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Eclampsia is defined by the occurrence of seizures resulting from hypertensive encephalopathy on the background
of preeclampsia. The development of hypertension during pregnancy remain one of the leading causes of maternal and
fetal morbidity and mortality worldwide. Same as the pathophysiology of hypertension during pregnancy is unclear, the
pathogenesis of eclamptic convulsions remains unknown. Despite all the recent research efforts, there are no reliable
tests or signs to predict the development of eclampsia in women with preeclampsia. There are no effective therapeutic
methods to prevent antepartum eclampsia or eclampsia developing more than 48 hours after delivery.

Review of current literature supports the use of MgSO, for seizure prophylaxis in severe preeclampia. The benefit
of prophylactic therapy for mild diseases, however, is not clearly documented. While the prevention of eclampsia
remains unachievable, it is a disease with preventable complications. Meticulous medical management of mother and
fetus will contribute to keep the trend of morbidity and mortality of eclampsia on a downward slope.

Pregnancies complicated by eclampsia require a well-formulated management plan in collaboration with perinatologists,
anesthesiologists and neonatologists.
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Table 1. Diagnosis of hypertensive disorders complicating pregnancy

Gestational hypertension
BP>140/90 mmHg for first time during pregnancy
No proteinuria
BP return to normal < 12 weeks  postpartum
Final diagnosis made only postpartum
May have other signs or symptoms of preeclampsia, for example epigastric discomfort or thrombocytopenia
Preeclampsia
Minimum  criteria
BP>140/90 mmHg after 20 weeks  gestation
Proteinuria 300 mg/ 24 hours or =1+ dipstick
Increased certainty of preeclampsia
BP>160/110 mmHg
Proteinuria 2.0 g/24 hours or =2+ dipstick
Serum creatinine > 1.2 mg/dL unless known to be previously elevated
Platelet < 100,000/mm?®
Microangiopathic hemolysis (increased LDH)
Elevated ALT or AST
Persistent headache or other cerebral or visual disturbance
Persistent epigastric pain
Eclampsia
Seizures that cannot be attributed to other causes in a woman with preeclampsia
Superimposed preeclampsia (on chronic hypertension)
New-onset proteinuria>300 mg/24 hours in hypertensive women but no proteinuria before 20 weeks  gestation
A sudden increase in proteinuria or blood pressure or platelet count < 1OO,OOO/mm3 in women with hypertensive
and proteinuria before 20 weeks  gestation
Chronic hypertension

BP>140/90 mmHg before pregnancy of diagnosed before 20 weeks gestation not attributable to gestational
trophoblastic disease

or
Hypertension first diagnosed after 20 weeks  gestation and persistent after 12 weeks  postpartum

ALT, alanine aminotransferase; AST, aspartate aminotransferase; BP, blood pressure; LDH, lactate dehydrogenase.
Adapted from National High Blood Pressure Education Program Working Group on high blood pressure in pregnancy (2000)
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Table 2. Indications of severity of hypertensive disorders during pregnancy

Abnormality Mild Severe
Diastolic blood pressure < 100 mmHg 110 mmHg or high
Proteinuria Trace or 1+ Persistent 2+ or more
Headache Absent Present
Visual disturbances Absent Present
Upper abdominal pain Absent Present
Oliguira Absent Present
Convulsion (eclampsia) Absent Present
Serum creatinine Normal Elevated
Thrombocytopenia Absent Present
Liver enzyme elevation Minimal Marked
Fetal growth restriction Absent Obvious
Pulmonary edema Absent Present
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Table 3. Risk factors of preeclampsia and eclampsia

Older age

High blood pressure in 2¥early 3 trimester
Prepregnancy hypertension
Prepregnancy diabetes
Caloric excess

Elevated body mass index
Weight gain during pregnancy
Family history

Primiparity

New paternity

Lack of previous abortion
Barrier contraception
Excessive placental size
Lack of smoking

Specific dietary factors
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Table 4. Time of onset of eclampsia in relation to delivery

B
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Douglas & Redman Katz et al. Mattar & Sibai Chames et al.
(N=383) (N=53) (N=399) (N=89)
Antepartum 38 53 53 67*
Intrapartum 18 36 19 -
Postpartum 44 11 28 33
<48 h 39 5 1 7
>48 h 5 6 17 26
Data are presented as percentage.
* Included antepartum and intrapartum cases.
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Table 6. Complications of severe preeclampsia

Fetal Premature delivery
Abruptio placenta
Fetal distress
Renal dysfunction:  reduced GFR
elevated creatinine
ATN
cortical necrosis
Respiratory dysfunction: ARDS
pulmonary edema
Cardiac dysfunction: hypertension
cardiac failure
Cerebral dysfunction: encephalopathy
ischemia
cortical blindness
retinal detachment
infarction
hemorrhage
eclampsia
Hepatic dysfunction: elevated liver enzymes
subcasular hematoma
HELLP syndrome

Maternal
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Table 7. Pregnancy-related deaths and mortality ratio™

Cause of death No. of deaths  Mortality ratio
Embolism 1003 1.9
Hemorrhage 854 1.6
Preeclampsia & eclampsia 790 15
Infection 448 0.8
Cardiomyopathy 213 04
Anesthesia 140 0.3
Others 531 1.0
Unknown 45 0.1
All causes 4024 75

* Pregnancy-related deaths at 20 or more weeks  gestation
per 100,000 live births.

(1997-1992, USA)
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Table 8. Therapy for the prophylaxis and treatment of
eclampsia

Trial Threapy group  Seizure or recurrent
seizure (%)
Prophylaxis
Magpei trial MgSO4 0.8
Placebo 1.9
Coetzee et al. MgSO4 0.3
Placebo 3.2
Lucas et al. MgSQO4 0.0
Phenytoin 09
Belfort et al. MgSQO4 0.8
Nimodipine 26
Treatment
Eclampsia trial MgSO4 132, 5.7
collaborative Phenytoin 17.1
group Diazepam 279
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Table 9. Randomized controlled trials evaulating the use of MgSOs in eclampsia

Incidence of recurrent seizures

MgSOx Other RR (95% Cl)
Dommisse, 1990 0/11 411 Phenytoin N/A
Crowther, 1990 5/24 7/27 Diazepam 0.8 (0.29, 2.2)
Bhalla et al., 1994 1/45 11/45 Lytic cocktail® 0.09 (0.01, 0.68)
Friedman et al., 1995 0/11 2/13 Phenytoin N/A
Collaborative trial, 1995 60/453 126/452 Diazepam 0.48 (0.36, 0.63)

22/388 66/387 Phenytoin 0.33 (0.21, 0.53)
Total 88/932 (9.4%) 216/935 (23.1%)

MgSQ,, magnesium sulfate; RR, relative risk; Cl, Confidence interval; N/A, not appicable.

* Chlorpromazine 25 mg, Pethidine 100 mg, Diethazine 50 mg.

Table 10. Dosage of MgSQO, and other neuroleptic agents

Drug Loading dose Maintenace dose Therapeutic level
(measured 6 hrs after load)
MgSQq
Continuous 4-6 g over 15-30 mins; 2 g/hr infusion 4-8 mEg/L*
intravenous infusion diluted in 100-150 mL of
IV fluids
Intramuscular injector 10 g of 50% of MgSO4 5 g every 4 hrs 4-8 mEg/L*
solution (5 g into each
buttock)
Refractory seizures Reload with 2 g IV,
not to exceed 2 doses,
over 10 mins in a
20% solution
Phenytoin 1-15 g over 1 hr Depending on serum 10-20 pg/mL
level (usually 250-500 mg
every 10-12 hrs IV
or PO)
Diazepam - 10 mg/hr infusion -

* Not tested prospectively.
PO, by mouth; -, data not available
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5. Ak%& X & (postpartum management)

Table 11. Pharmacologic management of acute hypertension

o

2,400 mg/¥), nifedipine> 10
mg#] 6X17H}e} A7 Eol(Z 8% 120 mg/olch
MgSO,&} short-acting nifedipine2- =A|o]| ARSI E 7
Sof o} He ol H AZHeF HAAY 715 A,
Zgopsho] whgttH B a7} 9lo? o7jeljiz of
2] =xto] glow, wkoko] Ao} Frhal sloj: 10%
calcuim gluconate - ARESHH HE2 7A|7F BA] ek=tth

= AR ok

R

Hydrazaline

5 mg i.v.; repeat in 10 min; then 10 mg i.v.every 20 min

Until stable blood pressure (140-150/90-100 mmHg) achieved.

Labetalol

Sodium nitroprussidea'b
(Best used for refractory
hypertension)

Nifediping”

Nitroglycerin®

5-15 mg i.v. push; repeat every 10-20 min by doubling dose to A maximum of 300 mg total.
Controlled infusion, 0.5-3 pg/min not to exceed 800 wg/min.

10 mg sublingual, repeat in 30 min; then 10-20 mg p.o. 46 h.
Should be used only by practitioners throughly familiar with its use in obstetrics.

@ Requires an arterial line for continuous blood pressure monitoring.
® Avoid use in antepartum patients; profound hypotension may result.

Table 12. Recurrent preeclampsia—eclampsia in subseguent pregnancies in women with previous eclampsia

Subsequent pregnancies Chesley Lopez-Llera & Horton Adelusi & Ojengbede Sibai et al.
Number of women 171 110 64 182
Number of pregnancies 398 110 64 366
Eclampsia (%) 1.0 - 156 19
Preeclampsia (%) 23 35 27 22
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