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Figure 1. Effect of SAH on cells viability in RAW264.7 cells were treated with
different concentrate of SAH for 24 h~72 h. Cell viability was determined by MTT
and expressed as a percentage of viable cellsin the total number of cells counted. The
figure shows means + SD (n = 5) for each treatment.
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Figure 2. Effect of Hcy on cells viability in RAW264.7 cells were treated with
different concentrate of Hcy for 24 h~72 h. Cell viability was determined by MTT
and expressed as a percentage of viable cellsin the total number of cells counted.
The figure shows means = SD (n = 5) for each treatment.
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