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Development of Kaposi Sarcoma Despite
Sustained Suppression of HIV
Plasma Viremia
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. To the Editor: We read with great interest the letter by Chan
t al. published in the October 1, 1999 issue of JAIDS (1). Both
eir patients had a CD4 count of 446 and 519 cells/p.l respec-
vely, with no evidence of systemic Kaposi’s sarcoma (KS).
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lation between complete HIV plasma viral suppression and
e possible development of KS, we disagree with their last
atement of excluding KS as a clinical endpoint in HIV clinical
ials. We recently observed the development of pulmonary KS
a 28-year-old Hispanic man who was virologically sup-
essed for >8 months with poor immune response on highly
tive antiretroviral therapy (HAART), as evidenced by his low
D4 count (50 cells/pl), and who died despite aggressive
erapy. The pathogenesis of KS in HIV-infected patients re-
ins complex. In fact, it is possible that HIV-1 could cause
in the absence of severe immunodepression by different
echanism, such as coinfection with human herpesvirus 8
HV8), chronic antigenic stimulation, and disregulation of the
mune system (2—4). Despite these observations and reduc-
on of incidence of opportunistic complications after HAART,
e development of systemic KS in immunocompromised pa-
tients is of concern, and until the results of larger studies are
available, it still carries a poor outcome and may herald the
development of other opportunistic infections (5-7).
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Homayoun Khanlou

Tomiko Stein

Charles Farthing

AIDS Healthcare Foundation
Los Angeles, California
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Author’s Reply

Khanlou et al. disagree with the statement that Kaposi’s
sarcoma (KS) should be excluded as a clinical endpoint in HIV
clinical trials. In fact, the final statement of our report was
“... it may not be appropriate to include KS as a clinical
endpoint in HIV clinical trials” (1). There is no dispute that the
immune suppression associated with progressive HIV disease
is associated with an increased risk of the development and
progression of KS, as is the case with the patient presented by
Khanlou et al. KS is also an indicator of poor prognosis and
may herald the development of other opportunistic infections
when it develops in the absence of effective antiretroviral
therapy (2,3). However, it is clear that KS can develop in
individuals without overt immune suppression (4), which is
almost unique among AIDS-defining opportunistic processes.
The point that was intended to be made by the presentation of
our 2 patients (1) was that, in the context of a favorable viro-
logic and immunologic response to effective antiretroviral
therapy, the development of limited Kaposi’s sarcoma may
have little or no impact on the clinical course of HIV disease
progression. If such patients had been involved in a clinical
endpoint trial of antiretroviral or immune-based therapies, their
development of KS would have led to the arguably inappropri-
ate conclusion that the therapy that they were receiving had
failed to prevent or delay the progression of HIV disease. Per-
haps a less contentious concluding statement would have been:
“As the development of KS in the setting of suppression of
plasma viremia and restoration of the CD4 T cell count appears
to have no or little effect on HIV disease progression, it may
not be appropriate to include KS as a clinical endpoint in HIV
clinical trials.”

Jonathan B. Angel
The Ottawa Hospital
Ottawa, Ontario, Canada
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