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Association between serum leptin and Parkinson disease: A meta-analysis TAN Chenchen, GUO Xiaoning , ZHAO
Baohua, ZHANG Xue. (Qingdao Central Hospital, University of Health and Rehabilitation Sciences, Qingdao 266042,
China)
Abstract:
in patients with Parkinson disease (PD) , but related research findings remain inconsistent. Therefore, this article system-
PubMed, Embase, ISI Web of Sci-

ence, and CNKI were searched for related articles published up to March 2020. In order to assess the overall effect, the

Objective Many studies in recent years have shown that leptin may exert a protective effect on neurons
atically reviews the role of leptin in PD patients through a meta-analysis. Methods

fixed effects model was used to calculate pooled effect size, standardized mean difference (SMD), and 95% confidence in-
terval (CI). Subgroup analysis, sensitivity analysis, and publication bias analysis were performed to assess the stability
and reliability of the studies included in the meta-analysis. Results A total of 7 studies were included in the meta-
analysis according to strict inclusion criteria, involving 167 PD patients and 141 healthy controls. The results showed that
the PD patients had a significantly lower serum level of leptin than the healthy controls (SMD=-0. 328,95%CI -0. 560 to
-0.096, P=0.006). The subgroup analysis showed that Caucasian PD patients had a relatively low serum level of leptin
(SMD=-0. 301, 95%CI —0. 566 to -0. 036, P=0. 026) , while there was no significant difference in the serum level of
leptin among Asian patients (SMD=-0. 414, 95% CI 0. 891 to 0. 063, P=0.089). The sensitivity analysis showed the
stability of overall effect size. The funnel plots showed no significant asymmetry, and no obvious publication bias was ob-
served by the Begg test. Conclusion This meta-analysis shows that PD patients have a lower serum level of leptin than
the healthy population, suggesting that serum leptin might be involved in the pathological process of PD, and further stud-

ies are needed to clarify the specific mechanism.
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Study %
ID SMD(95%CI) Weight
i
Lorefalt et al.(2009) - -0.41(-1.09,0.27) 13.77
1
Lorefalt et al.(2009) % - 0.17(-0.76,1.09) 7.42
Aziz et al.(2011) - -0.23(-1.21,0.76) 6.57
'
Fiszer et al.(2010) * - —0.95(-1.74,-0.15) 10.15
Salari et al.(2018) —*—~—— -0.21(-0.65,0.22) 34.16
1
Nakamura et al.(2016) _..____ -0.41(-0.89,0.06) 27.92
Overall(I-squared=0.0%, P=0.562) <> -0.34(-0.60,-0.09) 100.00
'
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1
Lorefalt et al.(2009) + 0.17(-0.76,1.09) 7.42
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