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% 3 X=Fh POPs %15 11 & 4H A 40 B DNA B35 (n=100, X +SD)
Tab.1 The DNA damage of three blue mussel tissues exposed to three POPs at the 3rd day (n=100, X +SD)

DNA%(Tail DNA %)

x2

POPs

1.54=20.40 1.44=20.55 1.81%0.77
A 3.7541.30%* 1.87=%0.59* 2.162%0.73
B 8.04x=191%* 4.51%0.71* 6.54=+1.10%
D 2.8140.62%* 1.35%+0.46 2.5040.34%*
A 5.64=+0.80* 2.86*+0.57* 4.91%0.78%*
B 11.7741.94* 5.7242.03* 10.9741.74*
D 4.4330.69* 1.73%0.87 3.9541.00%*
A 12.5441.40* 5.6540.99* 9.4441.62%
B 22.8842.33%* 9.06+1.88* 19.1541.43*
D 10.40%1.63* 4.89+0.67* 8.30%x1.14*

:A B D Aroclor 1254 BaP DDT, SD ;¥ 0.01

s

5 5 X=# POPs Xt 404 I & AL A A DNA #1815 (n=100, X +SD)
Tab.2 The DNA damage of three blue mussel tissues exposed to three POPs at the 5th day (n=100, X +SD)

DNA%(Tail DNA %)

POPs
3.86%0.57 2.8040.47 3.8940.72
A 15.37%+1.23% 7.15%1.10* 10.374+1.83*
B 17.93%2.65*% 10.51%2.37* 14.3342.50*
D 14.19%1.53* 7.04%1.05* 13.4342.07*
A 18.09x1.61* 9.454+1.29* 13.85%1.26*
B 24.92+3.17* 20.14=33.42* 22.70=3.31*
D 19.70=%1.46* 10.75%1.24* 18.98+1.35*
A 19.43+2.31%* 11.44=%+1.11% 16.61+1.28*
B 39.05%1.96* 30.8642.33% 36.354+2.56*
D 25.19=%1.10* 17.3%1.75% 23.394+1.99*

£ 3 7 X=H POPs 3404 M & LA L4 DNA B93545(n=100, X +SD)
Tab.3 The DNA damage of three blue mussel tissues exposed to three POPs at the 7th day (n=100, X +SD)

DNA%(Tail DNA %)

POPs
7.23%1.80 6.24=%1.01 7.4221.30
A 21.3241.95% 11.4241.21% 16.94%1.66*
B 27.2941.75% 18.0441.74% 24.6541.24%
D 19.211.37* 13.3842.54% 16.2642.82*
A 28.4542.23% 24.8443.01* 25.1242.98*
B 30.0343.47* 31.38=%3.06* 31.74=32.47*
D 29.2241.64* 26.1243.08* 28.1742.59%*
A 39.562.11* 32.3242.51* 37.47%2.83*
B 44.4342.43% 34.8941.58* 40.1242.61*
D 38.83+1.81* 30.8342.80* 36.8333.23*
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Abstract: In this article, we compared the DNA damage in blue mussel gill, gonad and digestive gland cells that
were exposed to Aroclor1254 BaP and DDT by comet assay. The results show that tail DNA% was a perfect pa-
rameter for DNA damage. In addition, there were significant time- and dose-dependent damage to the gill, gonad
and digestive gland cells of blue mussel. Furthermore, the toxic effect of BaP was much more than the other two
POPs; and gill and digestive gland cells were much more sensitive than gonad cells for the POPs toxicity. We also
discussed the reason underlining the toxic sensitivity of different tissues and the significance of monitoring POPs in
marine ecosystem. The results are helpful for assessing the toxic effects and exploring the toxicological mechanism
of POPs.
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