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Table 1 Effects of radon and its progeny on the HBE cell

proliferation (X +s, %)
Groups fs / %

p"HBE p HBE
Control 1 1
Rnl0 0.874+0.05" 1.084+0.03"
Rn30 0.65+0.02" 1.234+0.02"

d: A, p HBE 5 p" HBE #lLL p<0.05; *, SxfH4IAHIL
0<0.05.

Note: A, p"HBE vs. p" HBE, p<0.05; *, p~ HBE vs. control
group, p<0.05.
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A, pHBE 5 p'HBE Lt p<0.05; *, 5% A L p<0.05
Fig.1 Effects of radon and its progeny on the apoptosis of
p'HBE and p~ HBE cells: A, p"HBE vs. p"HBE, p<0.05;
* p HBE vs. control group, p<0.05
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Fig.2 Effects of radon and its progeny on the membrane
potential of mitochondria in p"HBE and p"HBE cells
A, p” HBE vs. p'HBE, p<0.05; *, vs. control group, p<0.05
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Role of mitochondrial DNA decrease in apoptosis of human bronchial epithelial cells

induced by radon and its progeny

WANG Weipeng SUN Jing CHEN Yuzhi LI Bingyan TONG Jian
(Department of Health Toxicology, School of Radiation Medicine and Public Health,
Medical College of Soochow University, Suzhou 215123, China)

ABSTRACT Human bronchia epithelia with mtDNA decrease (p" HBE) cells generated by treatment of ethidium
bromide (EB) were exposed to radon gas in a special inhalation chamber. Cell proliferation was determined by cell
survival assay. Cell apoptosis and membrane potential of mitochondria were analyzed by flow cytometry. The results
showed that the survival fraction of p~ HBE cells significantly increased compared with that of p* HBE cells after
irradiation with radon and its progeny. Although the apoptosis rate of p” HBE cells was lower than that of the p" HBE
cells at early period, the total apoptosis rate was increased, along with the membrane potential decrease of
mitochondria in p” HBE cells. The results indicate that the increased potential of p~ HBE proliferation correlates with
the total apoptotic rate and mitochondrial membrane potential.

KEYWORDS Mitochondrial DNA, Radon and its progeny, Human bronchial epithelial cells, Apoptosis, Cell
proliferation

CLC R146

010204-5



