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Abstract

Up to 2% of the population is affected with alopecia areata (AA), a prevalent chronic tissue-specific autoimmune disease that causes hair
loss. The specific pathobiology of AA is still unknown, however the most widely accepted idea is that an immunological process led the hair
follicle's immune privilege to collapse. The etiology of AA is influenced by numerous environmental and genetic variables. One or more
well-defined patches, more diffuse or total hair loss of the scalp (alopecia totalis), or hair loss of the entire body are all clinically treated for
AA using a variety of clinical approaches (alopecia universalis). Corticosteroids and other immunomodulators, minoxidil, and contact
immunotherapy are some of the available treatments for AA.
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INTRODUCTION

Alopecia areata is a common kind of hair loss or alopecia in humans. It is an autoimmune illness with a varied, sometimes
relapsing or remitting course that can be permanent, especially when hair loss is considerable. Alopecia areata is the second-
most prevalent non-scarring alopecia, behind male and female pattern alopecia. About alopecia areata Clinical hair loss often
exhibits extremely distinctive patterns.

Round or oval patches on the head (90% of cases) or other parts of the body are indicative of the most common type of alopecia
areata in patches (AA), alopecia totalis (AT), in which the scalp's hair is completely or almost completely absent, and alopecia
universalis (AU), in which hair loss is widespread. Every patient goes through a different, illogical course.

IMMUNOLOGICAL FACTORS

Numerous research teams have shown a substantial connection between AA and autoimmune diseases like vitiligo.
Vitiligo is considered to be two times more common in AA patients than in the general population. Although Addison's disease,
systemic lupus erythematosus, myasthenia gravis, scleroderma, allergic urticaria, and allergic urticaria all enhance the chance
of getting AA, it has been discovered that 4.1% of individuals with vitiligo and 2.3% of persons with thyroid illness are at risk
for developing AA. 26 Additionally, those who already have vitiligo as well as those with AT and AU have a greater risk.

Additionally, it has been suggested that the anagen phase structure of patients' own hair follicles, especially the infiltration of
CD4+ and CD8+ T lymphocytes into the hair follicle bulb, is altered by their antibodies, causing AA.

GENETIC FACTOR

Although the majority of cases of AA are sporadic, reports have suggested a strong connection between genetic factors and
disease development. This is supported by three different types of studies: 1) family-based linkage; 2) studies in monozygotic
twins, where a concordance of 50% of developing the disease has been observed; and 3) studies based on heritability in first-
degree relatives, where a positive family incidence of 10 to 42% for AA has been reported.
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ENVIRONMENTAL FACTOR

In terms of the environment, it's been proposed that stress may be one of the factors that might support the growth of AA.
Studies show that an emotional incident or identity crisis occurred for at least 23% of AA patients before the disease manifested
itself. Although not all of them have been shown to be successful, other variables, such as infections, toxins, and even diet,
have been proposed as possible disease triggers.

OXIDATIVE STRESS

In AA patients, oxidative stress may cause the overexpression of NKG2D ligands like MICA and ULBP, disrupting IP and
fostering autoimmunity. . It has been discovered that AA patients' blood cells and lesions have greater levels of malondialdehyde
and lower erythrocyte superoxide dismutase (SOD) and glutathione peroxidase (GSH-Px) activity (MDA). Genetic analysis has
shown that AA involves the antioxidant enzyme PRDXS5. Further recently, a meta-analysis found a connection between AA
and elevated oxidative stress, albeit more studies are required to confirm this association.

ALLERGY

It has been documented that there is a link between AA and atopic illnesses, particularly atopic dermatitis. The likelihood of
getting AA increases with atopy [50]. Mast cells and eosinophils were found in AA patients' lesions. Numerous studies have
noted the elevated serum IgE level in AA patients. Dust mite allergy was shown by Zhang et al. to be connected to the severity
of AA. . In atopic AA patients, antihistamines and desensitization for house dust mite allergens may help lower the severity of
alopecia. Furthermore, cytokine profiles and genetic susceptibility loci have shown the involvement of the Th2 skewing. The
IL-4 receptor monoclonal antibody dupilumab caused hair regrowth in certain AA individuals with atopic dermatitis.

TYPES OF ALOPECIA AREATA

1.Patchy alopecia areata = one, several distinct patches, or several connected (reticular) patches of hair loss.

2. alopecia totalis = whole or nearly complete baldness on the scalp.

3. Alopecia incognita = Without nail involvement, there is diffuse complete hair loss with a positive pull test, yellow spots,
and small, miniature regrowing hairs.

4. Ophiasis = hair loss in the form of a band around the perimeter of the head, most notably along the temporal and occipital
bone borders.

5. Sisaipho = severe alopecia, with the exception of the scalp's edges.

6. Marie Antoinette syndrome (also called canities subita): widespread alopecia with very abrupt "overnight" graying and
preferential loss of pigmented hair during an acute episode.

TREATMENT

A successful treatment plan could have brief relapses that can occur from time to time. A person's condition may occasionally
result in a new lesion of AA on one side of the scalp while concurrently suffering regrowth in a patch of previously treated AA
in a separate location of the scalp.

Australasian Hair and Makeup Awards participants The Wool Research Society presented at the 10th World Wool Conference,
The Congress for Hair Research was held in Kyoto in November 2017.

At this conference, a dermatology clinical research fellow, a research scientist with extensive understanding of hair biology and
sickness, and Australian dermatologists with experience in alopecia were all present. An evaluation of the literature follows.
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At the Kyoto conference and later by letters, the dialogue took place. A consensus statement for the systemic treatment of AA
was developed as a result of these discussions. and presented for comment to skilled Australian dermatologists.

CONSERVVATIVE MANAGEMENT

For those with minor, stable conditions that are inconspicuous or simple to conceal, reassurance alone may be helpful. The
scalp can be covered with colors applied as a cream or aerosol spray, and the hair can be dusted with coloured wool fibers
ground into a powder for camouflaging. Additionally, wigs, top pieces, and hair extensions are options.

TOPICAL THERAPY

Patients may seek active treatment if they just have a small amount of illness. to quicken regrowth Topical glucocorticoids,
topical minoxidil, and topical immunotherapy are available options. Diphenylcyclopropenone, dinitrochlorobenzene, squaric
acid dibutyl ester, and dithranol are some of the substances utilized in topical immunotherapy.

VITAMIN D ROLE

It's interesting to note that there is conflicting information regarding the relationship between clinical illness characteristics and
blood 25(OH)D levels. In 42 individuals with AA, Yilmaz et al. did not discover a relationship between 1,25(0OH)2D or
25(0OH)D concentrations and the degree of hair loss, the number of patches, the duration of the condition,

This was validated in another study and nail involvement. The authors of Aksu Cerman et al. established for the first time that
serum 25(0OH)D levels were negatively linked with the severity of AA as measured by the Severity of Alopecia Tool (SALT)
score. It has been hypothesized that more people with lower serum levels of 25(OH)D detected in Patients may become
discouraged in the later stages of AA as a result of the emaotional stress brought on by excessive hair loss.
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