
Kaposi Sarcoma (KS) – Classic 
 
Patient  :   F.J., a 67-year-old man 
 
Duration  :   Two years 
 
Distr ibution :  - Dorsal and volar aspects of left hand 

- Lateral aspect of the four left fingers 
 
History :   Slowly progressive asymptomatic 

lesions 
 
 
Physical Exam : Erythematous to violaceous macules and plaques  
 
 
Histopathology : There are multiple slit-like structures associated 

with spindle cell proliferation and hemosiderin deposition – 
consistent with patch stage Kaposi sarcoma. 

 
  
Laboratory  : CBC: mild anemia (Hb: 12) 
    ESR: 33 
 
Treatment  : None 
 
 
Diagnosis:     Kaposi Sarcoma (KS) – Classic  
 
Discussion:   
1.  Classic KS:  
 

�  Indolent disease affecting men more than women with a mean age of 65 years.    
�  East European, Ashkenazi Jews and people of Mediterranean descent – are more 

affected. Associated with HLA-DR5 and B-18 linkage. 
�  Clinically:  starts as red – bluish macule on extremities that progress slowly to 

form large plaques or nodules Ý  spreading centripetaly.  Systemic involvement 
usually asymptomatic.   GI tract, lung, spleen, heart involvement is reported in up 
to 90%.  

 
2.  Afr ican-Endemic KS:  

�    Men affected more than women – faster course than classic KS. 
�    Fulminant in children 
�    Four subvariants:  Nodular, florid, infiltrate and lymphadenopathic. 

 
3.  Iatrogenic KS: 



�  Immunosuppressed patients in general  - more so with cyclosporine 
�  Genetic predisposition 
�  May resolve / regress once treatment is stopped 

 
4. Epidemic (HIV-associated) KS: 

�  Mostly starts on face, trunk and oral mucosa (bruise-like) Ý  systemic 
involvement. 

�  Homosexuals and IV drug abusers mainly affected. 
�  Most common tumor in AIDS population; prevalence dropped from 40% to 20%. 

 
Histogenesis: 
Cell of origin is most likely the lymphatic endothelial cell 
 
Etiology:   

�  Kaposi’s sarcoma – associated herpesvirus (KSHV or human herpesvirus 8) – is a 
primary and necessary factor in the development of  KS.   

�  Detected in 95% of KS – all clinical types. 
�  KSHV genome encodes proteins Ý  dysregulation of cell growth and inhibition of 

apoptosis (interference with retinoblastoma protein and  p53) 
�  Genetic predisposition, immune suppression, hormonal. 

 
Treatment:   
-  Solitary Ý   Excision, laser irradiation,  liquid nitrogen if flat 
-  Ionizing radiation, combination-chemotherapy,  INF-a  in AIDS-KS, also 
     topical 9cis-retinoic acid. 
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