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A case of prominent pseudoepitheliomatous hyperplasia (PEH), that was misdiagnosed as
squamous cell carcinoma (SCC) on the frozen section occured in the nasal mucosa of a patient
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© 705-718 72l Y7 T4 3056-6| Of SCC. The pathogenesis of PEH associated with NK/T cell lymphoma is not still clear, but it
d7kEe elader HeE el may be related to the production of growth factors, especially epidermal growth factor and
%18} 053-650-4149 transforming growth factor, by the underlying tumors.
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Fig. 1. Frozen section of nasal mucosa shows marked inflammation and invasive epithelial cell cords with atypia (A). The permanent sec-
tion shows pseudoepithelial hyperplasia of mucosa with atypical cell infiltration in the underlying stroma (B). Immunohistochemical stain
of p53 (C), Ki-67 (D), and PCNA (E) shows nuclear expression in the basal layer of epithelium. EGFR (F) immunostain shows cytoplasmic
and membranous expression in the hyperplastic squamous epithelium.
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Fig. 2. Angiocentric and destructive infiltration of NK/T cell lymphoma cells with massive necrosis in surrounding tissue (A). Most lymphoma

cells are positive at EBER in situ hybridization (B) and CD56 immunostain (C).
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HOR A 4 dnal Skt 1
FTUAZAAM p53e) WEe] Frtetal SAMEY
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= o] F93 7do] Frky Stk & o9 FAX
Hol| A p53 HAPM L 1A O 71AF oA
A tH(Fig. 1C). Ki-673 PCNAE 2279t 354
4 SAF oA, dFS s v 8T AR 2
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P EEL THE 39 2 NKAEZQ tEF ol ¥4742 CD56
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2 Pz 2o dAYo] glow, EBVY 2ol LMP1 (latent
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gk #do] e Aoz AHA Yok Tao 2 HIIFY
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A Qe ] dFow A EAAAIA e} At A2
el E]ZA7)YA| (intrinsic  tyrosine kinase) & EA3MAA
g3 M 22] WM (transformation) 3} 2]l T i,
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