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Introduction
Alopecia areata (AA) is an 
autoimmune‑mediated T‑cell attack on 
hair follicles resulting in patchy hair loss 
leading to unsightly appearance.[1] With a 
prevalence rate of upto 0.2%, the lifetime 
risk of developing AA stands at 2%.[2,3]

Although it can affect any hair‑bearing region 
of the body, it is particularly noticeable when 
it involves cosmetically important areas such 
as the scalp, moustache, eyebrows, eyelashes, 
and beard. Very often, involvement of these 
sites can lead to psychological disturbances 
such as embarrassment, low self‑esteem, and 
depression.[4]

AA affecting the beard in postpubertal 
men is a distinct clinical entity, often 
necessitating timely assessment and 
management. Studies on dermoscopy of 
beard alopecia areata (BAA) are limited.[5,6] 
Hence, this study was conducted to describe 
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Abstract
Background: Alopecia areata (AA) is an autoimmune condition affecting hair‑bearing regions 
of the body. Few studies worldwide have focused exclusively on beard alopecia areata (BAA). 
Aims: To describe the clinical associations, comorbidities, and dermoscopy of BAA. 
Materials and Methods: Forty‑six patients with BAA were recruited for this hospital‑based 
cross‑sectional study. Patients with disease onset of less than 1 month, patches showing extension, 
and appearance of new patches within the past 1 month were grouped under active disease. 
Dermoscopy was performed using handheld polarized dermoscope. Chi‑square test was applied to 
know the various associations. P value <0.05 was considered statistically significant. STATA 11.2 
was used for analysis of data. Results: The mean age was 31.07 ± 8.72 years. The majority (50%) 
belonged to 20–29 age group. Twenty‑two (48%) patients had active disease. Fourteen (30.43%) 
patients had extra‑beard manifestation of AA. Statistically significant association was noted between 
active disease and extra‑beard manifestation (P = 0.034). Diabetes mellitus and hypertension were 
noted in one and three patients, respectively. Alcohol abuse was noted in six patients and smoking in 
five patients. Dermoscopic findings such as black dots, short vellus hair, tapering hair, nonfollicular 
white dots, regrowing hair, yellow dots, and black dots were similar to findings noted in AA. 
Uncommon findings such as peripilar sign, i‑hair, perifollicular hemorrhage, and tulip hair were 
observed in BAA. Limitations: Small sample size, lack of follow‑up. Conclusion: Trichoscopy of 
BAA may reveal newer nonfollicular findings, in addition to the follicular findings already described 
in literature for AA.
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the clinical associations, comorbidities, and 
dermoscopy of BAA.

Materials and Methods
This study was conducted in the Department 
of Dermatology, Venereology and Leprosy 
of Justice K.S. Hegde Charitable Hospital 
attached to K.S. Hegde Medical Academy. 
Institutional ethical committee clearance 
was obtained prior to the start of this cross‑
sectional study. Written informed consent 
was taken from all the participants.

Inclusion criteria: (1) Smooth bald patches 
of nonscarring alopecia affecting the beard 
with no clinical evidence of erythema, 
scale, or crust. (2) Males above 16 years 
of age. Exclusion criteria: (1) Patients who 
had received treatment for the current 
episode of BAA in both topical and 
systemic forms. (2) Patients with alopecia 
universalis and alopecia totalis. (3) 
Patients with exclusive scalp, eyebrow, 
eyelash, or moustache involvement with 
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no bald patch on the beard region. (4) Clinical mimics 
of BAA were further excluded on dermoscopy; scarring 
alopecia was excluded by the presence of follicular 
openings and trichotillomania (TTM) by the absence of 
predominance of broken hair of different lengths and 
trichoptilosis.[7] Those with disease onset of less than 
1 month, patches showing extension, and appearance 
of new patches within the past 1 month were grouped 
under active disease. Dermoscopy was performed using 
a handheld polarized dermoscope (Dermlite DL4; 3Gen 
Inc., San Juan Capistrano, CA, USA) providing ×10 
magnification with the Focus Dial set to position “0.” The 
images were captured with iPhone (iPhone 7; Apple Inc., 
CA, USA) and were then evaluated as saved photos on 
computer screen. The images were digitally zoomed up 
to ×20 magnification while analyzing the findings.

Data was collected on a prestructured proforma regarding 
age, duration of BAA, activity, triggering event, 
comorbidities, substance abuse, number of lesions, pattern 
of alopecia, associated involvement of sites other than 
beard, and dermoscopic findings.

Statistical analysis of data was carried out using mean 
and range for continuous variables and frequencies for 
categorical variables. Chi‑square test was applied to look 
for associations. P value <0.05 was considered statistically 
significant. STATA 11.2 (Stata Corp., College Station, TX, 
USA) was used for analysis of data.

Results
A total of 46 subjects were enrolled in the study. The 
mean age of our patients was 31.07 ± 8.72 years. The 
youngest patient was 19 years of age and the oldest 
was 59 years of age. The majority (50%) of the patients 
belonged to 20–29 age group. The average duration of 
BAA prior to presentation was 5.73 ± 9.01 months. 
Twenty‑two (48%) patients had active disease at the time 
of consultation.

Seven (15.22%) patients had a history of recurrence of 
AA. One (2.17%) patient had a family history of atopy. 
None of the patients had a personal history of atopy or 
family history of AA. Diabetes mellitus and hypertension 
were noted in one (0.17%) and three (6.52%) patients, 
respectively. Alcohol abuse was seen in six (13.04%) 
patients and smoking (10.84%) in five patients.

Twenty‑nine (63.04%) patients had more than one 
alopecic patch, while 17 (36.95%) patients had a single 
patch [Figures 1 and 2].

Fourteen (30.43%) patients had extra‑beard manifestation of 
AA. Scalp involvement was seen in 13 patients (28.26%), 
eyebrow and moustache involvement in 3 patients 
each (6.52%), while eyelash and limb involvement were 
noted in 2 patients each (4.35%). Of the 13 patients who 
had concomitant scalp involvement, 8 patients had vertex 

involvement, 7 patients had occipital, 5 patients had frontal, 
and 4 patients had temporal and parietal involvement each. 
Statistically significant association was present between 
active disease and extra‑beard manifestation (P = 0.034).

Four (8.69%) patients had nail findings such as pitting (2), 
longitudinal striations (1), and longitudinal melononychia (1).

On dermoscopy, the majority showed dermoscopic findings 
while four patients showed no dermoscopic findings apart 
from the presence of follicular openings [Figures 3‑8]. The 
most common findings were black dots and short vellus 
hair noted in 18 (39.13%) patients each [Table 1].

Figure 1: Clinical image of alopecia areata affecting the beard. Note the 
relative sparing of nonpigmented hair in the alopecic patch

Table 1: Dermoscopic findings in BAA
Dermoscopic findings No. of patients (%)
Black dots 18 (39.13)
Short vellus hair 18 (39.13)
Tapering hair 14 (30.43)
White dots (nonfollicular) 14 (30.43)
Regrowing hair 14 (30.43)
Yellow dots 13 (28.26)
White dots (follicular oriented) 9 (19.57)
Broken hair 9 (19.57)
Blotchy erythema 8 (17.39)
Peripilar sign 8 (17.39)
Hem‑like pigment pattern 5 (11.11)
Vascular network 3
Honeycomb pigment pattern 2
Coudability sign 2
i‑hair 1
Perifollicular hemorrhage 1
Tulip hair 1
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Discussion
Globally, the incidence of AA varies from 0.57% to 
3.8%.[3,8] In India, it is 0.7% according to a hospital‑based 
study.[9] The mean age of onset of AA is in the fourth 
decade of life.[2] However, in BAA the onset of disease 
can occur over a wide range of ages.[6] In our study, it was 
31.07 ± 8.72 years, which is in accordance with the mean 
age of 39.1 years as reported by Saceda‑Corralo et al.[5] 
and other studies with lesser number of BAA cases.[10,11] 
It was also noted that 22 of 46 patients had active disease 
at the time of presentation, and statistically significant 
association was seen between active disease of BAA and 
extra‑beard manifestation (P = 0.034). While there is a 
possibility of pathogenesis of BAA differing from that of 
AA, our observation further emphasizes the need to closely 
monitor these patients for development of new patches in 
other areas of the body.[6]

Irrespective of site of involvement, AA is known to be 
a chronically relapsing condition and hence, recurrence 
is often reported.[6,12] In our study, BAA recurrence was 
noted in 15.22% of patients, while Saceda‑Corralo et al.[5] 
documented recurrence of BAA in 25.5% of their patients.

It is interesting to note that none of our patients had 
personal history of atopy or family history of AA. In a 
multicenter study done at Spain, Saceda‑Corralo et al.[5] 
reported that 14.5% of the patients had some form of AA 
in their family, but none of our patients reported the same. 
In addition, none of our patients had a personal history of 
atopy. However, family history of atopy was noted in only 
2.17% of the patients in this study.

AA is associated with an increased risk of development 
of other autoimmune conditions.[3,13,14] BAA, particularly, 
has been reported to be associated with asthma, atopic 
dermatitis, Crohn’s disease, hyperparathyroidism, 
psoriasis, thyroid disease, and vitiligo.[5] Other case reports 
show evidence of a possible association of BAA with 

Helicobacter pylori infection,[15] hemochromatosis,[16] and 
primary cutaneous follicle center lymphoma.[17] In our 
study, we noted systemic comorbid conditions such as 
hypertension and diabetes mellitus in three (6.52%) and 
one (0.17%) of the patients, respectively. In another study 
on 1137 Korean patients, it was found that 5.5% of subjects 
had hypertension and 2.5% had diabetes mellitus.[18] In yet 
another study, diabetes mellitus was found in 11.1% of 
patients with AA.[19]

Facial involvement is reported to be associated with 
depression, anxiety, and neurosis.[20] It is speculated 
that low quality of life and difficulty in coping with 
socialization due to visible nature of dermatological 
conditions could lead to habit of tobacco smoking and 
alcohol use.[21,22] Substance abuse like alcohol and smoking 
were noted in 13.04% and 10.84%, respectively, in our 
patients.

Extra‑beard involvement of alopecic patches in BAA is a 
known phenomenon; it can either manifest concomitantly 
at the time of onset of BAA[6] or may occur anytime 
in future.[5] We noticed that 30.43% of our patients had 
concomitant involvement of sites other than beard, most 
commonly on the scalp followed by the eyebrow, eyelash, 
moustache, and limbs.

Figure 2: Clinical image of alopecia areata affecting the beard

Figure 3: Dermoscopic image (×10 magnification polarized mode) showing 
black dots (green arrow), tapering hair (blue arrow), broken hairs with frayed 
ends (red arrow), and nonfollicular white dots (black arrow)
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In a retrospective study, it was observed that 45.5% of the 
patients with BAA subsequently developed scalp AA which 
was recorded during follow‑up.[5] In addition, AA was also 
seen to affect eyebrows and arms in their patients.[5]

Nail findings in exclusive BAA are uncommon.[6] However, 
nail changes like pitting, longitudinal striations, and 

Figure 4: Dermoscopic image (×10 magnification polarized mode) showing 
nonfollicular white dots (black arrow), yellow dots (orange arrow), peripilar 
sign (purple arrow), black dots (green arrow), and blotchy erythema (red arrow)

Figure 5: Dermoscopic image (×10 magnification polarized mode) showing 
perifollicular hemorrhage (green arrow) and tapering hair (blue arrow)

Figure 6: Dermoscopic image (×10 magnification polarized mode) showing 
coudability sign (green arrow) and tapering hair (red arrow)

Figure 7: Dermoscopic image (×10 magnification polarized mode showing 
tulip hair (red arrow) and coudability sign (orange arrow)
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longitudinal melanonychia detected in our study have 
already been previously described in AA.[23‑25]

Dermoscopic findings in BAA such as black dots, short 
vellus hair, tapering hair, nonfollicular white dots, 
regrowing hair, yellow dots, and black dots were similar 
to findings noted in AA.[26‑29] Uncommon findings such as 
peripilar sign, i‑hair, perifollicular hemorrhage, and tulip 
hair were also noted.

While follicular microhemorrhage has been described as 
a diagnostic sign in TTM,[30] we observed this finding in 
one patient. Although a rare case of AA coexisting with 
TTM has been reported in a 6‑year‑old boy with a patch of 
hair loss in the occipital area,[31] such an association in our 
patient could have been unlikely for three reasons: (1) facial 
hair is the least likely site affected in TTM,[32] (2) presence 
of short vellus hair and tapering hair, and (3) absence of 
other characteristic dermoscopic features of TTM such as 
broken hair of different lengths and trichoptilosis.[32] We 
are of the opinion that this isolated finding of follicular 
hemorrhage in our patient could be due to facial hair 
grooming practice like shaving.

Peripilar sign, which was previously described only in 
lichen planus pigmentosus, was also seen in 17.39% of 
our patients. These are believed to represent perifollicular 

Figure 8: Dermoscopic image (×10 magnification polarized mode) showing 
ihair (magenta arrow) and tapering hair (blue arrow)

inflammation.[33] Interfollicular findings such as blotchy 
erythema, hem‑like pigment pattern, and honeycomb 
pigment pattern were also seen in our study. Honeycomb 
pattern is reportedly common in chronic sun‑exposed areas 
and scalp of dark‑skinned individuals.[26,34] We surmise that 
the polarized filter of the dermoscope might have led to 
easier detection of these findings in our study. In addition, 
nonfollicular oriented white dots were seen in 30.43% of 
patients. These white dots could possibly represent the 
surface ductal openings of eccrine glands.[35]

Limitations of the study
This study is limited by its small sample size, lack of 
follow‑up, and Fitzpatrick skin type of the patients. Our 
patients had only Fitzpatrick skin types IV and V. We did 
not actively investigate the patients for other systemic 
comorbidities.

Conclusion
Despite these limitations, our study is the first single center 
study of the largest scale on male patients with BAA thus 
far. It is prudent to note that trichoscopy of BAA may 
perhaps reveal newer nonfollicular findings, in addition 
to the follicular findings already described in literature for 
AA. Hence, we recommend further studies in this regard.
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