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biomarkers of HF-related myopathy and cachexia, while their role in the prediction of adverse

cardiac remodeling and poor outcomes requires to be elucidated in the future.
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Introduction. Parkinson’s disease (PD) is a progressive neurodegenerative disorder, which
is defined as one of the synucleopathies. It is also known that oxidative stress is associated with
a-synuclein amyloidogenesis in PD pathogenesis.

The aim of this study was to investigate possible correlations between a-synuclein and
glutathione peroxidase (GPx), as the biomarker of oxidative stress, in early stages of PD.

Materials and methods. We recruited 67 patients in | (n = 25) and 1l (n = 42) Hoehn and
Yahr (H&Y) PD stages. Enzyme linked immunosorbent assay was performed. We used the
Spearman’s rank correlation coefficient for variables not following a normal distribution.

Results. A moderate positive correlation between the levels of plasma a-synuclein (median:
146.90 pg/mL, CI 98.75 to 261.21 pg/mL) and plasma GPx (median: 563.60 pg/mL,
Cl 392.76 to 730.41 pg/mL) in PD patients was found (r = 0.53, p<0.001). In addition, there is a
strong positive correlation (r = 0.62, p = 0.001) between the levels of plasma a-synuclein
(median: 118.00 pg/mL, CI 88.40 to 247.62 pg/mL) and plasma GPx (median: 548.95 pg/mL,
Cl 398.79 to 730.41 pg/mL) in | H&Y stage PD patients, and a moderate positive
correlation (r = 0.53, p<0.001) between the levels of plasma a-synuclein (median: 177.82 pg/mL,
Cl 108.34 to 261.21 pg/mL) and plasma GPx (median: 519.88 pg/mL, Cl 366.81 to 702.98 pg/mL)
in Il H&Y stage PD patients.

Conclusions. Plasma a-synuclein level correlates with plasma GPx level in early stages of

PD, which confirms the significant role of oxidative stress in this neurodegenerative disease.
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