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and glutathione. Forty percent of 
Japanese patients with insulin 
autoimmune syndrome had tak- 
en medication such as sulfhydryl 
compounds [9]. 
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RENAL ASPERGILLOMA IN 
AIDS 

To the Editor: 
We were interested in the report 
by Halpern et al [l] describing 
the occurrence of an isolated re- 

Figure 1. CT scan of the abdomen upon admission of the patient. 

Figure 2. Photomicrograph of the excised kidney showing the presence of fiia- 

ments of A. fumigatus (Gomori-Grocott stain). 

nal aspergilloma in a patient with 
the acquired immunodeficiency 
syndrome (AIDS). We have re- 
cently observed a similar case in a 
30-year-old non-intravenous 
drug user. Pneumocystis carinii 
pneumonitis had been the initial 
presentation of AIDS in this pa- 
tient 9 months prior to the onset 
of fever and hematuria, without 
lumbar pain. The computed 
tomographic (CT) scan revealed 
a large abscess of the upper pole 
of the right kidney with peri- 
nephretic extension (Figure 1). 

A nephrectomy was performed, 
which was followed by apyrexia 
and improvement of accompany- 
ing general symptoms. Analysis 
of pus identified the presence of 
Aspergillus fumigatus (Gomori- 
Grocott stain) (Figure 2). The 
same fungus was found in the 
sputum, although there were no 
signs of pulmonary involvement 
on thoracic radiograph and CT 
scan. The patient was treated 
with 400 mg/d of itraconazole. No 
fungicidal plasma concentrations 
were achieved with this dose, nor 
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with escalating doses of the drug 
of 600,800, and 1,000 mg/d. One 
month after surgery, the CT scan 
showed the presence of a fluid 
collection in the right renal bed. 
The patient had fever, weight 
loss, and pain; multiple fistulas 
developed at the site of the ne- 
phrectomy incision. The culture 
grew A. fumigutw. Local irriga- 
tions with amphotericin B were 
performed for 6 weeks without 
any improvement. Administra- 
tion of intravenous amphotericin 
B was then started and itracona- 
zole was discontinued. The pa- 
tient has now been treated with 1 
mg/kg/d of amphotericin B for 3 
weeks. His condition remains 
poor. 

After the preliminary report of 
Salomon et al [2] and the article 
by Halpern et al [l], this is the 
third report of an isolated renal 
aspergilloma complicating the 
course of AIDS. Our observations 
emphasize the need for monitor- 
ing the fungicidal levels of itra- 
conaxole and suggest that thera- 
peutic concentrations of the drug 
may be difficult to reach in pa- 
tients with AIDS, possibly be- 
cause of decreased absorption of 
the drug secondary to gastric hy- 
pochlorhydria [3]. The time of 
nephrectomy may not be as im- 
portant in this rare complication 
of AIDS as actually achieving ef- 
ficient concentrations of antifun- 
gal drugs in plasma. 
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ASSOCIATION OF 
INFLAMMATORY BOWEL 
DISEASE AND BACTERIAL 
ENDOCARDlTlS 

To the Editor: 
Kreuzpaintner and co-workers 
[l] report that among 213 pa- 
tients with native valve endocar- 
ditis, 6 had active inflammatory 
bowel disease. They postulate a 
“44-fold overrepresentation of 
inflammatory bowel disease” in 
this group of patients with endo- 
carditis. I reviewed 95 consecu- 
tive patients with native valve 
endocarditis seen at our institu- 
tion, in a search for antecedent 
gastrointestinal instrumentation 
[2]. These patients were also re- 
viewed for concomitant condi- 
tions that would make them more 
susceptible to endocarditis; 56% 
had known heart lesions, and 32% 
had events that could cause bac- 
teremia within 2 months of endo- 
carditis (including two cases with 
fiberoptic sigmoidoscopy, one of 
which was associated with multi- 
ple additional events capable of 
causing bacteremia, but the other 
of which seems likely to have re- 
sulted from endoscopy [3]). None 
of the 95 patients had inflamma- 
tory bowel disease. 

These data do not support 
Kreuzpaintner and colleagues’ 
thesis that patients with inflam- 
matory bowel disease are prone 
to endocarditis. I would like to 
point out to your readers that the 
American Heart Association has 
substantially revised [4] their 
recommendations since the 1984 
reference cited by Kreuxpaintner 
et al. 

Further data are needed before 
it can be concluded that patients 
with active inflammatory bowel 
disease are more susceptible to 
and need special attention 
against infectious endocarditis. 
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The Reply: 
As has been pointed out in our 
article [l], the true coincidence 
between infective endocarditis 
and inflammatory bowel disease 
as well as colorectal tumors is 
completely unknown so far and 
may only be calculated from large 
epidemiologic studies. Bacter- 
emia is an essential condition for 
the development of infective en- 
docarditis. An increased inci- 
dence of bacteremia and conse- 
quent infective endocarditis in 
patients with inflammatory bow- 
el disease can easily be under- 
stood and may be supported by 
our recent findings. 

Therefore, inflammatory bow- 
el disease may be considered an 
independent risk factor for bac- 
terial endocarditis. This hypoth- 
esis was examined by investiga- 
tion of bacteremia during colon- 
oscopy in three different groups 
of patients. These were patients 
with active (n = 5; mean age f SD 
= 33 f 11 years; range, 22 to 48 
years) or inactive (n = 9; mean 
age f SD = 39 f 12 years; range, 
23 to 59 years) inflammatory 
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