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Acne vulgaris 1s a common chronic inflammatory disease of the pilosebaceous unit. It
is characterized by the formation of non-inflammatory comedones and inflammatory
papules, pustules, nodules and cysts. Acne is extremely common and usually starts
during the teenage years but can start for the first time in their 20s and 30s. The
lesions usually involve the face, back and chest. Psychosocial impact of acne can be
tremendous and lead to a poorer quality of life. Lipocalin-2 (LCN2) is an attractive
biomarker of inflammation, ischemia, infection, and kidney damage.

Aim of the study: The current study aimed to evaluate serum Lipocalin-2 levels in
inflammatory acne vulgaris patients and to reveal the possible relation between its
serum levels and the insulin resistance status in patients.

Patients and methods: The study included 60 patients suffering from inflammatory
acne vulgaris and 60 healthy control subjects. Full general and dermatological
examination were performed, recording of BMI, GAGS score was done. Then,
measurement of fasting insulin and fasting glucose was performed to calculate
HOMAIR.

Results: Serum fasting insulin and HOMALIR levels were significantly higher in acne
patients compared to control subjects. Correlation of HOMAIR with fasting glucose
revealed statistically significant positive correlation.

Keywords: Acne vulgaris, Insulin resistance, Lipocalin
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1. INTRODUCTION

Acne iIs the most common skin infection in late
adolescence. It affects the face, neck, and upper trunk
area, where sebaceous follicles are the densest in population,
and its prevalence is about 90% in teenagers (Zaenglein, 2018).

Hormones are considered as the prime factors in initiating
acne. It is reported that with the start of puberty, acne mostly
heralds, owing to the increased production of hormone, which
tends to peak in the mid- teenage years. Hormone primarily
stimulates sebaceous gland. The androgenic hormones (sex
hormone) like that of dihydrotestosterone stimulate and regulate
the metabolic rate and size of sebaceous gland (Que et al., 2016).

The correlation between insulin resistance and severity
of acne was investigated. The increased blood glucose which in
turn stimulates increased insulin secretion, decreasing the
availability of binding protein for insulin-like growth factor 1
(IGF-1) leading to facilitation of the effects of IGF-1 on basal
keratinocyte proliferation. Also, insulin stimulates the synthesis
of androgens which can cause acne (Burris et al., 2018).

Lipocalin-2 (LCN2), also known as neutrophil
gelatinase-associated lipocalin (NGAL), is released by various
cell types and is an attractive biomarker of inflammatory skin
diseases, infection, and kidney damage. Both intestinal and
metabolic inflammation, as observed in obesity and related
disorders, are associated with increased LCN2 synthesis (Hu et
al., 2018).




