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A Case of Toxoplasma Lymphadenitis
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Young Goo Song, M.D., Ji Suk Han, M.D. and June Myung Kim, M.D.
Department of Internal Medicine, College of Medicine, Yonsei University, Seoul, Korea
Toxoplasma lymphadenitis is the most common  positive IgG and IgM toxoplasma antibody titer and

clinical manifestation of toxoplasmosis in an immuno-
competent host. In foreign countries, it is a relatively
common etiology of reactive hyperplasia of lymph
nodes, but it is still rare in Korea. The cervical lymph
nodes are the most commonly involved, whereas syste-
mic manifestations are rare. We are reporting a case
of toxoplasma lymphadenitis in an immunocompetent
host. A 31-year-old man was admitted to the hospital
because of submandibular lymph node enlargement for
3 months. Toxoplasma lymphadenitis was diagnosed by

specific pathologic findings of submandibular lymph
node, such as reactive follicular hyperplasia, epitheioid
histiocytes in the interfollicular area, and infiltrations
of subcapsular monocytoid B lymphocytes. In Korea,
travels to and from other countries and contacts with
foreigners are increasing, possibly increasing the incid-
ence of toxoplasma lymphadenitis, which should be
considered in the differential diagnosis of lymphade-
nitis.
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Figure 1. Submandibular lymph node enlargement of the
patient with Toxoplasma lymphadenitis.

Figure 2. Reactive follicular hyperplasia in lymph node
biopsy specimen.
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Figure 3. Epithelioid histiocytes in the interfollicular area
in lymph node biopsy specimen.

Figure 4. Monocytoid B lymphocytes in subcapsular area.

mmHg, "W}k 843]/F, A& 365 T, THT 183/ FoINe
W oA wWEslel WA Holx gtk oF 3X4 cm
9 2X3 em Fo vhiAe FEA sleket ®=zA Fd
(Figure 1)¢] £7& Holeom RZA Fdie gldek 2 ¢
o e 27> Aol AT HAA= el
AL AA TN A P4 148 g/dL, wWE
6540/mm’ (3T 49%, YZTF 38.8%, WL 6.1%, SA
T 47%, 3T 0.5%), 4T 143,000/mm’c}. HBs &
4 oA, anti-HBc 3}A)| ¢FA, anti-HBs 34| SAJo|glom,
anti-HIV 8] €4, anti-HCV kx| SAo|9dc). &4 p2-
microglobulin 2.4 mg/Lo]|3l1, EBV early antigen IgM <
Al, early antigen IgG <FAl, EBNA IgG <FAlolqit) &4
Eetzutol] sk FHE A (ELISA)Y IgMol] tigt O.



D3ke]l 09 (B4 07 o]sh& FALZAE HIUIL, 1gG 40
IUmL (B4 3~11 IUmL)E kA9 A4S Rt

H2|SE A 32 WY SUA st H=zA =
e AdEsch 242 3] AR o]Folx gl
™, & A &7 Ak dAnAA 244 A o
D2 =

X Z4] (Figure 2)&

(Figure 4)7} Hgich
A At 3hAke Sk X85 A % ejHellA S

Agolr, Toid A=A 77} Fola ik

I

]
4

rJ

Toxoplasma gondii= 1922\ Janku”7} <ldlol]l A1XA
7S Yo7l AL Hgow Huslt old FHY A BE
3 g FE EeE gEA At Sl delde
197949 ExZek=n} 7hdo] 3ol Hudl ol AMA H4
Zelznps 40", Az 107, AA Fhedol] o3t Y=
Aol 167} RaEgs HTolle oelA e S48 o
A st 2710] Haw]led], AEA| ol gk

[e]
2kl 3ol], A3pAe] FofollA FZAY Sell7} LAES
2)

I

f

—

T

Sagvlmnt gele AAARoE BTy U
uloll A= 80%, Rl 40~60%2] A FdEE Hol
o Ukl ek Aol% Holm g Telt Eoblel
ol A= Al FAEol FTHANAE 4%, LEAAE 12%=
Jon $g Uzld|AE ELISA (enzyme-linked immuno-
sorbent assay, ¥4t dE=ANNA 2.7%, IFAT (in-
direct fluorescent antibody test, 7F83e4a}Aut-S-7AHA¢
sausl B wdn® Y oue SRANSHA
(indirect latex agglutination test)E Ahgslo] 4.3%2] kA
& AA. T gondiie F2 A, 3ol #, A, %
5o EgFeh 2fel 24948 4 ek WAele] PR
= e ghout SAolt Bl o3t 4 o] 9 2

2t

" 25 dopell= A4 e 4o o gl

il

A A PTAA, Ao, viSely =Y, ¥l
B FRAAA A, wegeel SO Qg

Z o A30A AS5F 1998 485

AR by Fo wH WBY A, A7)y, FA4 W
o A9F 5 W A5l Wold Pt AL T34
A Aol g e S5 AU AEA, F
4 0%F 5 A4S PWFS S w4
A4 Aedel 37 EFoR AZEw gent, M2 4
Foll Slell F5) Ao g sl wekgrieto] Eol vhek
vl el Sagekant ool welguiee] v}

— — j=4 % H L84 =2 71 [+ X)
4o SolA £ S, kg0l Aljulekele] A
Qe 9l

S} ok v AL FAS FEE g ofEg
o wehA HTole HAGHAAYE B 558 A3 9
ot WA Aol = WA FgAZA,  ELISA,  Sabin-
Feldman dye test, ZHSHAAAL} IF-SHAAA (direct
agglutination and hemagglutination test), z}€lA~ 222
AR Sol Al FEE T glow, R gl §-835A
zolx 9ok 1M gARAE el A e o
5 ov] A Aoldl Aol A9l flert LB
How olgly] ule] ol HolAE Aew veh}
Aol IE GADAE Adeto] Aakg washe ek
Wl 73] Ashe Bl gedol Yol Al FAE
o] h% ol Ae] ATkl oleigol Brk ol B )
o Azl ExZehzclel ol ZHEANES (poly-
merase chain reaction) AAS- ALLsl7| & sle o] 79
Mo, AEAHY, o 5] AAolA A ekl
ol 2 £g0] S} WYL FaEelmnt Wo| P
Hoz g7 ulFel AuEel vhy Holg Aol o
o) 2 Wik, 2] YA, A4 B B4 5
o) AEH|E g

Az g Aol A 2 28 naw
Aok z# 47} @ Z A9 interfollicular area®} FAlHlo]]
Ho|x ¥]uhsl X} medullary sinusol] A|3EZo] FXajui A
5 818 Ho|& perisinusoidal B € Z A7} Ho] dzkE]

o olel zAH 24 Wolt A% @Y AT 4

A



woF 90%NA FaFekzulell el Al FH £AE B
Aot wheba S4Svhzn YJ2zAGE 544U H=ZA4 W
2] &A% g A4z #AY § A

04 e gl W es YA A Fo
710l ol 4ol Yo HZA e AR vk S
s &g & Hert gick a2y AFA Ao 5 3
AY W, T AR e wE gl ez v
ehd wiol 244 W ART 5 W7ol WolA =
Al S el BAIRle] SASTh=nl 7ol &
Ao 717t glom XEE doRit XA el
o“l“)ﬂ": el S72 @A IgM AE Fold 4

Srofl Aol X 8F dlokstm
°] AgPsto] TR e 47 @] wigolt) 9
b ZedE 7, 9418 o] 2/3& ZedEAl gkevhe
A A& FAlel] o3t globzrgo] AZ sheA wlitol
A 55 sloksleAl obF AREo] A ¢bvh. FH X8 oF
A| 2 pyrimethamineo] A-£-%|w sulfadiazineo]t} trisulfa-
pyrimidine & A}-£3}7]% &k} Sulfadiazine-pyrimethamine
WeEeHew g3l s AW FgAe]l =5 ulvw

ot gyl Yol

= ok

oI

E3] go| =l mWodyso] Al Aol ZA4£A
¥ oF 257 o Ageul, Welrlse] Aot sl 5ol
T 2424 F 4677 O A Rge Aol el A
ol 24 A A4S oF SN Amsla, Syl
© 73elle 15ME7 283k Bavt Sk Ak el
ot BHlAl e 4 glovl Waanel Aol b
Aol o Fvh A el 7ol spiramycine g X8

solrhe AT Qom, of A% AR AL 4
& AlAJolo]| sulfadiazine-pyrimethamine H-8-QW-& A8}

7|% gk AIDS 3R] o X gelle
sulfamethoxazoleo] J¥}& o]t} Sulfadiazine-pyrimethamine
WEeold B RAgSe] wusle] 2ol
thromycin, minocycline, roxithromycin 52 Al-&o| A|EE]
=

25zell WF1e] jofsfe] Solra sjFlzte] ol
Solubx ql7] wjFel B Zelsh nhiAE SjFelste] @
71 B Aol e e AR & 4 slok w2
o & 24e 4 Ho] QA A2k Boluo} 3l
A We ADE ofgiElo] YEA A Holok ¥ 7

o},

trimethoprim-

clari-

o o

o oF
I =

N

¢
i
I,
(N
_g_

SESEENPES [ RN EE RIS

F Bl iZﬂa EC’]D% iiaﬂ}"‘ﬂ}
7 gt FuellAE Sl Eol 2l )
SHlE 18] BA o4& AeE 45 Ha
R AR ENEE IEEN RIS
Hlel EEA e A2 FAHH, wHbA
4 W9l E4AQ Wel 274 nalt
A zA 9 75AS A
Se Wyl B Aol B
Plzel AZAYS Aol B A S Bl
& ol

2 4
o
[
el
ofN
=
Afz

O
Sk
ox.
o

Eu-)
ol N
i
M
n =

b
£ %
2
N,
é

= 7o) £

gag

ra

1) Aad, F4d% 4714, 2894
A BEaEezns. OMHTJM 21.62—74, 1980

2) Choi WY, Nam HW, Kwak NH, Huh W, Kim YR,
Kang MW et al.:Foodborne outbreaks of human
toxoplasmosis. | Infect Dis 175:1280-1282, 1997

3) Janku ] : Pathogenesa a pathologika anatomic tak nazva-

SR, AqAE M3

R gy

neho vrosenho kolobomu zlute skurny v oku normalne
velikem a mikrophthalmickem s nalezem parazitu v sitnic.
Cas Lek Cesk 62:1021-1027, 1923

4) John LS, Jonas HE, Anita CL, David LM, David
AF, Nancy RT et al.:
pediatric finding in 23,000 pregnancies.
181-192, 1988

Toxoplasmosis : maternal —and
Pediatrics 82:

5) BtA 8], A&A], F718, A, 5ndF 4104 &5
AEtzvts 1. theke] 3t 3% 34:903-908, 1991

6) Wrzd, A, olqfyh, o] A&, o|wE, wiede T
Toxoplasma7} Bz Tto X #A-2wE FA toxopla-
smosis 1], tf3lt & A8r3| %] 27:189-194, 1992

7) AALE, A, A%, AEY, A9, dxe T

AR e o8k toxoplasmosis 1o, 7+ 25:63-69,
1993

8) Fa=, Tk, AY7], oML Fe=d H TG
Ztoll gk toxoplasma@kA) & Bt A hEHA 3
Q) 3}8}3] %] 20:39-51, 1993

9) HAd, TAS, A AR duksixtel] tig 3k
A latex SHWES-ol 93t toxoplasma A7} 7] A S}
4] 20:33-37, 1982

10) Bowie WR, King AS, Werker DH, Isaac-Renton ]L,
Bell A, Eng SB et al. : Outbreak of toxoplasmosis asso-

ofh oy



ciated with municipal drinking water. the BC toxoplasma
investigation team. Lancet 350:173-177, 1997

11) Hohfeld P, Daffos F, Thulliez P, Auffrant C,
Couveur ], MacAlless ] et al.:Fetal toxoplasmosis :
outcome of pregnancy and infant follow up after in
utero treatment. | Pediatr 115:765-769, 1989

12) Montoya ]G, Remington ]S : Toxoplasmic chorioretinitis
in the setting of acute acquired toxoplasmosis. Clin
Infect Dis 23:277-282, 1996

Zd A30A AS5Z 1998 487

13) Mets MB, Holfels E, Boyer KM, Swisher CN,
Roizen N, Stein L et al.: Eye manifestation of conge-
nital toxoplasmosis. Am ] Ophthalmol 123:1-16, 1997

14) Welch PC, Masur H, Jones TC, Remington ]S : Sero-
logic diagnosis of acute lymphadenopathic toxoplasmosis.
J Infect Dis 142:256-264, 1997

15) Tuzuner N, Dogusoy G, Demirkesen C, Ozkan F,
Altas K: Value of lymph node biopsy in the diagnosis of
acquired toxoplasmosis. ] Laryngol Otol 110(4):348-352,
1996



