult, and the patient died 5 weeks after diagnosis. This case exemplifies
a rare occurrence of EBV-associated lymphoma arising during the course of B-cell lymphoma. Our experience under-
scores that rapid clinical deterioration (e.g., fever, hepatosplenomegaly, or B symptoms) during the course of FL should
prompt consideration of EBV-associated lymphoma in the differential diagnosis, alongside histologic transformation.
Further case reports and molecular analyses should help improve diagnostic accuracy and establish treatment strategies
for this rare and aggressive disease.
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