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Abstract: [ Objective | To explore the effect of haze particulate matter PMas on apoptosis of human bronchial epithelial cells

(16-HBE). [ Methods ] Groups of cultured 16-HBE cells were exposed to 8, 16, 32, 64 and 128 pug/mL PM, s respectively for 24, 48 and
72h of incubation to detect the cell survival and apoptosis rates. [ Results | After 24, 48 and 72h of interference, compared with the
negative control group, the cell survival rates of 64 and 128 pg/mL groups decreased significantly (P <0.05), and the cell total apoptosis
rates increased significantly (P <0.05). Compared with the corresponding 24 h groups, the cell survival rates of 72h groups decreased
significantly (P <0.05), and the apoptosis rates increased significantly except when treated with 8 ug/mL (P<0.05). [ Conclusion ]

Haze particulate matter PM, s possess cytotoxic effect on 16-HBE to induce apoptosis in a dose- and time-dependent manner.
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Table 1 Effect of haze particulate matter PM, s on cell survival rate of

16-HBE cells

i N [ FERR E]  AH A5 % (% )
Exposure concentration Cell survival rate under different exposure time
Chg/mL.) 24h 48h 72h
0 100.0 100.0 100.0
8 90.3 5.7 89.9+19 80.8 £2.8°4
16 89.3+6.6 89.0+3.8 748 £1.8°4
32 86.4+5.7 85.8+2.1" 724 £2.74
64 77.6+4.3 755+3.4 68.3+2.64
128 71.5+6.0° 68.9+3.0° 63.5+£54°4
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Table 2 Effect of haze fine particulate matter on apoptosis of 16-HBE cells

YL NI A A AR % (% )
Exposure concentration Total apoptosis rate under different exposure time
(pg/mL) 24h 48h 72h
0 21.31+1.31 22.82+1.34 22.95+2.32
8 23.35+2.08 24.30 £ 0.95 24.61 £ 1.70
16 2323+ 1.73 26.82 £ 1.50 28.51 £ 0.48%
32 24.86 +2.55 31.52 +0.60 33.58 £2.45™4
64 29.98 +0.75° 33.65 +3.35 38.15+ 1.01°4
128 30.11 + 1.75° 36.23 +0.62° 38.45+3.13°4
[V % SPAMEXTIE4L F4 ( Compared with the negative control group ),
P<0.05; % 5Ye7 24 h ZHH H ( Compared with the 24 h group ),
P<0.05,
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