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INTRODUCTION 

Hypertensive disorder during pregnancy, (pregnancy 

induced hypertension /preeclampsia /eclampsia) the most 

common mysterious and difficult to manage, predispose 

to potentially lethal complications such as abruption 

placentae, acute renal failure, cerebral haemorrhage, 

disseminated intravascular coagulation, circulatory 

collapse and so on. The reported incidence of 

hypertension, including preeclampsia, eclampsia and 

superimposed preeclampsia and eclampsia in all pregnant 

women varies from approximately 3% to 10%.
1-4

 

Hypertension was reported to account for 15% of all 

antenatal hospitalization for pregnancy complications.
1,5

 

Preeclampsia is believed to be the third leading cause of 

maternal mortality and major cause of intrauterine growth 

retardation and perinatal morbidity and mortality. 

Eclampsia accounts for up to 13 % maternal mortality 

and 10-28 % perinatal mortality.
6
 Numerous efforts at 

prevention, early diagnosis and treatment are being made 

as hypertensive disorder are major cause of adverse 

maternal and foeto-neonatal outcome and prevention 

would have significant impact on pregnancy outcome 

worldwide.
7
 

Pregnancy induced hypertension 

Preeclampsia and eclampsia are multi system disorder of 

unknown cause unique to pregnancy. Mild 

PIH/preeclampsia is typically asymptomatic but 

headache, visual disturbances, anxiety and epigastric pain 

are likely in severe cases. It is thought that in third 
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trimester, that the symptoms and signs of preeclampsia 

become apparent however, the underline pathophysiology 

occurs, by early second trimester, may be between 8-18 

weeks.
8
 While established preeclampsia is easy to 

recognized; its onset may often be insidious which can 

make diagnosis in early stages difficult. Early detection is 

important as PIH/preeclampsia can progress quickly 

while antenatal care is intermittent. It is imperative that 

necessity of intervention is known early/easily. 

There are different drugs available to treat preeclampsia, 

acting by different mechanism.  

The compelling indication of antihypertensive drug use is 

 Persistent rise of blood pressure especially where 

diastolic blood pressure is over 110 mmHg the use is 

urgent if associated with proteinuria. 

 In severe preeclampsia, to bring down the blood 

pressure during the continued pregnancy and during 

the period of induction of labour. 

The common oral drugs used are 

 Methyl dopa (dose 250-500 mg tid or qid) it acts by 

central and peripheral anti-adrenergic action. 

 Labetalol (dose 250 mg tid or qid) It acts by 

antagonizing adrenoceptor (α and ß blockers) 

 Nifedipine (dose 10-20 mg bid) calcium channel 

blockers. 

 Hydralazine (Dose 10-25 mg bid) vascular smooth 

muscle relaxant. 

If the patient is in hypertensive crisis then the intravenous 

infusion of drug till the diastolic pressure become < 110 

mm Hg.  

The common intravenous drugs used in hypertensive 

crisis are 

 Labetalol (200 mg in 200 ml normal saline) at the 

rate of 20 mg/hour to be doubled every 30 minutes. 

 Hydralazine 5 mg I.V. bolus to be followed by 

infusion 25 mg in 200 ml of normal saline, the rate 

being 2.5 mg/hour to be doubled every 30 minutes. 

 Nitroglycerin 5 µg/ min I.V. or sodium nitroprusside 

0.25-5 µg/kg/ min I.V 

Once the pressure is under control, oral therapy is 

continued.
9
 

Since the turn of the century, obstetrician have to 

decrease the incidence of seizures in pregnant women 

who develop preeclampsia or eclampsia by treating them 

magnesium sulfate.
10,11

 Loading dose of magnesium 

sulfate is 4 gm I.V over 3-5 min followed by 10 gm deep 

I.M (5 gm in each buttock) followed by maintenance of 5 

gm I.M hourly in alternate buttock.
9
 However the 

efficiency of magnesium sulfate in preventing 

convulsions remains controversial.
12

 After considering 

above factor we decided to conduct above study. 

METHODS 

This prospective study entitled “magnesium sulphate is it 

necessary to prevent eclampsia?” was carried out by the 

department of Pharmacology with the help from 

department of obstetrics and gynecology, in rural hospital 

Mahatma Gandhi Institute of Medical science, Sewagram 

Wardha, Maharashtra, India during January 2007 to 

January 2008. This study was started after getting ethical 

clearance from local institutional ethical committee.  

Subjects 

A total of 100 subjects registered in inpatient department 

were included in this study. The detailed history of 

subject obtained after admission and general obstetrical 

examinations were carried out. Blood pressure in mm Hg 

was recorded using sphygmomanometer. The pregnant 

women are selected according to the inclusion criteria. 

Patients receiving nifedipine OR combination nifedipine 

and magnesium sulfate were interviewed once after 

admission and then after starting drug treatment for five 

days. After taking informed consent in local language, the 

study was started. 

The interview is based on specially designed 

questionnaire. The interview was providing the 

information regarding drug utilization. The management 

and investigation chart was maintained to identify the 

complete coverage of study sample. 

Inclusion criteria 

 All pregnant women more than 20 weeks of gestation 

having blood pressure more than 140/90 mm Hg 

with proteinuria 

 With or without swelling on body. 

Exclusion criteria 

 Patient is previously hypertensive 

 Patient having Gestational hypertension i.e. the 

hypertension occurs before 20 weeks and without 

proteinuria 

 Hypertensive and proteinuric patients complicated 

with convulsive disorder i.e. Eclampsia of 

pregnancy. 

Drugs and doses 

 Capsule nifedipine 10 mg thrice daily sublingually 

and SOS. 

 Injection magnesium sulfate loading dose of 

magnesium sulfate is 4 gm I.V over 3-5 minutes 

followed by 10 gm deep I.M (5 gm in each buttock) 

followed by maintenance of 5 gm I.M hourly in 

alternate buttock.
9
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All preeclampsia investigations: proteinuria, platelet 

count, liver function test, kidney function test, 

ultrasonography, along with routine investigation like: 

hemogram, blood grouping and typing, blood sugar, urine 

routine examination were carried out before admission of 

the patients. 

Statistical analysis 

Study result of above study was statistically analysed by 

using SPSS with the help of percentage, chi-square test. 

RESULTS 

Out of 100 subjects included in this study. As the 

preeclampsia is common in advance maternal age, but in 

our study group of 21-25 years (52%) (Table 1). Common 

in the primigravida (67%) in (Table 2), 88% and 91 % of 

the patients do not have the past history and family 

history of preeclampsia (Table 3, 4). 

While it is more common in the 36-40 weeks of 

gestational age (Table 5). Out of 50 patients receiving 

nifedipine 15 subjects (30%) were suffered from 

palpitation, followed by 10 patients (20%) were suffered 

from headache, 8 patients (16%)were suffered from 

vomiting, 7 (14%)patients suffered from constipation, 5 

(10%) patients were suffered from nausea, generalized 

muscle weakness, breathing difficulty, while 1 (2%) 

suffered from lethargy, but no one was suffered from 

flushing, ankle edema, hypotension, pulmonary edema, 

respiratory arrest and drowsiness (Table 6).  

While another 50 patients receiving combination therapy 

of nifedipine and intramuscular injection of magnesium 

sulfate (nifedipine+injection magnesium sulphate) 28 

(56%) subjects were suffered from palpitation, 26 (52%) 

subjects were suffered from generalized muscle weakness 

and breathing difficulty, 18 (36%) of subjects were 

suffered from headache, 13 (26%) of subjects were 

suffered from nausea and vomiting, 8 (16%) of subjects 

were suffered from constipation, 2 (4%) of subjects were 

suffered from drowsiness and 1 (2%) was suffering from 

ankle edema while none of them suffered from flushing, 

hypotension, pulmonary edema, respiratory arrest            

(Table 6). 

Nifedipine group here the outcome of pregnancy in terms 

of baby delivery was 31 (62%) subjects had vaginal 

delivery while 19 (38%) subjects had caesarean section in 

nifedipine alone group. While the group receiving 

combination of (nifedipine+injection magnesium sulfate) 

here the outcome of pregnancy in term of baby delivery 

was, 15 (30%) of subjects delivered by vaginal delivery 

while 35 (70%) of subjects had caesarean section. 

This data is evaluated by the chi-square test considering 

degree of freedom was 1 and value of X2 was 10.3, here 

the p value is <0.005, So this result is statistically 

significant      (Table 7). In the group of Ca
++

 channel 

blocker i.e. nifedipine, 19 subjects had caesarean section 

out of 50 subjects. In 10 (52.63%) subjects because of 

foetal distress, 3 (15.79%) subjects because of previous 

scar and inadequate pelvis, 1 (5.26%) because of 

transverse lie along with deteriorating maternal condition 

and twin with ABO Rh- negative blood group. 

Table 1: Distribution according to age. 

Age in years No. of subjects Percentage 

18-20 13 13% 

21-25 52 52% 

26-30 25 25% 

31-35 10 10% 

Total 100 100% 

Table 2:  Distribution according to gravida. 

Gravida No. of  subjects Percentage 

Primi-gravida 67 67 % 

Multi-gravida 23 23 % 

Total 100 100 % 

Table 3: Distribution according to past history. 

Past history No. of subjects Percentage 

Present 12 12 % 

Absent 88 88 % 

Total 100 100 % 

Table 4: Distribution according to family history. 

Family history No. of subjects Percentage 

Present 9 9 % 

Absent 91 91 % 

Total 100 100 % 

Table 5: Distribution according to gestational period. 

Gestational period 

(weeks) 
No. of subjects Percentage 

20 0 0 % 

21-25 1 1 % 

26-30 2 2 % 

31-35 12 12 % 

36-40 85 85 % 

Total 100 100 % 
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Table 6: Distribution of subjects according to adverse effects of drugs in both groups (multiple responses). 

Adverse effect 
Subjects on Ca

++ 
blockers (nifedipine) Subject (Ca

++
blockers+MgSO4) 

No.        % No.           % 

Flushing 0 0 % 0 0 % 

Nausea 5 10 % 13 26 % 

Vomiting 8 16 % 13 26 % 

Palpitation 15 30 % 28 56 % 

Headache 10 20 % 18 36 % 

Lethargy 1 2 % 5 10 % 

Constipation 7 14 % 8 16 % 

Ankle edema 0 0 % 1 2 % 

Hypotension 0 0 % 0 0 % 

Pulmonary edema 0 0 % 0 0 % 

Generalize muscle weakness 5 10 % 26 52 % 

Breathing difficulty 5 10 % 26 52 % 

Respiratory arrest 0 0 % 0 0 % 

Drowsiness 0 0 % 2 4 % 

Total 50 - 50 - 

Table 7: Distribution of subjects according to outcome of pregnancy of drugs in both groups. 

Outcome of pregnancy  
Ca

++ 
Blocker (nifedipine) Ca

++
blocker (nifedipine)+magnesium sulphate 

Total 
       No.         %   No.          % 

Vaginal delivery 31 62 % 15 30 % 46 

Caesarean sec. 19 38 % 35 70 % 54 

Total 50 100 % 50 100 % 100 

Degree of freedom = 1 and x2 = 10.3; p<0.005 which is significant. 

Table 8: Distribution of subjects in caesarean section according to indication of caesarean section in both the groups 

(n =54). 

Indication of C/S  
Ca

++ 
blocker (nifedipine) Ca

++ 
blocker (nifedipine)+magnesium sulphate 

No.                         % No.                     % 

Fetal distress  10 52.63 % 20 57.14 % 

Previous scar 3 15.79 % 3 8.57 % 

Transverse lie  1 5.26 % 0 0 % 

Deteriorating maternal condition  1 5.26 % 7 20 % 

Inadequate pelvis  3 15.79 % 4 11.43 % 

Twin with ABO Rh-negative 1 5.26 % 0 0 % 

Antipartum hemorrhage 0 0 % 1 2.26 % 

Total 19 100 % 35 100 % 

Table 9: Distribution of subjects according to socioeconomics classes according to modified Prasad BC 

socioeconomics scale in both the groups.
46 

Socioeconomic classes 
Ca

++ 
blocker (nifedipine) Combination (nifedipine+MgSO4) 

Total 
No % No % 

I 1 2 % 1 2 % 2  

II 5 10 % 3 6 % 8 

III 3 6 % 14 28 % 17 

IV 21 42 % 3 6 % 24 

V 13 26 % 13 26 % 26 

VI 7 14 % 16 32 % 23 

Total 50 100 % 50 100 % 100 
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Table 10: Quality of life affected (n=100, multiple responses). 

QOL Questions 
Ca

++ 
Blocker (nifedipine) Combination (nifedipine+MgSO4) 

No % No % 

Pain during drug administrated 00 00 % 50 100 % 

Affected daily routine 00 00 % 27 54 % 

Mental tension about baby’s health 16 32 % 33 66 % 

Afford drug cost  43 86 % 22 44 % 

 

Table 11: Complications in relation with drugs 

regimen. 

 Complications Drug regimen CCB+MgSO4 

Foetal 

IUD 04 05 

IUGR 04 02 

Aspshyxia 00 01 

Pre-maturity 00 05 

Maternal 

Eclampsia 03 05 

Shock 00 00 

Postpartum haemorrhage 00 00 

Abbreviations- CCB: Calcium channel blocker i.e. 

Nifedipine, MgSO4: magnesium sulfate, IUD: Intrauterine 

death, IUGR: Intrauterine growth retardation. 

While in the combination group i.e. Ca
++

 channel blocker 

(nifedipine) and magnesium sulfate there were 35 

caesarean section, out of this 20 (57.14%) subjects 

because of foetal distress, 7 (20%) subjects because of 

deteriorating maternal condition, 4 (11.43%) subjects 

because of inadequate pelvis, 3 (8.57%) subjects because 

of previous scar, and in 1 (2.86%) subject because of 

antipartum haemorrhage (Table 8). We also consider the 

socioeconomics of the patients because the combination 

therapy also increases the cost of the drugs also (Table 9). 

Most of the women in both the groups IV, V, VI as per 

the modified Prasad BC socioeconomics classification. 

We also consider the drug related quality of life in both 

the groups (Table 10) it is better in Ca
++

 blocker 

(nifedipine) group.  

The complication occurring in both i.e maternal and foetal 

complications. In calcium channel blocker i.e. Nifedipine 

four subjects babies were having intrauterine growth 

retardation and intrauterine death while no one having 

asphyxia and premature birth, while three subjects gone 

into eclampsia (Table 11). And in the combination group 

(calcium channel blocker i.e. nifedipine and magnesium 

sulfate) two subject’s babies were having intrauterine 

growth retardation and in five subjects reported 

intrauterine death, one baby suffered from asphyxia and 

five delivered premature, while five subjects had 

eclampsia (Table 11). 

In the both group not a single subject suffering from 

shock and postpartum haemorrhage. 

 

DISCUSSION 

Hypertensive disease occurs in approximately 12-22 % of 

pregnancies, and it is directly responsible for 17.6 % of 

maternal death in United States.
13-15

 While the worldwide 

incidence about 5-10 %.
16

 In India among hospitalized 

patient 5-15 % suffering from preeclampsia.
9
 

The study of preeclampsia is very important because, it 

leads to complication like reduced utero placental blood 

and causes infarct, placental abruption, intrauterine 

growth retardation, and signs of foetal asphyxia during 

labour and can lead to maternal and foetal death.
17,18

 

According to the criteria established by the national high 

blood pressure education program working group              

(referred as the “working group”) in pregnant women, 

hypertension is define as systolic blood pressure level of 

140 mmHg or higher or a diastolic blood pressure level of 

90 mmHg or higher that occurs after 20 weeks of 

gestation in a women with previously normal blood 

pressure.
19

 As many as one quarter of women with 

pregnancy induced hypertension will develop proteinuria, 

i.e. preeclampsia.
20

 

So many women are affected by this dangerous disease 

but the etiology continues to be an enigma.  

Various hypotheses to explain pathogenesis of 

preeclampsia are 

 Vasospasm and pathologic vascular lesion in various 

organs including utero placental arterial bed.
21

 

 Endothelial cell injury.
22,23

 

 Altered prostacyclin-thromboxane ratio.
24-26

 

 Increased platelet activation with platelet 

consumption and subsequent activation of 

coagulation system in microvasculature.
27-29

 

 Other hypotheses: a) Immunological b) Genetic 

predisposition.
30-32

 

With so much knowledge, prevention and starting 

pharmacotherapy is almost lacking so the disorder 

continues to be rampant globally due to non-specificity of 

risk factors. So it has remained a constant challenge to 

obstetrician. 
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Pregnancy induced hypertension, preeclampsia and 

eclampsia continues to be multisystem disorders of 

unknown etiology unique to pregnancy. However, during 

past several years major advances have been made 

regarding the pathogenesis, early detection, potential 

prevention, and the management of this syndrome. 

Traditionally, these disorders have been known to occur 

late in pregnancy. This is true for the majority of the 

cases, both clinicians and researchers have been known to 

be aware that preeclampsia can occur as early as 20 week, 

gestation from early utero placental vascular damage due 

to abnormal interaction between foetal maternal tissues, 

between 8-18 week.
7
 Though the cause of preeclampsia is 

unknown, it seems to represent the clinical end point of 

multiple contributory factors, and it is unlikely that any 

single cause will found. No doubt the delivery of foetus 

and placenta safely remains the only effective treatment 

so the good pharmacological treatment is important to 

correct /reverse pathophysiological changes as 

preeclampsia can progress quickly.
33

 So present study was 

taken. Keeping in view that pharmacological treatment 

play a major role in the management of preeclampsia, 

present study was prospective and open label study.  

Since the turn of the century, obstetrician have to decrease 

the incidence of seizures in pregnant women who develop 

preeclampsia or eclampsia by treating them with 

magnesium sulfate.
10,11

 the efficiency of magnesium 

sulfate in preventing convulsions remains controversial.
12 

So by this study we were trying to find out the drug 

related quality of life in the preeclampsia treated by 

calcium channels blocker i.e. nifedipine and combination 

of calcium channel blocker i.e. nifedipine and magnesium 

sulfate considering the points i.e. freedom from the pain 

and distress, physical mobility, capacity for self-care and 

treatment compliance of the patients, as well as pharmaco 

economics of these drugs.
34

 And by this study we tried to 

find out that, is the magnesium sulfate necessary of the 

prevention of convulsion in the preeclampsia patients?  

As the maternal age is one of the risk factor for the 

development of preeclampsia, according to the literature 

condition is common in extremities of the child bearing 

ages i.e. <20 years of age and >30 of age.
9,35

 But most of 

the studies have shown that But most of the studies have 

shown that incidence of hypertensive disorder is more in 

27-29 years.
10,12,36

 In our study incidence differ and was 

more in 21-25 years of age group. It may be due to early 

marriages as the study is carried out in rural area                

(Table 1).
19

 As many as one quarter of women with 

pregnancy induced hypertension will develop proteinuria, 

i.e., preeclampsia.
20

 Common gestational age of patients 

presenting preeclampsia in our study was 36-40 weeks 

this may reflect social neglect of this disease (Table 2). 

Nifedipine has recently been used for the reduction of 

blood pressure in severe preeclampsia (calcium channel 

blocker) it causes peripheral arterial vasodilatation.
 

Pharmacokinetics and pharmacodynamics indicate that 

nifedipine is associated with a 25% reduction in systolic 

blood pressure, diastolic blood pressure and mean arterial 

pressure in 98% of cases. Even though all the treatment 

regimens are still empiric, the standard therapy of 

preeclampsia includes three.
12

 

 The prevention of maternal convulsions 

 Control of severe hypertension 

 Delivery of foetus and placenta safely. 

Magnesium sulfate has been a standard therapy for 

preeclampsia and eclampsia to prevent convulsions since 

the 1925 publication of study conducted by Edmond 

Lazard.
12

 However the efficacy of magnesium sulfate in 

preventing convulsions remains controversial. In this 

study we are trying to find out that whether magnesium 

sulfate was essential to prevent convulsions along with 

their comparing the side effects in both the groups i.e. one 

group received only nifedipine and other groups received 

combination of nifedipine and magnesium sulfate. 

We were found that out of 50 patients received nifedipine 

30% subjects were suffered from palpitation, followed by 

20% patients were suffered from headache. This finding 

support the other reports, 16% patients were suffered 

from vomiting, 14% patients suffered from constipation, 

10% patients were suffered from nausea, generalized 

muscle weakness, breathing difficulty, while 1 (2%) 

suffered from lethargy, but no one was suffered from 

flushing, ankle edema, hypotension, pulmonary edema, 

respiratory arrest and drowsiness.
36

 Frequent side effects 

of nifedipine are palpitation, flushing, ankle edema; 

hypotension, headache, drowsiness and nausea. Reflex 

tachycardia, hypotension.
37,38

 

While another 50 patients receiving combination therapy 

of nifedipine and magnesium sulfate. 56% subjects were 

suffered from palpitation, 52% subjects were suffered 

from generalized muscle weakness and breathing 

difficulty, 36% of subjects were suffered from headache, 

26% of subjects were suffered from nausea and vomiting, 

16% of subjects were suffered from constipation, 4% of 

subjects were suffered from drowsiness and 2% was 

suffering from ankle edema while none of them suffered 

from hypotension, this finding support the other reports, 

flushing, pulmonary edema, respiratory arrest.
20

  

Initial results for magnesium sulfate were encouraging but 

wider use revealed more serious adverse effects, Flushing, 

nausea, chest tightness and lethargy, which are all 

directed to high serum magnesium concentration.
39

 In 

addition, magnesium may interfere with working memory 

and attention in women which may have implications on 

gaining informed consent.
40

 

Maternal side-effects are mainly association with the 

cardiovascular (e.g. Cardiac conduction effects, ischemia, 

arrest, hypotension) and respiratory symptoms (e.g. 

Respiratory depression) may be due to magnesium ions 

applied directly to the brain and spinal cord and depresses 

the central nervous system and acts as a sedative.
12

 And 

several cases of pulmonary edema have been reported.
41,42
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In addition, one recent case of respiratory arrest attributed 

to acute hypermagnesemia required rescue therapy with 

calcium gluconate.
43

 Prolonged treatment may result in 

neuromuscular blockade causes generalized muscle 

weakness may be due to blocks transmission in 

sympathetic ganglia by the inhibition of the release of 

acetylcholine, and it is more severe if magnesium sulfate 

administrated together with nifedipine.
12,38

 Osteoporosis 

also has been reported after prolonged therapy.
38

 

Incidence of caesarean section was more in combination 

therapy i.e. nifedipine and magnesium sulfate group 70% 

while in only nifedipine group it was only 38 % this 

finding support the other report, which was highly 

significant p value <0.005.
12

 Indications of caesarean 

section in combination group were foetal distress 57.14 % 

may be due to maternal serum concentration exceed 6 m 

Eq/l.
38,44,45

 previous scar 8.57%, deteriorating maternal 

condition 20% may be due to high serum magnesium 

concentration, inadequate pelvis 11.43%, antipartum 

hemorrhage 2.26 %.
38

 While the indication of caesarean 

section in nifedipine alone group were foetal distress 

52.63%, previous scar 15.79%, transverse lie 5.26%, 

deteriorating maternal condition 5.26%, inadequate pelvis 

15.79%, twin with ABO Rh negative 5.26%. 

We distributed patients according to their socio 

economics status with the help of modified Prasad BC 

socio economics scale.
46

 We found that most of the 

patients was in class VI i.e very poor or below poverty 

line (per capita income <500 Rs.), followed by class III 

(per capita income 3000-4999 Rs.) and class V (per capita 

income 500-1499 Rs.)in combination group while in 

nifedipine only group most of patients belongs to class IV 

(per capita income 1500-2999 Rs.) followed by class V 

(per capita income 500-1499 Rs.), class VI (very poor or 

below poverty line) and class II (5000-9999 Rs.). 

In nifedipine group intrauterine death of foetus occurred 

in 3 cases, 4 foetus suffered from intrauterine growth 

retardation may be due to the total neglect of the 

condition by the patient and started late treatment, and 3 

patients developed eclampsia . 

 In combination group intrauterine death occurred in 5 

cases, 2 cases of intrauterine growth retardation occurred 

may due to the total neglect of the condition by the patient 

and started late treatment, premature delivery occurred in 

5 cases because foetal distress may be due to maternal 

serum concentration exceed 6 m Eq/l.38, while 5 cases of 

eclampsia occurred. So that the drug related complication 

was more if the magnesium sulfate is added with 

nifedipine. 

In combination group nifedipine is effective for longer 

time along with it achieves good BP control and required 

few doses (5-10 mg TDS). The magnesium sulfate dose 

is- loading dose of magnesium sulfate is 4 gm I.V over 3-

5 minutes followed by 10 gm deep I.M (5 gm in each 

buttock) followed by maintenance of 5 gm I.M hourly in 

alternate buttock, due to deep IM administration make it 

very painful. All patients suffered from pain during drug 

administration and patient suffered from more mental 

tension about their baby’s health and trauma, affect daily 

routine of the patient by increasing side effect like 

generalized muscle weakness, palpitation, headache, 

breathing difficulty and lethargy. In this group patient had 

to pay for both the drugs daily 3 rupees for nifedipine. 

One tablet of 10 mg nifedipine costing one rupee (Cipla- 

Nifelat), and 200 rupees for magnesium sulfate on first 

day and 100 rupees after second day because 500 mg of 

injection magnesium sulfate costing five rupees (Rathi 

laboratories Hindustan pvt. ltd) which is so expensive and 

patients took treatment in government hospital was 

mostly poor patients not afforded the cost of these drugs.  

Nifedipine is effective for longer time along with it 

achieves good BP control and required few doses (5-10 

mg TDS), safe for mother and foetus have fewer side 

effects so the effects on daily routine was less as 

compared to combination of magnesium sulfate and 

conveniently and easy administrated via sublingual route 

so it is painless administration of drug, so that patient had 

less mental tension and trauma. Cost wise it is cheaper i.e. 

one cap. Of 10 mg nifedipine costing around one rupees. 

So the daily patient has to spend only three rupees per day 

so that patients below poverty line can afford the drug and 

after seeing the result of this study, it is sure that 

magnesium sulfate does not seem to be necessary therapy 

and may actually even to be a bad choice for preeclampsia 

because it worsens the quality of life as per A. Williams 

of the patients by increasing pain, incidence of caesarean 

section, deteriorating maternal condition, mental tension 

and trauma, affecting daily routine by increasing side 

effects, economical trauma also and no benefited over the 

nifedipine therapy alone.
34 

CONCLUSIONS 

 Magnesium sulfate increase incidence of caesarean 

section due to foetal distress may be due to maternal 

serum concentration exceed 6 m Eq/l and 

deteriorating maternal condition may be due to high 

serum magnesium concentration.  

 Magnesium sulfate causes high incidence of maternal 

adverse effect like palpitation, generalized muscle 

weakness, breathing difficulty, constipation, 

vomiting, nausea, lethargy and affect patient’s daily 

routine. 

 The outcome of pregnancy was good in only 

nifedipine therapy. 

 After seeing the result of this study it is sure that 

magnesium sulfate does not seem to be necessary 

therapy and may actually even to be a bad choice for 

preeclampsia because it worsens the quality of life of 

the patients by increasing pain, incidence of 

caesarean section, deteriorating maternal condition, 

mental tension and trauma, affecting daily routine, 

economical trauma also. And no benefited over the 

nifedipine therapy alone. 
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