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A Case of Epstein-Barr Virus-positive Diffuse, Large B-cell
Lymphoma after Angioimmunoblastic T-cell Lymphoma

Yoon Hee Choi, M.D., Hyo Seog Kim, M.D., Seung Bum Nam, M.D., Hye Jin Kang, M.D.,
Im Il Na, M.D., Sung Hyun Yang, M.D. and Baek-Yeol Ryoo, M.D.

Department of Internal Medicine, Korea Cancer Center Hospital, Seoul, Korea

Angioimmunoblastic T-cell lymphoma (AITL) is a systemic lymphoproliferative disorder that presents
with profound immune dysfunction and immunodeficiency. As in many other immunodeficiencies,
Epstein-Barr virus (EBV) associated B-cell lymphoid proliferation can occur in AITL but few cases of
EBV-positive B-cell lymphoma have been reported in patients with preexisting AITL. We report a case
of AITL in which EBV-positive diffuse large B-cell lymphoma (DLBCL) developed 13 months after the
initial diagnosis of AITL. Although the exact mechanisms remain unclear, Epstein-Barr virus may have
played a role in the pathogenesis of the secondary DLBCL. (Korean J Hematol 2008;43:174-178.)
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S #H I TA| F H Z £ (angioimmunoblastic T-cell lym- A7) Hasls nlo|t}
phoma, AITL)-2 ZH&do 2= g Ax A&7
o] Z ¢ 7}A & 7] Al E (follicular dendritic cells)© %—Za‘, = 3

) ] A1 & # (endothelial venules)E©] 9Jo]x H=4

2o L ek GRS B AUAY 950 & X %00, WA, 704
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u} uko] 2 2 (Epstein-Barr virus, EBV)7} 2d® H = st 4% 2243 B0 4 224 ARs B
FEo| #AHYTE Bart 93’ o E v ol YAWAATHZHILE, W7 MAR e v
A BAZEAA BAEYEY Y =87 AITLY & CHOP (cyclophophamide, doxorubicin, vincristine, pre-
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of Al ARt A AL A MY 5440/ L, A
2 11.3g/dL, A% 247,000/ ¢ LG 1 A A8k A}
oA Z *P%-’,\—_%‘_E/‘(lactate dehydrogenage) 5,48IU/L,
AST 17IU/L, ALT 16IU/L, % 2] F4] 0.6mg/dL t}.
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A& Aol BEHUAH(Fig. 1A). B 27
3}ed A A3k CD3 (Fig. 1B), CD10, CD21 (Fig. 1C)
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Fig. 1. Angioimmunoblastic T cell lymphoma in the cervical
lymph node. (A) The nodal architecture was effaced by a
diffuse infiltration of medium-sized atypical lymphocytes with
clear cytoplasm in a background of arborizing endothelial
venules and various-sized admixture (H&E, x400). (B) Tumor
cells were positive for CD3. (C) Tumor cells were positive for
CD21.
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9t} DAl EBV A A}l FEH(EBV In situ hybrid-

1zat10n)9‘ © 29 0]0}11;]. _4:1 HlAg __(’L‘é_ _TEJ‘ _[_H %__
Aol A Al Aol F3F 52 2 3719 ’E
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E]—.—%“Lﬂ (EBV In situ hybridization)& 94 & H Yt}
(Fig. 20).
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tuximab, cisplatin, cytarabine, dexamethasone) &-3}3}
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Fig. 2. The tonsilar biopsy showed a diffuse large B cell
lymphoma that developed 13 months after the diagnosis of
angioimmunoblastic T cell lymphoma. (A) Diffuse infiltration of
large-sized lymphoid cells were shown (H&E, x400). (B)
Tumor cells were diffusely positive for CD20. (C) In situ
hybridization of EBV showed the positivity of a few large
lymphocytes.
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