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ABSTRACT: 

Alopecia areata (AA) is a complex autoimmune condition that causes nonscarring hair loss of scalp or/and body.It commonly presents with sharply demarcated 

round patches of hair loss and may present at any stage of life. Atopy and autoimmune thyroiditis are most normal related conditions. Treatment is mainly focused 

to contain the disease activity. Current medicines and treatments including topical, systemic and injectable mediations show different reaction and persistent relapses 

reflecting the neglected clinical need. The etiology of AA is complicated and includes genetic and environmental factors, with significant advancements in genetic 

research occurring in recent years. This disease commonly presents as round or patchy uncovered spots without scarring.Treatment choices for alopecia areata 

include topical corticosteroids, immunotherapy, and minoxidil, among others. In some cases, it can also affect the nails, making them weak or pitted. At times, the 

condition might advance to total hair loss on the scalp (alopecia totalis) or even the whole body (alopecia universalis). 
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INTODUCTION: 

Alopecia areata (AA), an immune system, nonscarring type of alopecia, creates an internal conflict for many patients, often leading to feelings of rejection 

and relatively high rates of depression and anxiety. Alopecia including the scalp or/and body, characterized by hair loss without any clinical inflammatory 

signs. It is one of the most well-known type of hair loss seen by dermatologists and accounts for 25% of all the alopecia cases.[1] 

The term alopecia comes from the Greek alopex, ‘fox’, originally referring to mange in foxes, and can be associated with a wide variety of conditions 

such as genetic, autoimmune, infectious and environmental. Sometimes, it is not necessary to apply any treatment to grow hair again, but sometimes, it 

is an obligation to treat hair loss. Manytimes, hair will not re‐grow.[2] 

Twenty percent of cases were children, and 60% of AA patients had their first patch before 20 years of age. It represents 2-3% of the new dermatology 

cases in UK and USA, 3.8% in China, and 0.7% in India. In overall population, the  prevalence was assessed at 0.1-0.2% with a lifetime hazard of 1.7%. 

Both males and females are similarly impacted. Family members are impacted in 8.7-20% of cases [3]. 

Hair is a derivate of the epidermis. Hair has two distinct parts: one of them is the hair shaft and the other is the follicle. The age of hair depends upon the 

follicle. Cortex, cuticle cells and a medulla for few kinds of hairs are the parts of the hair shaft. The range of hair development depends upon numerous 

endocrine, neural stimuli and vascular stimuli. Different factors, for example, age, localization of the hair and dietary habits have an impact on the nature 

of hair. Almost there are 5 million hair follicles in people, and scalp has 100,000 of them. Mainly terminal hairs are on scalp, eyelashes and eyebrows, 

while vellus hairs cover the remain of the body.[4] 

http://www.ijrpr.com/
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Hair growth cycle consists of growth (anagen), regression (catagen), rest (telogen) and shedding exogen); mature folicles go through all of these process. 

The location of the hair, .no.hormonal balance, personal nutrition and age can affect the duration of the phases.{fig.1} 

{FIG:1-HAIR GROWTH CYCLE} 

Androgenetic alopecia happens ordinarily in males and it is a male-type hair loss. This disease is known as the most well-known type of hair loss; it is 

progressed by alopecia areata, tineacapitis, telogen effluvium and scarring alopecia. The most essential point of this course is hereditary and hormonal 

reasons. It has been found that middle‐aged white men are mostly exposed to this disease. This problem generally affects 30% of white men at age of 

30,50 and 80% at 70.[5] 

HISTORICAL BACKGROUND: 

The first use of the phrase alopecia area is attributed to Polish physician John Jonston (1603–1675) in his book “MedicinaPractica,” written in 1664. The 

term alopecia areata (AA) was introduced by French physician Sauvages de Lacroix (1706–1767) in “NosologiaMethodica,” published in 1763. The 

original clinical description of AA comes from “A Practical Synopsis Of Cutaneous Disease” written in 1817, by Thomas Bateman (1778–1821), 

apprentice to renowned dermatologist, Robert Willan.Bateman described “bald patches, mainly circular,” with hair regrowth that “is softer and lighter in 

color than before.” However, rather than AA, he named it “porrigodecalvans,” meaning depilating scalp disease. He recommended treatment with oil of 

mace.In 1929, French dermatologist and mycologist, Raymond Sabouraud (1864–1938), collated information from over 200 cases, noting positive family 

histories in 20% and strong associations with diseases, later understood to be autoimmune.[6] 

TABLE:1) A timeline of treatment development development in AA history.[7] 

YEAR DESCRIPTION 

1500 

BCE 

The Ebers papyrus is written by an unknown scribe, the first known historical record of AA as “bite 

alopecia.” 

30 CE Cornelius Celsus, in De Medicina, describes “Alopekia,” bald areas, which occurred in both the scalp and 

the beard; and “Ophiasis,” bald areas that spread like the windings of a snake. 

600 

CE 

Chao Yuanfang, in his script Treatise on the Origin and Symptoms of Diseases, presents the first attempt 

to explain AA pathogenesis as an invasion by the evil wind spirits. 

980 

CE 

Hali Abbas (Ali Abbas al-Majusi), in his script Liber regalis (al-Kitab al-Maliki), categorizes AA as a form 

of leprosy and likens the nature of AA to snakes casting their skin 

1170 The belief that AA is a form of leprosy persists and it is described as the “fox disease” by Roger Frugard. 

1664 Johannes Jonston, in his text MedicinaPractica, first uses the term “alopecia area.” 

1763 François BoissierSauvages de Lacroix, in his book NosologiaMethodica, first uses the phrase “alopecia 

areata.” 

1847 Pierre Louis AlphéeCazenave publishes the first description of an association between AA and vitiligo; at 

the time thought to be of nervous origin. 

1881 Collier and other colleagues publish case reports describing physical trauma causing AA onset. 
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1886 Max Joseph presents the first investigation with an animal model of AA suggesting that patchy hair loss 

could be induced by cutting the spinal ganglia of the second cervical nerve in the necks of cats. 

SébastienGiovannini identifies focal inflammation in and around AAaffected hair follicles and 

hypothesizes an inflammatory mechanism of AA development. 

1950 A clinical data study by Anderson identifies increased psychosomatic stress in relation to AA onset. 

1971 Billingham and Silvers identify hair follicle “immune privilege” after observing that melanocyte 

allotransplants to anagen hair follicles avoided immune rejection. 

1998 Gilhar and colleagues show AA can be promoted by injection of T cells. 

2010 Petukhova and colleagues publish genome-wide association studies (GWAS) identifying multiple 

susceptibility loci related to both the adaptive and innate immunity in AA patients. 

TYPES OF ALOPECIA: 

1.Alopecia Areata (primary stage): Alopecia areatais a typical autoimmune illness that outcomes in the loss of hair on the scalp and elsewhere. It usually 

begins with one or more small, round, non-scarring smooth patches. 

2.Mild Transient Alopecia Areata: Patient with repeated transient alopecia areata but never converts into alopecia totalis or universalis. 

3.Transient Alopecia Areata: Patient with Alopecia areata in progressive phase and some of them converts into Alopecia totalis/Alopecia universalis. 

4.Ophiasis Alopecia Areata: Ophiasistype of alopecia areata shows a band like hair loss. It occurs mostly in the temporal or the occipital regions of the 

scalp, and therefore it is more difficult to treat, as most medicines have a delayed action on these areas. 

5.Alopecia Totalis: Loss of hair from entire Scalp. 

6.Alopecia Universalis: Loss of hair from entire body including eyebrows and eyelashes. 

7.Scarring Alopecia: Any inflammatory process (burns, bacterial infections, ringworm, injury) sufficient to cause permanent loss of follicles, affected 

area known as scarring alopecia.  

8.Tricotilomania: This type of hair loss is known as compulsive pulling or repetitive self pulling by a patient himself/herself. 

 9.Traction Alopecia: Hair style that ties hairs so tight can cause much traction at the root   of hairs, and can develop traction alopecia.  

10.Chemotherapy and hair loss: Chemotherapy is exclusive treatment for cancer patients but it affects normal cells and hair follicles too. This causes 

hair loss and known as anagen effluvium type of alopecia. [8] 

EPIDEMIOLOGY: 

Alopecia areata is an immune-mediated condition prompting non-scarring alopecia of the scalp and another hair-bearing region of the body. It influences 

up to 2% of the worldwide population.[9] 

1. Epidemiology: family history of AA 

Patients with AA reporting a family history of the disease have been estimated between 0% and 8.6%.[10] In children, rates of family history of AA have 

been reported to be between 10% and 51.6%[11,12,13]. One study found that males were more likely to have a family history than females were.[14] 

2. Epidemiology: distribution by sex 

Ten different hospital-based studies from across the world, however, have cited a female predominance, ranging from a ratio of 2.6:1 to 1.2:1.[15,16]. In 

children, there was a male predominance at 1.4:1 in two studies, with one citing boys as having more severe involvement; a third study reported girls as 

having more severe disease.[17]Male patients were reported as receiving a diagnosis of AA at an earlier age than female patients. Females were found to 

have a greater likelihood of extensive AA than males[18]. 

3. Epidemiology: distribution by age and body site 

AA has historically been more common in the more youthful age groups. The biggest age group introducing for care was 21-40-years of age, followed 

by the 1-20-year age group, the 41-60-year age group, lastly the 61-80-year age group.[19]Most literature proposes that there is no remarkable difference 

in frequency rates between males and females. A few studies have recommended higher frequency in females, but this may be due to greater awareness 

and attention to hair loss and subsequent treatment in females.[20] 
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CLINICAL FEATURES: 

AA is most generally seen incidentally by the patient, a relative, or hairdresser. The disease is asymptomatic although a few patients may report pruritus, 

burning sensation, or pain.Nail pitting is the most well-known nail irregularity seen in AA.[21] Dermoscopic highlights that are seen in AA involve 

yellow dots, black dots, broken hairs, short vellus hairs, and tapered hairs. Nail irregularities are related with the disease with a frequency estimated in 

the middle of 7% and 66%.[22] For a proper scalp and hair examination, patients should be positioned on a chair rather than on an examination table. 

The patient's scalp must be examined 3608, including the back, front, top, and sides. In addition, a decent lighting source and an amplifying lens or a 

dermatoscope should be available. Any hair pieces, extensions, or hair pins should be eliminated if possible.[23,24] 

TRICHOSCOPY:- 

Trichoscopy is dermatoscopy of the hair and scalp.Trichoscopy allows for magnified observation of the following:- 

 (1) hair shafts, (2) hair follicle openings, (3) the perifollicular epidermis, and (4) blood vessels. Abnormalities in the appearance of these structural 

components of the scalp aid in the differential diagnosis of hair loss.[25] 

DERMOSCOPY:- 

Dermoscopy is a simple and helpful strategy to notice hair loss. Dry dermoscopy, additionally called trichoscopy, is ideal because it has the blocking 

filter against light reflection from the skin surface and it can be done directly without application of the gel. Presence of black dots, broken hair, and 

tapering hair suggest active disease. Black dots and yellow dots are proportional to the seriousness of AA, and tapering hair does not have any correlation 

with severity. Yellow dots are also seen in androgenetic alopecia. [26] 

The scalp is the most usual site affected by AA (90%).The affected skin seems normal with no epidermal adjustment grossly apparent like scaling or 

follicular abnormalities.The affected hairs go through a sudden transformation from anagen to telogen, clinically seen as localized shedding. characteristic 

hairs, known as "exclamation point hairs," may be seen within or around the areas of alopecia.[27] 

The skin of the affected patches is generally ordinary and smooth, rarely a slightly pinkish coloration can be notsiced. A soft, cushion-like infilteration 

may rarely be felt. Normally, the patches are symptomless. But occasionally, patients describe some tingling, itching, or dysesthesia, at times  preceding 

the hair loss.[28] 

PATHOPHYSIOLOGY: 

There is unusual hair cycling in AA. Anagen follicles may enter telogen prematurely, or some may survive for some time in a dystrophic anagen state.[29] 

Evidence in support of IP and its collapse in AA is obtained from both human and rodent studies. Sadly, there are restricted relative data on HF IP between 

the two species. The central mechanisms of immune tolerance control that influence skin and HFs are likely comparable between rodents and humans.[30] 

Assuming we compared to IL-1 and TNF-α , IFN-γ offers the most potent cytokine stimulus for ectopic MHC class I expression in murine pelage hair 

follicles in vivo. It is tempting to speculate that these very same variables are also recruited by the anagen hair follicle to maintain and its IP. IP can be 

obtained locally in various tissues, either constitutively or in response to inflammation.[31] 

Androgens are an important regulator for hair growth with paradoxical effects on HFs in various body regions. Androgens can stimulate the change of 

little vellus HFs into huge terminal HFs after adolescence such as facial hair, pubic hair and axillary hair.[32] The reason isn't yet clear; nonetheless, it 

has been proposed that melanocyte-associated T-cell epitopes can function as autoantigens that could potentially trigger autoimmunity and IP 

8`collapse.[33] 

PROGNOSIS: 

In the current series the basal metabolic rate was normal in 32 out of 40 patients. From the age of 10 to the age of 20 he continuosly grew little patches 

of alopecia on the scalp, in which hair promptly regrew. At the age of 20 one of these attacks advanced to the point of total alopecia of the scalp and 

body[34] 

Duration of AA at time of first consultation was less than 2 years (mean 17 months) in all patients. : S0: no hair loss; S1: \25% hair loss; S2: 26%-50% 

hair loss; S3: 51%-75% hair loss; S4: 76%-99% hair loss; S5: total scalp hair loss, alopecia totalis (AT); S5B2: total scalp and body hair, alopecia 

universalis (AU). Mild AA was defined as S0, S1, or S2, with severe AA defined as S3, S4, S5, or S5B2. At initial visit, 60 patients had S1 disease, 68 

patients had S2 disease, 11 patients had S3 disease, 14 patients had S4 disease, 11 patients had S5 disease, and 27 patients had S5B2 disease.[35] 

The recovery from hair loss may be complete, partial, or none. In the majority of patients, hair will regrow entirely within 1 year without treatment. A 

less favorable prognosis is seen with childhood onset alopecia areata and ophiasis.[36].Current data propose 34%-50% of patients recover within 1 year, 

while 14%-25% of patients will progress to AT or AU, at which point patients rarely fully recover.[37] 
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DIAGNOSIS: 

It is often easy and simple to detect AA. Signs of inflammation, scaling, and cervicallymphadenopathy are present in tineacapitis, in contrast to smooth, 

non-scaly surface of AA.  In doubtful cases, a scalp biopsy may be of help. Side pins, which are used by women to keep the hair in place, may cause 

pressure alopecia, resembling AA[38] 

*The main confounders in diagnosis are the other varieties of non scarring alopecias.They are:- 

1)Trichotillomania: This condition probably causes most confusion and it is possible that it coexists with alopecia areata in some cases. The incomplete 

nature of the hair loss in trichotillomania and the fact that the broken hairs are firmly anchored in the scalp are distinguishing features. 

2)Tineacapitis: The scalp is inflamed in tineacapitis and there is often scaling but the signs may be subtle. 

3)Early scarring alopecia. 

4)Anagen effluvium (drug-induced) may mimic diffuse alopecia areata. 

5)Telogen effluvium. 

6)Systemic lupus erythematosus. 

7)Secondary syphilis. 

8)Loose anagen hair syndrome: This is a disorder of abnormal anagen hair anchorage. It is commonly found in children and has an autosomal dominant 

inheritance .[39] 

9)ADTA: Acute diffuse and total alopecia (ADTA) is a new subtype of alopecia areata with favorable prognosis. ADTA has been reported to have a short 

clinical course ranging from acute hair loss to total baldness, followed by rapid recovery, sometimes even without treatment . 

10)SISAPHO: This is an unusual form of Alopecia, in which a band-like pattern is found on the frontal hairline. This can be clinically confused with 

frontal fibrosing alopecia. The opposite of ophiasis type, where hairs are lost centrally and spared at the margins of the scalp, is called sisiapho..[40,41] 

CURRENT TREATMENT AND MANAGEMENT: 

It is very important what subjects think of their overall response to treatmentSome patients do respond well to currently available treatments, but the 

response rate in those with severe alopecia areata types (alopecia totalis, alopecia universalis or a combination) remains90 low. A high level of immune 

reactivity is present in patients with alopecia totalis and alopecia universalis than in normal controls. Not all patients need or wish for active treatment.[42] 

CORTICOSTEROID:- 

• TOPICAL CORTICOSTEROID - A potent topical steroid delivered in a lotion, foam or shampoo formulation can be used for limited patchy 

alopecia areata and may speed recovery of hair growth in mild degrees of alopecia areata. Treatment should be continued for at least 3 months, 

but should be stopped after 6 months if there is no response. 

• SYSTEMIC CORTICOSTEROID -. Long-term daily treatment with oral corticosteroids might result in regrowth of hair. A small, partially 

controlled study showed that 30–47% of patients with mild-to-extensive alopecia areata who were treated with a 6-week tapering course of 

oral prednisolone showed >25% hair regrowth 144. However, in most patients, continued treatment is needed to maintain hair growth and the 

response is usually insufficient to justify the adverse effects. 

IMMUNOTHERAPY:- 

Immunotherapy is an effective treatment for some patients with patchy alopecia areata. The application of a potent allergen to a small area on the scalp 

sensitizes the patient. Contact allergens used in this treatment include dinitrochlorobenzene, squaric acid dibutylester and diphenylcyclopropenone, with 

diphenylcyclopropenone being most commonly used.[43] 

All local treatments may help the treated area, but do not prevent further spread of the condition. In addition, any mode of treatment may need to be used 

for long periods because of the chronic nature of AA.[44]Extensive AA is more difficult to treat and more resistant to conventional modalities such as 

topical steroids, topical sensitizer, PUVA therapy, minoxidil, and immunomodulators.Local or systemic application of corticosteroids induces regrowth 

of hair in alopecia areata[45] 

SOME HERBAL PREPRATION USED IN THE TREATMENT OF ALOPECIA: 

1.Ginkgo biloba (Ginkgoaceae):- 

Chemical constituents:Ginkgolides A, B, C, J, M, bioflavin, sitosterol,lactones and anthrocyanins. 

Mode of Application: The drug is extracted in coconut oil and is massaged for at least 2 minutes. 
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Reason: The drug is known to improves cerebral microcirculation and hence increases oxygen  supply.[46] 

2.Phyllanthus embelica (Euphorbeaceae):- 

Constituents: Vitamin C, phyllemblin, tannin, phosphorous, iron, calcium. 

Mode of Application: Indian gooseberry oil, prepared by boiling dry pieces of Indian gooseberry in coconut oil, is considered a valuable hair tonic for 

enriching hair growth. A mixture of an equal quantity of fresh Indian gooseberry juice and lime juice, used as a shampoo also stimulates hair growth and 

prevents hair loss. 

Reason: Iron is involved in the oxygenation of your body’s red blood cells. It is essential for normal hair growth and maintaining healthy hair. If the 

amount of iron can not be replaced with food intake, iron deficiency will cause hair loss because of oxygen deficiency.[47] 

3.Rosmarinus officinalis (Labiatae) and LavandulaangustifoliaMiller (Labiatae):- 

Constituents:Rosmary constitutes 1-2% volatile oil containing 0.8-6% ofesters and 8-20% of alcohols, The principal constituents are 1, 8-cineole, 

borneol, camphor, bornyl acetate and monoterpene hydrocarbons. The chiefconstituents of lavender oil are Lavenanlol, linalyl acetate, linalol, 

lavendulylacetate, terpineol and cineol. 

Mode of Application: These oils were massaged into the scalp for a minimum of 2 minutes daily for seven months. 

Reason:The essential oils enter your system through the olfactory system(inhalation) and/or through your skin and reach your circulatory system (the 

blood) where they bind to receptors and change the chemical composition. Topical herbal therapy stimulates hair follicles and it is proved as safest way 

to cope up with different type of hair loss (alopecia), however perfect pharmacological actions of these herbs and oils are yet not known.[48] 

4.Aloe vera L. (Liliaceae):- 

Part used: Leaves 

Chemical constituents:Barbaloin (15-40%), Hydroxyaloin (3%), Mucilage(Glucose, Galactose, Mannose, Galacturonic acid), Aloe-emodin, Aloesone, 

Alocutin A and B [30]. Aloe vera L. or A. barbadensis gel is used traditionally for hair loss and for improvement in hair growth following alopecia. 

Inaoka et al. reported that aloenin is the major constituent responsible for promoting hair growth without irritating the skin.[49] 

EFFECT OF COVID-19 ON ALOPECIA: 

During the pandemic, AA relapse was reported in 42.5% of the participants who also declared COVID-19 infection, confirmed by nasopharyngeal swab 

or hematological analysis. The relapse was reported about 2 months later COVID19 infection (median of 2.14 months) and 74.0% of these participants 

continue to experience AA symptoms when the survey was proposed. Only 12.5% of participants reported AA relapse in the absence of COVID-19 

infection.[50] 

CONCLUSION: 

AA is a convoluted multifactorial disease with a variable prognosis. While various patients will well spontaneously, other patients may have chronic 

disease. There are no FDA approved treatments, although corticosteroids are considered as first line. Hereditary research play an important role in 

understanding the pathogenesis and etiology of AA .There is scarcity of controlled studies regarding effective treatments of AA. Alopecia areata 

extraordinarily affects the appearance and psyche of the afflicted individual. Besides, no uniformly dependable treatment is known. Corticosteroids are 

the main stay in the treatment of AA. This review article given how prevalent AA is in the general population and its potential effects on quality of life, 

continuation of these research efforts are needed to define optimal approaches to evaluation and management of those impacted by this condition. Hair 

loss is in many cases experienced in essential consideration and it can be very distressing to patients. Family doctors are well positioned to distinguish 

AA, counsel patients, and initiate treatment. 

REFFERENCE: 

1)McMichael AJ, Pearce DJ, Wasserman D, Camacho FT, Fleischer Jr AB, Feldman SR, et al. Alopecia in the United States: Outpatient utilization and 

common prescribing patterns. J Am AcadDermatol 2007; 57:S49-51. 

2)Buffoli B, Rinaldi F, Labanca M et al. The human hair: from anatomy to physiology. Int J Dermatol 2014;53:331–341. 

3)Muller SA, Winkelmann RK. Alopecia areata - An evaluation of 736 patients. Arch Dermatol 1963;88:290-7. 

4)Krause K,Foitzik K. Biology of hair follicle: the basics. SeminCutan Med Surg 2006;25:2–10. 

5)Wolfram LJ. Human hair: A unique physicochemical composite. J Am AcadDermatol 2003;48:S106–114. 

6)Callander J, Yesudian PD. nosological nightmare and etiological enigma: a history of alopecia areata. Int J Trichology 2018; 10: 140–1. 

7)Elston CA , Elston DM .Hair Disorders: Finding the root of the problem . May 24,2016 Accessed August 20,2016. 



International Journal of Research Publication and Reviews, Vol 5, no 4, pp 4416-4423 April 2024                                     4422 

 

 

8)Mirzoyev SA, Schrum AG, Davis MD, Torgerson RR. Lifetime incidence risk of alopeciaareata estimated at 2.1% by Rochester Epidemiology Project, 

1990–2009. J Invest Dermatol 2014;134:1141–1142. DOI: 10.1038/jid.2013.464. 

9)Zhou C., Li X., Wang C., Zhang J. Alopecia areata: an update on etiopathogenesis, diagnosis, and management. Clin Rev Allergy Immunol. 

2021;61(3):403-423. 

10)Guzmán-Sánchez DA, Villanueva-Quintero GD, Alfaro Alfaro N, McMichael A. A clinical study of alopecia areata in Mexico. Int J Dermatol. 

2007;46(12):1308–1310. 

11)Xiao FL, Yang S, Liu JB, et al. The epidemiology of childhood alopecia areata in China: a study of 226 patients. PediatrDermatol. 2006;23(1):13–18. 

12)Nanda A, Al-Fouzan AS, Al-Hasawi F. Alopecia areata in children: a clinical profile. PediatrDermatol. 2002;19(6):482–485. 

13)Rocha J, Ventura F, Vieira AP, Pinheiro AR, Fernandes S, Brito C. [Alopecia areata: a retrospective study of the paediatric dermatology department 

(2000–2008)]. Acta Med Port. 2011;24(2):207–214. Portuguese. 

14)Lundin M, Chawa S, Sachdev A, Bhanusali D, Seiffert-Sinha K, Sinha AA. Gender differences in alopecia areata. J Drugs Dermatol. 2014;13(4):409–

413. 

15)Sharma VK, Dawn G, Kumar B. Profile of alopecia areata in Northern India. Int J Dermatol 1996;35(1):22-27. 

16)Seyrafi H, Akhiani M, Abbasi H, Mirpour S, Gholamrezanezhad A. Evaluation of the profile of alopecia areata and the prevalence of thyroid function 

test abnormalities and serum autoantibodies in Iranian patients. BMC Dermatol. 2005;5:11. 

17)Tan E, Tay YK, Gaim YC. A clinical study of childhood alopecia areata in Singapore. Pediatr Dermatol.2002;19(4):298-301.  

18)Goh C, Finkel M, Christos PJ, Sinha AA. Profile of 513 patients with alopecia areata: Associations of disease subtypes with atopy, autoimmune 

disease and positive family history. J EurAcadDermatolVenereol. 2006;20:1055–60.  

19)Tan E, Tay YK, Goh CL, Chin Giam Y. The pattern and profile of alopecia areata in Singapore - A study of 219 Asians. Int J Dermatol 

2002;41(11):748-753. 

20)Seneschal, J.; Boniface, K.; Jacquemin, C. Alopecia areata: Recent advances and emerging therapies. Ann. Dermatol. Venereol. 2022, 149, 222–227 

21)Alkhalifah A. Alopecia areata update. DermatolClin. 2013;31:93–108.  

22)Gandhi V, Baruah MC, Bhattacharya SN. Nail changes in alopecia areata: Incidence and pattern. Indian J DermatolVenereolLeprol. 2003;69:114–5. 

23)Mubki T, Rudnicka L, Olszewska M, Shapiro J. Evaluation and diagnosis of the hair loss patient: Part I. History and clinical examination. J Am 

AcadDermatol. 2014;71:415.e1–415.e15. 

24)Mubki T, Rudnicka L, Olszewska M, Shapiro J. Evaluation and diagnosis of the hair loss patient: Part II. Trichoscopic and laboratory evaluations. J 

Am AcadDermatol. 2014;71:431.e1–431.e11. 

25)Inui S, Nakajima T, Itami S. Coudability hairs: A revisited sign of alopecia areata assessed by trichoscopy. ClinExpDermatol 2010;35:361-5. 

26)Inui S, Nakajima T, Nakagawa K, Itami S. Clinical significance of dermoscopy in alopecia areata: Analysis of 300 cases. Int J Dermatol 2008;47:688-

93. 

27)Bertolini M, McElwee K, Gilhar A et al. Hair follicle immune privilege and its collapse in alopecia areata. ExpDermatol 2020; 29: 703–25. 

28)Wasserman D, Guzman-Sanchez DA, Scott K, McMichael A. Alopecia areata. Int J Dermatol 2007;46:121-31. 

29)Paus R, Ito N, Takigawa M, Ito T. The hair follicle and immune privilege. J InvestigDermatolSympProc 2003; 8: 188–94. 

30)Tosti A, Whiting D, Iorizzo M, Pazzaglia M, Misciali C, Vincenzi C, et al. The role of scalp dermoscopy in the diagnosis of alopecia areata incognita. 

J Am AcadDermatol 2008;59:64-7. 

31)Darwin, E.; Hirt, P.A.; Fertig, R.; Doliner, B.; Delcanto, G.; Jimenez, J.J. Alopecia Areata: Review of Epidemiology, Clinical Features, Pathogenesis, 

and New Treatment Options. Int. J. Trichol. 2018, 10, 51–60. 

32)Howell MD, Kuo FI, Smith PA. Targeting the Janus kinase family in autoimmune skin diseases. Front Immunol 2019; 10: 2342. 

33)Gilhar A, Landau M, Assy B et al. Melanocyte-associated T cell epitopes can function as autoantigens for transfer of alopecia areata to human scalp 

explants on Prkdc(scid) mice. J Invest Dermatol 2001; 117: 1357–62. 

34)Walker SA, Rothman S. A statistical study and consideration of endocrine influences. J Invest Dermatol. 1950;14(6):403–13. 

35)Tosti A, Bellavista S, Iorizzo M. Alopecia areata: a long term follow-up study of 191 patients. J Am AcadDermatol. 2006;55(3):438–41. Epub 2006 

Jun 27. 

https://www.google.com/search?sca_esv=574206006&rlz=1C1CHBD_enIN1047IN1047&sxsrf=AM9HkKm5e4b2JXeog8w78q3jT2oGcS8fxw:1697569291942&q=Gandhi+V,+Baruah+MC,+Bhattacharya+SN.+Nail+changes+in+alopecia+areata:+Incidence+and+pattern.+Indian+J+Dermatol+Venereol+Leprol.+2003;69:114%E2%80%935.&spell=1&sa=X&ved=2ahUKEwjkw4K14v2BAxXf2DgGHdXYAR8QBSgAegQICBAB


International Journal of Research Publication and Reviews, Vol 5, no 4, pp 4416-4423 April 2024                                     4423 

 

 

36)Spek FBDW-vd, Oranje AP, Raeymaecker DMD, Peereboom-Wynia JD. Juvenile versus maturity-onset alopecia areata--a comparative retrospective 

clinical study. ClinExpDermatol. 1989;14:429–433.  

37)Gip L, Lodin A, Molin L. Alopecia areata. A follow-up investigation of outpatient material. ActaDermVenereol. 1969;49:180–8. 

38)Gupta LK, Khare AK, Garg A, Mittal A. Congenital triangular alopecia: A close mimicker of alopecia areata. Int J Trichol 2011;3:40-1. 

39)M.D. Bark-Lynn Lew, M.D. Min-Kyung Shin, Woo-Young Sim .Acute diffuse and total alopecia: a new subtype of alopecia areata with a favorable 

prognosis J. Am. Acad. Dermatol., 60 (1) (2009), pp. 85-93. 

40)D.A.Whiting, Histopathologic features of alopecia areata: a newlook; Arch. Dermatol., 139 (12) (2003), pp. 1555-1559. 

41)Ragunatha, A.C. Inamadar, A. Palit, V.V. Sampagavi, N.S. Deshmukh.Diffuse nonscarring alopecia of scalp: an indicator of early infantile scurvy? 

Pediatr. Dermatol., 25 (6) (2008 Nov–Dec), pp. 644-646. 

42)Olsen EA, Hordinsky MK, Price VH, Roberts JL, Shapiro J, Canfield D, et al. Alopecia areata investigational assessment guidelines – Part II. National 

alopecia areata foundation. J Am AcadDermatol. 2004;51:440–7. 

43)Pratt CH, King LE, Jr, Messenger AG, Christiano AM, Sundberg JP. Alopecia areata. Nat Rev Dis Primers. 2017;3:17011. 

44)Happle R. Antigenic competition as a therapeutic concept for alopecia areata. Arch Dermatol Res. 1980;267:109–14. 

45)Park KY, Jang WS, Son IP, Choi SY, Lee MY, Kim BJ, et al. Combination therapy with cyclosporine and psoralen plus ultraviolet a in the patients 

with severe alopecia areata: A retrospective study with a self-controlled design. Ann Dermatol. 2013;25:12–6.  

46)Zhang J, Fu S, Liu S, Mao T and Xiu R: The therapeutic effect of Ginkgo biloba extracts in SHR rats and its possible mechanisms based on cerebral 

microvascular flow and vasomotion. Clinical hemorheology and microcirculation 2000; 23(2-4):133-8.  

47)Sharquie KE and Al-Obaidi HK: Onion juice (Allium cepa L.), a new topical treatment for alopecia areata. The Journal of dermatology 2002 Jun; 

29(6):343-6. 

48)Hay IC, Jamieson M and Ormerod AD: Randomized trial of aromatherapy. Successful treatment for alopecia areata. Archieves of dermatology 1999 

May; 135(5):602-3. 

49)Moradi F, Enjezab B, Ghadiri-Anari A. The role of androgens in COVID19. Diabetes & Metabolic Syndrome: Clinical Research & Reviews. 2020 

Nov 1;14(6):2003-6. 

50)Rinaldi F, Trink A, Giuliani G, Pinto D. Italian survey for the evaluation of the effects of coronavirus disease 2019 (COVID-19) pandemic on alopecia 

areata recurrence. Dermatology and Therapy. 2021 Apr;11:339-45. 

 

 


