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As hair loss affects a large segment of our
population, it is important for family physicians to be
aware of the different causes, so patients can access treatment sooner.

By Louis Weatherhead, BSc, MBBS, FRCPC

H air is a very important secondary This article will attempt to briefly out-
sexual characteristic in both merine these conditions.
and women, and contributes greatly to the
personal psyche. The sheer number %
hair cosmetics available attest to this, and
thus, hair loss is often quite traumatic tdhis is, perhaps, the most common cause of
many. hair loss occurring in many men, and some
Why do people lose hair? There aresomen, who carry the genes responsible
many causes, the most common of whidior baldness. In susceptible people, certain

dr ogenetic A opeci a

are classified as follows: follicles in the fronto-vertical region of the

1. Androgenetic alopecia (AGA); scalp show end-organ sensitivity and pos-

2. Diffuse alopecia; sess an enzyme, 5 alpha reductase type Il.
3. Alopecia areata (AA); This enzyme converts testosterone to dihy-
4. Cicatricial alopecia; drotestosterone (DHT), the active compo-

5. Traumatic alopecia; and nent, which acts on the susceptible follicles.

6. Miscellaneous causes of alopecia. This, in turn, causes progressive miniatur-
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ization of the hair from normal terminal toTherapy for AGA

vellous hairs, and then lossAttempts to There is no true cure for AGA. Massage,
classify hair loss have resulted in the moditltra violet light, shampoos and topical
fied Hamilton Scale for men and thepplications do not cure AGAThere are,
Ludwig Scale for women (Figures 1 and 2however, successes in restoration by med-
As a rule of thumb, 20% of men in theiical and surgical means.

20s, 30% of men in their 30s, 40% in their

40s,etc., show evidence of AGA.

Dr. Weatherhead is clinical
associate professor, division
of dermatology, University of
Ottawa, Ottawa, Ontario.

Minoxidil

This medication comes in a 2% and 5%
solution. Its exact mechanism of action is
unclear, but it is thought that it may act by
stimulating the blood supply at the follicu-
lar papillary level and by modulating follic-
ular deoxyribonucleic acid (DNA). The
effect is unpredictable and seems to show a
better response in women. In men, the best
response seems to occur in those under 30
with non-extensive male pattern hair loss.
The treatment requires a long-term commit-
ment of six months minimurh.
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Figure 2. Ludwig scale for female-patterned androgenetic
£ .- alopecia.
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. - : Hair transplantation
Figure 1. Modified Hamilton Scale for male-patterned L . . . o
androgenetic alopecia. This is a surgical procedure in which hair is

taken from the inferior occipital area of the

scalp as a donor strip.
Finasteride This strip is then sec- Also known as
This is primarily indicated for AGA in mentioned into follicular SpOt b&'dﬂESS,
of Type | to Type IV pattern loss.unit grafts, which are .
Finasteride causes reversible inhibition dfansplanted into alopeC|a areata
Type Il 5-alpha reductase enzyme. Eightyecipient slits in the may affect up to
five per cent of people using the medicatiobald scalp area. As the 1 7% of
show reduction or cessation of further hawccipital scalp is not A0
loss, and 66% of this population show vaeffected by DHT, the Canadians by
ied amounts of regrowth from mild totransplanted hairs sim-
marked. A long-term commitment, a minidlarly will be unaffect- age 50.
mum of six months, is required. Finasterided when placed in the recipient area and
is not indicated in women of any age, and isill grow normally. The final result is
actually contraindicated in women of childdependent on the extent of hair loss and the
bearing years due to the possibility of viriltotal number of transplanted hairs.
ization of the female fetus. Anyone pre-
sc?nbmg this medication should be famllla:P- ffuse A opeci a
with the product monograph and shoul
counsel their patients as to the potentidlhe most common cause of diffuse alopecia
side-effects. is telogen effluviunt3 In the normal,
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Figure 3. Alopecia areata.

young adult scalp, approximately 85% oflay. The total duration may range from six
follicles are in the anagen (growth) phase ¢d 18 months. Complete baldness rarely
the hair cycle. occurs.

Telogen effluvium describes the Although telogen effluvium is a sponta-
increased shedding of telogen, the restingeously resolving condition, thyroid func-
phase of the hair cycle, the hair havingon testing and serum ferritin levels should
become a club hair and not growing furbe obtained, because thyroid disease and
ther). The increased shedding of these haltsv serum ferritin (value less than 40) may
follows the acute precipitation of anageplay a role in prolongation of the problem. If
follicles into telogen. This may occur due tdéhese conditions are present, they should be
multiple stress-related causes, such as: corrected.

1. lliness;

2. Post.-opgrative state; A opeci a Areata

3. Medications;

4. Crash diets; Also known as spot baldness, AAis not
5. Emotional trauma; and uncommon and may affect up to 1.7% of
6. Post-partum state. Canadians by age 50. The etiology of AAis

The only symptom of telogen effluviumunknown, although it is thought to be an
is diffuse shedding of hair, which the patierautoimmune disorder, as helper T-cells are
notices on pillows, brushes, combs and wittommonly found in the lymphocytic infil-
shampooing. The condition is triphasictrate that exists around hair butbBactors
Phase 1 is accelerated hair loss; phase 2 ismplicated in the development of AA
plateau phase with no more loss or gain; amtlude:
phase 3 is a spontaneous resolution phakseGenetic considerations, as the role of
whereby the amount of daily loss slowly re- human leukocyte antigen (HLA) class Il
turns to normal, less than 120 hairs lost per antigens DQ3, DR4 and DRW11 genes
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may increase susceptibility to AA,; Sy

2. Atopy may play a role in susceptibility CLASSIFICATION

to development of AA; and OF CICATRICIAL ALOPECIA
3. Emotional stress often is linked to the

development of AA.

How these factors influence or trigge ) Burns—thermall chemical
the onset of AA is, however, obscure b) Radiation therapy/radiation
natures dermatitis

. . c) Physical injuries

Clinically, AA presents as a well circum
scribed, totally hairless patch. It is oftg 2 |nfections
noticed by chance by a hairdresser, par a) Bacterial—follicular decalvans
or friend, most commonly on the sca (Figure 4), syphilis, cutaneous
(Figure 3), although it may involve the ey¢ Eﬂ?}‘;racllﬂsn'ﬁammatory fungal
brows, eyelashes or beard area. Exa infections (kerion), favus
ination at the periphery of the patch mq ¢) Vira—Herpes zoster
reveal the presence of hairs that taper to
base (known as exclamation point hair . . o
which suggest ongoing activity. ‘B)) E/lear;i'gga_nteﬂggﬂr;i'o?gvéglyI'ndroma

In susceptible individuals, hair los carcinoma, angiosarcomas,
may extend to involve the loss of all sca] ~ CUtaneous metastases
hair (alopecia totalis) and, in extrem
cases, all scalp and body hair (alope(
universalis).

1.Trauma

3.Neoplasms

4. Inflammatory dermatoses

a) Lupus erythematosus

b) Lichen planopilaris (Figure 5)
In AA, associated clinical changes mg c¢) Sarcoidosis
. . d) Scleroderma/morphea
occur. Nail dystrophy may occur, varyin &) Follicular mucinosis

from fine pitting to marked ridging, trans

verse lines, thickening and splitting of th 5. Developmental disorders

nailsé There also have been reports a) Aplasia cutis

cataracts occurring with AA. b) Fa(_:ial hemia'trophy (Romberg’s syndrome)
Treatment of AA is varied. As the con ¢) Epidermolysis bullosae

dition often resolves spontaneously with

a year, patients can be followed. More

commonly, topical or intralesionalGcatricia A opeci a

steroids have been found to shorten th'(s&:arri ng A opeci a)
clinical course.

In persistent cases, immune modulatiohhis develops as an end-stage condition,
therapy using topical diphencyprondollowing a severe inflammatory process
(DCP) or squaric acid dibutyl estethat causes permanent destruction of the
(SADBE) have shown good response ratésir follicles. It may occur in a localized
with good regrowth, even in cases of aloparea or be patchy and scattered throughout
ecia totalis? the scalp. There are many causes of cicatri-
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Figure 5. Lichen planopilaris. Photo courtesy of Merck Canada. Figure 6.Traction alopecia. Photo courtesy of Merck Canada.

cial alopecia. It would be beyond the scope Clinically, the area of alopecia is mainly
of this article to go into detail of all of thesén one fronto-parietal area. It presents as an
conditions and, as such, a classification df-defined patch, which shows hairs broken
cicatricial alopecia is presented in Table 1at varied lengths.

Although this classification could be Trichotillomania also may be found in eye-
more extensive, the conditions listed reprdashes, eyebrows, moustache and beard areas.
sent the more commonly found conditions This habit disorder is usually self-limited,
leading to cicatricial (scarring) alopecia. however, if the problem is severe, patients

should be managed with psychotherapy.
Traunati c A opeci a _ _ . .
Traction alopecia (cosmetic alopecia)
The most common causes of traumatic alop€his variety of alopecia occurs as a result of
cia are trichotillomania and traction alopecigrolonged physical stresses imposed on the
hair. There are two processes that account

. “ - Trichotillomania for the patterns of hair loss seen. In the first,
Tlght pony tail This term describes hair weakened by chemicals may be broken
hairsty|es may alopecia produced by by the application of tension or by friction

lead to hair loss at

an individual who (cosmetic alopecia). In traction alopecia,
compulsively twists or prolonged tension produces inflammatory

the frontal hair pulls at their hair. This changes in the follicles, leading eventually

margin.

usually is a habit disor- to scarring?

der and may be due to Clinically, these conditions are seen
underlying psycholog- mainly in the African-American population,
ic or emotional factors. It occurs in a 2:;as a result of the pulling and chemicals
ratio of females to males. Below six years afivolved in straightening the hair or from
age, however, boys outnumber girls in a 3tightly braiding the haife.g., corn row hair-
ratio—the peak age of incidence in boystyles). The hair loss pattern tends to occur
being two to six years. Trichotillomaniaat the frontal and temporal hair margin, and
occurs approximately seven times more fredso in a triangular area in front of, and
qguently in children than in adults. above, the ears (Figure 6).
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Tight “pony tail” hairstyles also may calorie malnutrition, such as kwash-
lead to hair loss at the frontal hair margin, iorkor and marasmus.
due to the traction produced at the hair mabs- Congenital disorders: There are several
gins by the pulling on the hair to form the genetic conditions in which alopecia,
pony tail. sparse hair or poor hair growth occur.
In the early stages, the changes of traction These conditions include:
alopecia are reversible if the traction event is a. Ectodermal dysplasias
discontinued. Prolongation of the traction, b. Congenital alopecia
however, will lead to permanent hair loss, c. Hereditary hypotrichosis

with scarring of the affected follicles. d. Premature aging syndromesy(,
progeria)
M scel | aneous e. Netherton’s syndrome

Causes of A opeci a

. . Goncl usi on
Miscellaneous causes of alopecia may have

several etiologies outlined by the followingAs demonstrated in this article, there are

classification: many causes of hair loss. The more com-

1. Hair shaft abnormalities: There are sevmon causes have been explained whilst the
eral hair shaft abnormalities that make less common have been tabulated.

the hair susceptible to minor trauma When a patient presents with a history of
leading to breakage. These may be dudair loss, it is always necessary to do a com-
to hereditary or acquired causes: plete history and physical examination to

a. Monilethrix—beaded hair determine the etiology of the loss and to

b. Trichorhexis nodosa determine the best therapeutic apprdach.

c. Trichoschisis

d. Pili torti Acknowl edgment

e. Trichothio dystrophy Thanks to Patricia Dominique and Sylvia

2. Anagen effluvium: Loss of hair in ana- Weatherhead for help with the preparation
gen phase, usually secondary to the and proofreading of this manuscript.
effect of chemotherapy.

References

3. AIOpeC|a of endocrine origin: Many 1. Dawber R, Van Neste D: Hair and Scalp Disorders. Martin

endocrine syndromes may cause hair _ DunitzLtd, United Kingdom, 1998,
2. Shear N:Facts About Healthy Hair. Grosvenor House Press,

|OSS, such as: Inc., Toronto, 1989.
- 3. Headington JT: Telogen effluvium: New concepts and
a. HypopltUItary states review. Arch Dermatol 1993; 129:356-63.
b. Hypo- and hyperthyroidism 4. Hordinsky MK, Hallgren H, Nelson D, et al: Suppressor cell
: . number and functions in alopecia areata Arch Dermatol
c. Diabetes mellitus 1984;120:188-94,

. " L . 5. Mitchell AJ, Knull EA: Alopecia areata: Pathogenesis and
4. AIOpeC|a of nutritional origin: Hair is treatment.J Amer Acad Dermatol 1984;11(5, Part1):763-75.

exqu|S|te|y sensitive to prote|n deflc|en_6 Rook A, Dawber R: Diseases of the Hair and Scalp.
Blackwell Scientific Publications, United Kingdom, 1982.

cy, as the fuel requirements of the folli-7. Muller sA:Trichotillomania. Dermatol Clin 1987; 5(3):595.

. . 8. Champion RH, Burton JL, Ebling FJG (eds.):
cle are very hlgh' ThUS, disorders of Rook/Wilkinson/Ebling's  Textbook of Dermatology.

hair gI’OWth are seen in cases of protein- Blackwell Scientific Publications, Oxford, 1998.

The Canadian Journal of Diagnosis / July 2001 73



