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Introduction
When a woman’s menstrual cycle stops permanently, she reaches 

a stage in life called menopause. Because of these life changes, 
this section eliminates a woman’s ability to conceive. Many health 
care providers use the term menstruation to determine when female 
hormone levels begin to change. Menopause ends when the menstrual 
cycle ends one year.1–12

Women with a premature menopause (<40years) are at increased 
risk of developing CVD, either naturally or surgically. The 
relationship between late structure and coronary heart disease (CVD) 
is well established. Observational studies have shown an increased 
risk of heart disease, lower numbers in the aorta, and more severe 
atherosclerosis in postmenopausal women. Menopause has recently 
been included in Framingham’s Risk Assessment Work to Measure 
the Risk of Heart Disease in Women. Besides, the risk of rupture 
decreases when menopause occurs later. In contrast, later menopause 
is associated with endometrial breast cancer and ovarian cancer, and 
hepatocellular cancer. However, the risk of open cancer appears to 
below.13–16

There is evidence that women of any age with vasomotor 
symptoms have a higher risk of heart condition (CVD, CHD, or 
stroke) than women without vasomotor symptoms. Women with 
vasomotor symptoms have higher systolic and diastolic blood 

pressure, higher levels of circulating cholesterol, and a higher body 
index than their asymptomatic counterparts. The mechanisms of 
beneficial cardiovascular effects of estrogen are often and partially 
known. Estrogens positively affect lipid profiles and this component 
ranges from ‘25% to 50% of its beneficial effect on heart disease. 
Estrogens protect LDL from oxidation and increase cell resistance to 
the cytotoxic effects of oxidized LDL.10 

Furthermore, there is a better improvement in cell regeneration in 
postmenopausal women. Recent descriptions of receptors activated 
by writing on cardiac myocytes and fibroblasts have increased the 
potential for the physiological effects of estrogen on myocardial 
cells. There is also evidence that significant sex-specific conditions 
and sex hormones with the heart have significant cardio regulatory 
effects. Disappointment. The effects of menopause on the structure 
and function of menopause in the left ventricle, as well as the role of 
menopause concerning heart and blood pressure, have not been fully 
investigated.17–22

The current study is designed to assess the formation and efficacy 
of premenopausal and postmenopausal hypertension (LV) in women 
with significant untreated, age-related hypertension, BP, and weight 
index. Physical condition-control design. Two groups of normal 
women were studied before and after menopause to assess the 
physiological changes caused by menopause in the general study.
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Abstract

Cardiovascular disease (CVD) is one of the leading causes of death worldwide which is 
more prevalent in women after menopause. Hormonal changes associated with menopause 
are accountable for dyslipidemia pattern that causes CVD and associated complications. 
Therefore, the present study was commenced to compare the lipid profile in pre- and 
postmenopausal women. A total of 100 samples were collected from women, 50 from 
premenopausal and 50 from postmenopausal women, and analyzed for Total Cholesterol 
(TC), Triglyceride (TG), High-Density Lipoprotein (HDL) and Low-Density Lipoprotein 
(LDL-). TC, TG, HDL, and LDL were highly significantly increased in postmenopausal 
women when compared to premenopausal women. DL/HDL ratio was significantly 
elevated in postmenopausal women than in premenopausal women. MI was significantly 
positively correlated with TC and TG in both pre- and postmenopausal population and 
it was positively correlated with HDL in the premenopausal population while negatively 
correlated in the postmenopausal population. Since more of the atherogenic lipid 
parameters are increased in postmenopausal women, they appear to be more prone to have 
CVD and associated complications in the near future. Hence, it is mandatory to monitor 
and manage dyslipidemia patterns in every woman experiencing menopause. To investigate 
whether menopause may induce left ventricular structural and functional adaptations in 
normotensive and hypertensive women, we compared in a case-control setting 50 untreated 
hypertensive premenopausal women with 50 postmenopausal women and 50 normotensive 
premenopausal women with 50 postmenopausal women. Subjects were individually 
physically examined & matched by age (38.2±5.9years to 50±1.03years), clinic systolic 
blood pressure (128.6±1.05mm Hg & 134±1.2mm Hg), clinic diastolic blood pressure 
(74.6±1.3mm Hg & 74.6±1.2mm Hg), and body mass index (55.3±8.8kg to 55.6±5.9kg) 
respectively. We conclude that menopause is associated with blunted day-night blood 
pressure reduction, impaired left the ventricular systolic performance, and concentric left 
ventricular geometric pattern. These findings are independent of the presence or absence of 
high blood pressure.
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Structural changes are a good time to treat and deal with 
cardiovascular risks such as diabetes, high blood pressure, and 
hyperlipidemia. Proper treatment guidelines for these risks are 
provided by the American Heart Association. Women with 1 to 1.5 
drinks a day increase their risk of toxins, breast cancer, and cirrhosis. 
Most doctors do not always recommend the use of alcohol for heart 
protection in their female patients.23

Women appear to be at greater risk for the negative effects of 
alcohol, and even moderate drinking can lead to poisoning, cirrhosis, 
and an increased risk of breast cancer. Regular physical activity, which 
includes a moderate 30-minute activity on most days of the week, is 
associated with a reduced risk of cardiovascular events. Currently, 
there is no role for hormone therapy in the avoidance of heart disease. 
Regular use of aspirin to prevent myocardial infarction in low-risk 
women under 65 years of age is not indicated. In the recent past, an 
article was published which shows the activities and effectiveness 
of raloxifene in case of various cardiovascular conditions & breast 
cancer.23

 Cardiovascular disease is a very serious health problem found in 
all parts of the world including Bangladesh. In Bangladesh, women 
comprise more than 50% of the population among most people over 
the age of 40. In particular, this group of people lacked physical 
activity due to their retired health; also, the consumption of unhealthy 
foods makes them more prone to suffering from atherogenic effects. 
This is a menopause transition that suggests that many Bangladeshi 
women are at risk of developing heart-related complications, which 
is a concern. 

Objective

The purpose of this study was to identify the risk of heart disease in 
women, which is very important for public health. Early heart changes 
are associated with an increase in heart disease in some populations, 
mainly white populations, but they are not constant. Our specific goal 
is to find out if a woman is at risk for coronary heart disease or stroke 
in the future.

Materials and methods
A very detailed study of women was conducted for 12 months 

(January 2017 to December 2017) in Mirpur, Kaka. There were 
female participants in the study population for the first hospital-based 
visit to Islamia Bank in Kaka, Mirpur. There were 100 women aged 
38.2 and 5.9years and 1.03years aged 50years. Of these, 50 were 
postmenopausal women, 50 were menopausal, 50 were menopausal, 
50 were menopausal, 50 were menopausal, and 50 were menopausal. 
Lipid profiles of 50 postmenopausal patients and 50 postmenopausal 
patients were also studied.

The current study is based on questions from baseline tests, 
questionnaires, anthropometric measurements, and blood draw 
calculations. All participants were given written permission and this 
method is accepted in the medical ethics of Bangladesh.

Menopausal status assessment

The number of participants was divided into different distinct 
groups which based on the menstrual cycle and it may be defined as 
premenopausal, menopausal disease, and menopausal mutations. The 
group allocation was based on the knowledge of the basic questions 
and followed by the sections of the Maternity Working Process. 
Women with a normal menstrual cycle are currently classified as 
premenopausal. Women with irregular menstrual cycles for months 
or years were considered perimenopausal. Women who answered that 

they were postmenopausal when asked about routine menstruation, 
and on the day of menopause more than one year before the visit, were 
considered postmenopausal.

Cardiovascular risk factor assessment

On the baseline examination, height and weight were measured 
by trained staff from which body mass index (BMI;kg/m2) was 
calculated. Systolic and diastolic blood pressure (SBP and DBP) 
were measured 10 times over the course of 10 minutes using the day 
map PRO (GE Healthcare, Freiburg, Germany) from where the mean 
values were used.24 Baseline examination included rapid venous blood 
clearance. After direct blood withdrawal, predetermined biomarkers 
in each fasting blood sample were routinely evaluated in the in-
house laboratory of Islamic Bank Hospital, Mirpur, Dhaka. Serum 
levels of total cholesterol (TC) and high-density lipoprotein (HDL) 
were assessed with an enzymatic colorimetric method, low-density 
lipoprotein (LDL) was assessed with a colorimetric method, and 
triglyceride (TG) levels were measured with a colorimetric ultraviolet 
method, with a Roche Modular P chemistry analyzer (Roche, Basel, 
Switzerland). Fasting blood sugar was assessed with a hexokinase 
method.25

Result
Data are presented as average ±SD. The mean difference was 

statistically significant (P<0.05) (Table 1). 

Table 1 Age of the study patients (n=100)

  Premenopause 
group (50)

Postmenopause 
group (50) P value

Age 38.2±5.9 50±1.03 0.001

Table 2 shows that the data is presented as ±SD. Differences in 
anemia were statistically significant (P<0.05). Some differences were 
not statistically significant (P>0.05). 

Table 2 Baseline characteristics of study patients (n=100)

  Premenopause 
group (50)

Postmenopause 
group (50) P value

Anemia 0% 6% (3) 0.001

Jaundice 0% 0% 0.5

Oedima 0% 0% 0.5

Temperature 0% 0% 0.05

Table 3 shows that the mean of the data is presented as ±SD. The 
mean difference of DM was statistically significant (P<0.05). Other 
differences were not statistically significant (P>0.05).

Table 3 Presenting illness of the study patients (n=100)

  Premenopause 
group (50)

Postmenopause 
group (50) P value

DM 10% (5) 6% (3) 0.001

Asthma 2% (1) 0% 0.3

HTN 6% (3) 10% (5) 0.4

Table 4 shows data presented as ±SD. The difference in systolic 
BP level was statistically significant (P<0.05). Other mean differences 
were not statistically significant (P>0.05). 
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Table 4 Physical examination result of the study patients

  Premenopause 
group (50)

Postmenopause 
group (50) P value

Systolic BP 128.6±1.05mm of Hg 134±1.2mm of Hg 0.001

Diastolic BP 74.6±1.3mm of Hg 74.6±1.7mm Hg 0.5

Weight 55.3±8.8 55.6±5.9 0.5

Table 5 shows that the data are presented as ±SD. The mean 
difference of TC was not statistically significant (P>0.05). The other 
mean difference was statistically significant (P<0.05).

Table 5 Lipid profile of the study patients

  Premenopause 
group (50)

Postmenopause 
group (50) P value

TC 191±2.3 194±5.2 0.3

TG 132±7.2 156±7.5 0.001

LDL 122±2.32 111±3.2 0.001

HDL 42±9.2 78±2 0.001

Discussion
This study presents a unique view of reproductive aging, without 

natural aging. We have observed a combination of menstrual risk 
factors for CVD between multiple age groups of the year, indicating 
that this relationship cannot be explained by the effects of aging in 
sequence alone. The magnitude of the variability in risk factors for 
CVD between menstrual status groups varies with age, emphasizing 
the additional role of aging in chronological order. In light of these 
results, it appears that both age sequence and menstrual status 
contribute to the risk profile of CVD in older women.

Naturally, postmenopausal women had lower rates of 
SBP remodeling at a higher age than premenopausal, peri, or 
postmenopausal women. Previous reports have identified fertility 
levels that are associated with high blood pressure, with some 
reporting a lack of any organization after years of adjustment.26,27 A 
longitudinal study in 193 women was the first to find a lower SBP 
level after comparisons with premenopausal women, considering that 
the ovarian narrowing area showed a protective effect on the increase 
in SBP levels.28 Structurally, we cannot confirm these assumptions, 
but our results contradict previous reports of severe hypertension in 
the peri- and postmenopausal states.26,27

Previous research on the changes associated with menopause in 
CVD, death, and risk is difficult to interpret in part due to inadequate 
correction of critical factors such as age, anemia, jaundice, asthma, 
and obesity-associated with all menstruation. menstruation and 
heart disease. Other behavioral problems include misdiagnosis of 
menstruation and unstable limitations due to the small number of 
women with severe heart disease.

As they grow older, women have a chance to develop DM: at 
38.2years ± 5.9 to 5±1.03, about 6% to 10% of women have DM. 
PMW diabetes is three times more likely to develop CAD or stroke 
than women without diabetes. Also, a woman with diabetes is four 
times more likely to die from MI than a man with diabetes.28–31

The increased level of CAD in PMW appears to be related, in part, 
to the loss of the protection provided by chronic estrogen. This finding 
is supported by the significant increase in CAD seen in women after 

menstrual surgery.32 On the other hand, high incidences of high blood 
pressure and hyperlipidemia, and high body mass index are elevated 
after menopause.33 

When lipid levels are affected, the previous findings are not hidden 
and are consistent with our results. LDL-c and TC levels are widely 
thought to be influenced by menstrual changes or to be associated with 
menstrual status.34,35 In fact, the average difference in the LDL-c levels 
of 122±2.32 observed between the previous year and the last period 
was in line with the scope we have observed. Decreased estradiol 
throughout menopausal changes may not play a role in this, as TC 
and LDL-c levels are incompatible with complete or free estradiol 
in 50 postmenopausal women. On the other hand, post-menopausal 
hormone therapy was associated with a better lipid profile compared 
with placebo in a meta-analysis of 50 trials. 

In our population, differences in LDL-c and TC groups between 
menstrual status groups have only become apparent after age 45, 
after which LDL-c and TC levels increased significantly in peri- and 
postmenopausal groups. While rapid increases in lipid levels were 
previously linked to menopause, our results suggest that chronological 
aging is equally involved. Indeed, the adjusted difference in TC and 
LDL-c values ​​over the 45-50 age range was proportional to the 
maximum difference observed between menstrual status groups. It is 
possible that, with age, the availability of compensation measures to 
reduce hyperlipidemia decreases.36,37

The insulin resistance due to DM is responsible for increased 
hepatic synthesis of triglyceride- (TG-) lipoproteins rich and rapid 
removal of high-density lipoproteins cholesterol (HDL-C).38,39 Thus, 
dyslipidemia in women with postmenopausal diabetes is characterized 
by high plasma TG, lowered HDL-C, and elevated low lipoprotein 
(LDL) levels.40

Abnormalities in coagulation and fibrinolysis are commonly 
seen in type 2 DM including cardiovascular risk indicators such as 
fibrinogen, factor VII, von Willebrand factor, tissue anti-plasminogen 
activator antigen, and plasminogen activator inhibitor-1 (PAI- 1) 
antigen activity.41,42 In addition, increased peri- and postmenopausal 
increases have been reported in the combination and reduction of 
fibrinolysis. Although it has been shown that premenopausal women 
produce less thromboxane B2 than men of average age, women show 
a similar increase in prostaglandin levels during menopause, and such 
an increase is not yet found in men.43

Conclusion
In conclusion, it seems that only major clinical trial can help 

to determine the amount of dose for women and provide the 
information about HRT where it is necessary or not. The prevention 
of cardiovascular diseases depends on several factors such as change 
in lifestyle, particularly strict control of diabetics because it is difficult 
for estrogen to mitigate all kinds of cardiovascular risk.
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