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The presentation of AR-EBVLPD is associated with a wide clinicopathologic spectrum, ranging from a benign
nodal reactive hyperplasia to the more aggressive EBV-positive DLBCL lesions. Clinically aggressive AR-
EBVLPD with wide spread, polymorphic gastrointestinal disease appears to be a very rare form of this entity.

MATERIALS AND METHODS

Our patient experienced extensive gastrointestinal involvement at the initial presentation.  Histologically, all

_ : . , , , , areas showed a polymorphic proliferation of chronic inflammatory cells, mimicking inflammatory bowel
Formalin-fixed, paraffin-embedded (FFPE) tissue sections were processed for routine Hematoxylin and Eosin

, , , , , disease. In our case, the diagnostic clues were rare EBV-positive cells and clonal immunoglobulin gene
(H&E) stains. Immunohistochemistry was performed on FFPE sections using an automated . - - :
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a . _ _ . deemed “nonspecific’. The small number of EBV-positive cells in our case did not prompt a diagnosis of AR-

AZA). Double staining for EBER/CD20 was performed on selected specimens. FFPE tissue sections were first . , : . .
_ _ _ EBVLPD early at the presentation. The detection of immunoglobulin gene rearrangement in one of the small
stained with EBER using a standard procedure from the manufacturer (Ventana, Tucson, AZ). The EBER o : . . :
_ , . . . bowel biopsies in our case was certainly an alarming feature. Morphologically, there was also an increase of
stained slides were then stained with CD20 using a manual procedure. . :
large B cells in the same small bowel sample, although sheets of large cells were absent. Although an evolving

Immunoglobulin heavy chain (IGH) gene rearrangement and T-cell receptor (TCR) gamma gene large B-cell neoplasm was suspected, the morphologic features did not warrant a definitive diagnosis of

DLBCL. Immunoglobulin gene rearrangement can be seen in up to 30% of the polymorphic extranodal AR-
EBVLPD.

rearrangement were analyzed by polymerase chain reaction (PCR) using BioMed2 kits and T-cell receptor
gamma gene rearrangement assay respectively according to the manufacturer’s specification (InVivoScribe
Technologies, Carlsbad, CA). DNA was extracted from FFPE tissue sections and quantified using a
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large cells in esophagus. Scattered EBV positive cells were present. Histologic sections from the cervical 5% A 1
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morphology of F)Iasmablasts and/or immunoblasts. Fc.)cal clusters of large cells were present. We present a unique case of T-cell peripheral lymphoma arising in association with an EBV-driven B cell
Immunohistochemistry of ﬂ'.'e lymph node revealed a predolmmance of T cells that expressed CD2, CD3, CP4* proliferation. This case demonstrates that, despite the polymorphic extranodal presentation, AR-EBVLPD may
CD5, CD7 and were negative for CD8, CD56. The T cells included both small mature cells and large atypical behave in an aggressive fashion and emphasizes the need for early recognition and optimal treatment.
cells. Numerous EBV positive cells were present (Figure 2). ‘
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