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Abstract

‘ 12 CNS, also affecting peripheral autonomic
neumnal cwcuns gswlly_tbegmemﬂemmmmlemﬂﬂ The ENS is &n integrative neuronal network
also referred to as *the brain in the gut" because of its similarities to the CNS. We have recently shown that
the ENS can be readily analyzed using rouine colonic biopsies. This led us to propose that the ENS could
represent a unique window to assess the neuropathology in lving patients with PO. In this perspective, we
discuss cument evidence which indicates that the presence of ENS pathology may by explaited to improve
our understanding and management of PD and likely other neurodegenerative disorders.
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Abstract

Gastrointestinal (GI) dysfunction is & common but underestimated feature in Parkinson's disease (PD). Out of
the multimodal spectrum of treatment options, there cumently are only a few pharmacological treatments
avallable to improve gastrointestinal mofily and symptoms. Because enteric nervous function is mainly
requlated by transmitters different from those involved in the braln, dopamine replacemen is not 2 traaiment
option in PD patients. This articls focuses on the known reguiztive mechanism of GI function and presents
known and upcoming treatment options for GI dysfunction in PD.
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Abstract
BACKGROUND: Several studies have shown associations between Parkinson Disease (PD) risk and indvidual foods and
nutrients with inconsistent results.

OBJECTIVE: We examined associations between dietary patterns and risk of PD in the Health Professionals Follow-Up
Study (1986-2002) and the Nurses’ Health Study {1984-2000).

DESIGN: We included 49 692 men and 81 676 women free of PD at baseline and used principal components analysis to
identify major dietary pattemns and the Altemate Healthy Eating Index (AHEI) and the altemate Mediterranean Diet Score
(aMed) to assess diet quality. Relative risks (RRs) were computed by using Cex proportional hazards medels within each
cohort and were pooled by using a random-efiects model

RESULTS: We decumented 508 new PD cases after 16 y of follow-up. The principal components analysis identified 2 dietary
pattems: prudent and Westem The prudent dietary pattem, characterized by high intakes of fruit, vegetables. and fish, was
inversely associated with PD risk. but the Westem pattem was not. The pooled multivariate-adjusted RR for the top
compared with the bottom quintiles of the prudent score was 0.78 (35% CI: 0.56. 1.07: P for trend = 0.04). For the AHEL. the
pooled muitivariate-adjusted RR for the top compared with the bottom quintile was 0.70 (95% CI- 0.51, 0.94: P for trend =
0.01) and for aMED was 0.75 (95% CI- 0.57, 1.00: P for trend = 0.07)

CONCLUSIONS: Dietary pattems with a high intake of fruit, vegetables, legumes, whole grains, nuts, fish. and poultry and a
low intake of saturated fat and a moderate intake of alcohol may protect against PD. Benefits of a plant-based dietary
pattem including fish to PD merit further investigation
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Abstract

BACKGROUND: A role for vitamin D deficiency in Parkinson disease (PD) has recently been proposed

OBJECTIVE: To compare the prevalence of vitamin D deficiency in a research database cohont of patients with PD with the
prevalence in age-matched healthy controls and patients with Alzheimer disease (AD)
DESIGN: Suney study and blinded of plasma 2 D (25[OH]D)
in a clinical research database at Emory University School of Medicine

of stored samples

SETTING: Referral center (PD and AD patients). primary care clinics, and community setting (controls).

PARTICIPANTS: Participants were recruited into the study between May 1992 and March 2007 Every fifth consecutively
enrolled PD patient was selected from the clinical research database Unrelated AD (n = 97) and control (n = 99) participants
were randomly selected from the database after matching for age. sex, race. APOE genatype, and geographic location
MAIN OUTCOME MEASURES: Prevalence of suboptimal vitamin D and mean 25(0H)D concentrations

RESULTS: mare patients with PD (55%) had jitamin D than did conteals (36%) or patients with AD
41% P = 02 chi2)test) The mean (SD) 25(0H)D cancentration in the PD cohort was significantly lower than in the AD
and control cohorts (31.9 [13.6] ng/mL vs 34 8 [15.4] ng/mL and 37.0 [14.5] ng/mL. respectively: P = 03)

CONCLUSIONS: This report of 26(0H)D concentrations in a predominantly white PD cohort demonstrates a significantly
higher prevalence of hypovitaminosis in PD vs beth healthy controls and patients with AD. These data support a possible role
of vitamin D insufficiency in PD. Further studies are needed to determine the factors contributing to these differences and
slucidate the potential role of vitamin D in pathogenesis and clinical course of PD.

NuUTRITION YEARS
REvViIEWS jraa0n
MNutr Rev. 2011 Sep;69(8):520-32. dei 10.1111/j1753-4887 2011 00413
Prevalence of malnutrition in Parkinson's disease: a systematic review.
Sheard Jul, Ash S Silbum PA Kerr GK

Movement Neurescience Program, Institute of Health and Biomedical innovation, Queensland University of Technology, Brisbane,
Queensland, Australia. jamie sheard@qut edu au

Abstract

Parkinson's disease {PD) patients may be at higher risk of malnutrition because of the symptoms associated with the
disease and the side effects ofthe medication used to manage it A decline in nutritional status is associated with
many adverse outcomes related to health and quality of life. It is not clear, however, to what extent this population is
currently affected by malnutrition. The objective of this review was to systematically assess the methodology and
outcomes of studies reporting the prevalence of malnutrition in PD patients. Studies that attempted to classify
participants with PD into nutritional risk and/or malnutrition categories using body mass index, weight change,
amhmpomemc measures, and nutritional screenmg and assessment scores were included. IhmwalanmL

_malnmnmn There was a \arge degree nfvanatmn amang studles in the methnds chosen, the defmtmn of malnutrition
using those methods. and the detail in which the methodological protocols were reported. The true extent of
malnurition in the PD population has yet to be accurately quantified. 1t is important, however_to screen for
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Dual energy X-ray Absorptiometry (DEXA)

La densitometria con metodologia DEXA (Dual energy
X-ray Absorptiometry: assorbimento a raggi X a
doppia energia ) ¢ attualmente a livello mondiale il
“gold-standard” nella valutazione della densita
minerale ossea per la diagnosi di osteoporosi ed il
“gold-standard” nella valutazione della composizione
corporea.
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DIETA A CONTENUTO
CALORICO DEFINITO
( Prodotti aproteici )
CONSIGLI DIETETICI PER
RIDURRE 'APPORTO PROTEICO
Introdurre Puso di prodatti aproteici
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ATTIVITA' FISICA REGOLARE

( Bassa intensita e lunga durata)

Curr Pharm Des. 2012;18(1):76-84.

Curcumin-glucoside, a novel synthetic derivative of curcumin, inhibits a-synuclein
oligomer formation: relevance to Parkinson's disease.
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Abstract

@-Synuclein aggregation is centrally implicated in Parkinson's disease (PD). It involves multi-step nucleated
polymerization process via the formation of dimers, soluble toxic oligomers and insoluble fibrils. In the present study.
we synthesized a novel compound viz.. Curcumin-glucoside (Curc-gluc). a modified form of curcumin and studied its
lein. Under aggregating conditions in vitra, Curc-gluc prevents oligomer

anti-aggregating potential with

formation as well as inhibits fibril formation indicating favorable stoichiometry for inhibition. The binding efficacies of
Curc-gluc to both a-synuclein monomeric and oligomeric forms were characterized by micro-calorimetry. It was
observed that titration of Curc-gluc with a-synuclein monemer yielded very low heat values with low binding while, in
case of oligomers, Curc-gluc showed swgmﬁcam binding. Addition of Curc-gluc inhibited aggregation in a
dosedependent manner and solubility, which propose that Curc-gluc solubilizes the oliggmeric
form by disintegrating preformed fibrils and this is a novel observation. Overall, the data suggest that Curc-gluc binds
to a-synuclein oligomeric form and prevents further fibrillization of a-synuclein; this might aid the development of
disease modifying agents in preventing or treating PD.




