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We appreciate Dr. Taylor’s thorough review of the history of dipeptidyl peptidase-4 (DPP4) 
activity measurements. Although dilution of sitagliptin could account for the slightly di-
minished inhibition of DPP4 activity in controls compared with that previously reported, 
it could not account for the difference between controls and obese hypertensives reported 
in the paper, as DPP4 activity was measured using the same methodology in all groups. In 
addition, we reported an inverse correlation between body mass index and DPP4 activity, 
suggesting the effect may have been related to the volume of distribution of sitagliptin.
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