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Supplementary Figure 1. Oridonin inhibited the proliferation of CEM cells in a time- and dose-
dependent manner. CEM cells were incubated with 0, 2.5, 5, 7.5, 10uM oridonin for 1 day, 3 days,
and 5 days. At the end of incubation, the cell survival rates were determined by MTT methods. Cell
viability was expressed as the percentage of cell survival compared to the control. Data were from three

independent experiments.
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Supplementary Figure 2. Oridonin induced apoptosis in CEM cells. A, The CEM cells were treated

with indicated concentration oridonin for 24 h. A light microscope was used to examine the changes in

cellular morphology. B, The CEM cells were treated with indicated oridonin for 24 h and apoptosis

percentage was examined using the AnnexinV-FITC /PI apoptosis detection kit.
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Supplementary Figure 3. Oridonin inhibited the constitutive activation of mTOR and RAF/ERK
signaling on in CEM cells. The CEM cells were incubated with 7.5uM for 6, 12, 24 h. They were then
harvested, and total proteins were extracted. Equal amounts of protein from each sample were separated
on SDS-PAGE and immunoblotted with indicated antibodies. GAPDH was used as a loading control. A,
Oridonin inhibited the constitutive activation of mTOR signaling but had no inhibitory effects on AKT
kinase. B, Oridonin inhibited RAF/ERK signaling activation. C, CEM cells were nearly negative for Abl
kinase activity. Oridonin had no inhibitory effect on STATS signaling in CEM cells.
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Supplementary Figure 4. Oridonin had minimal cytotoxic effect on normal human peripheral

blood mononuclear cells. The normal human peripheral blood mononuclear cells isolated from three

blood donor were incubated with 7.5uM oridonin for 72h. MTT methods were used to determine the cell

survival rates. Cell viability is expressed as the percentage of cell survival compared to the control.
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Supplementary Figure 5. PBMCs from healthy donors were negative for ABL/AKT/mTOR ,
RAF/MEK/ERK, and STATS signaling activation. Total proteins were extracted from PBMCs from
three healthy donors. Equal amounts of protein from each sample were separated on SDS-PAGE and
immunoblotted with indicated antibodies. GAPDH was used as a loading control. SUP-B15 cells was

used as positive control.
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