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Clinical Characteristics and Atypical Cases of Subacute Necrotizing Lymphadenitis

Kkot Sil Lee, M.D., Kyung Hee Chang, M.D., Sung Kwan Hong, M.D., Jun Yong Choi, M.D.
Young Keun Kim, M.D., Myung Soo Kim, M.D., Ae Jung Huh, M.D., Joon Sup Yeom, M.D.
Young Goo Song, M.D., Dong Soo Kim, M.D." and June Myung Kim, M.D.

Department of Internal Medicine, Pediatrics', Yonsei University, College of Medicine, Seoul, Korea

Background : Subacute necrotizing lymphadenitis
(SNL) or Kikuchi-Fujimoto disease, first described in
1972, is a benign process of lymphatic system that
consists of lymphadenopathy which may be accopanied
by fever, rash and some hematologic alterations. It
affects usually young people, mostly women. Even
though this disease is self-limited, many cases are mi-
sidentified as malignant lymphoma. The purpose of
this study is to report the clinical characteristics, many
laboratory tests and pathologic finding and to elaborate
the criteria that are useful in distinguishing from fever
cause. We are going to present some rare cases and
fatal cases.

Methods : Authors evaluated 116 patients, who
were diagnosed as Subacute Necrotizing Lymphadenitis
on excisional biopsy with retrospective chart review at
Yonsei Medical Center from January 1993 to May
2000.

Results : The mean age was 2641109 years
(range : 5~63 years) and the male to female ratio was
1:2.28. The most common symptoms were cervical
lymphadenopathy (89.7%) and fever (57.8%), and the
duration of symptom was generally less than 8 weeks.
Leukopenia (74.4%), relative lymphocytosis (33.3%)

and DIC (7 cases) were hematologic abnormalities. Re-
cently, we experienced patients showing atypical clini-
cal findings which were pancytopenia, DIC (disse-
minated intravascular coagulopathy), hypotension or de-
bilitating symptoms. Steroid pulse or high dose steroid
and immunosuppressant therapy were performed in
atypical cases. Sjogren some cases were rarely asso-
ciated with systemic disease such as systemic lupus
erythematosus (4 cases), Sjogren disease (2 -cases),
rheumatoid arthritis (3 cases), aseptic meningitis (2
cases) or adult Still’s disease (1 case). Thirteen cases
(10.9%) were recurrent, and died in two cases.
Conclusion : Subacute Necrotizing Lymphadenitis
should be considered in the differential diagnosis of
fever cause in the patients which had localized cervi-
cal adenopathy, unresponsive to antibiotic therapy, es-
pecially in young women. We report atypical or fatal
cases and need clinical attention to this kind of
possibility. (Korean J Infect Dis 34:220~229, 2002)
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Table 1. Demographic Findings in Patients with Suba-
cute Necrotizing Lymphadenitis

Age (years) Male Female Total
~9 1 1 2
10~19 14 17 31
20~29 9 33 42
30~39 10 21 31
40~49 1 4 5
50~59 0 4 4
60~ 0 1 1
Total 35 81 116

mean age :26.4+10.9 yr, Range: 5~63 yr, M: F ratio=1:
2.28
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Table 2. Initial Presenting Symptoms and Signs of Sub-

Table 4. Laboratory Findings of Subacute Necrotizing

acute Necrotizing Lymphadenitis Lymphadenitis

Symptom & sign No. of cases (%) Parameter Range No. of cases(%)

Lymphadenopathy 104 (89.7) WBC™ (/mm’) ~4,000 67 (74.4)

Fever 67 (57.8) 4,000~ 10,000 21 (23.3)

Night sweating 14 (12.1) 10,000 ~ 2 (22

Sore throat 6 (52 Lymphocytosis + 29 (33.3)

Weight loss 13 (11.2) — 58 (66.7)

Skin rash 7 ( 6.0) ESR" (mmy/h) Increase 65 (97.0)

Myalgia 5(4.3) Normal 2 ( 3.0

Headache 12 (10.3) CRP' (mg/dL) + 27 (61.4)

Nausea 7 ( 6.0) — 17 (38.6)

Transaminase * (IU/L) Increase 31 (44.9)

Normal 38 (55.1)

Table 3. Characterist.ic.s of Lymphad.e.nopathy of Suba- LDH' (IU/L) Increase 33 (84.6)

cute Necrotizing Lymphadenitis Normal 6 (15.4)

No. of cases(%) B82-MG (mg/L) Increase 28 (75.7)

Normal 9 (24.3)

Involvement site

Cervical 109 (96.5)
Unilateral 72 (66.1)
Bilateral 37 (33.9)
Internal jugular chain 90 (82.6)
Spinal accessory chain 42 (38.5)
Supraclavicular chain 10 (9.2)
Axillar 12 (10.6)
Inguinal 5 (44
Mesenteric 3 (27
Multiple involvement
Multiple 86 (82.7)
Single 18 (17.3)
Size (cm)
<1 14 (12.3)
1~2 69 (61.1)
>2 30 (26.6)

30| 2 26.6%5 XFA|8lTHTable 3).
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*WBC : White blood cell, "ESR : Erythrocyte sedimentation
rate, Wlntrobe method, TCRP : C-reactive protein, Nephe-
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dehydrogenase, 18, MG : B 2>-microglobulin
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= 4-7o] 9qit} Prothrombin time 100%, activated partial
thromboplastin time 77.6s (3A}X]:31~45s), FD.P 1:16
(+), fibrinogen 258 mg/dL (AAHA] : 200~400),
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Tl Sx47o] 9dglrl. Ebstein-Barr virus early antigen
IgM& weakly positive, EA IgG (—), EANA IgG (+) =

D-dimer
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Table 5. Various Conditions Associated with Subacute
Necrotizing Lymphadenitis

No. of cases

*

SLE’ 4
Rheumatoid arthritis 3
Still’s disease 1
Sjogren’s disease 2
Rheumatic fever 1
Aseptic meningitis 2
Operation 3

"SLE : Systemic lupus erythematosus
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