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800-2000 colonies / 100 mm dish
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* results of the 1st round of selection

Colonies surviving treatment, no. per 10 cells

CHO-K1 CHO-K1
parental cells gene trap library

Diphteria Toxin

Resistant Cells 1~4 2 ~ 30

Amphotericin-B 2~1 40 ~ 65
Resi: Cells
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