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Table lll Estrogen substitution therapy in adolescence (adapted from (Bondy and Turner Syndrome Study Group, 2007)).

Age Age-specific suggestions Preparation/dose/comments
1213 years If no spontaneous development and FSH elevated, start  |173-estradiol (E2)
low-dose estrogens Transdermal: 6.25 pg/day” E2 via patch

Oral micronized E2: 5 pg/kg/day or 0.25 mg/day
12.5-15years Graduallyincrease E2 doseat6— |2 monthsinterval over  Transdermal E2: 12.5,25,37.5,50, 75, 100 pg/day (Adult dose: 100-200 pg/day)

2-3 years® to adult dose Oral E2: 5, 7.5, 10, |5 pg/kg/day (Adult dose: 2—4 mg/day)
14—16years Begin cyclic progestogen after 2 years of estrogen or Oral micronized progesterone |00—200 mg/day or dydrogesterone 5— 10 mg/day
when breakthrough bleeding occurs during 12— 14 days of the month®

*The lowest dose commercially available E2 transdermal patches deliver 25 or 50 g/ day; itis notestablished whethervarious means of dose fractionation (e.g. administering | /8, 1/6, |1 /4
patch overnight or daily or administering whole patches for 7— 10 days per month) are equivalent.

“With concomitant GH therapy in Tumer Syndrome, to achieve an optimal adult height the increasein E2 dose might be relatively slow; while in cases of late diagnosis and for those girlsin
whom growth is not a consideration, E2 may be started at somewhat higher doses and escalated more rapidly.

“For prolonged treatment progesterone, dydrogesterone or medroxyprogesterone are preferred to other progestogens because of their less negative effect on lipid metabolism and less
androgenic effects (Lobo, 1987).
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