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Viti l igo and other autoimmune disorders are 
increasingly being reported in a background of 
immunosuppression. Viral-induced immune acti-
vation and molecular mimicry are the proposed 
mechanisms for the development of autoimmune 
diseases in individuals infected with human 
immunodeficiency virus (HIV). An association of 
vitil igo with Kaposi sarcoma (KS) rarely has been 
reported. The development of vitil igo preferen-
tially around KS lesions in a patient with AIDS is 
unusual. We report a case of disseminated vitil igo 
that developed around KS nodules in a patient 
with AIDS. 
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Case Report
A 33-year-old man diagnosed with human immuno-
deficiency virus (HIV) infection 4 years prior pre-
sented to the dermatology department with a nodular 
skin rash of 4 months’ duration that was confirmed 
to be Kaposi sarcoma (KS). In the last 4 weeks the 
rash had spread to the face, mouth, and eyelids. He 
had noticed spontaneous but substantial and progres-
sive vitiligo of the skin around the lesions in the 
last 3 weeks (Figure 1). His CD41 T-cell count was 
43/mm3 (reference range, 500–1000/mm3 and he did 

not have a history of antiretroviral therapy. He died 
of septicemia 3 days after admission. 

Laboratory studies revealed the following values: 
hematocrit, 32.6% (reference range, 41%–50%); 
white blood cell count, 9700/mm3 (reference range, 
4500–11,000/mm3) (with polymorphonuclear 
leukocytes, 85% [reference range, 40%–70%];  
lymphocytes, 11% [reference, 34%]; eosinophils, 0% 
[reference, 2.7%]; basophils, 3% [reference, 0.3%]; 
monocytes, 1% [reference, 4%]); erythrocyte sedimen-
tation rate, 109 mm/h (reference range, 0–20 mm/h);  
total protein, 6.4 g/dL (reference range, 6.0–8.0 g/dL).  
Antinuclear antibody and purified protein deriva-
tive (tuberculin) skin test results were negative. His 
CD41 T-cell count was 43/mm3. 

Skin biopsy results of the nodular lesions dem-
onstrated a nodular dermal proliferation of atypical 
spindle cells arranged in nests and fascicles. There 
were slitlike vascular spaces within the spindle 
cell proliferation with extravasation of red blood  
cells (Figure 2). 

Comment
Numerous skin manifestations have been docu-
mented in AIDS patients. Approximately 90% of 
HIV-infected patients develop cutaneous signs and 
symptoms1,2; therefore, diagnosis and management 
are vital in recognizing the progression of HIV infec-
tion. Common skin infections become increasingly 
severe and refractory to treatment as the immune 
system deteriorates, which may signal progression  
of HIV.1

The cutaneous manifestations of HIV infection 
may be divided into 3 categories: neoplastic, infec-
tious, and others. Vitiligo rarely has been reported in 
association with HIV infection, and the coincidence 
of KS and vitiligo in HIV patients has not yet been 
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reported to our knowledge.3  A relationship between 
HIV infection and the development of vitiligo has 
been previously described but is not fully estab-
lished.4,5 There is some evidence for the association 
between vitiligo and certain immunologic abnor-
malities. Chédiak-Higashi syndrome, character-
ized by parietal oculocutaneous albinism, has been 
related to impaired host defense mechanisms.6 The 
Vogt-Koyanagi-Harada syndrome, characterized by 
bilateral uveitis associated with meningeal involve-
ment, vitiligo, and dysacusia, has specific antibodies 
against surface antigens on normal melanocytes.3 

Kaposi sarcoma is caused by an excessive prolifer-
ation of spindle cells thought to have an endothelial 
cell origin. Despite their heterogeneity, the tumors 
are predominantly composed of KS human herpes-
virus genomic material with immunohistochemical 
markers of both lymphoid, spindle, and endothelial 
cells.7 Although the origin is still unknown, there 

is increased endothelial factor VIII antigen; spindle 
cell markers such as smooth muscle a-actinin; and 
macrophage markers such as ICAM-1 (intercellular 
adhesion molecule 1), CD68, and CD14 expressed by 
these spindle cells.8 Human herpesvirus 8 (HHV-8) 
genomic sequences have been identified by poly-
merase chain reaction in more than 90% of all types 
of KS lesions, including epidemic and endemic forms, 
suggesting a causative role for this DNA virus. The 
current working hypothesis is that HHV-8 must be 
present for the disease to develop. It is transmitted 
via saliva9; blood-borne transmission has yet to be 
proven. Human immunodeficiency virus considerably 
increases the risk for immunosuppression. Addition-
ally, these viral sequences have been associated with 
body cavity–based lymphomas, Castleman disease, and 
leiomyosarcomas that occur in individuals infected 
with HIV.10 Factors that are thought to contribute 
to the development of KS in individuals infected 
with HHV-8 and HIV include an abnormal cytokine 
milieu associated with HIV infection with angiogenic 
cytokines, such as IL-1b, basic fibroblast growth fac-
tor, acidic fibroblast growth factor, endothelial growth 
factor, and vascular endothelial growth factor.11 

Vitiligo in association with HIV was first reported 
by Duvic et al12 in 1987. Persistent viral infections 
have been postulated to be trigger factors for the 
development of autoimmune disease in a genetically 
predisposed host. Human immunodeficiency virus 
not only induces immunodeficiency but also is asso-
ciated with immunodysregulation that may manifest 
itself as autoimmune reactivity. The mechanism for 
the development of vitiligo in association with HIV 
is not clearly understood but several theories have 

Figure 2. Histopathology of the excised nodule showed 
spindle cell proliferation and slitlike vascular spaces 
(H&E, original magnification 340). 

B

Figure 1. Vitiligo patches around clusters of Kaposi sar-
coma nodules (A and B). 
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been proposed.5 The early phase of HIV infection 
may be accompanied by immunologic abnormalities 
that are characterized by lymphadenopathy, poly-
clonal B-cell activation with hypergammaglobu-
linemia, and suppressor T-cell activation. If HIV 
infection and vitiligo are causally related, then poly-
clonal B-cell activation with production of autoan-
tibodies to melanocytes and/or antibody-dependent 
cell-mediated cytotoxicity against melanocytes may 
contribute to the development of vitiligo. Other-
wise, it is possible that melanocytes may be directly 
affected by HIV.13

Conclusion
We present a rare case of vitiligo and KS associated 
with HIV infection. Although the role of HIV infec-
tion in these 2 skin lesions is not clear, the immuno-
logic responses that occur early in the course of HIV 
infection may contribute to the development of both 
of these skin lesions.
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