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Abstract

Pregnancy is a time of transformation for both the mother and the baby, with 
significant physical and emotional changes. There are many discomforts that occur 
during pregnancy. Morning sickness, headache and backache, bladder and bowel 
changes, changes in hair and skin colour, indigestion and heartburn, leg cramps and 
swelling, vaginal thrush and discharge are the few common complications facing 
during pregnancy. As a result, the aim of this study was to describe the difficulties 
in obtaining health information and the measures to overcome the discomfort 
during pregnancy. Research articles for this review were searched by using the 
keywords “pregnancy”, health issues”, “measures to overcome”, “challenges”. There 
were studies that looked at the health problems that women face during pregnancy 
were included in this review article. Pregnancy issues such as gestational diabetes 
mellitus, hypertension, preeclampsia, caesarean birth, and postpartum weight 
retention are all more likely in overweight and obese women. More research into the 
link between nutritional advancements and the rising prevalence of GDM in the 
developing world is needed. Iron supplementation has been linked to glucose dys-
regulation and hypertension in mid-pregnancy; its effectiveness and potential risks 
should be carefully considered. As a result, legislators and health planners should 
remove barriers, promote self-care, and improve the quality of life for pregnant 
women, ultimately improving their health.

Keywords: Pregnancy, management, gestational diabetes, Preeclampsia, Anaemia

1. Introduction

Pregnancy is a time of transformation for both the mother and the baby, with 
significant physical and emotional changes. Even in uncomplicated pregnan-
cies, these improvements can impact pregnant women’s quality of life as well as 
maternal and child health. Women’s wellbeing, as well as their current level of 
understanding and knowledge, would undoubtedly have a significant impact on 
society [1]. Pregnant women need health information to improve their self-care 
skills and increase their empowerment when following preventive health habits. 
The cardiovascular system undergoes various changes as a result of pregnancy. A 
normal, healthy pregnant woman’s blood volume rises by nearly 50% over that of 
a non-pregnant woman. In addition, due to the vascular permeability associated 
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with extreme preeclampsia, efforts to increase blood volume in these patients have 
been unsuccessful [1, 2]. Pregnancy (critical care scenario) is the reduction in 
venous return to the heart and decrease in cardiac output associated with the supine 
position. This effect is obviously more pronounced in the third trimester, when the 
uterus is largest. The so-called supine hypotensive syndrome.

When treating a critically ill pregnant woman, various hematologic changes 
must be taken into account. During pregnancy, the thrombocyte count remains 
largely constant, it leads to thrombocytosis. These improvements, when combined 
with a decrease in fibrinolysis, lead to the hypercoagulable state of pregnancy. Deep 
vein thrombosis and pulmonary embolism are five times more common during 
and immediately after pregnancy [3]. Both the residual volume and the expiratory 
reserve volume decrease, resulting in an obligate reduction in functional residual 
capacity. During pregnancy, the vital ability remains the same. Because of the 
reduction in residual volume, total lung capacity is only slightly reduced. The reduc-
tion in residual volume has a minor impact on total lung capacity. The tidal volume 
is raised, resulting in an increase in minute volume [4]. Early in pregnancy, both 
renal plasma flow and glomerular filtration rate rise. The increase in glomerular 
filtration rate reaches 50%, lowering serum creatinine to 0.8 mg/dL, the upper 
limit of average. Only a few changes in the gastrointestinal tract during pregnancy 
are essential in terms of critical care. The time it takes for the stomach to clear and 
the chance of aspiration that comes with general anaesthesia are both increased 
during labour. Placental development may cause a significant increase in alkaline 
phosphatase, but this does not mean hepatic obstruction. Gallbladder stasis can lead 
to increased stone formation.

The liver is the primary source of net endogenous glucose development while 
not pregnant. Fasting glucose levels in pregnant women decline as the pregnancy 
progresses [5]. GDM is characterised as the presence of glucose concentrations in 
pregnant women that are at the upper end of the population range for glucose and 
are first observed during pregnancy [6]. Insulin sensitivity decreases overall during 
pregnancy. Maternal insulin sensitivity, characterised as a decrease in the glucose 
infusion rate during the euglycemic hyperinsulinemic clamp to maintain 90 mg/dL, 
decreases in lean women during early pregnancy [7]. Since lean women are more 
likely to begin their pregnancies with greater insulin sensitivity than obese women, 
the increases in insulin concentration are more pronounced in lean women [8]. 
During pregnancy, healthy pregnant women’s adipose tissue stores increase sig-
nificantly. The mother and foetus can easily obtain calories from the subcutaneous 
stores, particularly during late pregnancy and lactation. Increases in visceral fat can 
be linked to decreased insulin sensitivity during late pregnancy [9].

In their research, Das and Sarka found that pregnant women faced a variety of dif-
ficulties when seeking health information, including inadequate hospital treatment, 
long wait times, anxiety and shame about discussing pregnancy with a physician, 
and a lack of time [10]. There are many discomforts that occur during pregnancy. 
Morning sickness, headache and backache, bladder and bowel changes, changes in 
hair and skin colour, indigestion and heartburn, leg cramps and swelling, vaginal 
thrush and discharge are the few common complications facing during pregnancy. 
As a result, the aim of this study was to describe the difficulties in obtaining health 
information and the measures to overcome the discomfort during pregnancy.

2. Materials and methods

Research articles for this review were searched by using the keywords  
“pregnancy”, health issues”, “measures to overcome”, “challenges”. The following 
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were used as exclusion criteria: 1) the subject was unrelated to the study’s goal; 
2) there was no abstract available; 3) The research was limited to a single medical 
issue involving pregnancy in older women. 4) The report dealt with postpartum 
and maternity issues; and 5) the full research paper was not easily accessible. We 
looked for original research papers that were written in English and reported on 
studies that were performed using qualitative or quantitative methods. The current 
research did not include any other review papers. There were studies that looked at 
the health problems that women face during pregnancy were included in this review 
article.

3. Dental problems

According to previous literature, pregnant women’s dental health care demands 
differ dramatically from those of the general population. The most frequent oral 
health concerns during pregnancy include periodontal disease, Xerostomia, hali-
tosis, and tooth movement. During pregnancy, the hormonal balance of pregnant 
women alters. Because the placenta produces increased levels of oestrogen and 
progesterone during pregnancy, several tissues endure modifications. Increased 
sensitivity to irritations arises in the gingiva during this time [11]. Low vitamin C 
levels are thought to be another cause of this condition. When compared to mothers 
with healthy periodontium, mothers with attachment loss have an increased risk 
of giving birth to babies with low birth weight [12]. Tooth decay is more common 
among pregnant women for a variety of reasons, including increased acidity in the 
mouth, sweet food demands, and a lack of attention to oral health. Vomiting can 
have a severe impact on oral hygiene and induce degradation of the mother enamel 
layer [13]. Due to the effect of pregnancy hormones, pregnant women bleed more 
easily and may postpone brushing their teeth and it leads to an increase in bacterial 
plaque [14]. Due to diminished flow of saliva, caries are more likely to develop at 
this time. Pregnancy oral tumour is indistinguishable from pyogenic granuloma 
and occurs in up to 5% of pregnancies. Increased progesterone, in combination 
with local irritants and microorganisms, causes this vascular lesion [15]. With a 
prevalence of 60 to 75 percent, gingivitis is the most frequent dental illness among 
pregnant women. A severe aggravation of preexisting gingivitis occurs in around 
half of all pregnant women [16]. Researchers discovered very few oral bacteria in 
the amniotic fluid and placenta of women who had preterm labour with periodonti-
tis in one investigation [17]. PGE2 production reduces placental blood flow, result-
ing in placental necrosis and intrauterine growth restriction [18]. Salivary oestrogen 
levels are greater in women who are expecting preterm babies than in women who 
are expecting full-term babies. Salivary oestrogen promotes oral mucosa prolif-
eration and desquamation, as well as a rise in subgingival crevicular fluid levels. 
Desquamating cells offer a favourable environment for bacterial growth by supply-
ing nutrients, hence preventing infection [19].

3.1 Management

Oral acid exposure is reduced through dietary and lifestyle changes, as well as 
the use of antiemetics, antacids, or both. Acid can be neutralised by rinsing the 
mouth with a teaspoon of baking soda in a cup of water after vomiting [20]. To 
lessen the risk of enamel damage, pregnant women should be encouraged to avoid 
brushing their teeth shortly after vomiting and to brush with a toothbrush with soft 
bristles when they do. Fluoride mouthwash can protect teeth that have been eroded 
or are sensitive. Proper dental hygiene can help women with previous periodontal 



Global Women’s Health

4

disease lower the risk of recurrence or worsening disease during pregnancy. 
Education, clear communication, and the creation of continuing collaborative rela-
tionships can help physicians and dentists solve this dilemma. Physicians and dental 
colleagues can communicate information about the safety of dental treatment 
during pregnancy [21]. There is a link between plaque accumulation and caries 
prevalence during pregnancy and preventive maintenance methods. Mouthwashes 
or warm salty water should be gargled. Gums are relaxed and gum sensitivity is 
reduced by drinking warm salty water [22]. During this time, women can maintain 
their oral health by taking the required precautions, preventing potentially irrevers-
ible tooth disorders.

4. Hypertension

The mother’s cardiovascular physiology adapts significantly as a result of the 
hormonal changes that occur during pregnancy [23]. Oestrogen, progesterone, and 
relaxin levels rise early in the first trimester, resulting in systemic vasodilation [24]. 
The RAAS is activated to promote salt and water retention, resulting in an increase 
in plasma volume. When this is paired with an increase in ventricular wall mass, it 
results in greater stroke volume. During pregnancy, the combination of increased 
stroke volume and tachycardia causes an increase in cardiac output, which com-
pensates for the decrease in vascular resistance in order to keep blood pressure high 
enough for mother and placental perfusion [25]. The increased volume load in the 
heart causes left ventricular hypertrophy, which is proportional to the increased 
cardiac labour necessary to accomplish the increased cardiac output [26]. Some 
changes in the systemic hemodynamics of pregnant women who are predisposed 
to hypertension may occur before the condition manifests itself clinically. A sys-
tolic blood pressure of 160 mmHg or a diastolic blood pressure of 110 mmHg, or 
both, indicates severe preeclampsia in pregnancy. Eclampsia is a severe form of 
pregnancy-induced hypertension that affects one in every 1,600 pregnancies and 
appears at the end of the pregnancy [27]. When compared to singleton pregnancies, 
twin pregnancies had more than three times the risk of developing hypertension 
during pregnancy [28]. Preeclamptic patients have lower renin levels than non-
pregnant women, although they are still significantly higher than non-pregnant 
women. Because most preeclamptic individuals have a somewhat reduced plasma 
volume, maintaining relatively high levels of these hormones may be necessary [29].

Preeclampsia is the pathophysiology of de novo hypertension and proteinuria 
in pregnancy. The delivery of the placenta frequently triggers the remission of 
preeclampsia’s acute clinical symptoms, implying that the placenta plays a key role 
in the disease’s pathophysiology. The placenta undergoes substantial blood sup-
ply throughout normal pregnancy to allow circulation between the foetus and the 
mother [30]. The pathogenesis of preeclampsia has long been focused on altered 
uteroplacental blood flow. Relaxin is a hormone secreted more during pregnancy 
which acts as vasodilation. According to Jeyabalan et al., low first trimester relaxin 
concentrations were linked to an increased risk of preeclampsia [31].

4.1 Management

For non-severe hypertension in pregnancy, oral labetalol is a first-line treat-
ment [32]. Other beta-blockers, such as oxprenolol, are less thoroughly studied 
than labetalol, and it is used as a first-line treatment for non-severe hypertension 
in pregnancy [33]. In contrast, when oxprenolol was compared to methyldopa, 
the results and safety were found to be equal [34]. When mothers are exposed to 
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calcium channel blockers during the first trimester, there is low teratogenicity 
[35]. Elsewhere in pregnancy, ACE inhibitors are still the first-line treatment for 
hypertension [36]. For non-severe hypertension, thiazide diuretics are considered 
second-line therapy.

5. Gestational diabetes (GDM)

The prevalence of gestational diabetes mellitus (GDM) is rising in lockstep 
with the rise in overweight and obesity among women of childbearing age. GDM-
affected pregnancies increase the risk of caesarean and surgical vaginal delivery, 
macrosomia, neonatal hypoglycemia, and hyperbilirubinemia for both mother 
and child [37]. The onset of GDM is linked to a number of risk factors. Obesity, 
advanced maternal age, a significant family history of diabetes and belonging to 
an ethnic group are with a high prevalence of T2DM, polycystic ovarian syndrome, 
and chronic glucosuria. Because GDM usually starts in the late second trimester, 
when development is complete, congenital abnormalities do not occur at a higher 
rate in people with gestational diabetes. Because of the physiological, endocrine, 
and metabolic changes that occur throughout pregnancy in order to meet the fetus’s 
constant nutritional and oxygen needs, a diabetogenic condition comparable to type 
2 diabetes (T2D) develops, increasing insulin resistance, lowering insulin sensitivity, 
and thus increasing the demand for insulin [38]. As a result of the increased placen-
tal glucose transport, maternal hyperglycemia causes foetal hyperinsulinemia. Foetal 
macrosomia is caused by a high insulin level in the foetus, which accelerates growth 
[39]. Although glucose metabolism changes during pregnancy, tolerance occurs and 
there is no effect on the mother or the foetus when insulin production rises. There is 
a higher risk of foetal when there is an inappropriate response. When the output of 
the pancreatic b-cells does not match the insulin requirement of the tissues as a result 
of alterations in insulin resistance, abnormal glucose tolerance ensues [40]. Early in 
pregnancy, fasting blood glucose levels drop, and this trend continues throughout 
the pregnancy. Insulin sensitivity decreases as pregnancy progresses, reaching pre-
gravid levels about 34–36 weeks of pregnancy [40, 41]. Increases in hepatic glucose 
production during pregnancy show that the insulin action deficiency also affects 
the liver. Placental loss of anti-insulin hormones such as human placental lactogen, 
cortisol, oestrogen, and progesterone causes insulin resistance after mid-pregnancy. 
Low FBS, a low kidney glucose threshold, and enhanced insulin production are all 
effects of these hormones [42]. Maternal tissues become increasingly insulin resis-
tant during pregnancy. This is thought to be produced in part by placental hormones 
and in part by unknown obesity and pregnancy-related variables. The main locations 
for glucose disposal throughout the body are skeletal muscle and adipose tissue. 
Insulin-mediated whole-body glucose elimination declines by 50% during preg-
nancy, and the woman must raise her insulin output by 200–250 percent to maintain 
a euglycemic condition [43]. Even while most women revert to a euglycaemic state 
immediately after delivery, women who have had GDM have a significantly higher 
chance of developing T2DM [44]. The biochemical relationship between GDM and 
T2DM is still unknown. Insulin resistance and/or aberrant insulin production define 
both illnesses [45]. Multiple potential protein indicators for later GDM have been 
discovered through proteomic screening in early pregnancy, including a cluster 
linked with insulin production, binding, resistance, and signalling [46]. An oral 
glucose tolerance test (OGTT) is usually used to identify GDM during 24–28 weeks 
of pregnancy. Because most of the physiologic insulin resistance of pregnancy will 
be firmly established, this timeframe has traditionally been favoured for routine 
GDM diagnosis. Another important difference in GDM testing techniques around 
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the world is the ongoing debate over whether testing should be universal (for all 
pregnant women) or targeted solely for women with risk factors linked to a higher 
probability of a positive result.

5.1 Management

Preventive interventions are needed to avoid the undesired consequences of obe-
sity and hyperglycemia during pregnancy, given the global rise in obesity and the 
resulting increase in GDM [38, 47]. In roughly 70 to 85 percent of women with diag-
nosed GDM, lifestyle changes are enough to meet glycemic objectives [48]. Dietary 
counselling, in combination with physical activity and blood glucose self-monitor-
ing, is the major intervention indicated for GDM [49]. A lower-carbohydrate diet 
with more animal protein and fat enhanced the risk of type 2 diabetes. As a result, 
it’s possible that the diet that’s best for treating GDM in women is not the best 
long-term diet [50]. Other nutritional treatments, such as probiotics and vitamin 
supplements, have gained popularity, but there is not enough data to suggest their 
widespread usage [51]. Insulin therapy is the preferred treatment because it does 
not cross the placenta and is thus deemed safe for the foetus. Metformin therapy 
was deemed safe and effective, and the women preferred it for insulin treatment 
[52]. Another study states that Metformin and sulfonylurea have been increasingly 
and safely used in the treatment of GDM [53]. In diabetic pregnant women with 
vitamin D deficiency/insufficiency, vitamin D administration can lower the chance 
of developing GDM and/or improve glycemic control [54]. Vitamin D regulates 
intracellular calcium to promote insulin production and attenuates insulin resis-
tance by acting directly on pancreatic beta cells via the development of vitamin D 
receptors and the enzyme 25(OH)D-1-alfa-hydroxylase [55]. Furthermore, recent 
evidence from a large prospective trial suggests that increased physical activity may 
help reduce the risk of T2DM progression [56]. Exercise activities did not have a sig-
nificant influence on the overall incidence of GDM in obese or overweight pregnant 
women, but when the effect measure was taken into account, the incidence of GDM 
was 24 percent lower in that group [57]. The following five components of guideline 
content were examined: GDM diagnosis, prenatal care, intrapartum care, neonatal 
care, and postpartum care. The majority of the suggestions in the guidelines were 
on prenatal care, particularly all types of therapy that could lower the risk of bad 
pregnancy outcomes due to uncontrolled blood sugar prior to conception [58]. The 
usage of information technology and digital platforms by diabetic pregnant women 
is fast rising around the world [59]. Telemedicine has been linked to high patient 
satisfaction since it allows for quick management of care across distances with 
fewer face-to-face physician appointments [60]. As a result, the use of e-platforms 
in the management of gestational diabetes shows encouraging results in terms of 
patient satisfaction and has no negative impact on pregnancy outcomes. Adequately 
powered RCTs are needed to assess whether such healthcare technologies are cost-
effective or can help enhance care in urban or distant settings [61].

6. Gestational thrombocytopenia and anaemia

During pregnancy, several biological markers, particularly haematological, 
are physiologically altered. Biologists and doctors who are aware of these changes 
in the maternal body can screen for potential abnormalities. The haematological 
parameters must adjust in several ways, including providing vitamins and miner-
als for foetal haematopoiesis (iron, vitamin B12, folic acid), which can increase 
maternal anaemia, and preparing for birth bleeding, which is necessary to improve 



7

Challenges Facing during Pregnancy and Measures to Overcome
DOI: http://dx.doi.org/10.5772/intechopen.100614

homeostasis [62]. The total blood volume increases by roughly 1.5 litres during 
pregnancy, primarily to meet the demands of the new vascular bed and to com-
pensate for blood loss that occurs during birth [63]. At 6–12 weeks of pregnancy, 
the plasma volume expands by 10–15 percent. When maternal erythropoietin 
production rises, RBC mass rises as well, albeit at a slower rate than plasma volume, 
resulting in a drop in haemoglobin concentration. Dilutional anaemia is the result 
[64]. Haemodilution also contributes to a decrease in the rate of haematocrit (HCT) 
and haemoglobin (HGB), resulting in a false anaemia. Such a change is natural for 
pregnant women and demonstrates the adoption of a different threshold for the 
definition of pregnancy anaemia. The WHO defines anaemia in pregnancy as hav-
ing a total circulating HGB concentration of less than 11 g/dl or an HCT of less than 
33% at any point during the pregnancy. During pregnancy, RBC indices do not vary 
much. However, in an iron-replete woman, there is a slight rise in mean corpuscular 
volume (MCV) of around 4 fl, which peaks around 30–35 weeks gestation and does 
not indicate a vitamin B12 or folate shortage. The increased MCV can be explained 
by increased RBC production to fulfil the demands of pregnancy [65]. The haemo-
globin concentration does not change until the 16th week of pregnancy, after which 
it falls steadily to the second trimester due to the expansion of plasma volume [66]. 
Haemodilution, or an increase in plasma volume greater than an increase in red cell 
mass, is the underlying cause of anaemia during pregnancy. This condition is also 
known as ‘physiological anaemia of pregnancy’ [67]. Because length is more stable 
than weight, haemoglobin demonstrated a positive connection with infant length 
but not with weight [68]. Haemoglobin and haematocrit increased on the first day 
after birth, decreased on the third and fifth days, and then began to rise again by 
day 42, achieving normal haemoglobin in non-pregnant women [69]. Because of the 
greater metabolic oxygen requirement, erythropoietin levels are 50 percent greater, 
which explains the mild bone marrow erythroid hyperplasia and enhanced reticu-
locyte count. A combination of a lowered maternal RBCs oxygen affinity from an 
enhanced 2,3 Diphosphoglycerate and a low maternal pCO2 results in enhanced 
oxygen transfer throughout the placenta [70].

Pregnancy causes an increase in white blood cell count, with the lowest limit of the 
reference range typically being 6,000/cumm. Leucocytosis occurs during pregnancy 
as a result of the physiologic stress that comes with being pregnant [71]. Throughout 
the first and second trimesters of pregnancy, lymphocyte count drops, then rises 
during the third trimester. Total leukocyte count levels rise significantly in the II and 
III trimesters, but there is no difference between pregnant and non-pregnant women 
in the I trimester. In the first trimester of pregnancy, non-anaemic women have a 
higher TLC count than anaemic women, but in the second and third trimesters, 
anaemic women have a higher TLC count than non-anaemic women [62]. During 
normal pregnancy, leukocytosis is caused by an enhanced inflammatory response, 
which can be caused by selective immunological tolerance, immunosuppression, and 
immunomodulation of the foetus [72]. During pregnancy, the ratio of monocytes to 
lymphocytes rises dramatically. During pregnancy, however, eosinophil and basophil 
numbers do not alter appreciably [73]. The neutrophil count starts to rise in the sec-
ond month of pregnancy and reaches a plateau in the second or third trimester, when 
total white blood cell counts range from 9,000 to 15,000 cells per microliter.

In 7–8 percent of all pregnancies, gestational thrombocytopenia occurs. Due to 
rapid degradation, platelet counts are slightly lower which results in younger, bigger 
platelets present in pregnancy. The majority of thrombocytopenia in pregnancy 
is caused by increased blood loss [74]. Although the average platelet count falls 
monotonically during pregnancy, platelet aggregation increases, notably during the 
last 8 weeks of pregnancy [75]. The decline in the quantity of circulating platelets 
during pregnancy has been attributed to increased platelet consumption as well as a 
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shorter life span in the uteroplacental circulation [76]. As the pregnancy progresses, 
the platelet volume distribution width widens dramatically and continually. As a 
result, as pregnancy progresses, the mean platelet volume becomes an insensitive 
indicator of platelet size.

Primary immune thrombocytopenia (ITP) affects about 3% of women who are 
thrombocytopenic at delivery. It occurs in 1/1000–1/10 000 pregnancies [77]. Two-
thirds of women with ITP have pre-existing disease, according to most studies, and 
one-third are diagnosed for the first time during pregnancy [78]. The pathophysi-
ological mechanism of thrombotic thrombocytopenic purpura (TTP) is thrombotic 
microangiopathy. Microangiopathic hemolytic anaemia, thrombocytopenia, fever, 
neurological signs, and renal impairment are all symptoms of TTP. Pregnancy is 
thought to be the trigger event in between 5 to 25% of TTP cases [79]. TTP occurs 
in the second trimester of pregnancy and occasionally in the postpartum period, 
although it is uncommon in the first trimester [80]. If TTP appears during the first 
trimester, regular plasma exchange may be able to maintain pregnancy.

6.1 Management

Preventing anaemia in pregnancy requires effective communication about diet and 
nutrition to all pregnant women. Most experts recommend regular iron supplementa-
tion during pregnancy since the extra demand for iron is typically unmet by a typical 
diet. Although iron supplementation recommendations vary by location, the CDC 
recommends that all pregnant women begin a 30 mg/day iron supplementation [81]. 
he average iron density in a typical Indian diet is 8.5 mg/1000 Kcal, with 13.3 and 5.3 
percent iron absorption in pregnancy from a rice-based and wheat-based Indian diet, 
respectively [82]. Women can use smartphone applications to learn about their daily 
iron needs, the iron content of various foods, and how to track their dietary iron intake. 
We support the creation and use of such applications. For improved absorption, all 
pregnant women should be told to take oral iron on an empty stomach or 1 hour after 
meals, preferably with a vitamin C-rich product like orange juice or guava. Supplement 
2 outlines the oral iron treatments that can be used during pregnancy [82, 83].

The choice of therapy is based on the urgency of the platelet increase, the 
duration of the increase, and any potential side effects, and should be determined 
on an individual basis for each patient. Platelets should be available on standby if 
the mother’s platelet count remains low (50 109/l) around the time of delivery, but 
they are likely to be destroyed rapidly after infusion if due to an immune reac-
tion, so they should be given in well-established rather than early labour if there 
are increased bleeding complications [84]. Given that there is no evidence that 
Caesarean delivery is safer for the foetus with thrombocytopenia than a simple 
vaginal delivery, which is usually safer than caesarean for the mother, the mode of 
delivery should be decided on obstetric concerns. Treatment may be required just 
during the later part of the third trimester to boost the platelet level before epidural 
anaesthesia or C section section if the individual is asymptomatic and the platelet 
count is more than 20*109/L [85]. Depending on the platelet level and stability, 
general measures such as avoiding aspirin, nonsteroidal anti-inflammatory medica-
tions, and intramuscular injections might be explored. Because low-dose aspirin is 
now commonly administered in pregnancy for a variety of reasons, it should not be 
avoided unless the risk of bleeding is significant. Prednisone at a low dose or intra-
venous immunoglobulin, or both, are viable alternatives in these circumstances. 
In symptomatic pregnant ITP patients or if the platelet count is less than standard 
level, other therapeutic options are available. When combined with intravenous 
immunoglobulin, a large dose of steroids can be employed [86]. Corticosteroids and 
intravenous IVIG are the most common treatments for maternal ITP [87].
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7. Conclusion

When it came to getting health information, pregnant women faced personal, 
societal, and structural challenges. As a result, legislators and health planners 
should remove barriers, promote self-care, and improve the quality of life for 
pregnant women, ultimately improving their health. Pregnancy issues such as ges-
tational diabetes mellitus, hypertension, preeclampsia, caesarean birth, and post-
partum weight retention are all more likely in overweight and obese women. More 
research into the link between nutritional advancements and the rising prevalence 
of GDM in the developing world is needed. Iron supplementation has been linked 
to glucose dysregulation and hypertension in mid-pregnancy; its effectiveness and 
potential risks should be carefully considered.
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