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Hair loss in women is a complicated condition that can 
significantly impact quality of life and psychological 
well-being. Women’s health nurse practitioners are often 
the first point of contact for women who have concerns 
about hair loss. Conducting initial assessments, detecting 
red flags for scarring hair loss conditions, and making time-
ly referrals to dermatology specialists for diagnosis and 
treatment can halt progression and optimize outcomes. 
This article explores the causes and the clinical presenta-
tion of female hair loss conditions, outlining the distinction 
between those that are scarring and nonscarring. Female 
pattern hair loss (FPHL), the most common nonscarring 
condition, affects up to 50% of women over 50. For this 
reason, the authors provide details on pharmacologic and 
nonpharmacologic treatment modalities for FPHL, includ-
ing topical and oral medications, natural remedies, plate-
let-rich plasma, and low-level laser therapy.
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Hair loss manifests as a wide variety of disorders that can 
be challenging to diagnose and treat. All hair loss disor-
ders have the potential to cause significant distress and 
affect quality of life. Hair represents health, beauty, and 
youth. It provides individuality, portrays femininity, and 
boosts self-confidence. Hair loss can negatively affect an 
individual’s self-esteem, cause anxiety and depression, 
and impact interpersonal and professional relationships.1 
While women’s health nurse practitioners (WHNPs) 
might not be providing treatment, they will see patients of 
all ages experiencing hair loss. Knowledge about poten-
tial causes and an initial evaluation can expedite a referral 
to a dermatologist for accurate diagnosis and treatment. 
Early treatment can make a difference in the trajectory of 
hair loss conditions.

It is relevant to be able to distinguish between scarring 
(cicatricial) hair loss and nonscarring loss (noncicatricial). 

Cicatricial alopecias lead to follicular scarring and perma-
nent hair loss. These are pathologic conditions typically 
caused by inflammation that can wax and wane or prog-
ress rapidly and cause irreversible damage to the follicle. 
In contrast, nonscarring hair loss is potentially reversible.

This article focuses on the causes and clinical presen-
tation of the most common causes of hair loss in women. 
Female pattern hair loss (FPHL) is one of the most com-
mon types of noncicatricial alopecias, estimated to affect 
up to 50% of women aged 50 and over.2,3 Treatment 
options for FPHL are discussed. Knowledge about struc-
ture, function, and hair cycle regulation sets the founda-
tion for evaluation of hair loss disorders.

Anatomy and Physiology of Hair
Hair follicles are classified into two types: terminal and 
vellus. Terminal hair is coarse, thick hair, mainly found 
on the scalp, eyebrows, eyelashes, armpits, and genital 
areas. Vellus hair is short, fine, and soft, and found on the 
remaining hair-bearing areas of the body. Terminal hair 
follicles extend deeper into the skin than vellus follicles.

There are approximately 100,000–150,000 terminal 
hair follicles on the human scalp. Important structures of 
these hair follicles include the bulb, inner and outer root 
sheath, sebaceous gland, and the bulge region. The bulb, 
the deepest portion of the follicle, resides in the dermal 
papilla and is essential for hair growth. The inner and outer 
root sheaths protect and support the hair shaft. Sebaceous 
glands produce sebum and provide lubrication, and the 
bulge region harbors stem cells that are essential for hair 
growth and follicular cycles (see Figure 1).4

Hair Growth Cycle
Hair follicles are in a constant cycle of growth (ana-
gen), transition (catagen), and rest (telogen) phases. It 
is important to note that hair follicle cycles do not occur 
at the same time. Every follicle is independent of its 
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surrounding follicles, ensuring uniform hair density and 
preventing synchronized shedding.5

The anagen (growth) phase lasts 2–6 years. 
Approximately 90% of follicles are in this phase. 
Depending on the location, hair growth and cycle rates 
for terminal hairs range from 0.3 mm per day for 2–6 
years (scalp) to 0.1 mm per day for 2–3 months (eye-
brows). Shorter anagen phases account for shorter max-
imum length for both terminal and vellus hairs.

The catagen (transition) phase usually lasts around 3 
weeks; hair production in this phase ceases, then transi-
tions to the telogen (resting) phase. Less than 1%, or 500–
1,000 scalp follicles, are in this phase at any given time.

Up to 10% of scalp follicles are in the telogen (resting) 
phase, which lasts for 2–3 months. Approximately 50–200 
telogen hairs shed per day. This fact provides reassurance 
to anxious patients who present to the clinical setting 
with bags of hair. Once hair sheds, the follicle returns to 
the anagen phase and the cycle is repeated.

Causes of Female Hair Loss
Acute or chronic illness, nutritional deficiencies, medica-
tions, stress, and damaging hair care practices can cause 
hair loss. Causes may be multifactorial, and in some hair 
loss conditions, there may be a genetic component. When 

evaluating a patient with hair loss, it is crucial to focus 
on the precipitating factors, symptoms, and associated 
comorbidities. In other words, listen to your patients; 
they will tell you much of the information needed to 
determine if an immediate referral to a dermatology spe-
cialist is needed or if some initial treatments might be ini-
tiated in the primary care setting.

Cicatricial (Scarring) Alopecias
The most common cicatricial (scarring) alopecias affect-
ing women are briefly discussed for the sake of clinical 
recognition and prompt treatment. These conditions 
often challenge clinicians due to their insidious onset and 
lack of distinct clinical findings. Cicatricial alopecias have 
a variety of causes that can be difficult to differentiate and 
diagnose in the primary care clinical setting. Most of the 
cicatricial alopecias have common symptoms including 
pain, burning, and pruritus. A biopsy is often required 
for diagnostic confirmation. Prompt referral to a derma-
tology specialist is important for an accurate diagnosis 
and initiation of appropriate treatment. Early diagnosis 
and treatment can stop the progression of disease and 
prevent further extensive hair loss. Regrowth in areas 
where follicles have already been replaced by scarring is 
not possible.

Central Centrifugal Cicatricial Alopecia
Central centrifugal cicatricial alopecia (CCCA) predom-
inantly affects adult African American women, with a 
prevalence of 3%–6% of this demographic.6 The exact 
pathogenesis is unknown, but likely multifactorial. 
Genetic mutations have been implicated. Traumatic hair 
care practices such as hot combs, traction-inducing styles, 
and chemical relaxers exacerbate the disease. Patients 
with CCCA will present with smooth patches without an 
abnormal follicular pattern expanding from the crown 
(upper back of head) and vertex (top of head) areas of the 
scalp. Skin inflammation is typically present. In darker 
skin types, this inflammation may be subtle and appear 
gray, violet, or deep red. As with most scarring alopecias, 
symptoms often include burning or pruritus in the areas 
of hair loss.

Lichen Planopilaris
Lichen planopilaris (LPP) is a condition in which there is 
chronic inflammation that leads to scarring alopecia, with 
a disease course that can have a brisk onset or take an 
insidious course, making diagnosis difficult. The etiology 
of lichen planus is not exactly known but is presumably 
due to a T-cell-mediated immunity dysfunction, which 
attacks affected tissue.

If untreated, LPP often leads to permanent destruc-
tion with scarring due to inflammatory cells infiltrating 
the follicle. The primary affected population is adults 

Figure 1. Hair follicle anatomy.
Source: Adapted from OpenStax College. (2013). Illustration from Anato-
my and Physiology.  http://cnx.org/content/col11496/1.6/
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is unpredictable, with variability in duration and extent 
of hair loss occurring from patient to patient.11 A positive 
hair pull test can indicate active disease. A hair pull test 
is done by grasping a small clump of hair and gently tug-
ging. If more than 10% of the hairs are pulled out, the test 
is considered positive and indicates disease activity.

Telogen Effluvium
Telogen effluvium is a common cause of diffuse hair 
shedding. It is a result of abnormal follicular cycling. As 
discussed earlier, approximately 90% of scalp hair is in 
the growth (anagen) phase and 10% is in the resting (telo-
gen) phase. This condition prematurely moves scalp hair 
from the anagen phase to the telogen phase, with resul-
tant premature shedding. A wide variety of triggers have 
been linked to the condition, which can be transient or 
chronic. Triggers include acute or chronic major illness, 
childbirth, medications, malnutrition, emotional stress, 
low vitamin D and/or ferritin levels, and endocrine dis-
orders. Chronic telogen effluvium is idiopathic and rare, 
most often diagnosed in women between the ages of 30 
and 60 years.12 Shedding occurs between weeks and a few 
months of the inciting event. Patients will complain of a 
sudden increase in hair loss over the entire scalp and are 
usually otherwise asymptomatic. Shedding may continue 
for 6–12 months of loss exceeding 150 hairs per day. The 
diagnosis of acute telogen effluvium can often be made 
based on physical exam, including a hair pull test, and a 
thorough patient history. If history and exam fail to iden-
tify a trigger, lab tests can be beneficial. The following 
tests are typically ordered: complete blood count (ane-
mia), complete metabolic panel (systemic causes), iron 
studies, vitamin D, and thyroid-stimulating hormone 
level. The condition is self-limited with treatment of any 
underlying cause.

Androgenetic Alopecia (FPHL)
Androgenetic alopecia or FPHL is a common nonscarring 
hair loss condition and a frequent complaint of women 
over the age of 40. While inheritable in nature, the specific 
genetic pattern of FPHL remains unclear. Current studies 
substantiate a multifactorial cause, implicating hormonal 
(androgen) and genetic factors.

Classic features of FPHL are progressive conversion of 
terminal hairs to vellus hairs (follicular miniaturization) 
and increased shortening in the duration of the growth 
(anagen) phase with successive hair cycles.2 The progres-
sive loss results in a visible reduction in hair density over 
the frontal and vertex areas of the scalp. It is postulated 
that genetics plays a large role in FPHL. In genetically 
susceptible patients, androgens have been shown to initi-
ate and propagate FPHL.

In addition to genetics, the hormone dihydrotestos-
terone (DHT), along with an androgen-metabolizing 
enzyme, 5-alpha reductase, has been implicated in female 

between the ages of 40 and 70 years with a female-to-
male ratio of 4:1.7 There are several variants of LPP, but 
all have similar clinical features, including perifollicular 
inflammation and scale, which is difficult to assess with-
out magnification. The hair loss pattern is highly variable; 
most commonly, there are several localized areas of par-
tial loss with scarring and associated inflammation.8 Most 
importantly, the patient will often complain of increased 
hair shedding, burning, severe itch, and tenderness.

Discoid Lupus Erythematosus
Discoid lupus erythematosus most commonly affects 
African Americans between the ages of 20 and 40 years. 
Primarily affecting the scalp, face, and neck, the condition 
carries a 5–10% risk of developing systemic lupus erythe-
matosus.9 Early disease manifestations include inflamed 
papules and plaques with scale on sun-exposed areas. If 
the condition goes untreated, atrophic plaques devoid of 
hair will develop. The clinical presentation of skin inflam-
mation on darker skin colors may be subtle. Look for 
violet, grayish, or pink patches and plaques. Symptoms 
often include tenderness, burning, and pruritus, all of 
which are worsened by sun exposure.

Traction Alopecia
Although not inflammatory in nature, this condition 
can result in permanent hair loss, which can be avoided 
with early intervention. Frequent tight braiding, corn-
rows, tight rollers, excessive heat, and excessive brush-
ing weaken the hair shaft. Chemical relaxers weaken 
tight disulfide bonds, resulting in thinning and drying of 
the hair shaft. Traction alopecia can also occur because 
of work-related head gear such as headbands, hair caps, 
and helmets.10 The temporal and frontal hair margins are 
often affected, and the condition is often asymptomatic. 
Look for broken hairs and receding hairline correspond-
ing to areas of pulling and braiding.

Noncicatricial (Nonscarring) Alopecias
Inflammation is often mild or absent with noncicatricial 
alopecias, and hair follicle destruction does not occur in 
most cases. The distribution of hair loss helps narrow the 
differential diagnosis. If hair loss is focal, think alope-
cia areata or early traction alopecia. If diffuse, consider 
telogen effluvium. If patterned, androgenetic alopecia 
(FPHL) is often the culprit.

Alopecia Areata
Seen equally in both sexes, with onset often in childhood 
and young adult years, alopecia areata is an autoimmune 
disease of the hair follicle. The disease can affect the scalp, 
eyelashes, eyebrows, or body hair. Most cases present 
with one or two focal, smooth, round patches of hair loss, 
which often spontaneously regrow. The disease course 
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and male pattern hair loss. Testosterone is converted to 
DHT by 5-alpha reductase. As DHT levels increase, so 
does hair loss. DHT appears to cause miniaturization of 
hair follicles. Decreased levels of DHT in both skin and 
blood have been associated with decrease and reversal of 
miniaturization.5,13

Making the Diagnosis
Clinical assessment of alopecia includes recognizing 
the precipitating factors, identifying comorbidities, and 
obtaining pertinent information necessary to guide treat-
ment. A thorough history should uncover the information 
that is critical for diagnosis and treatment. Most nonscar-
ring hair loss conditions can be diagnosed based on the 
history and exam findings (see Boxes 1 and 2). The sever-
ity of FPHL can be assessed by determining central hair 
loss width using the Sinclair Scale (see Figure 2).

Management
The primary goals of treatment are to limit further 
hair loss and promote terminal hair growth if feasible. 
Cicatricial (scarring) conditions should be managed by a 
dermatology specialist. Telogen effluvium is often self-re-
solving once a trigger is found and eliminated. If hair loss 
is limited, most cases of alopecia areata are often best left 
untreated because spontaneous regrowth often occurs 

within 1 year. There is no evidence that the course of mild 
disease is altered with treatment.14

Before initiating treatment of FPHL, rule out cicatricial 
alopecias, other noncicatricial alopecias, and hyperandro-
genism. Inflammation, scale, or scarring should not be 
present. While managing FPHL, be aware that due to the 
psychosocial impact of this condition, the patient’s per-
ception of hair loss may not be consistent with the clinical 
assessment. One way to mitigate this is to take serial pho-
tos before and throughout therapy to document progress.

As discussed, since hair growth cycles are asynchro-
nous, expect results to take some time. Interventions 

Box 1. Focused History for Initial Assessment of Hair Loss

•	 Onset, duration, and pattern of hair loss
•	 Presence of associated symptoms: burning sensation, 

pain, and pruritus
•	 Characteristics of associated symptoms: localized or dif-

fuse, intermittent, or continuous
•	 Current or recent illness, medications, hormonal changes, 

and stressors
•	 Any known potential triggers for hair loss

Box 2. Focused Physical Exam and Lab Tests for Initial As-
sessment of Hair Loss

•	 Color of scalp in hair loss area: gray, violet, or deep red 
(inflammatory scalp disorders)

•	 Signs of hyperandrogenism: severe patterned or early-onset 
hair loss, which may suggest a pathologic hyperandrogenism

•	 Hair loss due to reduction in hair density (FPHL) or gener-
alized shedding (telogen effluvium)

•	 If there is increased hair shedding, determine if the hair 
breaks or comes out at the root

•	 Balding pattern
	{ Patchy: alopecia areata, lichen planopilaris, trichotillo-

mania (hair-pulling disorder)
	{ Diffuse: telogen effluvium, diffuse alopecia areata, ana-

gen effluvium (chemotherapy)
	{ Patterned: FPHL, scarring alopecias

•	 Severity of FPHL using central part width (see Figure 2)
•	 Lab tests as indicated to rule out underlying disease: 

hormone levels (androgen, thyroid stimulating hormone), 
complete blood count, complete metabolic panel, serum 
iron and ferritin, autoimmune markers (ANA for lupus)

•	 In dermatology, two punch biopsies are performed for both 
vertical and horizontal pathology evaluation; typically scalp 
biopsies are reserved for inflammatory conditions

Abbreviations:  ANA, Antinuclear Antibody test; FPHL, female pattern 
hair loss.

Figure 2. Sinclair scale.
Source: Adapted from Sinclair R, Torkamani N, Jones L. Androgenetic alopecia: new insights into the pathogenesis and mechanism of hair 
loss. F1000Res. 2015;4(F1000 Faculty Rev):585. doi:10.12688/f1000research.6401.1
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require at least 4–6 months before any clinical signs of 
improvement are achieved. Set realistic expectations with 
patients before initiation of therapy and advise them that 
pharmacologic therapy, if effective, must be continued 
indefinitely.

Topical Agents
Topical minoxidil is the only medication approved by the 
U.S. Food and Drug Administration (FDA) for FPHL; all 
other prescription medications discussed in this article 
are off-label. Oral antiandrogens include spironolactone, 
finasteride, and dutasteride.

Topical minoxidil (2% solution, 2% foam, 5% foam) 
should be incorporated in the treatment plan for all 
patients with FPHL. It has the strongest evidence for 
efficacy compared with other interventions and is 

well-tolerated.15,16 Minoxidil thickens existing hair and 
affects growth cycles; it does not promote new growth. 
The exact mechanism of action is not completely under-
stood. It is thought that the drug may prolong the growth 
(anagen) phase, promote enlargement of miniaturized 
follicles, and shorten the resting (telogen) phase. During 
the first 2–8 weeks of treatment, shedding commonly 
occurs. This is due to the release of telogen hairs, as fol-
licles quickly transition from the resting (telogen) phase 
to the growth (anagen) phase and resolves with contin-
ued treatment.16 Adverse reactions include irritation and 
mild scalp dryness. Topical minoxidil should be avoided 
during pregnancy. Data are not available on whether top-
ical minoxidil is excreted in breastmilk.

A systematic review comparing 2% with 5% minoxidil 
found no significant difference in efficacy.17 Minoxidil 5% 

Figure 3. Female pattern hair loss treatment algorithm.
Abbreviations: BID, twice a day; LLLT, low-level laser light therapy; PRP, platelet-rich plasma.

2% topical minoxidil 1ml BID or
5% topical minoxidil 1ml daily 

±
spironolactone 100-200mg/day or

dutasteride 0.5mg/day

• spironolactone 100-200mg/day
•
• dutasteride 0.5mg/day

OR
Replace topical minoxidil with low-dose oral minoxidil 
1.25mg – 2.5mg/day
Can add: supplements, LLLT, or PRP

Hair transplant

Poor ResponseGood Response

Poor ResponseGood Response
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foam is associated with an increased risk of dandruff, scalp 
irritation, and sideburn hypertrichosis.17 The 2% formula-
tion dosage is 1 mL applied twice daily to affected areas; 
the 5% formulation is applied once daily to the scalp, 
not the hair. Continue treatment for 12 months before 
concluding inefficacy. Treatment with topical minoxidil 
alone is an alternate initial approach for those who pre-
fer to avoid oral antiandrogenic medications. Consider 
replacing topical minoxidil with oral minoxidil if there is 
a poor response after 6–9 months. Alternatives to topical 
and oral medications include hair transplantation, laser 
therapy, and platelet-rich plasma (PRP; see Figure 3).

Oral Agents
Spironolactone is an aldosterone antagonist that inhib-
its androgen synthesis and blocks androgen receptors. 
It is typically dosed between 100 and 200 mg/day. Start 
at 50 mg/day in one or two divided doses. If tolerated 
after 2–4 weeks, increase to 100 mg/day in one to two 
divided doses. Titrate from 50 to 100 mg after 2–4 weeks 
to a maximum dose of 200 mg/day. Monotherapy with 
spironolactone is ineffective if dosed below 100 mg/day.18 
Adverse effects include decreased libido, headache, men-
strual irregularities, hyperkalemia, fatigue, and ortho-
static hypotension. Serum potassium levels should be 
checked periodically for patients over 45 years old; those 
with cardiac disease, renal disease, or multiple medical 
problems; and patients taking medications that increase 
the risk for hyperkalemia. Spironolactone is contraindi-
cated during pregnancy. Limited data indicate this drug 
is poorly excreted in breastmilk and is acceptable to use 
during lactation.19 There is no evidence linking breast or 
estrogen-dependent breast tumors to spironolactone.20,21 
The same holds true for the 5-alpha reductase inhibitors 
(finasteride and dutasteride).22

Finasteride is a 5-alpha reductase inhibitor that reduces 
the effects of DHT on hair follicles by inhibiting the tes-
tosterone-to-DHT conversion. For FPHL, daily doses of 
2.5 and 5 mg appear to be effective.23 Although well-tol-
erated in female patients, male patients have reported 
breast swelling and tenderness and decreased libido. 
Avoid finasteride in patients who are pregnant or consid-
ering pregnancy. Pregnant individuals should not handle 
broken or crushed tablets. Data on the excretion of finas-
teride in breastmilk are not available.24

Dutasteride is also a 5-alpha reductase inhibitor. It is 
dosed at 0.5 mg/day, which provides a greater reduction 
in scalp and serum DHT level as compared with finas-
teride 5 mg/day. More recent studies found dutasteride 
to be more effective than finasteride with comparable 
side effects.25 It is contraindicated for use in women of 
childbearing age and should be reserved for postmeno-
pausal women.26 Side effects for dutasteride are similar to 
finasteride and include decreased libido and breast swell-
ing and tenderness.

Oral low-dose minoxidil 0.25–1.25 mg has been shown 
to be an effective and safe option for FPHL.27 Although 
not FDA-approved to treat FPHL, it is often used as an 
alternative treatment and its vasodilating action results in 
increased cutaneous blood flow and ensuing hair growth. 
It appears to be as effective as 5% topical minoxidil, but 
if taken orally, there is a slight increased risk of hyper-
trichosis (excessive hair growth) of the face and body.28 
Oral minoxidil carries a black box warning for cardiac 
conditions, including pericardial effusion. The use of 
low-dose minoxidil greatly reduces the cardiac risks asso-
ciated with higher doses, with the exception of a slight 
increase in heart rate and lower leg edema.15 That said, 
until further studies are conducted, the use of low-dose 
oral minoxidil should not be prescribed to elderly patients 
with an increased risk of heart failure, chronic renal fail-
ure, myocardial infarction, or severe hypertension. It is 
contraindicated in patients with previous hypersensitiv-
ity reactions or pheochromocytoma. Avoid the use of oral 
minoxidil during pregnancy and lactation.

Natural remedies, including vitamins, minerals, and 
nutraceuticals, are commonly used as alternative treat-
ments. Nutraceuticals have been widely advertised for 
the treatment of hair loss. They often contain phytochem-
icals or naturally derived, biologically active compounds. 
The FDA regulates these products but does not approve 
them. They are not as rigorously tested as pharmaceu-
ticals.29 Caution should be used when selecting supple-
ments for the treatment of hair loss. A recent systematic 
review has shown potential benefits for some of them 
and no evidence of benefits for others.29 Biotin, part of the 
B complex group of vitamins, is a common supplement 
taken for hair loss. There is no evidence to support its 
efficacy. The efficacy of other supplements, including saw 
palmetto, caffeine, plant-based oils, and other vitamins 
and minerals, remains unclear.29

Procedures
PRP is a more recent therapy based on the concept that 
the concentrated platelets, cytokines, and growth factors 
in blood plasma may modulate signaling pathways that 
aid in regrowth and regeneration of hair. To prepare PRP, 
10–30 mL of the patient’s blood is centrifuged to separate 
blood into its various components. Once separated, 4–8 
mL of the PRP is injected into the patient’s scalp. Intact 
hair follicles are essential for this treatment; therefore, it 
is used more often for patients with early-stage FPHL. 
Although studies are limited, there are data that sug-
gest improvement in hair density and caliber with PRP.30 
There is no standardization of PRP preparations and 
treatments are expensive, ranging from $500 to $2,500 per 
treatment.15

Low-level laser therapy (LLLT) is used to treat several 
types of alopecia. The proposed mechanism assumes pho-
tons emitted from LLLT may decrease inflammation and 
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increase adenosine triphosphate production and cellular 
activity.31 A near-infrared light range of 650–900 nano-
meters with a power output of 5 milliwatts is often used 
for this type of therapy. A 2021 systematic review of cap, 
comb, hairband, and helmet LLLT devices showed a sig-
nificant increase in hair density in both men and women 
when compared with sham (placebo) controls. In fact, 
LLLT appears to be as efficacious as conventional FPHL 
treatments such as topical minoxidil. Limitations of the 
review include short-term follow-up with a maximum of 
26 weeks and no head-to-head studies comparing efficacy 
between devices.32 Laser caps, bands, and combs range in 
price from $200 to over $2,000.15 Unlike ultraviolet light, 
which can cause skin cancer, research has shown that red 
light therapy does not increase the risk of any type of skin 
cancer. Darker skin types are more sensitive to red light. 
Caution should be used to prevent hyperpigmentation in 
this type of skin, which can be longer-lasting than similar 
hyperpigmentation caused by sunlight. Although more 
research is needed for the long-term effects of LLLT, in 
the short term, the side effect profile of LLLT is minor and 
includes skin irritation and temporary mild discomfort.33

Surgical Treatment
When all else fails, patients may opt for a hair transplant. 
Studies have shown that women can benefit from trans-
plantation as much as men.15 The cost of hair transplants 
ranges from $4,000 to over $20,000.15 Advances in tech-
nique have significantly improved results and are a good 
option for patients who have failed other therapeutic 
options.

Implications for WHNP Practice
Hair loss in women is a complex and often distressing 
condition with many potential causes, from genetic pre-
dispositions and hormones to systemic illness and life-
style influences. Early recognition, accurate diagnosis, 
and timely intervention are key in minimizing progres-
sion and optimizing outcomes. Distinguishing between 
scarring and nonscarring alopecias enables providers 
to make appropriate decisions about management and 
referral. WHNPs are often the first point of contact for 
women who have concern about hair loss. Even though 
WHNPs may not be treating each type of alopecia, their 
ability to conduct full initial assessments, detect red flags, 
and make timely referrals to dermatology specialists can 
have a significant impact on the quality of life for their 
patients.
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