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Summary: Dyslipidemia in menopause is a known feature’in wormen, Whether it leads to significant.
increase in the development of cosonary heart disease (CHD) is still controversial, more so in our
- environment where linle work has been done. The present study is nimed o1 compauing the level of total
serun  cholesterol, including Ws subunits in premenopausal with that of their postenopausal -
cotmerparts, This is 10 ensble us ascerwin the relative risk of developing cardiovasculay disease in
postmenopausal wormen in our environment. One hundred and twenuy six (126) appurently healthy:non-,
pregnant femaies (74 premencpausal and 32 postmenopausal) were resruited for the study. Serum ol
chelesteral and their subfractions- L\i”h-dl-ﬂhh)’ lipoproteins (HDL), 1ow-density lipoproteins (LDL), very
low-density lipoproteins (VLDL) .md triglyeerides (TGQ) weie :snm.m_d using enzymatic and estublished
mathematical methods. There was no'significant difference in the 1oial serum cholesterol and wiglyeeride
between the two groups. There wus however, 'a significeny reduction of HDL and VLDL in the
postmenopaussl group (P<0.603) znd a significant increase in the level of LDL in the postmenopausal
group (P<G.003). The elevated LDL und the reduction of cardio protective HOL and VLDL is an.
indicution thar menopause 1 an independent visk factor for developing cardiavascular Jiscase in our
cuvironment. ' '
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Introduciion et al 1992). Smuller IDL parleles’ (LDL-II).

Cardiovascnlar discase is a leading " are considered wore atherogenic whan lurger
cuuse of dessh among wonen in the developed © more  baoyanl species  because: of  their
viorld, In e Udited Stages, more than 503,000 icreased susceptibility to oxidation ( Dejagar
worren die of cardiovascular disease and about Coerad, 1993) and their increased residence time
hialf are dag to coronary anery disease (CAD) in plasma  (Rainwater, Jf2000). .
(Ariva e af, 2002). Moltiple risk factorg have

Plasma
rriglycerides concentratiod
becn  identiiied  as

s has @
comtributary  to the determunative influence on the concentration of
developruent of CAD, These risk {actors are simall  dense  LDL  particles  in normal
imporiant in poih men and women and are population (Dejupar e al, 199.5. Mendelsohn,
present in both Cuucasians and Aificans. They 1999).
include  cigarette  smoking,  hyperiension, Afier m(:nopausc. there 15 loss of
Diabetes reltitus and hypercholesterolemia, ovaniant function. This resulls in wiverse

Hypercholesterotemia is a key factor in changes in glucose and insulin metubolism,

- the pathophysiology of artherosclerosis (Igweh

body far distribution, coaguiation, fibrinolysis
et af, 2003). Thus dyslipidemia can be and vascular endothelial dysfunction {(Spencer
medificd by cfforts aimed ut cholesterol er al, 1977). There is also derangement of
reduction { Fick eral, 1987, Kane e gl, 1990, _ hpnprmum profile indepeadent of ape (Bales,
Davidson [993). Swdies have shown that Jiwuyy,
women are ab less risk of developing CaD

A number of changes that occur in the
thun their male “counterparis, but this

is lipid profile after menopause are associaled
abolished after 60 years of age (Rich-Edward with increased cardiovascular disease risk.’
1995 er ai, Courderc et al, 1999}, High levels lack of estrogen is un essentiad factor in this
of LDL and low levels of HDL are swrongly mechanism. Apart from mainfaining friendly
asscciated with the nisk of CAD ( McNumnara ipi

lipid profile, estrogen changes the vascular
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one by inereasing nitrous oxide production. It
stubilizes  the endotielial cells, enhances
antioaidant  elfecis and  alters  fibrinclytic
protein (Taddec er al, 1996), All these arc
curdioprotective mechanisms, which are lost in
menapause,

Dyslipidemia  ut  menopause is  mot
restricled 10 Cuucasians. It is also evident in
women of South Eastern Nigeria. These
studies were aimed ut determining the degree
of dyslipidemia in 1ths women of ihis region
and relate it 10 the risk of developing
cardiovascular diseases, It also atieropted to
supgaest possible methods of reverting 1o lipid
fricndly swtas,

Materials and Mediods

A group of 126 women, 74 premenopausal
aged between 23-45  years and 32
postmenopausal aged between 33-70 years
were studied. They were of the same social
class and selected from workers and students
of the University of Migeria and the University
of Migeria Teaching Haospital (UNTH)
community. Some of the postmenopausal
women were relatves of the workers. They
were randomly sefacted by a lucky dip of yes
or no afier an informed consent and ethical
clearance from the relevant ethical committee
of UNTH Enugu was obtained. Exclusion
criteria include obesity, pregnancy, diabetes

mellitus, hypertensicn, hormonal coniraception
and heavy exercise.

Fasting venous samples (10ml) were

was done on the 7% day of the L.MP. for the
premenopausal group. Sample was centrifuged

Total cholesterol was mieasured using
established enzymatic inethods of Allain &1 of
{(1971) with the R ndox cholesterol kit
(Rardox England). HOL-C was isolated by
HDL-C precipitant muthod (Lopes-virella &
af, 1977). LDL was calewlated with a formula
from totsl cholesteol and triglycerides
(Friedwald, 1972), Tiizlyceride was isolued
enzymatically as described by Henry (1991)
and e expert panel on detection, evaluution
and treatment of Liju blood cholesterol in
adulta (Expert Pang, 198K), VLDL was
caleulated using the formula VIDL-C =
TG2.825mmol/L (He ry, 1991).

Statistical analysic was done using Excel.
Showing the mean and swndard deviation,

- Comparison of mear was by swdent i-tesr

Permission was obtined from the Faculty
Eihics commiltee to carry out this experiiicad,

Results

The mean, Stand wrd deviation and the P-
values for wtal cholesierol, HDL-C, LDL-C
VLDL-C and Triglyconides are shoym in Table
}. There was no significant diffarence in the
1otal cholesterol and (e wglycerides bitween
the two groups (P=0.305). However there was
significant reduction in HDL and VLDL-C
fraction in the posuocnopausal groep and a
significant increase in the value of LDL-C
(P<0.003).

Table 2 show: the HDL/LDL ratio
between the two groups. Figs 1,234, and 5.
represent comparizons of means between the
two groups. The meun age for prcmcnopmltsul'
women s 36714 74 and

for post
mznopausal women i3 60.9x9.9
and plasina separmted and stored in plastic
tubes ut 4°C. /{
Table 1: Showing Total plasma cholesterol and its subfractions in pre and f
posnnenopaksal women,
Total HOL LDL VLDL TG
Chalesterol
Premenopausal women(n-  4.3010.68 1.37+0.020 2.7+0.74 0.2820.04  1.1210.43
74)
Pust menopausal  4.51+0.74 1.2320.21 3.0310.69 0.2510.04 131073
women(n-36) :
P.Values 0.117 0.039 0.004 0.137
Sipnificince P=0,03 P<0.05 P<0.05 P<0.05 P=0.03
Table 2: HDE/LDL Ratio in pre and posnmenopansal woinen
HDL LDL HL/ADL
Ratio
Premenopausal 1 112
women -
Post  menopausal 3.03 1:3
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Serum lipids and menopause
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l Discussion
{  There are varations in lipid levels
\ obtained in different individuals based on race,
| age, sex, obesity, exercise, smoking, aleohoi,
: E‘Jp.:l. diseases like hypertension, chronie liver
i 1 and renal diseases (Gordon er of, 1987, Jarikre
1 ol o, 2000). However, in this study we tied to
| exclude the co founding variables and resulis
| imained can be taken as the standard normal
" inour environment, The premenapausal values
{ wre similar to values abtained in oiher studies
\ 4 in different pans of the counwry (Ajose et al,
2002, Tgweh ef al, 2003).

However, there is paucity of literature in
| postmenopausal values in Nigeria, but studies
von taial cholesierol alone done in Ibadan
inowed no significant change { Otolorin er al,
11589) as was the case in our study.

.

-

Swdies in some centers in developed
|untries  showed  hisher  values  with
tyslipidemia being taken as cholesterol >
]'24Um'_;% (6.2 mmoelt) and occurs in 23-33%
| jdwomen (Grundy, 1994, Goroner al, 1989),
bocts o result of racial, genclic and technical
|
[
f

Liferences, it has been suggesied that our awn
dut off level should be adjusted 1o suit our
Jeculiar circumstances. In determining the risk
1 cardiovaseular  disease, the absalute
{dolesterol value is not the most important
<honr, rather the concentrations of the various
‘wbeluzses of cholesterol, In the present study
iere was no sigmificant differences in the wotal
siolesterol level but there was significant
jrduction in the cardio protective HDL-C and
WLDL-C and  significant increase in the
~hergsclerotic LDL-C. This is in agresment
«4uth findings in other swdies { Jenson & al,
C D, Edr e al, 1982, lgweh er al, 2003). It has
15 been estimated that for any lmg/dl
SlZomumol/md) increase in HDL-C, there is a
< dearease in nisk of coronary artery disease
C w475 decrease in the risk of monality
vum cardiovascualar disease (Okonofua 1990),
V13 stady this protective elfect was last by
e fold, Again the HDL/ADL ratio was
fireased in the post menopausal group and it
¢ been shown thw HDL/ALDL ratio is a
temiteant predictor for the development of
Wheraselerosis both  in Caucasians  and
Deerians (Adna 1992, Park er af, 2000).
i TI There is no doubt from this study that the
|| 3%ages that occur in the lipid profile afiec
.;iirr.upuu-,u is  qot  friendly  for  the
D ‘j*""*"h'a ascular heabh of ocur women, It is

Yoodferally  believed  iha

postmenopausal
mpoms are less in our women than their
: .-'i..:"‘il:»i:m counterparts. This may not be true
! {i"use several studies in thie past have shtljwn
{¢ ithological, physical, biochemical,

S i

o
o ——

hormonal and vasomotor parameters that are
not of great variance with what is obtained ¢lse
where (Grundy, 1994, Mandel er al, 2002,
Puway e al, 2002). The probdem is that the
hursh climatic and poor sociceconomic
environment overwhelms our viomen tha they
hardly ever complain  about’
sympioms uness it 18 severe,

The clevated LDL and the -educiion in the
cardio protective DL apd VIDL i5s an
indication that menopause is an independent
risk factor for developing cardiovasculac
disease in our environment.

Several studies have showa the beneficial
effects of hormonal replacemert therupy on the
lipid profile of menopausal women {Abbot g7
al, 1988, Swampfer er al, 1391, Stampler,
1991). However, controversy exists as 10
whether these changes culmirate 10 reduced
risk of cardioyascular heant disease.

Observational studies over the years have

menopausal

_touted the beneficial effects of hormone

replacenent  therapy (HRT) in preventing
coronary heart disease in pust menopausal
woren (Hulley er al, 1998:. More recent
studies have however, cast son ¢ doubts oa the
benaficial effects of HRT espes ially in patients
with  established  cardiovagular  dissase
(Cheng, 2000). Further studies are needed in
this arca.

It should be noted 1that ous post
menopausal  women  have  unfriendly lipid
profile; Ut is thus lmportamt 13 note this and
device means of correcting the dyslipidemia
since the use of HRT and lipid lowering drug
is sull controversial. It is imp< rtant 10 counsel
on proper dietary, social and pl ysicat habits.
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