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Abstract: Objective To investigate the effect of hydroquinone (HQ) on the expression of DNA-PK in
1.02 hepatocytes, and to clarify the role of DNA-PK in HQ-induced hepatocyte autophagy, so as to provide a
scientific basis for further exploring the relationship between DNA damage response and autophagy. Methods

The experiment involved untreated control group, DMSO solvent control group, DNA-PK inhibitor
(NU7026) group, HQ group and NU7026 + HQ group. The treatment time was 24 hours. The survival rate of
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L02 hepatocytes was detected by CCK-8. The morphological changes of the cells were observed by inverted mi-
croscope. The protein expressions of DNA-PK, p62, Beclin-1 and LC3 1l /LLC3 I in 1.02 hepatocytes were de-
tected by Western blot. The sub-cellular localization characteristics of DNA-PK protein were detected by im-
munofluorescence assay. Results The result of CCK-8 assay showed that, compared with that of the control
groups, the survival rate of cells in the HQ group and the HQ+NU7026 group significantly decreased ( P <<
0.01). The results of Western blot showed that the relative expression of DNA-PK protein increased with the
increase of HQ concentration under the action of 0~40 pM HQ. When HQ dose reached 40 M and 80 pM,
the relative expression of DNA-PK was higher than that of the control groups ( P <C0.01). Compared with the
control groups, the expression of p62 increased in the NU7026 group and the NU7026+HQ group. Compared
with the HQ group, there were no significant effects on the expression of LC3 1 /LLC3 I , Beclin-1 and p62 in
the NU7026 + HQ group. The results of immunofluorescence assay showed that compared with the control
groups, the fluorescence intensity of DNA-PK protein in the experimental groups was significantly enhanced,
and the DNA-PK protein in each group was only expressed in the nucleus. Conclusion HQ can increase the
expression levels of DNA-PK and LLC3 [ /L.LC3 I proteins in .02 hepatocytes, but has no effects on Beclin-1 and
p62 protein expression. Inhibition of DNA-PK activity can increase the expression of p62 protein in L.02 cells,

but has no effects on the expression of Beclin-1 and LC3 I /LC3 I proteins. DNA-PK may play a role in hepa-

tocyte autophagy by affecting the expression of p62 protein.
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2000),P62(1 : 1000) s Beclin 1(1 : 1000) ,LC3A/B(2
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