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Abstract

Hepatocellular carcinoma (HCC) is one of the
most common malignant tumors. Carcinogenesis
of HCC involves complex biological processes
for which the mechanism/s remains to be
completely clarified. Research has shown that
hepatitis B and C virus infections, aflatoxin
contamination, alcohol abuse, ionizing radiation
and human metabolic products toxic to the
human genome can induce HCC. Most of these
cause DNA damage by having direct impacts
on the genetic materials of hepatocytes. This
constitutes an important molecular basis for the
carcinogenesis of HCC. DNA damage causes a
series of cell responses, including injury signal
transduction, damage repair, and induction of
cell death. The factors involved in DNA damage
can also affect some aspects of the DNA injury
repair system, preventing the damage from
being repaired or correctly repaired, leading
to malignant transformations. Therefore, the
accumulation of damaged DNA becomes an
important molecular mechanism underlying the
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carcinogenesis of HCC. Further studies should
lay a foundation for research into treatments for
HCC.
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R A2 Ko fsmils, JE19.5 dAETS, $E/RPARP-1F1
Ku80X ik K] /N il A2 2L ). PARP-1 -/-, Ku80
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INTHB X4 v LU PS3AH AR, 52mPS3 1 — &
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