
PREGLEDI IZ LITERATURE

BIBLID: 0370-8179, 133(2005) 7-8 p. 384-387

1 1 2

1

2Vojnomedicinska akademija, Beograd

UVOD

Retroviridae
Oncovirinae

onkogeni (c-onc

point)

su samo dva koja su odgovorna za nastanak malignih

stom (Rb) i p53 antionkogen.
Rb

p105

na mogu da intereaguju sa p105

p53 p53
i p21 S

G1

p53,



Parvo i Poxvirusa).

Humani papiloma virusi

human papilloma virus HPV), koji

HPV

zvani HPV
HPV tumori

HPV

vorni HPV

HPV

HPV

HPV
HPV

velikog (HPV

HPV

E6 i E7

izvod E6 p53
E7 Rb

12 .

Herpes simpleks virus tip 2 

2 (herpes simplex virus type 2 HSV2
virusu (cytomegalovirus CMV

HSV2 i CMV), odnosno nastanku
CMV

gl. immediate early

tivacije, koja se kaskadno odvija, i to aktivacijom
c-fos, c-jun i c-myc

Prisustvo HSV2 i CMV
HPV

HSV2 i CMV

.

Herpes virusi

Epštajn-Barov virus

Epstein-Barr) virus (EBV
di u vezu sa nastankom B i T

B
EBV Burkitt

BL BLiBL
Hodgkin T

EBV
BL

EBV

EBV

EBV EBV
kao B



B

c-myc

p53 antionkogena. Tumorski
EBV

EBV nuklearni antigen (EBNA1) i
LPM 1 i 2

tra se da LPM1 u B Bcl-2
i A20

HHV8
KSHV

HIV
HHV8

Virus hepatitisa B

B (HBV C
(HCV

nost da HBV

Retroviridae

V
V onkogena, koja

u regionu LTR (long terminal repeat

in vitro

Cis

LTR

T HTLV1
tax

TABELA 1.
TABLE 1. Viruses involved in human malignancies.

Virus family Type of virus Tumour Viral cofactors in oncogenesis

Papiloma virusi
Papilloma viruses

HPV)
tipovi 16, 18, 31
Human papilloma virus (HPV) 
types 16, 18, 31

Cervical neoplasia

CMV) i herpes
simpleks virus 2 (HSV2)
Cytomegalovirus (CMV) and herpes 
simplex virus 2 (HSV2)

Herpes viruses

EBV)
Epstein-Barr virus (EBV)

B i T
karcinom nazofarinksa
B and T cell lymphomas, Hodgkin’s lymphoma, 
nasopharyngeal carcinoma

HHV8)
Human herpes virus 8 (HHV8) Kaposi’s sarcoma

CMV)
Cytomegalovirus (CMV)

Hepadna viruses
Virus hepatitisa B (HBV)
Hepatitis B virus (HBV) Primary hepatocellular carcinoma

Flavivirusi
Flaviviruses

Virus hepatitisa C (HCV)
Hepatitis C virus (HCV) Primary hepatocellular carcinoma

Retroviruses
T limfotropni virus 1 (HTLV1)

Human T lymphotropic virus type 1 (HTLV1)
T limfocitna leukemija kod odraslih osoba
Adult T cell leukaemia
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ABSTRACT
Oncogenic viruses trigger persistent infections, which can 

stimulate uncontrolled cell growth by inducing cell transfor-
mation. Different oncogenic viruses use different mechanisms 
for infecting cells. Most oncogenic DNA viruses integrate trans-
forming sets of genes into the host chromosome and encode 
proteins that bind and inactivate cell growth regulatory pro-
teins, such as p53 and retinoblastoma gene product. Tumour-
ous RNA viruses use different oncogenic mechanisms. Some of 
them encode oncogenic proteins that are almost identical to 
the cellular proteins involved in the control of cellular growth. 
The overproduction or altered function of these oncogenic 
materials stimulates cell growth. These RNA viruses can cause 
tumours rapidly. The second group of oncoviruses integrates 
their promoter sequences and viral enhancers near to the cel-

lular growth-stimulating gene, initiating the transformation of 
the cell. The third group of RNA tumour viruses encodes a pro-
tein tax that transactivates the expression of cellular genes. 
Virus-induced malignant transformation of the cell represents 
the first step in the complex process of oncogenesis.
Key words: human oncoviruses; molecular oncogenic mech-
anisms; DNA oncogenic viruses; RNA oncogenic viruses
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