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Abbreviations: 
 
ART – antiretroviral treatment 
HHV8 – human herpesvirus 8 
HIV – human immunodeficiency virus 
KS – Kaposi sarcoma 
KSHV – Kaposi sarcoma-associated herpesvirus 
MCD – multicentric Castleman disease 
MSM – men who have sex with men 
PCR – polymerase chain reaction  
PEL – primary effussion lymphoma 
 
 

Human herpesvirus 8 (HHV8), also known as Kaposi sarcoma-associated herpesvirus (KSHV), 
is one of the few pathogens recognized as direct carcinogen, being involved in the pathogenesis of 
Kaposi sarcoma, primary effusion lymphoma and multicentric Castleman disease. KSHV is a relatively 
recently discovered virus, with still limited possibilities for diagnosis and treatment. Therefore, ongoing 
studies are trying to answer the main issues related to the management of KSHV infection and its 
associated diseases. This review updates the current knowledge of the KSHV infection, discussing 
aspects related to epidemiology, virological features, clinical manifestations, diagnosis and treatment. 
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What is new/what is important 

Kaposi sarcoma-associated herpesvirus (KSHV) was first described in 1994 in relation to Kaposi sarcoma. Later on 
KSHV was associated to other malignancies: primary effusion lymphoma and multicentric Castleman disease. KSHV 
inflammatory cytokine syndrome was recently described in HIV co-infected patients. 

KSHV seroprevalence varies in diferent geographical areas, and is likely underestimated, since there are no standardized 
serological tests for the diagnosis of this infection. 

Since most cases of KSHV-associated malignancies occur in HIV-infected and other immunosupressed patients, clinicians 
should be aware of these conditions and even screen for KSHV in high-risk patients. 

So far there are no effective antivirals against KSHV. 

 
INTRODUCTION 

Human herpesvirus 8, also known as Kaposi 
sarcoma-associated herpesvirus (KSHV), is one of 
the few pathogens recognized as direct carcinogen, 
causing over 40,000 cases of cancer and 20,000 
deaths worldwide each year [1]. 

KSHV is a relatively recently discovered virus. 
It was first isolated from Kaposi sarcoma lesions in 
1994, hence its name [2]. In addition to Kaposi 

sarcoma, KSHV causes two lymphoproliferative 
disorders – primary effusion lymphoma and 
multicentric Castleman disease [3]. There are also 
several findings indicating the involvement of 
KSHV in other chronic or neoplastic diseases [4]. 

Because the seroprevalence of KSHV is 
insufficiently studied in the general population and 
access to the laboratory diagnosis of this infection 
is relatively limited, the involvement of KSHV in 
human pathology is incompletely elucidated. 
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EPIDEMIOLOGY OF KSHV  

INFECTION 

Unlike other herpesviruses that are ubiquitous, 
the seroprevalence of KSHV is significantly lower 
and varies from one geographic area to another 
(Figure 1) [5]. There are endemic areas in Africa 
and the Middle East where the seroprevalence of 
KSHV infection in the general population is between 
14–86%, the highest rates of seroprevalence being 
found in the so-called “Kaposi sarcoma belt” from 

Sub-Saharan Africa [6]. A moderate seroprevalence 
of KSHV infection is reported in Southern Europe, 
being estimated between 10–30% [4]. In the USA 
and Northern Europe the seroprevalence of KSHV 
infection in the general population is low, being 
estimated at around 6% [7]. In these regions with 
low seroprevalence, the highest values are recorded 
in HIV-positive men having sex with men (MSM) 
(30–60%) and HIV-negative MSM (20–30%) [4]. 
Regarding Romania, there are currently no data on 
KSHV seroprevalence. 

 

 

Figure 1. Worldwide KSHV seroprevalence (cumulative data from several studies conducted between 1998–2015).  
Figure modified from Cesarman et al. [9] and Mesri et al. [10]. 

 
It should be noted that different and non-

standardized serological diagnostic techniques are 
used in the research conducted till now. In addition, 
a low titer of anti-KSHV antibodies may not be 
detected by currently available tests, which is why 
the seroprevalence of KSHV infection may be 
underestimated [8]. 

KSHV is excreted mainly in the saliva and 
semen of the infected patient (Table 1). In endemic 
countries for KSHV infection, there is an increased 
seroprevalence in children, which suggests a possible 
horizontal transmission through saliva. In contrast, 
in countries with low seroprevalence, KSHV infection 
is rare in children. In these areas the transmission is 

probably mainly sexual, the risk of infection correlating 
with the number of sex partners and a history of 
sexually transmitted diseases [11]. Regarding blood 
transmission, it seems to be more common among 
injecting drug users, although there are studies that 
do not confirm this supposition. Transmission through 
blood transfusions appears to be very low in low-
prevalence countries, but it has been reported in 
endemic countries [5]. In addition, transmission 
by organ transplantation is considered, cases of 
rapidly progressing KS being reported in transplant 
recipients [12]. All these routes of transmission are 
still speculative and the pattern of transmission of 
KSHV infection remains unclear [13].  
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Table 1 

Presence of KSHV in potentially infectious body fluids (%). Modified from Martin et al. [14]. 

KSHV +  

KS + KS , HIV + KS , HIV  
Saliva 22 20–35 10–20 
Semen 6 <1 <1 

Vaginal fluid NA 1 1 
Feces 0 NA <1 

KSHV – Human herpesvirus 8, KS – Kaposi sarcoma, HIV – Human immunodeficiency virus, „+” – presence of infection/disease, 
„–” – absence of infection/disease, NA – not available.  

 
VIROLOGY, IMMUNOLOGY AND PATHOGENESIS  

OF KSHV 

KSHV belongs to the subfamily 
Gammaherpesvirinae, the genus Rhadinovirus. It 
is most closely related to the Epstein-Barr virus, 
being a lymphotropic and oncogenic virus [4].  

KSHV infects both B lymphocyte and T 
lymphocyte, monocytes, endothelial cells and 
keratinocytes. Of these, the main reservoir of latent 
KSHV is thought to be the CD19-positive B 
lymphocyte. Like any herpesvirus, KSHV has both 
latent and lytic life cycles. After entering the target 
cell, the virus remains latent temporarily or for the 
rest of the individual’s life, without causing a host 
immune response against infected cells [4]. The 
immune response is attenuated mainly by the 
synthesis of viral proteins with a structure similar 
to cellular proteins involved in the antiviral response. 
These homologues inhibit the synthesis and antiviral 
action of interferon, inhibit apoptosis and stimulate 
the mechanisms of oncogenesis [15]. 

The determinants for entering from latency 
into the lytic phase (viral replication) are incompletely 
known. Viral co-infections, especially HIV infection, 
appear to play a role in triggering KSHV replication, 
both by direct activation of toll-like receptors (TLRs) 
and by induction of inflammatory cytokines [16]. 

Regarding the oncogenic role of KSHV, two 
mechanisms are described [4]. The classical mechanism 
of neoplastic transformation by viral proto-oncogenes 
(v-cyclin D or v-BCL-1) is questioned especially 
regarding the pathogenesis of Kaposi sarcoma [4]. 
In contrast, an important role is attributed to viral 
proteins and inflammatory cytokines induced by 
KSHV. Among the most studied are viral interleukin 
6 (v-IL6), viral G protein-coupled receptor (v-GPCR), 
viral interferon regulatory factor-1 (v-IRF-1) and 
viral macrophage inflammatory protein (v-MIP) 
[15, 17]. Because paradoxically neither latent KSHV 
nor lytic KSHV can cause tumor transformation of 
the cells, the so-called “paracrine oncogenesis” 
hypothesis has been proposed. This involves the 

release of molecules from lytically infected cells, 
which will stimulate latently infected cells by 
paracrine signaling. This will lead to ignoring the 
normal signals of cell cycle regulation, inhibition 
of apoptosis, uncontrolled proliferation, angiogenesis 
and evasion of the immune system [17]. An interesting 
hypothesis related to these viral proteins is that  
v-MIP would bind to the type 3 CC chemokine 
receptor (CCR3) required for HIV to enter glial 
cells. This would prevent HIV from entering the 
cells, reducing the risk of AIDS-associated dementia. 
However, studies are not strong enough to support 
this effect [18]. 

It should be noted that KSHV infection can 
exert its oncogenic effect only in the presence  
of co-factors, such as genetic susceptibility and 
immunosuppression [17]. Immune status has a 
unanimously accepted role in the pathogenesis of 
KSHV-associated diseases. Arguments in this regard 
are the increased incidence of Kaposi sarcoma 
(KS) in HIV and transplant patients, as well as the 
regression of KS lesions under antiretroviral treatment 
or after lowering the doses of immunosuppressive 
therapy [19]. T lymphocytes are mainly involved 
in the antiviral immune response, but also natural 
killer cells (NK), as well as neutralizing antibodies 
[20]. 

Of particular importance is the involvement of 
neutralizing antibodies, as research in this direction 
has paved the way for a possible KSHV vaccine. 
Studies have shown that the titer of KSHV antibodies 
in patients with KS was significantly lower compared 
to that of patients infected with KSHV but without 
KS lesions [20]. Based on this findings, researchers 
began designing a vaccine. They used virus-like 
molecules composed of several key KSHV envelope 
glycoproteins. These molecules inoculated in rabbits 
were able to generate moderate titers of neutralizing 
antibodies, which subsequently prevented in vitro 
KSHV infection of epithelial, endothelial cells and 
B lymphocytes. Ongoing studies are trying to establish 
the configuration of the molecule that could be 
effective in vivo in preventing KSHV infection [21]. 
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CLINICAL FEATURES OF KSHV INFECTION 

Like any herpesvirus, KSHV causes a primary 
infection following initial entry to the host. After 
that, KSHV remains dormant in target cells, but 
can resume replication, especially under conditions 
of immunosuppression. The clinical manifestations 
in reactivations are different from those of the 
primary infection [22].  

Primary KSHV infection is often asymptomatic. 
It can be documented only by highlighting KSHV 
antibody seroconversion (positive KSHV antibody 
test in an individual who previously had a negative 
KSHV antibody test). Symptomatic primary KSHV 
infection is rarely reported, being described only in 
children, MSM and immunocompromised subjects 
[23]. 

In immunocompetent children, primary KSHV 
infection may present as a febrile maculo-papular 
rash [23]. Fever syndromes with lymphadenopathy, 
splenomegaly and arthralgias have been reported  
in immunocompromised individuals. KSHV 
seroconversion was also associated with the 
appearance of disseminated KS lesions and bone 
marrow failure in two patients who received a kidney 
transplant from the same KSHV-seropositive donor 
[24]. In addition, cases of lymphadenopathy, localized 
rash, diarrhea, and asthenia have been reported in 
HIV-negative MSM [25]. 

KAPOSI SARCOMA 

Kaposi sarcoma (KS) is the most common 
KSHV-associated disease. It was first described in 
1872 by Moritz Kaposi and was initially considered 
a rare, slowly evolving condition. Then, in the early 
1980s, with the outbreak of the HIV/AIDS epidemic, 
the number of KS cases and their severity increased 
considerably. Although the incidence of KS has 
decreased significantly after the introduction of 
antiretroviral therapy, it remains the leading neoplasm 
associated with HIV/AIDS, occurring in 20% of 
patients [4]. 

KS is an atypical malignant tumor, which  
is characterized mainly by angioproliferative 
inflammatory changes and less by typical sarcoma 
lesions [4].  

Cutaneous KS is the most common form of 
KS and is characterized by the presence of pink-
purple, angiomatous, rounded, well-defined, infiltrated 
maculopapules, which do not disappear under pressure 
and do not bleed on palpation. These lesions are 
painless, non-itchy, have different sizes (0.5–2 cm) 
and are located symmetrically along the lines of skin 

tension (Figure 2). Initially, pink maculopapules 
appear, which infiltrate progressively, turning into 
purplish nodules or plaques. In black patients, KS 
lesions may appear dark brown or black. Commonly 
affected areas are the face (especially the periorbital, 
perioronasal and retroauricular area), the upper 
half of the trunk and the extremities of the lower 
limbs (plantar, periungual). At the neck and trunk, 
the KS plaques have a linear shape, being oriented 
downwards and towards the midline, similar to the fir 
branches. This arrangement follows the skin drainage 
lines known as the Langer lines (Figure 2, D) [22]. 

Mucosal KS is also common, affecting the 
conjunctival, oropharyngeal (hard palate, gums, 
tonsils) and genital mucosa (Figure 3) [22]. Up to 
60% of patients with HIV/AIDS-associated KS may 
have lesions in oral cavity (Figure 3, A), which is 
usually an unfavorable prognostic factor [26]. In 
20% of patients the oral mucosa may be the initial 
site of KS. Moreover, KS located in the oral cavity 
may sometimes be the first sign of an undiagnosed 
HIV infection. Although the lesions may remain 
strictly localized in the oral cavity, possible 
extension to the respiratory and digestive tract 
should be considered. This extension occurs in 
about 70% of patients with oral lesions, but is often 
subclinical and underdiagnosed. The appearance of 
hemoptysis, hematemesis or melena, as well as 
other symptoms of the respiratory or digestive tract 
may be arguments for visceral spread [27]. Not 
least, lymph node involvement, especially reported 
in endemic regions, should be mentioned [28].  

KS was classified into four clinical-
epidemiological forms: classic KS, endemic KS, 
epidemic KS (or AIDS-associated KS) and iatrogenic 
KS. A fifth form called non-epidemic KS has recently 
been added [29]. 

 Classic KS was the first form of KS described, 
usually affecting elderly men of Ashkenazi Jewish 
and Mediterranean origin [30]. The lesions are 
generally located in the lower limbs, are painless 
and have a benign evolution [5]. 

 Endemic KS is described in Equatorial 
Africa, especially in children. It is an aggressive 
form, with a severe prognosis and rapid evolution 
towards death [28]. It commonly involves lymph 
nodes and significant local edema may occur. In 
these regions, KS is one of the main neoplasms, 
representing a real public health problem [5]. 

 Epidemic KS (HIV/AIDS-associated KS), 
although less frequently reported after the introduction 
of antiretroviral treatment, remains the most common 
HIV-associated malignancy, being also an AIDS-
defining condition [4]. It should be noted that one third 
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of patients who develop KS have well-controlled 
HIV infection with low viral load and high CD4 cell 
count (>200 cells/mm3). As the majority of patients 
in this subcategory are elderly, it is estimated that 
the number of cases may increase as the life 
expectancy of HIV patients increases and close 
monitoring is recommended [31]. 

 Iatrogenic KS occurs in transplant patients 
and/or in patients undergoing immunosuppressive 
therapy. Most cases are described in kidney transplant 
patients. The highest incidence is found in the countries 
where classic KS and endemic KS are often reported. 

KS is the most common post-transplant neoplasm in 
these regions [32]. The lesions usually regress after 
dose reduction or cessation of the immunosuppressive 
therapy [19]. KS affects 0.5% of transplant patients 
and occurs 10–22 months post-transplant [22]. 

 Non-epidemic KS is a recently introduced 
category, which affects HIV-negative MSM. This 
form of KS has a better prognosis, as lesions are 
often limited [29]. 

It should be noted that although most cases 
of KS fit into one of these 5 categories, atypical 
cases of KS have also been reported [33]. 

 

 

Figure 2. Kaposi sarcoma – disseminated cutaneous involvement. A, B – Images from the collection of the Adults 3 Departament 
from “Prof. Dr. Matei Balș” National Institute for Infectious Diseases, Bucharest. C, D – Courtesy of Aramă et al. [22]. 
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Figure 3. Kaposi sarcoma – mucosal involvement. A – Kaposi sarcoma of the hard palate.  

B – Conjunctival Kaposi Sarcoma. Courtesy of Aramă et al. [22]. 
 

PRIMARY EFFUSSION LYMPHOMA 

Primary effusion lymphoma (PEL) is a rare 
and aggressive form of non-Hodgkin lymphoma that 
is characterized by the appearance of malignant 
fluid into the serous cavities without detecting 
tumor masses [3]. An interesting aspect is that 
tumor cells in PEL are frequently co-infected with 
Epstein–Barr Virus. Recent studies show that the 
two viruses potentiate each other in the process of 
oncogenesis [34].  

The symptoms are caused by fluid accumulation, 
the patient usually presenting for dyspnea, when the 
pleura or pericardium is affected, or for ascites when 
the peritoneum is involved. Nonspecific symptoms 
may also occur, such as fever and altered general 
condition [3]. 

PEL represents approximately 4% of AIDS-
associated lymphomas and is rarely seen in HIV-
negative patients. The average survival time is 10 
months [5]. 

MULTICENTRIC CASTLEMAN DISEASE 

Multicentric Castleman disease (MCD) is one 
of the clinical forms of Castleman disease, being  

a multifocal B-cell lymphoproliferative disorder, 
characterized mainly by generalized lymph node 
hypertrophy and systemic symptoms (fever, night 
sweats) secondary to excessive production of IL-6. 
Hepatosplenomegaly and respiratory dysfunction 
may also be associated. In severe forms MCD may 
mimic sepsis, with hypotension, pancytopenia, and 
multiple organ failure. The evolution of MCD is 
characterized by exacerbations and relapses. A relapse 
may have as a pathophysiological substrate the onset 
of a so-called “cytokine storm” or a macrophage 
activation syndrome [5]. MCD is not a malignancy 
per se, but is associated in 32% of cases with the 
onset of neoplasms, including KS and PEL [35]. 
The average survival time is 1 year [5]. 

KSHV infection is involved in almost all 
cases of MCD associated with HIV infection and 
in about 40% of cases of MCD in HIV-negative 
patients [36]. Being a very rare and complex 
pathology, MCD is still insufficiently known and 
probably underdiagnosed [5]. 

KSHV INFLAMMATORY CYTOKINE SYNDROME 

KSHV inflammatory cytokine syndrome is a 
recently described clinical feature in HIV and KSHV 
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co-infected patients. It is characterized by MCD-like 
symptoms, high KSHV viral load and high IL-6 
titer, but without pathological changes suggestive 
of MCD [5].  

In addition to these pathologies in which the 
involvement of KSHV has been proven, there are a 
number of other chronic diseases in which the 
suspicion of a possible association with KSHV 
infection has been raised. This category includes 
sarcoidosis, idiopathic pulmonary hypertension 
and pemphigus vulgaris, but there is insufficient 
evidence to confirm the involvement of KSHV in 
the pathogenesis of these diseases [4]. On the other 
hand, there are sufficient arguments to rule out the 
involvement of KSHV in the pathogenesis of multiple 
myeloma [37]. In addition, there are recent studies 
indicating that KSHV infection could contribute to 
oxidative stress involved in the pathogenesis of 
type 2 diabetes [38]. 

DIAGNOSIS OF KSHV INFECTION  

AND KSHV-ASSOCIATED DISEASES 

The diagnosis of KSHV infection has not yet 
entered current clinical practice, as access to laboratory 
techniques that confirm this infection is still limited. 
To date, there are no standardized serological tests 
with adequate sensitivity and specificity for the 
diagnosis of KSHV infection. In addition, KSHV 
is difficult to isolate on cell cultures, and molecular 
diagnostic methods for viral DNA detection (PCR) 
are expensive and of limited utility [8]. This limitation 
is due to the fact that the virus remains dormant for 
long periods, with occasional reactivations, which is 
why only 10% of asymptomatic patients infected with 
KSHV will have positive PCR in the peripheral blood. 
However, quantitative determination of viral load is 
useful in HIV-positive patients, who may be diagnosed 
with a possible KSHV inflammatory cytokine 
syndrome, as well as in transplant patients [5]. 

Regarding the diagnosis of Kaposi sarcoma, 
the clinical surveillance of high-risk patients and the 
recognition of characteristic lesions are essential. 
The examination of the oral cavity should not be 
omitted, as in a significant percentage of patients it 
may be the site of onset or even the only location 
of KS. With regard to post-transplant KS, attention 
should be paid to apparently infected post-operative 
granulomas with delayed healing, as they may hide 
KS lesions. However, the clinical appearance is not 
enough for the diagnosis of KS. For this, a biopsy 
of the lesions must be performed, followed by 
histopathological and possibly immunohistochemical 
analysis. When a mucosal KS is diagnosed, it is 

necessary to complete the investigations with upper 
and lower digestive endoscopy and chest and 
abdominal computed tomography, in order to 
exclude the visceral involvement of the KS. Last 
but not least, it is important to look for a possible 
undiagnosed HIV infection [22]. 

Regarding KSHV-associated lymphoproliferative 
disorders, the diagnosis may be suggested by the 
association of non-specific clinical manifestations 
(polyadenopathies, fever, asthenia) with certain 
laboratory changes, such as high levels of LDH 
and beta2-microglobulin [22]. However, a definitive 
diagnosis requires histopathological examination. 
Immunohistochemical staining with anti-LANA 
(latency associated nuclear antigen) antibodies or 
PCR-based techniques can be used to identify KSHV 
DNA in tumor tissues. It should be noted that the 
identification of KSHV DNA in peripheral blood 
does not have a well-defined role in the diagnosis 
of KS, PEL and MCD [13]. 

TREATMENT OF KSHV INFECTION  

AND KSHV-ASSOCIATED DISEASES 

To date, no antiviral treatment has been shown 
to be truly effective in vivo and in vitro on KSHV. 
The lack of efficacy can be explained by the fact that 
most cells are infected with the virus in the latent 
phase, while the existing antivirals target the viral 
replication phase. Based on this observation, new 
research aims to associate an antiviral treatment with 
one that induces viral reactivation. This therapeutic 
approach is known as “lytic induction therapy” [39]. 

Recent studies have shown an important role 
of histamine in the reactivation of KSHV. Therefore, 
another approach involves the development of new 
antiviral agents that target histamine receptors or 
its signaling pathways, thereby preventing the virus 
from entering the lytic phase [40]. 

The treatment of Kaposi sarcoma depends 
on the clinical form and the extent of the lesions. 
In AIDS-associated KS, the treatment of localized 
skin lesions involves in the first stage the initiation or 
optimization of antiretroviral therapy (ART), which 
may lead to regression of the lesions [41]. Local 
treatment consisting of surgical excision, intralesional 
chemotherapy or local radiotherapy may be an option 
for localized lesions [42]. In disseminated skin lesions 
and visceral involvement, the association of ART 
with systemic chemotherapy is indicated. Liposomal 
doxorubicin is the first-line treatment. For post-
transplant KS treatment primarily involves dose 
reduction or discontinuation of immunosuppressive 
therapy [13, 42]. 
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The treatment of primary effusion lymphoma 
consists in the combination of ART (in HIV-positive 
patients) and chemotherapy. Being a relatively rare 
pathology, there is no standardized treatment [13]. 

The treatment of multicentric Castleman 

disease is not standardized either, given the low 
incidence of this condition. Chemotherapeutic agents 
have not been shown to be effective in disease 
control, but have led to an improvement in symptoms 
[43]. Rituximab may have a significant regression 
effect of MCD, but has the disadvantage that one 
third of patients develop either a new KS or an 
exacerbation of a pre-existing KS [13, 43]. 

In the management of all these pathologies, 
but especially in KS, it is important to consider the 
immune reconstitution inflammatory syndrome (IRIS), 
which consists in the paradoxical aggravation of the 
lesions after the initiation of ART. IRIS treatment 
consists of systemic chemotherapy. It should be 
noted that the use of corticosteroid therapy is not 
recommended in IRIS or in the treatment of 
KSHV-associated diseases, as it may cause the 
development of KS or exacerbation of pre-existing 
KS lesions with the possible occurrence of life-
threatening complications [13]. 

PREVENTION OF KSHV INFECTION  

AND KSHV-ASSOCIATED DISEASES 

Given that the route of KSHV transmission is 
still speculative, there is currently no recommendation 
to prevent exposure. Also, there is still no proven 
effective and safe vaccine. Regarding the prevention 
of KS, PEL and MCD, early initiation of ART in 
HIV-infected patients is the most effective prevention 
measure [13]. 

CONCLUSIONS 

KSHV is a relatively recently discovered 
virus, and although significant progress has been 
made in its description, there are still many 
research directions. Probably the main way that 
would allow a better diagnosis and description of 
KSHV infection would be the development of 
standardized serological tests, with high sensitivity 
and specificity. In addition, the significant mortality 
of KSHV-associated diseases emphasizes the need 
to identify effective therapies in terms of survival. 
On the other hand, the emergence of an effective 
vaccine would be the optimal way to manage 
KSHV infection. 

 
 

Virusul herpetic uman 8, cunoscut şi sub denumirea de herpesvirusul asociat 

sarcomului Kaposi (KSHV), este unul dintre virusurile cu rol oncogen dovedit, 

fiind implicat în patogenia sarcomului Kaposi, a limfomului primar al cavităţilor şi 

a bolii Castleman multicentrice. KSHV este un virus relativ nou descoperit, având 

posibilităţi încă limitate de diagnostic şi tratament. Astfel, se află în desfăşurare 

studii care încearcă să răspundă la principalele probleme legate de managementul 

infecţiei cu KSHV şi al bolilor asociate. Acest articol actualizează datele din 

literatura de specialitate cu privire la infecţia cu KSHV, aducând în discuţie 

aspecte ce ţin de epidemiologie, particularităţi virusologice, manifestări clinice, 

diagnostic şi tratament.  
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