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A Case of NK/T Cell Lymphoma Mimicking Limited Form
of Wegener’s Granulomatosis

Yun-Jung Park, Chul-Su Cho

Division of Rheumatology, Department of Internal Medicine,
The Catholic University of Korea, Seoul, Korea

It is occasionally difficult to distinguish Wegener's granulomatosis (WG) from other diseases
including malignancy, tuberculosis, and various types of vasculitis because of the overlapping
symptoms and signs. We report on a patient with NK/T cell lymphoma who was treated with
a limited form of WG. At his first visit, he presented with left foot drop and recurrent nasal
swelling. Necrosis and massive infiltration of inflammatory cells were identified on a nasal tissue
biopsy. Sural nerve biopsy findings also showed infiltration of inflammatory cells in both the
endoneurium and perivascular area; thus, a diagnosis of a limited form of WG was made. After
combination therapy with a glucocorticoid and oral cyclophosphamide was initiated, his condition
completely recovered without recurrence for the next 2 years. However, he visited the hospital
again for recurrence of nasal swelling. Repeated biopsy of nasal tissues, combined with an
immunophenotypic analysis revealed NK/T cell lymphoma. The possibility of NK/T lymphoma
should be considered when evaluating a limited type of WG, which shows atypical findings on
biopsy as well as recurrent deterioration, as a suboptimal dose of immunosuppressive therapy
may mask its expression and lead to a poor prognosis.
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Zlell FdtkEo] F4 WS e AeE AR
A FotEFolet oh (1,2). olF Al WA
U HolEs &2 A¥F wiAY SKotEToll ull
FolE gAlo] 45%F 31, anti-neutrophilic cytoplas-
mic antibody (ANCA) W& E A 45%2 ol 2
el717F A e, ddFerE AWH wAY
FolFZFol w3l vz £L dFE 7T (2,3).
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Fig. 1. Initial radiologic examinations and tissue biopsy. (A) Paranasal sinusoid computed tomography scan on admission
(3 years ago) shows thickening of the mucoperiosteal lining of the frontal sinus, ethmoid sinus, and maxillary
sinuses. Near total opacification of the right maxillary sinus and mucosal thickening of the left maxillary sinus
are also seen. (B) A focally dense, mass-like lesion was seen in the anterior nostril area. (arrow) (C) Necrosis
and massive infiltration of inflammatory cells were observed on a nasal tissue biopsy. (D) A sural nerve biopsy
indicated that inflammatory cells had infiltrated both the endoneurium with axonal degeneration and the

perivascular area.
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Zredolvl A7t A gela A TR 2L B Xrayw Sol&7 gy, s At
b2 AgETe] EE wkEA] dof shoh A F 0 < HEH] 5 (pansinusitis) £ 9 FulE 8F0]
F AR 53l T FAA AEHe AHE #AFHAKEH 1A, B). ¥ W =23 AAAE
u]$- Fashd], ol oA ALEE WA F, A 9% £AH AV FEEd oy FolE
AEo] ol Fke FALHAST AASAY kA A &AL ddch@d 10). TH = b
AL 58 F e 735 AFsle] A¥Hoez A7 (mononeuritis multiplex) £74-S Bl X173
Agks =FAY Azt o$E vwA & ¢ ] 2F AL AF FSell AFTAIEES] Haste o
wjl o]t Fedoll ot o2 Al Al Fe £AE Hoh
AAES HZ o AAS AHAA g, 47 (aF D). WdEH A E ANCATE 40l
= ywd, dRAAGE Bod ARA wAlL Sob ok AR B Al SolEer Agk ¥ 2]
FTSoE A ¥ 2 REol=g WAAdAXE A} Zo|l=¢ HF& cyclophosphamide X & ¥ ¥AF F
g Foll NK/TAIE fxFo] WAg A5 Ay Aol AHAGL X5 A& 1Y & 7y 22714
ko] o] & Hrslaz} skl B 4 AL glo]l AWY &, Y 254 dA
5 9 v T4 9 FZ3le] ofdtElo] oAl Y
3 il 3k3iet.
JHE: 5ol A% gla

& R} 484 @A AtElE: FolE s3d
F A EE I 7 22y Zuke, Ol Az: YA ZA AA &Y A3+ g
W 149 A AV FH4oE e W olulQl 120/80 mmHg, "9+ 843/, T F 203]/4E, A2
Ttoll Al o} == (polymorphic reticulosis) F1%k 36.8°Cch olAL HEsdx, FAE, AotH, A

fe ob ot

il
FE F90] & 5040 Gy WAR NES LI U aFel FAHE 4ZAL glolh TE Fgol 9

20 A 124 B B YA A AE A S BE YD A g A, TEge
A oMY A 4B HA A2 olel WAL, 3 ARG T AS B A USS SelA ok 2
AL A A5 B oot dop BA W HHED AR B SAA s, G
Zapo] ohshulo] WA B uidelo] FulE  fuEA shokeh A% A4 AR o A ¥
ARG ERG, TUE, ABAD Dl e = FE BIEA B3kl

A4 9 BEE 2AAAE Awegich B 0 ZAAZ: 2P QA4 PAx 137 g,

Fig. 2. Axial T1 weighted ma-
gnetic resonance ima-
ges show heterogene-
ously enhancing mass
at the anterior nostril
area (arrows) and the
nasal cavity structure
is destroyed. Mucoperi-
osteal thickening still
remained on the fron-
tal, ethmoid, sphenoid,
and maxillary sinuses.

— 291 —



— st Rlel 22t A A 17

Al33% 2010 —

47 188,000/mm’, WAL 6230/mm’ (F4 WML
86.6%, WEZT: 57%, TAT: 0%)Ack A3kerE A
AellA & 94 A& 117 mydl, Zdoleld 1.14
mg/dL, FH 629 g/dL, &7l 3.49 g/dL, AST 28
TU/L, ALT 33 IU/L, ¥ W& %4l 045 mg/dL, CPK
194 TU/L, LDH 397 IU/L, Na/K/Cl 141/4.1/101 mol/L
ek AY 8 S A4 & A BE AL
olgdrl. HYFAZALEEE 10 mmjhr, CHES Th
51 mglLelal, EF BA #AAA c3, cas 247
122 mg/dL, 22 mg/dL®E 884 WHell et 3l
A B ANCA ZHA dA] g4 ol
HEAMMEIE A2 ths Rl o 21 A4z

e e
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(+)Q] NK/TAE 2ZzZFo g7 3) Agk so] 3ot
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Fig. 3. Histology of the nasal
cavity mass. (A) In high-
power fields (hemato-
xylin-eosin stain, *x400)
many small lympho-
cytes infiltrated the
lymphoma lesion. The
immunophenotype of
the tumor cells was
positive for CD3, CD56,
granzyme B, but nega-
tive for CD20.
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EoaTAM} gk G4 B8AF B
Aol disl ¥ ¢ ATATE B, G Fol
S A %olEZEe) A%, AZFH FA W
A A7} 37, AN oZ WAR ATE 171 B
s ek (5). ol: F, tEEY F4 Adels
QY SobEel A8 Foll AL kE Holl =
HUA SEFEAY AR YTFow YA Aol
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W oRIEe] REGSFET FYol PTFR WA
WA A7 9] WRe % eeAY A
o] Zol A & qlvha gt 89).

olwl gt FhsAel Sl YL Fo] MANGEA 2
o, Fag 2 el cllFell ool dgE wA
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phosphamide®} ZH2 M AAAE AL3l7] wiitell
A e Y 5
Eo= e &
Agst7] wlell AL Hele
=t} AAZ H3gl wlel] u}
dlE7} £A kg (5,10), B = 94
F AN=IRAL oA Ao
Agatgict. webA] datedo] 244 wH

gll—H Zok _,]

m

CIEES R e

o [T ol (R rh;i o

ez E R

ﬂrﬁrlo f -lnﬁaﬁ;
A1 U

_Qi Nodlo wet

o or b

X i)

o T

(4 v

fr e fr

ot

Tl

o}-N

_1

B S A TR
= ey
é 4

_\Zi—hL
O
)
ofN
2
X
)

r&
04.4

A Fgold e 9 e Aol g AL ofd
A zhde] WBestch YLFY RS BFEY W
AA AL Folheozs Foko] 94d 54 LHS
7§ 3, FdA WY "5 135 AT
5 ) wEl el 4 &g 5 ol ds
ol A7 AAE Fofok & Aot

o oF
I =

AEAL WA Folgsat 2el ARA WA

[EREE ST L

il

ok

InEs

1) Thajeb P, Tsai JJ. Cerebral and oculorhinal manifes-
tations of a limited form of Wegener’s granulomatosis
with c-ANCA-associated vasculitis. J Neuroimaging
2001;11:59-63.

Cassan SM, Coles DT, Harrison EG Jr. The concept
of limited forms of Wegener’s granulomatosis. Am J
Med 1970;49:366-79.

Hoffman GS, Kerr GS, Leavitt RY, Hallahan CW,
Lebovics RS, Travis WD, et al. Wegener granulo-

2

~

3

=

matosis: an analysis of 158 patients. Ann Intern Med

1992;116:488-98.

Knight A, Askling J, Ekbom A. Cancer incidence in

a population-based cohort of patients with Wegener’s

granulomatosis. Int J Cancer 2002;100:82-5.

5) Fain O, Hamidou M, Cacoub P, Godeau B, Wechsler
B, Paries J, et al. Vasculitides associated with mali-

4

~

gnancies: analysis of sixty patients. Arthritis Rheum
2007;57:1473-80.

6) Manske CL, Glick AD, Stone WJ. Sinusitis and
glomerulonephritis in a middle-aged man. Am J Ki-
dney Dis 1987;10:320-2.

7) Borress RS, Maccabee P, Har-El G. Foot drop in head
and neck cancer. Am J Otolaryngol 2007;28:321-4.

8) Varbezy L, Gergely L, Zeher M, Szegedi G, Illés A.

— 293 —



— gk Fule]l ek A] A 178 Al33Z 2010 —

Malignant lymphoma-associated autoimmune diseases- J Intern Med 2006;17:572-4.

a descriptive epidemiological study. Rheumatol Int 10) Cohen Y, Amir G, Schibi G, Amariglio N, Polliack

2002;22:233-7. A. Rapidly progressive diffuse large B-cell lymphoma
9) Bobba RK, Arsura EL, Sawh AK, Naseem M. Dia- with initial clinical presentation mimicking serone-

gnostic challenge posed by the clinical presentation of gative Wegener’s granulomatosis. Eur J Haematol

foot drop in a patient with Hodgkin’s lymphoma. Eur 2004;73:134-8.

— 294 —



