FRESF 2021 %6 A% 50 5% 12 M 1993

Ay = ==
BE « BERIAR  doi.10. 3960/ issn. 1671-8348. 2021, 12. 003
WM& E % https://kns. cnki. net/kems/detail/50. 1097, R. 20210601, 1345. 004. htm1(2021-06-01)

LM E T S8 DNA 5 X B/ O/ HIC2 4AE
RE/ERRAPRER

BAEL.E LA RS
(7 EA K FohiERKREA, M 510282)

[(HE] HE HKTRAREAN T4 DNA B £ KRS HIC2 @ fese &/ HL ARG PR . Fik
EA KBS I HIC2 ape ) &5 8/ A AMG AR, £ 45 AR (Con4l) A/ L AR A (H/R 4A) . K
405 NAC A (NAC ) . a e # + 4B 4 (NAC+HH/R 28)., Western blot 4| 28 i, 8 T 48 % % & (Bax.
Bel-2) & i& 5 48 6 %, 98 3% 56 sk 4 M) 7E A (ROS) K F ,DNA #4548 % & & (p-yH2ax.8-OHdG) | &8 #3514 38 47
(& % c (Cytochrome o) J&i&, &R 5 Con i ,H/R @@ A ROS K-F 7% ,pvyH2ax.8-OHIG,
Cytochrome c.Bax/Bcl-2 2 & 3w, 2 F A %+t FE N (P<<0.05) ;5 H/R 444 ,NAC+ H/R 48 ROS K F
4% , p-yH2ax.8-OHdG . Cytochrome ¢.Bax/Bel-2 & ik BAk, 2 F A %t F &L (P<<0.05), it 4o
BB A B, T 2 &0 ILgm i DNA 3745 A= 8 =,

(X1 A4 ;DNA 45 ;8 sk b B3 E R4

[(hEZESES] R363.2+1 [XEkFRIRE] A [xEHS] 1671-8348(2021)12-1993-05

Role of oxidative stress-mediated DNA damage in hypoxia/

reoxygenation damage of rat myocardial HIC2 cells”
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(Department of Anesthesiology »Zhujiang Hospital ,Southern Medical
University ,Guangzhou sGuangdong 510282 ,China)

[Abstract] Objective To investigate the role of oxidative stress-mediated DNA damage in myocardial
ischemia-reoxygenation injury in rat myocardial H9C2 cells. Methods The ischemia-reoxygenation injury
model was prepared by using rat myocardial H9C2 cells. The experiment was divided into the control group
(Con) , hypoxia/reoxygenation model group (H/R) ,antioxidant NAC group (NAC) and antioxidant + model
group (NAC+H/R). The expressions of apoptosis-related proteins Bax,Bcl-2 and cytochrome ¢ were detected
by Western blot and immunofluorescence assay. The level of ROS in the cells was detected by DCFH-DA stai-
ning. The expression of DNA damage-related proteins p-YH2ax and 8-OHdG were detected by immunofluo-
rescence assay. Results Compared with the Con group,the intracellular oxidative stress ROS level in the H/R
group was increased,and the expressions levels of p-Yh2ax,8-OHdG and Cytochrome ¢ were increased, Bax/
Bel-2 was increased, and the differences were statistically significant (P <C0. 05). Compared with the H/R
group,the ROS level in the NAC+ H/R group was significantly decreased,the expression levels of p-yH2ax,
8-OHdG and Cytochrome ¢ were significantly decreased, Bax/bcl-2 was decreased, and the differences were
statistically significant (P <C0. 05). Conclusion Inhibiting the oxidative stress in cardiomyocytes can signifi-
cantly improve the DNA damage and apoptosis of cardiomyocytes.
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