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Fine Needle Aspiration Cytology of Kimura's
Lymphadenitis with Characteristic Warthin-
Finkeldey Type Polykaryocytes
— A Case Report —

Yeon Mee Kim M.D., and Hye Je Cho M.D.

Department of Anatomical Pathology, Sanggye Paik Hospital, Inje University

Kimura's disease is a chronic inflammatory disorder of unknown etiology, presenting
usually as a painiess subcutaneous swelling in the head and neck region or in the lymph
nodes. We experienced a case of Kimura’'s lymphadenitis with characteristic Warthin-
Finkeldey type polykaryocytes by fine needle aspiration cytology. The patient was a 10-
year old male with two enlarged lymph nodes in the postauricular area. Fine needle as-
piration cytology from the lymph nodes disclosed hypercellular smears with some scat-
tered eosinophils and polykaryocytes in a polymorphous lymphoid background. There
were also fragmented vessel walls and activated endothelial cell clusters in the slightly
necrotic background. The Warthin-F . ~dey type polykaryocytes had three to thirty nu-
clei and prominent nucleoli with 1 - ".ned cytoplasmic borders. Their nuclei were
arranged in grapevine or ring shaped clusters. As these polykaryocytes could also be
found in lymph nodes and extranodal tissues of both reactive and neoplastic lymphoid
disorders, polykaryocytes themselves are clinically nonspecific. However, the morphologic
features of the Warthin-Finkeldey type giant cells are quite different from the foreign body
type or Langhans’ type giant cells. When the characteristic cytologic features of Kimura's
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disease such as significant number of eosinophils in a background of lymphoid cells asd
proliferation of vessels and endothelial cells are also observed in the smear, it is possible
to suggest this diagnosis in the appropriate clinical setting.

Key words: Cytology, Kimura’s lymphadenitis, Polykaryocytes

S I —

7152 -2 fdglo] & oA oA ¢
A qzA AFez I3 W IgE Z7he} T2
Ao IA FUHE A 2 Az
AWt & A e o= gstAAde v F
AE YAk W HxLof 2 ez
FF HzAS A= I AREFL A
ZAute g 7|5 gEAES A= o9
4 Hliff}’ﬂ 22 A4 I AZES vl
%6}011 B2 o 3ATEo| AT = 5AH

—!—7&73: _‘;’_‘215}_ =3 A FA A B
H1Zhd A S AHFY 5), FAH 3L A
HEZA A (FE 4 HEZH)FA
AR G FAANA E7} =BA o]2] 7]
T2t HEZAHG AN FFE 7| = O

AAELE 104 dote] FZA A Al HF
A7 A} 232l Warthin-Finkeldey3 &) o}
AANAZ 27 2 7| e F=ZAG 19
€ Ads7)el 7172t = A G 2 A
thz 2] o) & ol 3 B w33 A s}

N' r.?.

22} jh}
&3 &
1. AN A7

B 4AATE EA AREE AEF
T (infrequent relapsing nephrotic syndrome).>.
2 2HR2olE AEE LI lE 104] Hotz
$2 7 PREYd LAY 229 A7
1.5cm3} lem =79 2709 F-2A4 Y=y &

& FA2 Udalgdn. =4 Fo o)
£ F4ely Belane AR wstch

TEZF o] AN} dxE Y A= WY
T 10%2 v]|eFatA Z7l=]o] lgen &
A IgE X+ 488 mg/dI(RAAF:1200)3h & &
7} S Byt

2. MIZ8HH &

AAEFD AHA vl A= 2 @) U
A EE2] SAle] A on TR AA}
2718 Rk (Fig. 1). =3 2AY 7137
o A JEZ7L AR ESAX A FL7E )

£ o] 7Hedl ofe] AR, Ape] 24
79} 7k A=A A o)A £ (tingible body giant
celD7} FA=H YA (Fig. 2), JEo] EAAQ]
Warthin-Finkeldey® o] c}-8) A ) 4| £ (poly-
karyocytes)& @33t 4 3)ld}(Fig. 3). o2

Fig. 1. Proliferated small capillary vessels and endo-
thelial celis are seen in the slightly necrotic back-
ground (Papanicolaou, X100).
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Fig. 2. Some eosinophils and a few tingible body
giant cells are seen in a background of lymphoid cells
(Papanicolaou, X1000).

Fig. 3. Some polykavryocytes are seen in the cyto-
logic smear. Their nuclei are arranged in grapevine (A)
or ring shaped clusters(B) with a prominent nu-
cleolus, resembling Warthin-Finkeldey type giant cells
(Papanicolaou, X1000).
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Fig. 4. Lower power microphotograph shows the

activated and slightly necrotic germinal centers (H&E,
% 200).
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Fig. 5. Proliferated vascular channels and plump en-
dothelial lining cells are seen in the interfollicular
areas (H&E, X 200).
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Fig. 6 (A) Prominence of eosinophils among the
lymphoid infiltrates, forming eosinophilic granulomas
(H&E, x400). (B) Some polykaryocytes are seen in the
germinal centers (H&E, X 1000).

TP o] AbgolFoleta A g
=93 2 o] % Lizukaof s 7]Fe} &
olzl M= A}, of vl 14l A 83| o
A A gkt 94z, Al A FAE)
WER A 7F 23 98 & ez Yzt
ﬂtﬁ olEs ) 7]} W37 Aol 28 dojrdr}
Bux e 715l HE F2 3o,
3] T FAle] Zsle Ao 48A gl
Tt ojz] xle £ dshe) Wiy

PJ A cle

A 6d AlzE, 1995

# 2 2233 o] Bud vl b =g

B2 TR Ay st A v F
Alell Awgste], & ) 28 o2 e AAo)
A7l AR FHo 3 25 Pz g Ay
gt o2 3URAE A, vt 5 FAHH v}
7 Wol MASIIL ALA], FEAE 2 5= 4l
o & olle 104] ool -3 7 Furty) ¥
ZAyo|l T H3AAE-E FA= R ostrl
e ez F2 Y N $az
A &En] o7z Aol A te) 715 o)
ok WA X 58 W sl & g}

o] Wo] wiglzA el 7L PYEo X9 n)
A FA 3 @A SAR, FEE v A 8
1Al 2o} 2] Agog TAE golEA
Wo) o 7t 7HA N9 FAH} =3 7}

FA4AA AL A A &2

& HEAQ ZARF folES iR /)T
sz A BAF ¢ ol YzoxE F
HAolle bkt A4 278 Holo o] o
AY P Ex SA%c 1 Sz d%
7Y AR ol ] AR A HH2A
Fo] FAE Holr A3 Af3le Fubdn)
7172 ol A At ol AR &
Zu) o) AF7kA] “angiolymphoid hyperpla-
sia”¢} 715-2} Wo] EEH o] AHEH o] o}
Bendl5"2 “angiolymphoid hyperplasia with
eosinophilia” = o] x}e]] o] A7z YAy}
dojx glon] Wwo] o] BalAdoln] s}
7b F5 el s AT o e IR
A3 C37F A2k = i, 7] 52} 3o @At
33ty JZAT o BA st Fs) e 2
of A idd YIAE F2r) BAEY 17
Zo ol IgE7} 7"’55}5]% 74"] 2 zpe] o]t
3 FABRAN, 2 F BE Bao)A o] F A
o) G o2 Ao 7 Haxo] A7 A
F7HA] o] F AR 45 Aest gl
T}

=3

N

ol ok

<

de 494 AFFT R Ak

ofN



Zedu] - A 7] P2 A AAFQ

< o|F 2H|Bolx AEEF wolsgton} &
g AQarg wWHyo) ols TEA AUHE AF
3T Aol A g7 7)) Yz godo|n,
£ dle} 7o) 7] Fe} o] AFF ) Tk
2E B 37} gle] g ofdl B A 7]
2wl 16 %A e xr) Fukgohes B
A% glep. 71 Re) yo] AEF T JdaE o
Hibsls 1 7)1 A3 dEiA AR 2R
kA 2714 7)1 A-do] Fedsle] THET Ay
ZAo) W3E 7FA 2k Y EZ) (lymphokine)
< Qibsle ¥ S-S FoRA7IE A
Ago] e ALow AAEY, AFET &)
o] vjAgAA o7 Folxl EF Ig EA]7} o] 2h
AHog AZAFZINEE FEHY F=
AL Sl

A F7kA 42yl 71 F-2} B o] A x3hd 54
<> AR g A 2739 npRkA 2
U A HEZ o} A E 59 vi Aol thokit
9] FARF) BEEE Aol B oo A
olzigt &7 o= thofil A9 HE AE
E9] w7 sloll 3~30970 ) @ o H& 7}
%1 Warthin-Finkeldey3 2] ©}-f-3 )4 £7}
FA= ) o)H T HdHANAEE g9
o] WA HE ] TEFo] e 7] Bokg 1t
9 e Feg J2AE T AN AR
gt o] AlEe AA =l AAo] 25~
150 mlo] =2l Zale, A 9L ¥ =
< 3y olw v EZA Hofs By} 1 ¥
o] z7)E A 7o) 10~15 vlo] A o] n] Al EH
d& FAFHA gle) o] EAAQ B
< ZAF ol o] BA SolFelA TAEE oY
A AN 2o} MEH o7 fA ZPEE 1
gL Aot o] BA KolFoA] P
= oA A Z2E & 9] A EW ke
o] & 7R gl ot £ oollA] FaE War-
thin-Finkeldey 3 2] o}-F-3ARA Z+= 71719
¥ 792 BRYsAT AN AxAe B
g = glglen B4 Fx o] mE 17

BefS A BTk Aol

3ZF Warthin-Finkeldey 9] o}-f-3 A A
E= A E A3 (cell fusion)e] Z5}2 Ve
AF7HA F2 o9 ulelels zhd3) o]
Qe Ao @A glon, 19813 Kjeldsberg
50L& A ARNA 27} AR H=2A 23]
oA AR Z YA vielel 2 qlxbr) w3
= A 3 A ZAW| A ELT|Re] a7 R
Zz)o] ofntx o] M= AT 7]He] o}y
2 YET 714 Y Aozt FA3tAt

283 o2 ¥t A ANA 2= 717} |
ZzAg ¥ olel 3= 8, oA HEF, F
A HY A3 F #gA FHEA T HE
g e el Bm 2 7 A HES) I
8 7=ith o]9} 7ol Warthin-Finkeldey 3 2]
A AN 27} 7172 FZ ARk B
Al 27 ot HAF T wiAol ©
< g2 TA ARFA Fol AAFA A
A BEE 3 Aoz o Y 454
Julolvt o} W] ZhHd AP AAEFY
ARV R s 7152} YA Alde] 7Hs3)
2e} A 2=

B oY o

4 =

AAEL HT 104 Fold) ¢35 7
A "=z ARAFA MEHAAA "3
Warthin-Finkeldey 3 ¢] t}-3si AR x 27
< B3l 7|} HEAGS AYsle 223
L2 A3t o) g A ANA 27} 7]
et Hrdddute] AW ER &AL opx|ut
ARAEFL A ESH A4 AAF 7o vl A
ol W2 o 3] A& ¢ £ vy
A E] FALZAES] TAHEA o=
e A5 ot oA WWe] zhiEE
A AxgAe2r 7 Fet JXAY Fgdo)
7Fsste] et A=



H3bA £ 2] 2} 3 ]

HFn2d
. Henry PG, Burnett JW: Angiolymphoid hyper-
plasia with eosinophilia. Arch Dermatol 114:1168-
1172, 1978

. Danno K, Horio T, Miyachi Y: Kimura’s disease
and lichen amyloidosus in three patients. Arch Der-
matol 118:976-981, 1982

. Motoi M, Wahid S, Horie Y: Kimura’s disease:
clinical, histological and immunohistochemical
studies. Acta Med Okayama 46 : 449-455, 1992
#2449, FEA, oFE3; Kimurax ¥
). 230t =8F| 4:4104, 1979

. HAS, A, 248%, A Kimura 9
CHEHL) 2 1t 88| K| 23:248-252, 1985

. Chew LTC, Tsui WMS, Chew WH: Cytologic

1e.

A6H

10.

A1z, 1995

features of Kimura’s disease in fine needle aspir-
ates. Am J Clin Pathol 102:316-321, 1994

. Bendl BJ, Asano K, Lewis RJ: Nodular angiobla-

stic hyperplasia with eosinophilia and lymphofolli-
culosis. Cutis 19:327-329, 1977

. Whelan TV, Maher JF, Kragel P: Nephrotic syn-

drome associated with Kimura’s disease. Am J Kid
Dis 11:353-356, 1988

. Makiguchi OM, Ischibashi K, Chida Y: Long-

term effects of steroid treatment on nephrotic syn-
drome associated with Kimura’s disease and a re-
view of the literature. Clin Nephrol 37:119-123,,
1992

Kjeldsberg CR, Kim H: Polykaryocytes resem-
bling Warthin-Finkeldey giant cells in reactive and
neoplastic lymphoid disorders. Hum Pathol 12:
267-272, 1982



