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  Introduction 
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1.Introduction 

 

ebaceous glands (SGs) together with the hair follicles 

form the pilosebaceous units with a primary role to 

produce sebum. Changes in their lipid metabolism resulting 

in an altered amount and composition of sebum as noted in 

skin diseases such as acne vulgaris and atopic dermatitis 

(AD) (Zouboulis et al.,2015). Kovács et al., 2016 found that 

the SGs express adipokines like adiponectin, interleukin (IL) 

6, resistin, leptin, serpinE1, apelin, chemerin and visfatin. 

This adipokines exhibit a pivotal role in the pathogenesis of 

inflammatory skin diseases as acne. 

Visfatin, also known as Nicotinamide phosphoribosyl 

transferase (NAMPT) or pre-B cell colony enhancing factor 

(PBEF), has been identified as a new adipocytokine 

affecting insulin resistance by binding to the insulin 

receptor. Visfatin is also considered a new proinflammatory 

adipocytokine (Moschen et al.,2007). Visfatin is a 

biomarker related to insulin resistance and obesity (Friebe et 

al.,2011). Also, serum Visfatin level is found to be elevated 

in skin disease with considerable inflammation like 

Hidradenitis Suppurativa (HS) (González-Lopez et al.,2020 

& Samir et al., 2020). 
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