
primarily with the nutrition of growing fetus and
with the maternal adaptation needed for this
purpose. Lipid changes during pregnancy are a
result of phyhysiological adaptation to the state
pregnancy. There are increases in the blood
concentration of cholesterol, triglyceride and
phospholipids2.

Toward the end of pregnancy, the daily
production of placental estrogen and
progesterone increases about 30 and 10 times the
mother’s normal level of production
respectively1. Estrogen generally tends to
increase serum triglyceride and HDL-cholesterol
and decreases serum LDL-cholesterol and total
cholesterol. Whereas progesterone tends to
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produce, the opposite effects and thus counteract
the action of the estrogen3. Hormonal change
during pregnancy induces changes in
composition of lipid, making it more atherogenic
as pregnancy progress4. Hyperlipidaemia is
defined as excess concentration of cholesterol
or triglyceride or both in plasma5. Increased
serum lipid and lipoprotein concentrations are
recognized risk factor for atheromatous
cardiovascular diseases6. Effective control the
blood lipid level reduces cardiovascular
morbidity and mortality both in patient with
established CHD and those at risk of developing
CHD7. Although pregnancy has been shown to
increase serum total cholesterol and triglyceride,
its effect on apolipoprotein and lipoprotein has
not been adequately characterized  .More over
the prevalence,  extent of these alteration, the
duration of changing concentration of lipid &
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P
Introduction

regnancy is a new sequence of events
after fertilization of ovum1. The
physiology of pregnancy is concerned



lipoprotein, and underlying mechanism where by
pregnancy induces hyperlipidaemia have not
been fully documented. Therefore, in women
with 2nd and 3rd trimester of pregnancy, what
changes occur in total cholesterol concentration
in our socio economic context? The main
objective in this study is to investigate whether
the total cholesterol during pregnancy differs
from non-pregnant women of similar
reproductive life. The rationale of this study is
based upon the effect of pregnancy on serum
cholesterol metabolism so that steps may be taken
to minimize any cardiovascular and other
complications, which may help to promote and
preserve women’s reproductive health.  However,
attempt is made to asses and evaluates which type
of change occurs in the cholesterol metabolism
during pregnancy. In this preliminary report, we
present the result of total cholesterol
measurements perform on 100 healthy women
in 2nd and 3rd trimester of pregnancy and compare
these with those of non-pregnant women of
similar age.

Methods
A cross sectional study was carried out in the
Department of Physiology, Mymensingh Medical
College, Mymensingh, Bangladesh during the
period of July 2006 to June 2007. A total number
of 100 cases of 2nd and 3rd trimester of pregnancy
were participated as study group. This group
again subdivided into group 1(A) and 1(B). 1A
consist of 50 cases of 2nd trimester of pregnancy
and gestational period were 12-28 weeks. 1B
consist of 50 cases of 3rd trimester of pregnancy
and gestational period were 29-40 weeks.
Hundred cases of non-pregnant women matched
on reproductive age were considered as control
group. Participants those who were suffering
from Diabetes mellitus (random blood sugar>11
mmol/L)8, Hypertension (blood pressure>140/
90 mm of Hg)9, Obesity (BMI>30Kg/m2 )1,
contraceptive user in control group  were
excluded from this study. We also exclude 1st

trimester of pregnancy because there is no
significance change in concentration of serum

lipid and lipoprotein between study and control
group10,11. The sampling technique was
convenience type. During visit the available
pregnant women and controls those who were
present were interviewed and examined. Under
strict aseptic precaution, venous blood sample
was collected from all subjects Biochemical
analysis of serum was carried out for estimation
of total cholesterol by CHOD-POD enzymatic
method using lipid profile kit, Spinreact SA ctra.
Santa Coloma , 7-E-17176 sant Esteve  De  Bas
(Goriona) Spain12. Statistical analysis was
calculated by SPSS program using unpaired
student t test between two groups.

Results
The 100 subjects with 2nd and 3rd trimester of
pregnancy and 100 control matched on
reproductive age were participated. Data were
expressed as mean ( ± SE) in tables. All the
results were expressed in mmol/L. Table I shows
the concentration of total cholesterol in group I
(pregnant) and in group II (control), was
5.898(±0.013) vs. 4.276(±0.038), P<0.001. The
pregnant women had significantly higher
concentration of total cholesterol than control.

Table I: Comparative analysis of serum total
cholesterol in group I (pregnant) and group II
(control) by SPSS

Parameters Groups Mean t value p value
±SEM

Serum total I 5.898
cholesterol n = 99 ±0.103
(mmol/L) 14.747 <0.001

II 4.276
n = 100 ±0.038

n = number of subjects, SEM = standard error of mean,
p<0.001 = highly significant

Table II shows the relative analysis of serum total
cholesterol in group 1A (2nd trimester) and group
II (control). The mean (SE) serum total
cholesterol was significantly higher in pregnant
than in control.

2 J Bangladesh Soc Physiol. 2006 Dec;(1):1-4.

Article



Table II: Relative analysis of serum total
cholesterol in group IA (2nd trimester) and group
II (control) by SPSS

Parameters Groups Mean± t value p value
SEM

Serum total 1A 5.373
cholesterol n = 50 ±0.131
(mmol/L) 7.985 <0.001

II 4.276
n = 100 ±0.038

n = number of subjects, SEM = standard error of mean,
p<0.001 = highly significant

Table-III shows the proportional analysis of
serum total cholesterol, in group1B (3rd trimester)
and group II control. The mean total cholesterol
concentration was significantly higher in
pregnant women of 3rd trimester than in control
(p<0.001).

Table III: Proportional analysis of serum total
cholesterol in group IB (3rd trimester) and group
II (control) by SPSS

Parameters Groups Mean± t value p value
SEM

Serum total 1B 6.434
cholesterol n = 49 ±0.117 17.427 <0.001
(mmol/L) II 4.276±

n = 100 0.038

n = number of subjects, SEM = standard error of mean,
p<0.001 = highly significant

Discussion
The finding of this study shows that there is
progressive increase in concentrations of total
cholesterol, during the course of 2nd and 3rd

trimester of pregnancy than controls. This study
documents total cholesterol shows about, 70%
increase during pregnancy and reaching
maximum 50% at 3rd trimester of pregnancy in
comparison to control. In comparison to other
study, the majority of similar study was agreed
with this results13,15,16,17. In this study, it is
difficult to explain how pregnancy hormones

increased the serum total cholesterol level. The
mechanism whereby pregnancy induces
hyperlipidaemia has not been fully documented.
Estrogen seems to be responsible for most of the
alterations in lipoprotein metabolism during
pregnancy, but its action are complemented and
opposed by the other pregnancy hormones and
in late pregnancy by increasing insulin resistance.
The role of progesterone in pregnancy associated
hyperlipidaemia is questionable. Progesterone
has been to shown to oppose the action estrogens
on lipoprotein metabolism, leading to increased
concentrations of LDL cholesterol and decreased
concentrations of HDL cholesterol. Some authors
have suggested that the estrogen progesterone
ratio, which is low in early and in very late
pregnancy, is important in the balance of the
alteration in lipoprotein metabolism throughout
pregnancy 18 . This study has certain limitations.
Firstly, the subjects were not observed
longitudinally. Secondly, the pregnant group was
highly selected, the subjects being recruited from
women presenting for medical checkups. The
results may therefore not be representative of the
general population. Thirdly, both study and
control groups were non-fasting. Based on a
research work it can be concluded that higher
concentration of total cholesterol is more
common in pregnant than control and reaching
maximum at 3rd trimester of pregnancy. However,
when determining the need for diagnostic
evaluation of hyperlipidaemia, we should
consider at list two or three measurement of total
cholesterol during pregnancy and follow up
measurement would be required after delivery.
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