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[ Abstract] Objective: To establish a rapid, convenient and stable method for detecting interleukin-2
(IL-2) activity. Methods: IL-2 activity was detected by testing the proliferation of 1L-2 stimulation
depended CTLL-2 cell strain with cell counting kit-8 ( CCK-8). Results: When IL-2 concentration
was in the range of 2-2000U/ml, the proliferation of CTLL-2 cells was positively correlated with 1L-2

concentration. But IL-2 activities from 3 different companies were different. Conclusions: Method with
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CCK-8 is convenient, reliable and reproducible for detecting IL-2 activity.
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Fig.1 A curve showing CTLL-2 cell proliferation
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Fig.2  Comparison of CTLL-2 cell proliferation
stimuleted by 3 kinds of 1L-2
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