Neuroprotective effects of HM15211, a novel long-acting GLP-1/glucagon/GIP triple agonist
In the MPTP Parkinson’s disease mouse model
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ABSTRACT

HM15211 is a novel long-acting GLP-1/glucagon/GIP triple agonist that is

« MPTP iIs a specific neurotoxin affecting the nigrostriatal

system. |
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» HM15211 administration protected MPTP induced dopaminergic
neuronal cell damage in the striatum and the substantia nigra.

reduction of IL-10 (c) levels of mice induced by MPTP.
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