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Role of pericytes in alpha-synuclein accumulation in traumatic brain injury
mouse model
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Traumatic brain injur¥ (TBI% produces the secondary damages including
Parkinson’ s disease (PD). However, it s unclear the mechanisms by which TBI induces the a
-synuclein (a syn) accumulation in the brain, a responsible factor of the pathology of PD. Our data
showed that o syn expressions were increased in brain of TBI mice. Pericytes in TBI mice and aged
pericytes showed the increased expression of PDGFRB . To evaluate whether PDGFR in pericytes is
associated with the a syn degradation, we prepared PDGFR knockdown pericytes. The ability of a syn
degradation in PDGFRB -knockdown pericytes is higher than those in pericytes expressing PDGFR( ,
indicating that pericyte activation down-regulated the degradation ability of o syn in pericytes.
Taken together, activation of pericytes induced by TBI and aging might be involved in the
accumulation of a syn in the brain. These finding raise a possibility that pericytes is therapeutic
target for preventing the development of PD.
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