














significant decrease in adrenaline-induced platlelet ag-
eregation and ATP release after 3 months of use of con-
jeated estrogen. However, this change is not significant
for patients receiving combination pitl or progestogens
nent

alone. Thus it is evident that estrogen repla

therapy has antiaggregation effect on platelets, and this

oo

necds a long-term study.

Decrease in endothelin -1:

Fndothelin-I produced by human vascular endothelium
15 the most potent vasoconstrictor of coronary arteries as
vetdiscovered. In addition, endothelin-I can play u key
rofe in myocardial infarction. In the report of Ylikorkala
ctaland Chen etal.. ithas been observed that endothelin-
I was srgnificanty decreased at 6 and 12 months of use
of estrogens. Moreover, progestogens, including nor-ste-
rords did not mterfere with this beneficial effect. . aus,
the current data suggest that the protective effect of HRT
against cardiovascular disease may in part be attribut-

ahle to the suppression of endothelin-1 production.

Decrease in homocysteine concentration:

Homoceyvsteine has been found to be another important
risk tuctor tor cardiovascular discase independent of
phasma lipid protile. Arteriosclerotic changes related to
clevated homocysteine concentrations have been sug-
sested 1o be induced by increased lipid peroxidation due
o reactiye oxveen generation by homocystemne. Its re-
ported mercase after menopause has been suggested (o
explain part of the increased risk of developing cardiac
disease m postmenopausal subjects. The recently pub-
wing HRT

may indeced parvally account for the decreased risk of

ished data on decreased homocysteine levels
heart discase i postmenopausal HRT.

Postmenopausal ethinyl estradiol and duphaston admin-
istration for 2 vears was assoctated with a decrease in
serum homocysteme, which may contribute to the
cardroprotective effect of HRT.

I proved cardiac fv  ction:
Recent studies have demonstrate menopause-related
alteration i et ventricular wall thickness as well as
Doppler mdices of left ventricular filling. Furthermore.
a8 estrogen receptors have been identitied in the heart of

primates and as both deprivation and replacement of sex
hormones can alter left ventricular performance m fe-
male animals, direct myocardial effect of HRT cannot be
excluded. From preliminary data, itappears possible that
improved left ventricular filling can be added to the fist
of favourable effects of HRT.

Increase in prostacyclin production:
This action leads to direct vasodepressive effect that could

favor improved cardiovascular function.

'romotion of calcium antagonist action:
Estrogen could mediate calcium antagonist action and

promote vasodilatation.

eduction in sympathetic innervation:
This is another mechanism by which cardioprotectine

effect could be mediuted.

Decrease in atherosclerotic plaques:
Many of the above mentioned bio-cffects of estrogen

promotes decrease in atheroscelerotic plaques.

Bone Economy and pharmacologic al
estrogens:

Atleast 40 to 60 pg/ml of estradiol s necessary for bone
protection.  All estrogens effectively inhibit bone loss.
provided an adequate dose is adnunisterd. The optimium
dose is 5to 20 pg of ethinyi estradiol, (1625 mg of con-
jugated estrogens or [ to 2 mg of estradiol. Oral estro-
gen administration has been shown to inhibit long-term
bone loss, and the average dose necessary has been 10

(g of ethinyl estradiol or 0.625 mg of Premann.

Bene metabolism involves three biological functions,
apart from the genctic factor: 1. osteogenesis which s
effected by exercise ana other phy sical acuvities: 20 cal
cification promoted by good diet and adequate calaium
intake: and 3. prevention of decalefication (resorption .,
where estrogens play their pivot role. The bone mass s
at its maximum near 30 years, and from 35 vears there 18
a gradual decline in bone mass. With good physial ac-
tivity/exercise and proper diet significant bone mass can
be accumulated 1 the younger age. I mavmmum hone

mass has been accrued in the younger age as reserve. the
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