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A Review of Subacute Necrotizing Lymphadenitis

Chang Hoon Jang, M.D., Soon Seog Kwon, M.D., Young Kyoon Kim, M.D., Kwan Hyoung Kim, M.D.,
Ki Don Han, M.D., Hwa Sik Moon, M.D., Jeong Sup Song, M.D. and Sung Hak Park, M.D.

Department of Internal Medicine, Catholic University Medical College Seoul, Korea

Subacute necrotizing lymphadenitis is characterized by cervical lymphadenpathy in young patients
and mistaken for malignant disease both clinically and histologically. Microscopically, there is a
varying degree of effacement of the lymph node architecture and necrosis with an infiltrate of
histiocytic cells and absence of polymorphs. We have experienced 4cases of cervical
lymphadenopathy accompanied by fever. All cases had complete recovery to conservative treatment
only. The excised lymph nodes were moderately enlarged and typically showed varying degree of
necrotizing lesions, and abundant karyorrhectic debris, scattered fibrin deposits, aggregates of large
mononuclear cells, and a paucity of plasma cell and neutrophils. For investigating the etiology and
pathogenesis of this lesion, further clinical study and stepwise pathologic and immunologic planning
would be valuable.

glol Al Al d4BEAE ¥tk 2F A
A 2 2 dupde wA g fa Ao 54 A B2 2
AT g oy Azel S & gy EAA e g o
olFA HAA dsbdde 19729 KikuchiVel Fu-  Elvie ofuf Qlubd Tz 48 5.2 Auid 4 4o] ot
jimoto %?¢] Lymphadenititis showing focal A QoA s 7 sl ofA dubd W o obex 9l
reticulum cell hyperplasia with nuclear debris and o] a4 wiule] 7hdadslo 2 2alo] 5= A glo)
phagocytosis, Cervical éubacute necrotizing AL 2T e b Rl W) g
lymphadenitis®] W3 o2 M& Fe¥F 3 ole of  SlAW 409 o}FA AN A e FHAAHN T
2] o]Zo 7 X Lo E‘—J—QOJ Stow FuloMz A Basebe|ot,
Pileri®7} |2 & s18}gic}, 5 a1
CAR-Ne)) 1_1_01] 4] toxoplsma$} Ebstein-Barr v}o] &)
2 5] Aalolets FAo] glot lFEA ok o g xAOH, 204,
%9 T%“J‘é HotAdder Axsw oled dader F A zdy AR deA F,
= B dE, 53 oAl AE dubdg AWEa YHHAD] 5oL,
dabd Fohel A Lol g FsrE & EWdl A e dxte N 10094 (1990, 2) 2EE =

— 297 —



X

Qo 314, $YA AN Agky

78 il

4 e § 4ol 2.0X1.5

7} 2x50] 7R el AdA R
]

[e]

of (<3
AAE Aol o}34 A4 9

me

A
7}

£l

L _{m
2

]

s

k=

1, o
oA
&Aoo a2
I~
B oo
£ & ol

uf

©}ld
Li8

H
2 lglodo g
Zow nho g Z49 S4e Mol FAF 1990, 12, 24
of o3zt # AL dubd £ (1.0x1.2cmy HAE9
transaminase Z7}5 B.of A3l )
7Y L Bl glg
715 | Eolad) gig
oIty 47 1 8] 24 A2 37.8°C, 4} 883)/
£, 3E4 203] /%, ¥4 130/80 mmHg ol
AN AR Aol Aut 2 R Adeloln F
9}

i

DA gaEelol M da4 15.0g/d]
of 7844 47%P 3 WHEF£ 5,000/mm*(FA4AT
48%, LIbT 42%, DHETF W0%B)Fos LTI
190,000/mm® °gict, A #HAA SGOT 62 unit,
SGPT 92unit, 42153 0.7mg/dl ¥ r-GTP
102, BUN 8.0mg/dl, Cr 0.9mg/dl, Na 143 mEq/
L, K3.5mEq/Laich 4wl ol gsiatzabe Ak

. The necrotizing process is chacterized by ftaryorrhec c
nuclear material with fibrin deposits and polymorphs aggre-

olgich 7hed TAlR A4 HBsAg(—), HBsAb(+)
olgdch, A AR e o vkl HEHFE Ko
2 gkoke}, g Aol HAAMEE widal testel €5 9 85
vk A A E 2R SA 0l

e =X 8a Al 3o 2AAAE AdsldE
o], Al 13 JY4] R4 2.3X1.8X1.8cm
2719 daldg AAsg e S ez vy
Aol Qg er Batdv|AA dupd T2 F44 A
7} gl on] glsbobal wl zA o chaf EAlo] A
ek FAESolE da FRol A e
o] o)A ze] gdl whgtga A LEA AF4
A ae] Uitk {Fig. 1. SFuldl& 23 dUFol 2 45
Aol A 2R AAE Al FHd Az 2R
AAE AJgsted 0,8x0.7x0.6cm Z712] o244 A
£ A9k F3 Helg Ak 94 A duizFe] =
AP 2" g 2dad-e Lck(Fig 2), A
A Q4] 23 YA Fol ¢ 7 FolA 1.5X1.5%X0.8cm

2719 A4 YspEE AAB Y% Be 24T

2 2ol Ahold B35 AY AbAE AAD HFL
W ez 49 £4¢ wgou 1690l b 2
395 AR $3Y G5} FHE ve) v

gates of mononuclear cells. (H-E, X 400)

— 298 —



Fig. 2. This lymph node contains extensive necrotized lesion.(H-E, X
20)
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Fig. 3. In this field, necrotic area showing frequent mitosis and
eosinophilic fibrinoid material with a striking karyorrhexis.
there is rare plasma cells or neutrophil.(H-E, X800)

Fig. 4. Medullary cord are intact. In paracortical area, noted mixed
population of lymphocytes, immunoblasts and histiocytic cells
with phagocytosed debris.(H-E, x100)
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Fig. 5. The necrotic area contains pale red nuclear debris with diffuse

hemorrhage.(H-E, X100)

52 F= gedre) Ak Al
+ 2ATEA A 5o 313 oHFig. 4),

MNE A FY: A Ao Qs FARAE A
& Fofdtglom oje) 53 A agle] FAEHL W
of H433irt

i A7 39,

)
oF
o
et
T&
N
o
2
X
g
lo
bl
L
et
2
Lo
oL
af.
o

a3,
e

= o3}
T =R+ BA
Rerd & Aol bl gl 7 A= F
* AN A Y 2SS Aaelglen] ByE4

XM ZAP: 5 9 BRAP AR AAbe1gich
HAF 27 4] dxFaolx ddx 12.4g/
dl, #2784 36% T 6,600/mm®(EET 64%,
2 30%, ZART 5%iRen B43ke 321,000/mm?
olalct, 84 A #5¥=-E 83mg/dl, SGOT 23
unit, SGPT 17unit, &%z]8¥] 0.5mg/dl, BUN
9.1mg/dl, Cr 0.6mg/dl, Na 142mEq/L, K 4.0
mEq/L oj$iemd LAY 3~57) e 7~1070 &
HT7l Bedow] Q3bsl Aala Aol Akt o
9 AR vkl HAF-E Bolx| ¥k
=
HWe|ZF&F ZAH: %‘ A5 2k AF-dstgelA 1.2X
0.8x0.7cm 279 g B %
Ao g wlaiado] 9l ?—-‘H iz 2} Fate] Al
&3 & AE i3
)

] u] g AL u|m}Al

O}-'l:j"*j 34/\]./(4 o) \—}x ous

L
5217(];3‘0& o) AF BQEJZ;G

a{o

L=
v nE Sl 2
W 2% vpoz 9y MW% ooug A ARE

3 glen] A ol



AME otA QlulEa 7hEe Adlo g oy Zew
314~9¢} 4| Kikuchi-Fujimoto] #olg} 2315 Q)
=57,

o] A3 F2 304 o| 3] 1=} (80%) ol Al A

o}
—-
3

VYFAzE G5 A FU0t FLEE F P
Fhe)E sel U3kl FhE Ag E oold B3R
Ashdg A3kl Aol meh Aojeloy m A
Sdg AYsE AYE doa Beh ® WY 45
Aol A ek ol 1~4A49 ol HE 2 =
oz x AJLAHE A dhon 2ARY A Yy
oA weist ¥ Ash FehE woled] B2 Aol
A Bl 5ol AZurgolit ok 34 JAld Asd ) A

£ oo A= 204004 52A17AR S o8 BXE B
o] Holo| A APAZ glo] 7talr]) LA 4E-T &
qhg debd Fole) o) FAE mglon] wWE T
Z7} glo] widal tests} 2% v ok ALAF 24)o| Q) o v
ey wto 2 2d 2§ =l9dont 2dlel e Aukat

© H
kAL S wol

A4 Z (foamy macrophage) &) &3
AT AT A A gl

dobd A R Al AL 22 wjodola
o} 22k M ZE o]Foix lom o]Eo| lysozyme
< 2 Jeug obFA FHA4 dutdd L 227
A 7198 weolehe £ o AR AT
ol 4} o] 2P} AL EL vldTF27} A% =279}
o2 ol F438d dupTu oz o) %
o]2 ddoz ¥rx o} = Turner?s) wlodz=
g Afelld ol M ZEe] whel/ A e}
cytotoxic/supressor T-Qz}72] A ZFHEFL 7lx 1
212 helper/inducer T-¢ s}t =&}

A
AxHE ol B vk fobd 474 A

J

3]
=
1

EEVEY
om sjxolgion ozl Heie wEsle) glgion)
Fa 3 FUY FAe volon Feasl 4 BAs
of Qlshok A Z5h 27 o] F4o] Relolglen] @y
o] AR 7Heel AR A P BADE
% volz gaion oby Usipdel FUe Loy

c,

Adeze ylo] dsldd AAFHAA A ZHE o]
upole] 2ol 23k qlubAled whe} AR 2A47E Bl
7] w ol 219l 024 vlo]z| & FHdo] AR Aoz
7}A 5l YA ool 4] toxoplasma, Ebstein-Barr u}o]
Bae] " GV FohohE 2uF B Adjide =
FRAE Yo oh 2 o FollA FEAEA £33
o}, = Imamura$-2519 AzEu]7d o FollA HAA
Sk o) ok e wlodA A 2F v B E
of 4} M:o] &= I AbulAbFZ(tubular reticular struc-
ture, TRS) 7} 4L AR tfakgl &8le =5, &
vlo]gx Zted ot WAl Gl o3 WigE o7t Lo
71e FUA AP 1kge) YF-2 wolEo)7|= 3
o} d2 Antinuclear antibody % Rheumatoid fac-
tor A& el ol gsish 2Pt WHHAoz B
Sabdt wella 2AEE dFSA Zshglevt Unger
el 7|8 A2 A= 3, WdT-7hA, A
oA etk 5o YR 2AYA, olAT

Z [+

a2
A

ofN o2 af 9
%

fu oo
no,
3
N
N

13 s AL o Eoka £,

sofd Asle 2= lulF, Cat-scratch®, °k&
FobE, HAA T4 dAEe] e 1A

REN

-

7ol ZHAE FAo

ok
L

ki
-

Hol| chal Wi o] FAI7 o] & oY
°}Eg YAde £z Esbe
@bl A= E@3F 7 AHFH 9] hematoxylin body
7h B3l FAbg bl dol wls) AL Eo} FAY
77t gon A8 s}t A5 ghaatgo] vlefgte g 7}
Helo

TRl AL 25| 24eilF 2o} 2AHFA A
1500 & 4golloll A algietn B
o] 7kdst Fabet obg A A4

=
A Aot dAelA vie AEse A

qe H
ok
i
I
30
o
i
o
i
2

o

h= =3

ool d FAE A4, =
Q2 oby J3hFol it A

= he é
A Waehe 2 Ase] Aolgez wol o] Ao A
4ol A7/ BeY Aoz Aageh,

— 302 —



AAEL 4ello] obfA AMA QS AT vl
20410l 4] 52419] QBB ZE wglon] W T4 EE
2 &7 2cm =l W‘r FH 7t TR 7Sl 4] Ay
st o] folofla) 1G] Bg A sgle] Aol
FEE Hodrh 2% leelde AUsigich 244
LRw aa B U 249 R R =
AT HAAE, T & ddTe F4es R4
Yo e p¥A £& 344 448 uglon 3

APAg vda T

wlo o
d
i,
23
1
T,
2
o3
22
o
i
rﬁ&
22’4
A
_N_
X,
o,
o,
fe
3
mo
O
o
e L
fr o

il UeE '
glov} otom z-,n;q]z_—]'o] A=A uqoiaia;zswd 49l

REFERENCES

1) Kikuchi M: Lymphadenitis showing focal reticulum

cell hyperplasia with nuclear debris and

phagocytosis: A clinicopathologic study (in Japan).

Nippon Ketseuki Gakki Zasshi 35:379-380, 1972

(cited by Pileri)

Fujimoto Y, Kojima Y, Yamaguchi K: Cervical

subacute necrotizing lymphadenitis (in Japan)

Naika 30:920-927 (cited in Turner)

Pileri S, Kikuchi M, Helbron D, Lennert K: His-

tiocytic necrotizing Iyumphadenitis without

granulocytic infiltration, Virchow Arch (Pathol

Anat) 395:257-271, 1982

4) Feller AC, Lennert K, Stein H, Bruhn HD, White
HH: Immunohistology and aetiology of histiocytic
necrotizing lymphadenitis. Report of three instruc-
tive cases, Histopathology 7:827-839, 1983

5) Ali MH, Horton LWL: Necrotizing lymphadenitis

oo
=

3

—

without granulocytic infiltration (Kikuchi’s dis-
ease), ] Clin Pathol 38:1252-1257, 1985

6) Glenn AC, Russell KB, Bharat NN: Kikuchi-
Fujimoto Disease mimicking malignant lymphoma.
Am J Surg Pathol 14:514-523, 1990

7) Dorfman RF: Histiocytic necrotizing lymphadenitis
of Kikuchi and Fujimoto. Arch Pathol Lab Med 111:
1026-1029, 1987

8) Turner RR, Martin J, Dorfman RF: Necrotizing
lymphadenitis:. A study of 30cases, Am J Surg
Pathol 7:292-299, 1982

9} Kikuchi M, Iwakaki H, Mitsui T: Clinicopathologic
study on histiocytic necrotizing lymphadenitis (so
called necrotizing lymphadenitis) (in Japan), J Jpn
Sac Res 20:Suppl 11-12, 1980

10) Imamura M, Ueno H, Matsuura A, Kamiya H,
Suzuki T, Kikuchi M, Oeno T: An ultrastructural
study of subacute necrotizing lymphadenitis, Am J
Pathol 107:292-299, 1982

11) Kikuchi M, Yoshizumi T, Nakamura H: Necrotiz-
ing lymphadenitis: Possible acute toxoplasmic
infection, Virchow Arch (Pathol Anat) 18:85-96,
1977

12) Wakasa H, Takahashi H, Kimura N: Necrotizing
lymphadenitis, Recent Adv RES 18:85-96, 1979

13) Takada K, Iwanaga M, Osato T, Mikuni C, Maae-
kaw I, Kaswamura K, Miyake T: Anti-EB virus
titer in patients with subacute necrotizing
lymphadenitis (lin Japan), Pro Med 112:194-196,
1982

14) Unger PD, Rappaport KM, Strauchen JA: Necrotiz-
ing lymphadenitis (Kikuchi’s disease): Report of
four cases of an unusal pseudolymphomatous lesion
and immunologic marker studies. Arch Pathol Lab
Med 111:1031-1034, 1987

15) aod &), 2 ]l %, ol % Subacute necrotizing
lympadenitis- e} 24 &4 FE, dggeldsln
17:257-262, 1983

16) 949, 4e4, <yl HAFE, A, A4
34, ﬂﬂﬂ? D7kege] bR olgA FAM st
9 1ol AN A B FA 3T:274-278, 1989

R

— 303 —



