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Correction to: Endocrine
https://doi.org/10.1007/s12020-018-1696-z

The original version of this article unfortunately contained
a mistake in Fig. 1. There is a typo in the word

“osteoclastogenesis” and the word “activity” is missing in
the same entity. It should be “osteoclastogenesis” instead of
“osteoclestogenesis”. The corrected figure is given below.

The original article has been corrected.

The original article can be found online at https://doi.org/10.1007/
s12020-018-1696-z.
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Fig. 1 Direct effects of cortisol excess on bone metabolism. Endo-
genous glucocorticoid excess negatively affect osteoblast, osteocytes,
and osteoclast, which expressed glucocorticoid receptors (GRs). These
actions include an upregulation of peroxisome proliferator-activated
receptor (PPAR)-γ [23] and an inhibition of the wingless (wnt)/β-
catenin signaling pathway [24–26], leading to mesenchymal pro-
genitor cells differentiating preferentially into adipocyte that results in
a decreased number of osteoblasts and in an increasing of osteoblast

apoptosis and a consequent reduction of bone formation [28]. This
mechanism is also stimulated by sclerostin produced by osteocytes
[30]. Another key mechanism is the increase of the receptor activator
for NF-κB ligand (RANKL)/osteoprotegerin (OPG) ratio produced by
osteoblasts and osteocytes [32–34] that, together with the increased
macrophage colony-stimulating factor (M-CSF) [36], stimulates
osteoclastogenesis and bone resorption
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