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MMP-9 activity assay

<Assay protocol>

DJM-1 cells were incubated
with AK23mAb for indicated
times.

After incubation, incubated
medium were collected and
used as MMP-9 acitivity assay o
samples. B
MMP-9 activity was measured =

IMP-9(ng/ml)

by using MMP-9 activity assay
kit (GE healthcare).
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