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Fig.2 Renal biopsy (Immunofluorescence)
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Fig.3 Ultrasound Cardiography.

shows cardiac vegetation.

Fig.4 MRI (Diffusion-weighted imaging)

(A) shows severe aortic regurgitation and (B)
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Fig.5 Clinical course
Rbx : renal biopsy AV plasty : aortic valve plasty
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The case was a 63-year-old man with no underlying disease. He had received oral
antimicrobials on suspicion of urinary tract infection because of fever, pyuria and bacteriuria.
However, a slight fever persisted, and weight loss, anemia, proteinuria, and urine occult blood
also appeared. An additional test revealed positive for antinuclear antibody and rheumatoid
factor, and he was referred to our hospital. We performed renal biopsy for glomerulonephritis
associated with collagen disease or vasculitis, and Enterococcus faecalis was detected from blood
culture the day after renal biopsy. A cord-like vegetation and severe aortic valve regurgitation
was detected by transthoracic echocardiography, and we finally made a diagnosis of infective
endocarditis (IE) and IE-related glomerulonephritis. Because immunological phenomena can be
observed in IE, we should make careful differential diagnosis between IE and collagen disease or

i vasculitis.
i Matsuyama R. C. Hosp. J. Med. 44(1); 3~7, 2019



