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Abstract 1. Combination of TTP399 with Metformin in ob/ob Mice 2. Combination of TTP399 with Exenatide in ob/ob mice 3. Combination of TTP399 with Sitagliptin in DIO Rats

Glucokinase (GK) is an enzyme localized primarily in the liver and pancreatic [3-cells and acts
as a glucose sensor to elicit glucose specific responses from the respective cell types. In the
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Figure 6: Effect of 14 days of administration of TTP399 and exenatide, alone and in
combination, on body weight gain in male ob/ob mice. Data are adjusted means (n =7 - 8)
and SEMs. Significant differences vs vehicle: **p <0.01, **p<0.001. Significance of the combination
treatments compared to exenatide alone and to the same dose of TTP399 are denoted by yyy
p<0.001.

Figure 3: Effects of TTP399 and Metformin, alone and in combination on body weight

gain in male ob/ob mice. Mice were treated as described and the means (n = 8 - 9) SEMs are
shown. Significant differences vs vehicle: * p <0.05. Significant differences vs the same dose of
TTP399 is denoted by yyy p<0.001.

For more information on current clinical trials with TTP399 visit:
or www.clinicaltrials.gov
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