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1. Introduction and Aim of the Work

The global pandemic of obesity, insulin resistance (IR) together with
numerous circulating plasma factors contribute in a vicious cycle ultimately
leading to progression of type 2 diabetes mellitus (T2DM) and increasing its

prevalence (Tanabe et al., 2017).

The association of obesity and T2DM is believed to be through
biologically active molecules known as adipokines. Adipokines might have a
pathophysiological role in IR and B-cell dysfunction which highlights the
etiology for T2DM (Neville et al., 2016; Tanabe et al., 2017). Unravelling
newly identified adipokines massively increases, however the molecular
mechanisms by which adipokines affect the pathogenesis of T2DM are not

well elucidated.

Secreted frizzled-related protein 5 (Sfrp5) is a recently identified anti-
inflammatory adipokine (Ouchi et al., 2010). The circulating Sfrp5 level has
been extensively studied in field of cancer, but interestingly some animal
studies revealed its involvement in obesity , glucose metabolism (Rulifson
et al., 2014; Vincent and Postovit, 2017) and B-cell proliferation (Rebuffat
et al., 2013). However, limited human studies reported contradictory data
about Sfrp5 in obesity, T2DM and its association with B-cell function and IR.

Whntl inducible signaling pathway protein 1 (WISP1), is another
recently validated adipokine and a downstream target of Wnt signaling
pathway (Murahovschi et al., 2015).The circulating WISP1 level has been
studied in several fields including cancer (Zuo et al., 2010) and
atherosclerosis (Mill et al., 2012; Qi et al., 2016). Being a target of Wntl in
Whnt signaling pathways, it has been linked to metabolic disturbances (Zhong



