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= MAO-B has been identified in human brain tissue, and its activity = The following PK parameters were presented for plasma YKP10461: g\;z /) (761653 ) (7?234 ) %17.3@) (326501 6.04) (134'793) (315654) (765%3) climihation haft-ite typically ranged from 11 10 ours. VA
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important therapeutic strategies for the treatment of Parkinson’s from time 0 to the time of the last measurable concentration N=7) | (30.9%) |(28.9%) | (28.8%) | (1.50-4.24) | (2.89) |(9.55) | (237) t0 250 mg dose range
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drug for the treatment of PD based on its biochemical action in vitro o - s (N =7) (28.3%) | (32.7%) (30.0%) (2.00-4.00) | (3.19) |(10.3) |(169) _
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and its reduction of motor complication properties in vivo along with . C - Maximum measured plasma concentration (N =7) (35.9%) | (39.8%) (41.9%) (2.00-6.00) | (3.96) |(14.3) | (371) _ | A .
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a favorable safety profile. In addition, preclinical studies suggest that . t -Time at which C  occurred 9 i i i MAO-B Levels _ Ny - .
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YKP10461 may slow the progression of the disease as well as provide - 1 : Apparent terminal elimination half-life Note: Cmax and AUC are presented as geometric mean (CV%); B v -
. . L TR % ' - vmax P! > 9 °)s 10461 Subjects = There was an elevation of PEA at all YKP10461 dose' levels, compared
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of current medications (Ref 3) po Jministrat T1/2, CLpo, and Vd/F are presented as arithmetic mean (SD) to placebo participants and every dose group receiving YKP10461
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= Pharmacokinetic (PK) results are reported from the First-in-Human . Vd/F :Apparent volume of distribution after extravascular also exhibited MAO-B inhibition compared to the placebo. There

was a statistically significant correlation of PEA levels and MAO-B
inhibition. These results imply that YKP10461 may have efficacy at
levels lower than 10 mg/participant.

= There was no statistical change in DHPG concentrations between the

(FIH) single ascending dose (SAD) study. Additional analyses of the
plasma evaluated the activity of MAO-B and inhibition of MAO-B and
MAO-A in the same population.

administration
= The following statistical methods were employed:
= PK parameters were summarized by dose group using descriptive
statistics.
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