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What does this mean for the Parkinson’s community? Conclusions

This exploratory analysis suggests that targeting a-synuclein with prasinezumab may slow Durability of treatment effect: The effect of prasinezumab on slowing motor progression and
motor and functional decline. This may result in: functional decline is sustained for 5 years vs an external comparator.

Maintaining independence and quality of life for people with Parkinson’s disease (PD) Clinically Meaningful Impact: Relative differences in MDS-UPDRS Part lll scores
at early clinical stage (—41% OFF and —95% ON) suggest a substantial shift in the disease trajectory.

Next Steps: These exploratory findings support continued exploration of prasinezumab’s

Reducing burden on healthcare systems and care partners , , , ,
effect in randomised, placebo-controlled trials, such as the ongoing PARAISO study.

Potentially delaying the need for higher doses of symptomatic therapies
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OLE is planned to continue for up to

cohort (reported as mean difference in points with 80% confidence interval [CI]). 10 years to evaluate long-term safety

 STEP 1: An external comparator

was created by applying The use of symptomatic therapies was generally higher in the PPMI cohort compared to and efficacy
PASADENA inclusion criteria to the PASADENA arm. The average LEDD remained approximately 100 mg higher in the
the PPMI sporadic PD cohort PPMI group through Year 5.
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