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Mg R o3 (5 3X) : To elucidate the pathogenic mechanism of enteric
neurodegeneration in Parkinson’s disease (PD) and related disorders, we investigated the
frequency of bowel sounds, the state of ghrelin secretion into plasma, and histopathological
changes of the enteric nervous system. The results showed that the frequency of bowel
sounds and the active ghrelin ratio was significantly lower in patients with PD and
multiple system atrophy (MSA) than in control subjects. These observations suggested that
enteric nervous system functionally related to gastrointestinal motility and controlling
ghrelin secretion was affected in both PD and MSA. Regarding the histopathological
changes of the enteric nervous system, Lewy bodies were seen in PD cases; however, there
was no alpha-synuclein positive inclusion in the enteric nervous system in MSA cases.
Further investigations are needed to determine neurodegenerative changes of the enteric
nervous system in PD and MSA cases.
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D MSA PSPICBS Controls
Age (y) 706(8.1) ©6.5(9.7) 728(74) 666 (16.1)
M:F 14:8 8:9 6:6 13:7
DO (y) 7.4(3.8) 3.7(2.9) 4.3(4.1) na
H&Y 3.5(1.0) 3.9(08) 3.5(1.2) na
LEDD 509.8 139.7 1713 na
(mgiday)  (444.1)"" (215.2) (218.3)
BMI 20.3(4.0) 214 (4.7) 20.5(2.9) 22.0(3.2)
Leptin 3.6 (2.9) 58 (4.6) 4.7 (3.5) 6.4 (7.6)
{ng/ml)
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na=not applicable, ns=not significant
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Active ghrelin ratio (%)
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Active ghrelin Unacylated ghrelin

Active ghrelin ratio

Factor Correlation Pvalue  Correlation Pvalue Correlation P value
coefficent {r) coefficent (r) coefficent (r)

Duration -0.05 0.75 -0.22 017 0.16 0.32
HE&Y 0.08 0.61 0.04 0.27 -0.06 0.7
LEDD 0.30 0.06 on 0.49 0.30 0.06
aMmi -0.25 on -0.19 0.22 -0.07 0.67
Leptin -0.22 0.17 -0.10 047 -0.27 0.08
Drop of SBP -0.04 0.82 0.10 0.56 -0.14 0.42
Residual UV -0.09 0.58 -0.09 0.61 0.14 0.41
GD of -0.23 0.15 -0.001 0.99 041 0.008"
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