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Fig. 1. Flow-mediated dilation before therapies (open
bars) and following (hatched bars)CEE 0.625 mg daily
for 6 weeks (left), simvastatin 10 mg daily for 6 weeks
(center), and the combination of therapies daily for
6 weeks (right) in 28 hypercholesterolemic postmeno-
pausal women. Standard error of the mean is identified
by the error bars. Reproduced from reference 14 with
permission from the American Heart Association.
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Fig. 2. Percent change in the E-selectin (A), vascular cell adhesion molecule (VCAM-1)(B), and infercellular
adhesion molecule (ICAM-1) levels (C) following conjugated estrogen (CE) alone, simvastatin (statin) alone,
and combination therapies. Standard error of the mean is identified by the bars. Reproduced from reference 14

with permission from the American Heart Association.
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Fig. 3. Changes in plasma
levels of plasminogen acti-
vator inhibitor (PAI-1) before
and after therapy with oral
conjugated equine estrogen
(CEE) 0.625 mg daily for 1
month, or the combination
of CEE 0.625 mg with med-
roxyprogesterone acetate
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Fig. 6. Percent change in the
ratios of LDL to HDL choles-
terol levels (A) and apoli-
poprotein B to apolipopro-
tein A-1 (B) from respective

pretreatment values after CEE
alone, simvastatin 10 mg al-
one, and the combination
of therapies daily for 6 weeks
in 28 hypercholesterolemic
postmenopausal women (p<
0.001 for both data sets by
ANOVA). SEM is identified by
the bars. Reproduced from
reference 14 with permission
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Table 1. Guide to risk reduction for women

Phormocolf)gmol Goal(s) Screening Recommendations
interventions
Hormone 1. Initiation or continuation of 1. Review menstrual status of 1. Counsel all women about the
replacement therapy in women for whom  women =40y old potential benefits and risks
therapy the potential benefits may of HRT, beginning at age 40

exceed the potential risks of 2. If menopausal status is un-
clear, measure FSH level.

therapy (Short-term therapy
is indicated for treatment of
menopausal symptoms.).

2. Minimize risk of adverse side
effects through careful pati-
ent selection and appropriate
choice of therapy.

or as requested.

2. Individualize decision based
on prior history and risk fac-
tors for CVD as well as risks
of thromboembolic disease,
gallbladder disease, osteo-
porosis, breast cancer, and
other health risks.
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