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Abstract:
epithelial cells exposed to radon gas. [ Methods ] Bronchial epithelial cells with (p-HBE cells) or without (p+HBE cells)

[ Objective | To observe the impact of mitochondrial DNA partial knockout on the injury of human bronchial

mitochondrial DNA partial knockout were exposed to 20000 Bq/m® radon and radon daughters to observe the changes in cell
proliferation, cell cycle, and intracellular reactive oxygen species (ROS) levels of cells at 10 passages (low-dose groups: p+HBE-Rn10
and p-HBE-Rn10) and 30 passages (high-dose groups: p+HBE-Rn30 and p-HBE-Rn30). [ Results | After radon exposure, the
plating efficiency (PE) and the survival fraction (SF) of the p-HBE-Rn10 and p-HBE-Rn30 cells were higher than those of the
p+HBE cells (P<0.05). PE and SF were lower in the p+HBE-Rn30 cells than the p+HBE-Rn10 cells (P <0.05), while higher
in the p-HBE-Rn30 cells than the p-HBE-Rn10 cells (P <0.05). S phase decreased and G2/M phase of the p+HBE-Rn10 cells
increased, while the p+HBE-Rn30 cells showed the opposite effects. The ROS levels were increased in all exposure groups.
[ Conclusion ] Compared to the p+HBE cells, the p-HBE cells have a significant change in cell proliferation, cell cycle, and
intracellular ROS generation after radon exposure, indicating that the radon induced cell injury is associated with mitochondrial
structure and impairment.
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Table 1 The effects of radon exposure on cell planting efficiency

and cell survival fraction

AL 58 BT 1% (9% ) YA MLAR R A7 3L
il Plating efﬁciency( PE) Survival fraction( SF )
Cmup
p+HBE p-HBE p+HBE p-HBE
XFHR( Control ) 7.92+0.15  7.88+0.28" 1 1
K (Rnl0)  6.87+0.30  8.53+0.18" 0.87 +0.05 1.08 +0.03*

FAME(Rn30)  5.13£021° 9.69+031%%  0.65+0.02¢% 123+0.02%
[ 15 %t 5 | & 41 p+HBE 40 L b 3%, =: P<0.05, 5 4t B4t ke, #:

P<0.05, 51&AE4 I, A P<0.05,

[ Note ] Compared with the corresponding p+HBE cells, #: P <0.05.
Compared with the corresponding control cells, #: P <0.05.
Compared with the Rn10 cells, A: P<0.05.
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Figure 1 Distribution of cell cycle after radon exposure
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Table 2 The effects of radon exposure on ROS levels

215 ( Group ) p+HBE p-HBE p-HBE/p+HBE
Xt % ( Control ) 4.63+0.06 3.33 £0.24" 71.9%
fiGHI (Rnl0) 6.87 £0.09 5.06 +0.12#% 73.7%
FlE (Rn30) 8.46+0.29% 7.73 £0.7544 91.4%

[ 15 %)% | & %1 p+HBE % f b 82, +: P<0.05, 5 ot B 41 g, #:
P<0.05, GIRAFLALE: A: P<0.05,
[ Note | Compared with the corresponding dose p+HBE cells, *: P<0.05.
Compared with the control cells, #: P <0.05. Compared with the
Rnl0 cells, A: P<0.05.
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