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he scalp hair is composed of one hundred thousand of hairs. Each hair goes through the three

phases of the hair cycle, which causes the hair to turn from an anagen hair into a catagen hair,
then into a telogen hair, and finally into a new anagen hair. The number of hairs is maintained at a
relatively constant level because each hair has its own hair cycle. The hair of Koreans is relatively
thicker than that of Caucasians and Africans but its growth rate and density are lower. There are
various factors that influence hair growth such as hormones, nutritional status, and drugs. How-
ever, androgen is most important among these factors and, particularly, androgenetic alopecia is
caused by androgen and genetic factors. Because excessive dihydrotestosterone produced by
5a-reductase is of the greatest importance in androgenetic alopecia, finasteride or dutasteride,
which inhibits the action of 5a-reductase, is effective in treating androgenetic alopecia. Also,
minoxidil is widely used as it promotes hair growth. Furthermore, there are various types of hair
diseases and specialized examination is required for differential diagnosis.
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Table 1. Drugs reported to cause telogen effluvium

Minoxidil
Retinoids
Anticoagulants: heparin, wafarin
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Antineoplastic agents

Antiretroviral drugs: indinavir, ritonavir

Antithyroid medications: carbimazole, iodine, thiouracil
[3-blocker: acebutolol, nadolol, atenolol, propranolol
Oral contraceptives: nortestosterone-derivatives
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Figure 3. Hair follicle miniaturization induced by dihydrotestosterone
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zation of the hair follicles which in turn induces androge-
netic alopecia. T, testosterone; 5o R, bo-reductase.
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Figure 4. The action mechanism of finasteride. Finasteride de-
creases production of dihydrotestosterone (DHT) by in-
hibiting 5a-reductase and induces growth of hair folli-
cles.T, testosterone.
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Figure 5. After 1 year treatment with finasteride. Twenty-sixyear
old man showed improvement after combination treat-
ment with finasteride and minoxidil (A, before treat-
ment; B, after 6 months; C, after1 year).
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