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A Case of Nasal T/NK-cell Lymphoma

Jung Bok Lee, M.D., In-sang Jeon, M.D., Ho Joon Im, M.D.
Young Ha Oh, M.D.” and Ji Hye Kim, M.D."

Department of Pediatrics, Pathology” and Diagnostic Radiology T,
Gachon Medical School, Gil Medical Center, Inchon, Korea

The advance of the immunobiology clarifies the nature of non-Hodgkin's lymphoma(NHL). In addi-
tion the proceed in the immunophenotyping renders the classification of NHL. According to the Re-
vised European American Lymphoma(REAL) classification, classified by the etiologic factors, molec-
ular biological characteristics, immunophenotype, cytogenetics and histologic feature, nasal T/NK-cell
lymphoma(=angiocentric lymphoma) belongs to the category of peripheral T-cell and natural Kkiller
cell lymphoma. Nasal T/NK-cell lymphoma is a distinct clinicopathologic entity characterized by pro-
gressive necrotic lesions in the nasal cavity, nasopharynx, and palate. The cellular origin of this tu-
mor has been controversial. Although most nasal T/NK-cell lymphomas are of NK-cell lineage,
being CD56+, negative for surface CD3(Leu4), and unassociated with rearrangements of the T-cell
receptor genes, other minor variants have been reported. This lymphoma is a rare disease and usu-
ally experienced in adult. Recently, we experienced a rare type lymphoma, nasal T/NK-cell lympho-
ma, in 14 years old boy. His soft mass occupied the right nasal cavity including the nasal septum
and turbinate. Pathologically this nasal mass showed the infiltration into the vascular wall, illustrat-
ing angiodestructive lesion. The cellular origin was NK-cell lineage, being CD56+ and negative to
CD3. Now, we report the case with a brief review of related literatures. (J Korean Pediatr Soc
2003;46:1266-1270)
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Fig. 1. A) Nasal mass shows diffuse infiltration of polymorphic, atypical tumor cells. Inset
is high power view of tumor cells(H & E, X100, X400). B) Tumor cells infiltrate into the
vascular wall showing angiodestructive lesion and coagulation necrosis(H & E, X 100).
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Fig. 2. The tumor cells are diffusely and strongly positive for CD45RO(A) and CD56(B).
A) immunostaining with CD45RO antibody(<200), B) immunostaining with CD56 antibody
(X200)

Fig. 3. Paranasal sinus CT shows the soft tissue mass, occupying the right nasal cavity including the nasal septum and
turbinate. This mass extends right naris and has central attenuated shadow.
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