DISEASES OF THE HAIR
L F WENTZEL


Cyclic phases of hair growth

Anagen
:
Phase of active growth

Catagen
:
Phase of involution

Telogen
:
Resting phase, before being shed

Types of hair

Lanugo hair
:
Prenatal, fine hair

Vellus hair
:
Fine, light-coloured hair (i.e. on faces and arms of children)

Terminal hair
:
Coarse, thick and dark hair in adults (except blonds)

Intermediate forms:
Androgens stimulate vellus hair to become terminal hair (i.e. pubis, axillae, beard and chest)

HIRSUTISM

Male pattern of terminal hair growth in a female.

Androgen-dependent areas of hair growth:  lip, cheeks, chin, chest, breast, lower abdomen, groins.

Other signs of virilization:  temporal balding, amenorrhoea, enlarged clitoris, deep voice, acne.

Androgen biosynthesis occurs in adrenal and ovary.   Testosterone converted to dihydrotestosterone in hair follicle by 5 α-reductase.   Dihydrotestosterone promotes androgen-dependent hair growth.   Receptor molecules necessary for binding and hormone action.   99% of testosterone bound to plasma proteins;  level of free testosterone reflects androgen excess.

Pathogenesis
1)
Racial variations:  Southern European and Middle Eastern women.

2)
Androgenic stimulation:  idiopathic hirsutism can be caused by increased conversion of testosterone at the level of the  hair follicle, or by increase in the level of free testosterone.

3)
Ovarian causes:

i)
Polycystic ovarian syndrome (PCOS):    hirsutism, acne, amenorrhoea, infertility, obesity.

ii) Rare virilizing ovarian tumours:  rapid onset of virilization.

4)
Adrenal causes:

i) Adrenogenital syndrome (congenital adrenal hyperplasia).   Enzyme deficiencies in pathway of cortisol production (21-hydroxylase, 11-hydroxylase, 3-6 hydroxy steroid dehydrogenase), causes overproduction of androgenic steroids.   Onset in childhood:  pseudo-hermaphroditism with virilization and mild hirsutism. 

ii) Adrenal tumours (adenomas and carcinomas).   In older girls.   Primary ame-norrhoea, small breasts, enlarged clitoris, severe hirsutism.

2

5)          Pituitary causes:

 Cushings disease (25% of female patients have hirsutism).

6)
Chromosomal  causes: 

Turner syndrome:  mild hirsutism.

7)
Drugs:  

Androgens, anabolic steroids, high progesterone contraceptive pills (rare)

Evaluation
Family/racial background;  menstrual history;  speed of onset and progression.

Free testosterone above 2ng/ml, with rapid virilization:  ovarian neoplasm.

Dehydroepiandrosterone (DHEA) sulphate above 9000 ng/ml:  adrenal neoplasm.   

Elevated 17 hydroxy progresterone:  congenital adrenal hyperplasia.

Treatment
i) Depilatory creams (barium sulphide, an irritant) 

ii) Bleaching creams

iii) Shaving

iv) Epilation with electrolysis

v) Laser epilation

vi) Oestrogen contraception

vii) Antiandrogens:   cyproterone acetate, spironolactone

viii) Insulin sensitizers for PCOS: metformin

HYPERTRICHOSIS
Overgrowth of terminal hair not localized to androgen-dependent areas.

Localized forms:

i) Melanocytic or Becker’s naevi

ii) Localized trauma, irritation, occlusion by cast, eczema, or topical steroids

iii) Porphyrias (malar areas)

iv) Excessive lanugo hair on arms in children:  “hairy elbows”

Generalized forms:

i) Congenital hypertrichosis lanuginosa:  whole body covered in hair, except palms and soles

ii) Fetal alcohol syndrome, fetal hydantoin syndrome

iii) Acquired hypertrichosis lanuginosa:  indicative of underlying malignancy

iv) Drugs (i.e. minoxidil)

v) Rare syndromes
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MALE PATTERN ALOPECIA

Onset:  twenties or thirties.

Gradual hair loss from vertex and frontotemporal regions.   Eventual cessation of terminal hair growth, with vellus hair predominating.

Pathogenesis
i) Genetic factors

ii) Higher levels of  5 α-reductase and androgen receptors in bald areas

iii) Lengthening of telogen, shortening of anagen phase

Treatment
i) Hair transplantation:  plugs with hair taken from occipital scalp

ii) Topical minoxidil (Regaine)

iii) Finasteride (type 2   5 α-reductase inhibitor)

Male pattern alopecia in women:

Similar pathogenesis, but hair loss diffuse.   Oral antiandrogens used:  cyproterone, spironolactone.

TELOGEN EFFLUVIUM
Early, excessive loss of normal club hair from normal resting follicles of scalp.

Stimulus:  surgery, parturition, fever, drugs, traction (tight braiding), kwashiorkor.

Diffuse loss occurs after latent period of 2 – 4 months.

Eventual regrowth.

DIFFUSE ALOPECIA

Mainly adult females.

Causes:

i) Endocrinological:  hypothyroidism, hyperthyroidism, oral contraceptives (androgenic progesterones)

ii) Underlying malignancy,  hepatic or renal failure

iii) Iron shortage

iv) Drugs:  antineoplastic cytotoxic agents, colchecine, thallium

ALOPECIA AREATA

Rapid and complete hair loss in one or more well-circumscribed patches on the scalp, bearded area, eyebrows, eyelashes (and rarely hairy skin elsewhere).   Characterized by atrophic telogen hair (“exclamation point hair”).
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Course:
Spontaneous recovery, or progression until loss of all scalp hair (alopecia totalis), or even of all body hair (alopecia universalis).

Usually without associated diseases, but higher incidence in Down’s syndrome, auto-immune

diseases (Hashimoto’s thyroiditis, vitiligo), and atopic dermatitis.

Treatment


i) Intralesional steroids

ii) Systemic steroids (for alopecia universalis)

iii) Induction of contact sensitivity to dinitrochlorobenzene (DNCB) and squaric acid dibutyl ester (SADBE)

iv) Topical minoxidil

INFECTIVE ALOPECIA

i) Fungal
:   tinea capitis

ii) Bacterial
:   folliculitis decalvans, 2nd syphilis

iii) Viral
:   varicella

TRAUMATIC ALOPECIA
i) Friction

ii) Perm waves, hot brushes

iii) Traction
:    hair tightly braided, or ponytail

iv) Trichotillomania:
neurotic plucking of hair

SCALP DERMATOSES

i) Psoriasis

ii) Seborrhoeic dermatitis

iii) Discoid lupus erythematosus

iv) Lichen planus

