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Synthesis and Metabolism of Estrogen
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THE SCIENTIFIC BASIS FOR
MEDICAL PRACTICE
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Postmenopausal Estrogen Synthesis,
Bioavailability, and Activity
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The Climacteric and Menopause: “Window of
Therapeutic Opportunity” for Hormone Therapy
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Osteoporosis: Bone Remodeling, Sex
Steroids, and Mechanical Loading
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Cardiovascular Disease and Hormone Therapy
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Changes in Trabecular Bone Structure and
Biomechanical Competence with Age

hormial Stress (MPa)

Osteoporosis

80 years

Modified from Mosekilde L, et al. In: Takahashi HE, ed. Bone Morphometry. London, England:
Nishimura/Smith Gordon, Niigata;1990:367-370.

Hormone Therapy and Plaque Reduction
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Relation of Age Distribution in WHI* to Stage of
Progression of Coronary Artery Atherosclerosis
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Evaluating Hormone Therapy:
Function and Bioequivalence
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Pharmacologic Modulation of
Estrogen Activity
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Estrogen Therapy: Selecting Route and Dose
Hormonal milieu

Replacement premenopausal Replenishment postmenopausal
E,>E1 E1>E,
Transdermal Oral

Medical factors

>triglycerides HTN; gall stones; Lony DL
DVT,; diabetes; resistance to oral ET

Dose

<prevention/maintenance
Side effects

>treatment/correction

Patient preference (continuance)

Monitor with periodic plasma estradiol
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