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Dear Editor,

Firstly, we would like to thank the authors for their interest

in our article titled ‘‘Etiopathogenesis of bone resorption in

acquired middle ear cholesteatoma’’ and the editor for

giving us the opportunity to reply to the letter.

Bone resorption is the most important clinical feature of

acquired middle ear cholesteatoma and causes various

extracrania and intracranial complications. We agree that

inflammatory cytokines, which are released in the inflam-

matory microenvironment through an autocrine and/or

paracrine way, may play a critical role in the bone

resorption of acquired middle ear cholesteatoma. Epithe-

lial-mesenchymal interactions through a paracrine way

have been reported to play a crucial role in the pathogen-

esis of middle ear cholesteatoma [1]. Inflammatory cells in

the perimatrix of cholesteatoma secrete cytokines and

mediators, which can bind to its receptor on cholesteatoma

keratinocytes and trigger relevant signaling pathway,

finally leading to keratinocyte proliferation, apoptosis,

bone resorption, and so on. For example, Yoshikawa et al.

[1] found that cholesteatoma subepithelial fibroblasts could

secrete Epiregulin, which bound to the epidermal growth

factor receptor on the cholesteatoma keratinocyte

membrane and subsequently activated the relevant signal-

ing pathway. Hilton et al. [2] demonstrated that the cho-

lesteatoma keratinocyte cells showed a statistically

significant increase of IL-8 secretion after TNF-alpha

stimulation in vitro.
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