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An 86 year old male presented with a 3
year history of asymptomatic purple lesions
located on the lower limbs. No immunosuppressive therapy had been given previously.
Physical examination revealed violaceous
infiltrated areas located on both feet and
lower limbs with flat hyperkeratotic purplish
plaques on the soles [Figure]. The lesions
were not painful and did not blanch. There
was no lymphadenopathy, and the rest of
the physical examination was normal. The
test result for human immunodeficiency
virus antibody was negative. Histological
examination showed irregular cleft-like
vascular channels lined by plump, slightly
atypical and hyperchromatic endothelial
cells. Immunohistochemical test of the lesions was positive for human herpes virus-8.
Radiological and endoscopic studies were
unremarkable.
Based on the clinical, analytic and
histological findings, a diagnosis of classic
Kaposi’s sarcoma was made. The patient refused any treatment
and an expectant attitude was taken. No progression of the lesions was observed after 2 years of follow-up. Classic Kaposi’s
sarcoma is usually indolent and patients are expected to die with
the disease rather than of the disease.
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Capsule
Slowing tumor growth with a one-two punch
Drugs that inhibit receptor tyrosine kinases (RTKs) have emerged
as promising anticancer therapies in clinical trials, but certain
solid tumors such as glioblastoma multiforme (GBM) respond
poorly to them. Work by Stommel and associates may help explain
why GBM, an aggressive form of brain cancer, is so refractory to
this class of drugs, which are typically administered as single
agents. Glioblastoma cells display concomitant activation of
multiple RTKs, all of which stimulate the phosphatidylinositol
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3-kinase (PI3K) signaling pathway, a critical driver of cell growth.
In preclinical models, combinations of agents targeting multiple
RTKs were more powerful than single agents in inhibiting the PI3K
pathway and slowing tumor cell growth. These results suggest a
potential strategy for optimizing the efficacy of RTK inhibitors in
GBM, an idea that can now be tested in clinical trials.
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