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titis documented the first HIV -1 infection in 1979 (probably the
oldest documented in Italian IVDUs [5]). Subsequent studies re­
vealed the presence of HTL V-VII in the same population in the
same year, with a prevalence that was comparable to that of HIV­
1 (6%; unpublished data). The spread of HTLV-II therefore pre­
ceded or at least paralleled the initial spread of HIV-1 infection
among IVDUs in the Milan area.

A second indication may be the detection of HTL V-II - infected
subjects among blood donors who had no contact with drug users
[6]. If confirmed by other studies, this would suggest that HTLV­
II may have been transmitted in Italy not just by iv drug use and
that it may even have been in circulation before the outbreak of
HIV-I.

As far as the technical problems related to the detection of
HTLV-II infection are concerned, various authors have reported a
high frequency of false-negative anti - HTLV-VII EIA results [7].
Using the polymerase chain reaction (PCR) and Western blot
(WB), we recently detected HTLV-II infection in Italian blood
donors who were seronegative at the screening test [6]. Further­
more, we found an antibody response to HTLV-II that is frequently
incomplete in subjects with advanced HIV-I infection (PN occurs
during the advanced phases of HIV-I disease) [8]. We also identi­
fied an EIA-negative but WB- and PCR-positive subject in our
series of PN cases [I]. Soriano et al. [2] also report a high fre­
quency of indeterminate WB patterns in HTLV-EIA-positive or
borderline reactive subjects. However, it is possible that more
extensive PCk investigations in HIV-l-positive IVDUs may re­
veal a number of HTL V-II infections not identified by EIA screen­
ings.

These considerations and the discrepancies in the epidemiology
of HTL V-II in Italy and Spain should be taken into account when
considering our results [9] and those of Soriano et al. [2] concern­
ing the prevalence of HTL V infection in HIV-I-positive persons
with non-Hodgkin's lymphoma.

Finally, we disagree with Soriano et al. [2] only when they
consider the prevalence ofPN observed in Spanish HTLV-IIIHIV­
I-positive patients to be low. In the absence of specific informa­
tion, we can only assume that their doubly infected patients may
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imens tested by culture and polymerase chain reaction (PCR).
They also found a lower scroprevalence of anti-C pneumoniae
antibodies among the atherectomy patients than in a group of
control patients. These results differ from those of numerous stud-
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be in di fferent stages of HIV-1 infection and that there is a good
proportion of asymptomatic subjects with relatively high CD4 cell
counts. If so, bearing in mind the data in the literature about the
frequency of chronically manifested PN in HIV-I-infected pa­
tients [4], a prevalence of ~5% sounds to our ears more a confir­
mation of our results than a dissenting or discordant voice.
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ies that indicated an association between C. pneumoniae and ath­
erosclerotic cardiovascular disease [2 - 10]. This discrepancy may
be due to a variety of factors that are deserving of additional
comment.

Weiss et al. [1] divided the specimens, processed one portion
for PCR testing, and inoculated the rest onto cell culture. By their
admission, the divided specimens were quite small. Although a
separate group of specimens was examined by electron microscopy
and found to contain foam and smooth muscle cells, it is possible
that some of the specimens tested by PCR did not contain adequate
cellular material. Results of attempts to amplify the human 13
globin gene would have been helpful to determine whether DNA
was extracted from the samples tested. One of the specimens was
positive for C pneumoniae by PCR; however, the organism was
not isolated from any of the specimens tested. Although C pneu­
moniae has been isolated from coronary [10] and carotid atheroma
specimens (unpublished data), this method is not expected to be
sensitive for detection of C pneumoniae. Weiss et al. did not test
their samples by immunocytochemistry (ICC), a method that can
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effectively detect the presence of C pneumoniae-specific antigens
in atheroma specimens. In a study by Campbell et a1. [2], atherec­
tomy samples were tested by PCR and ICC, and 45% (17/38) of
the samples were ICC-positive; the organism was detected only
by ICC in 21% (8/38) of the samples tested [2]. Failure to use this
method further decreased the ability of Weiss et a1. to detect the
presence of C pneumoniae in their specimens.

The authors attempted to assess the association between sero­
logic evidence of past infection with C pneumoniae and heart
disease by comparing the prevalence of anti-C pneumoniae anti­
bodies among 65 atherectomy patients with that among 28 outpa­
tients. The validity of this comparison is limited by the selection
of a dissimilar control group that was not matched by age or
sex to the case group. Using multivariate analysis, they found no
difference in prevalence of anti-C pneumoniae IgG titers ~32

between the 2 groups, and a higher prevalence of titers ;:,:64 among
the controls, which was of borderline statistical significance (P =
.05). These results were interpreted as indicating that seropreva­
lence to C pneumoniae did not correlate with the presence ofheart
disease. Not discussed, however, was the fact that the seropreva­
lence was extremely high among the controls: 93% (26/28) had
IgG titers ;:,:32, and 86% (24/28) had titers ;:':64. Therefore, even
though the seroprevalence among the case-patients (72% had titers
;:':32) was higher than that in many seroepidemiologic studies of
C. pneumoniae and heart disease, it is not surprising that Weiss
et a1. [1] were unable to demonstrate a higher seroprevalence
among the atherectomy patients than in their control group. The
reason for the elevated seroprevalence among the control subjects
is not clear but may have resulted from chance fluctuation due to
the small sample size. This small sample size clearly limited their
ability to detect a true difference in seroprevalence between the
case and control groups. Even if the seroprevalence among the
controls had been nearer to that expected for older adults (e.g.,
75%), this study of 93 subjects would have had <20% power to
detect an odds ratio of2.0 (at 1 - a = 95%), which is the approxi­
mate magnitude of risk reported in many of the previous seroepide­
miologic studies.

Weiss et a1. [1] cite differences in local epidemiology as one
factor that may explain the differences between their results and
those of other investigators and note, "it appears that if this organ­
ism can cause coronary heart disease, its role varies in different
populations. " We agree that the evidence supporting an association
between C pneumoniae and atherosclerosis does not prove a causal
relationship. However, if differences in the populations studied is
accepted as the explanation for the discrepancy of the results with
those of other studies, then the group of Brooklyn subjects studied
by Weiss et al. must be assumed to differ not only from populations
in Seattle and South Africa, as they state, but also from the popula­
tions of much of the rest of the world. To date, a serologic associa­
tion of C. pneumoniae and atherosclerotic disease or detection of
the organism in atheroma has been reported in Finland [3], Sweden
[4], the United Kingdom [5, 9], and Italy. In the United States,
two nationwide studies [6, 7] and studies of patients in California
[8], Kentucky [10], and Utah [11] have reported such associations.

Of note, 6 authors of the report under discussion also contributed
to the Kentucky study abstract [10]. In addition, results reported
in several other recent abstracts have extended the regions to in­
clude the Netherlands, Germany, India, Japan, and Alaska. How­
ever, an abstract from investigators in Minnesota reported a failure
to detect C pneumoniae in 49 coronary artery autopsy specimens
tested only by PCR.

Given the overall consistency of the results of studies from many
different areas, it seems more likely that methodologic differences
account for the results reported by Weiss et aI. [1] rather than true
differences between the populations studied. As they suggest, further
studies are needed before it can be concluded that the presence of C
pneumoniae in atheroma or a serologic association with atheroscle­
rotic cardiovascular disease varies by geographic location.
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