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A HIV fert6zeés és az AIDS kialakulasat kiser6 események
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*Non-Hodgkin’s lymphomak

Immunoblastic lymphomak
diffuse large cell ymphomak

*Kaposli’'s sarcoma
*Primary effusion lymphomak
«Castleman’s disease

*Hodgkin’s lymphomak
eSguamous cell carcinoma

* Egyéb (ritka)



Kaposi Mor

Kaposvar 1837 — 1902 Vienna







AIDS-hez tarsult Kaposi sarcoma




AIDS-hez tarsult Kaposi sarcoma
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Wridse Phylogenetic tree of herpesviruses
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Seroprevalence of HHV8 antibodies* in KS risk groups
and in the general population

* to LANA , by IIF and WB



Association of HHW-8 and Kaposi’'s sarcoma

Central Western
Europe Europe/USA

7-10 %




HERPESVIRUSES AS CO-FACTORS FOR OR PROMOTERS OF HIV INFECTION
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Binding sites for transcriptional factors in HIV LTR



Endothelial cells o HHV-8 infected spindle cells
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Viral etiology of AIDS
related malignancies



Addititonal factors in the etiology of AIDS related
malignancies:

slmmune suppression

lmmune disregulation

*Moleculat lesions of cancer-related genes

P53 degradation

L MP1 (TNFR) controls by growth and differantiation
linflammatory cytokines (vIL-6 vs. hiIL-6)

«Adhesion molecules

*Growth factors



Kaposi’'s sarcoma
Primary effusion lymphomas

Castleman Disease (multicentric
angiolympho-proliferative hyperplasi

Non-Hodgkin lymphomas

- B-immunoblastic lymphomas

- small non-cleaved lymphomas (Bur
lymphoma)

-diffuse large cell lymphomas

Hodgkin lymphomas

Cervical cancers
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