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Case Report From the Field

Recalcitrant Giant Molluscum Contagiosum in a Patient 
With Advanced HIV Disease — Eradication of Disease With 
Paclitaxel
Silver Cree Sisneros, DO

Background

Molluscum contagiosum is a poxvi-
rus skin infection that is self-limited 
and harmless, usually causing numer-
ous single, umbilicated papules in im-
munocompetent people. However, a 
patient with immunodeficiency such 
as that associated with HIV disease 
may present with giant, widespread, 
and chronic lesions, for which no 
single intervention has been shown 
to be convincingly effective for cura-
tive treatment. Poxviruses utilize the 
microtubule cytoskeleton within the 
cytoplasm of eukaryotic cells for move-
ment into the human host cell during 
the establishment of infection and for 
facilitating the continued spread of vi-
rus infection. Paclitaxel, a chemothera-
peutic drug used for treatment of can-
cer, targets the host cell’s microtubule 
cytoskeleton, resulting in apoptotic 
programmed cell death and potential 
disruption of the molluscum contagio-
sum virus (MCV) lifecycle. This, in turn, 
potentially leads to decreased viral 
replication and ultimately decreased 
burden of disease. We report here an 
unusual case of giant molluscum conta-
giosum lesions in a person with AIDS, 
refractory to conventional therapy but 
responsive to treatment with pacli-
taxel. No similar case appears to have 
been described previously.

Case Presentation

A 25-year-old, HIV-infected, hetero-
sexual man from Mexico presented for 
an initial consult, reporting a 12-month 
history of extensive groin and facial 

lesions. The lesions had worsened 
despite the initiation of antiretroviral 
treatment 3 months earlier. At the time 
antiretroviral therapy was initiated, the 
patient’s CD4+ cell count was 23/µL 
and plasma HIV RNA level was 32,640 
copies/mL. His antiretroviral treatment 
consisted of atazanavir 300 mg daily, 
ritonavir 100 mg daily, and fixed-dose 
combination emtricitabine/tenofovir 
200 mg/300 mg daily. Additional medi-
cations included fixed-dose combina-
tion trimethoprim/sulfamethoxazole 
800 mg/160 mg daily and clarithromy-
cin 500 mg twice daily, for prophylaxis 
of Pneumocystis pneumonia and dis-
seminated Mycobacterium avium com-
plex disease, respectively. On initial 
presentation to the clinic, 3 months af-
ter starting antiretroviral treatment, his 
CD4+ cell count was 59/µL and plasma 
HIV RNA level was 337 copies/mL. 

Initial examination revealed large pap-
ules, nodules, and plaques, 
some of which were ex-
tensive, ulcerating lesions, 
predominantly affecting the 
groin area and bilateral 
thighs, with perinodular 
scarring, evidence of bleed-
ing, and hyperpigmenta-
tion. The lesions ranged 
in diameter from 4 mm to 
20 mm, were quite tender 
to palpation, and caused 
tremendous pain during 
ambulation (Figure 1). Nu-
merous facial lesions were 
also present that ranged 
in diameter from 3 mm to 
5 mm. Biopsy specimens 
from 2 thigh lesions re-

vealed positive pathology for MCV in-
fection, with characteristic histologic 
features of large, eosinophilic, intracy-
toplasmic inclusion bodies (Figure 2).

Therapeutic Challenge

In patients with advanced HIV disease, 
molluscum contagiosum can present 
as an opportunistic infection and cause 
widespread, giant lesions that are par-
ticularly resistant to therapy.1,2 Antiret-
roviral therapy may result in reconstitu-
tion of the host’s immunity and may 
assist with resolution or improvement 
of MCV lesions, but success may be dif-
ficult to achieve. Historical treatment 
approaches, such as excision, topical 
treatment, and cryotherapy, are often 
minimally effective for treatment of ex-
tensive and severe disease.

Initial treatment with continued an-
tiretroviral therapy in addition to topi-

Dr Sisneros is a physician with a private practice in internal medicine in Marietta, Ohio. 
Send correspondence to Silver Cree Sisneros, DO, at DrSisneros@live.com. Received August 26, 2010; accepted November 23, 2010.

Figure 1. Lesions in the groin and thigh areas on presen-
tation of a 25-year-old, HIV-seropositive man with mol-
luscum contagiosum virus infection. Extensive, ulcerating 
lesions were accompanied by perinodular scarring, signs 
of bleeding, and hyperpigmentation.
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Figure 2. A section of a biopsy specimen from a thigh lesion reveal-
ing histologic features characteristic of infection with molluscum 
contagiosum virus: large, eosinophilic, intracytoplasmic inclusion 
bodies (Henderson-Patterson bodies).

cal liquid nitrogen cryotherapy was not 
associated with any improvement in 
this patient’s lesions. Consideration 
was given to using topical therapy with 
imiquimod or cidofovir, but because of 
the extent of the lesions, further topi-
cal treatment was expected to offer no 
benefit. The decision was made to use 
intravenous paclitaxel because of the 
drug’s potential ability to alter the life-
cycle of the MCV via disruption of the 
host’s cellular microtubule cytoskel-
eton kinetics.

The patient was administered “off-
label” treatment (ie, not approved by 
the US Food and Drug Administra-
tion [FDA]) with intravenous paclitaxel 
100 mg/m2 (108 mg), which is a low-
er dose than that recommended for 
the treatment of ovarian, breast, or 
non–small cell lung cancer. This dose 
(100 mg/m2) has been used success-
fully for the treatment of AIDS-related 
Kaposi sarcoma. There are no known 
drug-drug interactions between the 
patient’s antiretroviral drugs and pacli-
taxel. Paclitaxel was administered intra-
venously on an outpatient basis every 
21 days for 4 cycles of therapy, along 
with standard pretreatment with fa-
motidine, dexamethasone, and diphen-
hydramine. Within 15 days of receiving 
the first injection, the patient experi-
enced rapid and complete resolution of 
all skin lesions, despite persistent im-

mune suppression 
(Figure 3). 

The patient con-
tinued with the 4 
scheduled cycles of 
chemotherapy with-
out any complica-
tions and remained 
free of MCV dis-
ease at his last visit, 
7 months after the 
initial consultation 
(Figure 4). Complete 
resolution of mol-
luscum contagiosum 
persisted despite the 
patient’s nonadher-
ence with his an-
tiretroviral therapy 
and an increase in 
his plasma HIV RNA 
level to 10,600 cop-

ies/mL. The CD4+ cell count at the last 
follow-up visit was 145/µL.

Discussion
MCV was first described in the medi-
cal literature in 18173 and in 1905, 
molluscum contagiosum was found 
to be caused by a large DNA poxvi-
rus (reviewed in reference3). A major 
breakthrough came in 1996, when 
the genome of this tumorigenic virus 
was sequenced.4 With the eradica-
tion of smallpox, MCV is now the only 
member of the poxvirus family that 
currently causes substantial disease in 
humans.5 

The study of MCV has been ham-
pered by the inability to grow this vi-
rus in the laboratory and the lack of an 
animal model to study the 
infection. Vaccinia virus has 
therefore become the labo-
ratory prototype and most-
studied DNA poxvirus, and 
our knowledge of poxvirus 
biology is derived largely 
from studies of this virus.6 
These studies show that 
poxviruses utilize the micro-
tubule cytoskeleton within 
the cytoplasm of eukaryotic 
cells for movement into the 
human host cell during es-
tablishment of infection and 
for facilitating the continued 

spread of virus infection.7-9 Microtu-
bules are protein-based structural com-
ponents of the host cell cytoskeleton 
and are involved in maintaining cell 
shape, intracellular transport, and cell 
signaling, along with cell movement, 
reproduction, and division.

Infection with MCV has a worldwide 
incidence of as much as 8%.10 Up to 
18% of patients with HIV infection have 
symptomatic molluscum contagiosum, 
an incidence that increases to 33% for 
patients with CD4+ cell counts less 
than 100/µL.11 In the United States from 
1990 to 1999, the estimated number 
of physician visits for MCV infection 
was 280,000 per year.12 Acquisition of 
the virus follows contact with infect-
ed persons or contaminated objects 
and sources such as towels, sponges, 
swimming pools, public baths, tattoo 
instruments, gymnasium equipment, 
instruments used in beauty salons, and 
public benches.3,11,13 The estimated in-
cubation period ranges from 14 days 
to 6 months.14 Three distinct disease 
patterns are observed in 3 different 
patient populations: children who are 
generally healthy; adults who are gen-
erally healthy; and immunocompro-
mised children and adults.11 

MCV infection is most common in 
children who become infected either 
directly through skin-to-skin contact 
or indirectly through skin contact with 
contaminated objects. In adults, MCV 
infection is considered primarily a 
sexually transmitted disease. In immu-
nocompetent children and adults, MCV 
infection is a harmless, self-limited 
disease that produces a papular erup-
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Figure 3. Photograph of the patient 15 days after the first 
administration of intravenous paclitaxel, showing resolu-
tion of all skin lesions. 
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tion of numerous benign, umbilicated 
tumors.14 The individual tumors are 
small, skin colored, firm, smooth, and 
painless, and they have a central white 
caseous plug. Individual lesions heal 
spontaneously and are seldom present 
longer than 2 months.11 In patients who 
are severely immumocompromised or 
have advanced HIV disease and low 
CD4+ cell counts, the tumors may be-
come a widespread, chronic opportu-
nistic infection2,15 characterized by gi-
ant, nodular,1 necrotic,16 symptomatic, 
and disfiguring lesions, with second-
ary infection.17 In these patients, the 
impaired cell-mediated immunity can 
interfere with the resolution of disease 
and the tumors may be very resistant 
to therapy.18 In immunocompromised 
patients, the differential diagnosis of 
MCV disease is important to consider; 
it can include atypical mycobacte-
rial infection, cryptococcosis, pyogenic 
granuloma, basal cell carcinoma, histo-
plasmosis, penicillinosis, pneumocys-
tosis, and keratoacanthoma.19

Little data exist with regard to the 
best treatment of MCV infection. No 
single intervention has been shown to 
be convincingly effective, and no reli-
able evidence-based recommendations 
exist.14 

In healthy adults and children, treat-
ment is not necessary for recovery, and 
awaiting spontaneous resolution is a 
potential management strategy. Treat-
ment, when used, is intended to hasten 
this process. Three broad categories of 
treatment options have been used his-
torically for MCV disease: physical de-

struction of the tumor, topical 
treatment, and systemic treat-
ment. Cryotherapy, curettage, 
and evisceration are examples 
of destructive therapy. Treat-
ment may be painful and re-
sult in scarring.14 Topical treat-
ments include cantharidin, 
potassium hydroxide, podo-
phyllotoxin, tretinoin, liquefied 
phenol, imiquimod, and cido-
fovir. Systemic treatments that 
have been tried include cidofo-
vir and cimetidine.14,20

Traditional antiviral drugs 
are directed against the pro-
teins and functional pathways 

of the virus itself. Because poxviruses 
rely on cellular pathways to propagate, 
another possible antiviral treatment 
approach is to direct treatment that 
interferes with the viral functions that 
are dependent on the functional ma-
chinery of the cell.21 The microtubule 
cytoskeleton pathway plays a role in 
the lifecycle of poxviruses7 and may 
thus represent a new target for poxvi-
rus therapy.21

Paclitaxel targets the host cell’s mi-
crotubule cytoskeleton. The drug was 
discovered in 1964 and is derived from 
the bark of the Pacific yew tree (Taxus 
brevifolia). Paclitaxel is approved by the 
US FDA as a chemotherapeutic drug for 
the treatment of ovarian cancer, breast 
cancer, non–small cell lung cancer, 
prostate cancer, and AIDS-related Ka-
posi sarcoma.22 It belongs to the class 
of drugs called taxanes, which are an-
ticancer drugs that have validated the 
concept of microtubules as effective 
cancer chemotherapeutic targets.23 
Cells treated with paclitaxel produce 
too many microtubules and as a result 
are unable to coordinate cell division; 
they die after continued attempts to 
replicate their DNA without the ability 
to divide.24

The rapid clearance of disease in 
this case supports the possibility that 
treatment with intravenous paclitaxel 
might disrupt the MCV lifecycle, there-
by resulting in decreased viral replica-
tion and ultimately, decreased burden 
of disease. Further clinical studies are 
recommended to fully characterize the 
nature of this response.
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