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Cis iso-control control 0.2 pg/ml | pg/ml 5 ng/ml
mean 7.1 22.42 31.09 42.59 45.46
Dox iso-control control 0.002 pg/ml 0.01 pg/ml 0.05 pe/ml
mean 7.1 22.42 23.43 30. 96 47.14
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