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Kikuchi’s disease associated with Epstein-Barr virus infection

Accepted for publication 2 Fanuary 1992
Sir,
Kikuchi’s disease (KD) is a cause of benign lymphadenitis known to have a worldwide
distribution, reports of nearly 450 cases having been published.! We did not know,
however, of any case in Portugal until a 15-year-old caucasian boy presented to us with
pyrexia of unknown origin (PUO) and liver dysfunction.

The patient gave a 4 weeks’ history of daily fever (39—40 °C), enlarged cervical
lymph nodes, night sweats, chills, malaise, anorexia and a 4 kg loss of weight. He had
complained of a sore throat during the first week and had developed a skin rash after
a I-day course of amoxicillin. He denied any other symptoms. His epidemiological
history was unremarkable. On examination he had an axillary temperature of 39 °C
and a single 3 cmXx4cm, non-tender cervical lymph node and a few smali
supraclavicular nodes on the left side. His physical examination was otherwise
unremarkable. :

Laboratory investigation showed leucopenia (3-45 x 10%/1) with relative lympho-
cytosis (1-7 % 10°/1), ESR of 86 mm/h (Westergren), serum lactate dehydrogenase
(LDH) 1287 IU/1 (n = 160-330 IU/1), serum alanine aminotransferase of 178 1U/1
(n=0~29 IU/l) and aspartate aminotransferase of 121 IU/1 (n = 025 IU/1). All
blood, urine stool and bone marrow bacterial cultures were negative. Acid-fast bacilli
were not found in sputum, bone marrow, urine and gastric washings. His Mantoux
test was negative. Bone marrow aspirate and biopsy, autoimmune studies, chest
roentgenography and abdominal ultrasonography were unremarkable. Rose Bengal
and Paul-Bunnell tests were negative. No yersinia antibodies were detected and
toxoplasma and cytomegalovirus IgM and IgG titres were not raised. However, IgM
VCA antibody to Epstein—Barr virus (EBV) was detected. During the first week in the
ward the patient maintained a fever (39—40 °C), with progressive weight loss (5 kg),
increased serum aminotransferases and LLDH, sustained leucopenia and relative
lymphocytosis. In the second week, a biopsy of a supraclavicular lymph node showed
extensive necrosis within the cortical and paracortical areas, with karyorrhectic debris
and no neutrophil polymorphonuclear leucocytes. No tubercle bacilli were seen. The
specimen was reported to show benign necrotising lymphadenitis, consistent with
Kikuchi’s disease. Treatment with naproxen (250 mg b.d.), resulted in prompt lysis of
the fever. Four weeks later, when he was discharged, he was apyrexial, regaining
weight and had resolving cervical adenopathy. His serum aminotransferase values
were improving. At a 6 month follow-up he was well, had no adenopathy and his
aminotransferases were normal.

Kikuchi’s disease is probably misdiagnosed in our country, and therefore, the
clinical manifestations of this benign lymphadenitis should be more widely known and
lymph node biopsy more readily performed. Kikuchi’s disease with abnormal liver
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function tests'™ and PUO? has been described recently. We suggest, as Bailey et al.,?
and Pearl and Strauchen® have done, that KD must be considered a potential cause of
PUO. Our patient’s illness resolved following treatment with naproxen which is as
Kapadia ez al.* described, but why this drug is effective is not understood. The
aetiology of the disease remains uncertain but an association with yersinia,”®
toxoplasma,’ herpes virus 6, EBV,® and more recently human immunodeficiency
virus? and parvovirus B 19! infections has been suggested. Like Rivano ez al.,* we
found an association with the Epstein—Barr virus.
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Gemella morbillorum endocarditis in an intravenous drug abuser

Accepted for publication 19 December 1991
Sir,
Gemella species rarely cause infective endocarditis. We wish to report a case of
endocarditis caused by Gemella morbillorum. There appear to be only two previous
reports of endocarditis caused by G. morbillorum, formerly Streptococcus morbillorum
in the U.K. Streptococcus morbillorum was recently transferred to the genus Gemella
as a result of DNA homology studies.?

A 19-year-old male intravenous drug abuser presented in October 1990 with a 2
weeks’ history of malaise, night sweats and intermittent fever. He had started injecting
heroin at the age of 14 years. Since then, he had been on various drug rehabilitation
schemes, all unsuccessful. In the months before his admission to hospital, he had been



