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Introduction

Pre-eclampsia is a specifically obstetrical pathology, whose 
prevalence is estimated between 1 to 2% of pregnant women 
and which can, in its severe forms, be life-threatening for the 
mother and the unborn child [1]. In France, maternal mortality 
secondary to hypertensive gravidic pathologies decreased by 
50% in 10 years, reaching a ratio of 0.5/100,000 live births in 
2010 - 2012 according to a report of the confidential national 
survey on maternal deaths [2]. Although it is not the leading 
cause of maternal mortality in France, severe pre-eclampsia re-
mains one of its main causes. Pre-eclampsia is also responsible 
for a third of premature births in France [3], in Morocco it is es-
timated between 0.61% and 6.65% of cases especially in young 
primiparous (more than 60% aged less than 30 years and more 
than 50% of primiparous women).

Pre-eclampsia is defined as the appearance of high blood 
pressure (systolic blood pressure ≥140 mmHg and/or diastolic 
blood pressure ≥90 mmHg) associated with proteinuria (≥300 
mg/24 H) or without proteinuria but with the presence of acute 

pulmonary edema and / or acute renal failure and / or hepatic 
cytolysis and / or thrombocytopenia, after 20 weeks of gestation 
[3]. The association between preeclampsia and cerebral hemor-
rhage has been recognized since 1881 [4], Stroke is responsible 
for 50% of deaths in preeclamptic patients [4]. We report the 
observation of a patient who had preeclampsia + anemia at 5 
g/l complicated by cerebrovascular hemorrhagic accident. 

Through this case, we submit a review of the literature re-
porting the particularities of this exceptional complication of 
preeclampsia to ensure rapid and adequate care of patients.

Case presentation

F.D, 28-year-old patient, G4P2 with a history of preeclamp-
sia during the previous pregnancy, who consults for high blood 
pressure figuress at 16/11 mmHg with a positive urine strip with 
two crosses + anemic syndrome on pregnancy not followed by 
28 weeks of amenorrhea.

The examination found a conscious patient 15/15 Glasgow 
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score, asthenic, conjunctive discolored with puffiness of the 
face associated with headache-tinnitus - phosphenes The ob-
stetric examination had found a uterine height 22 cm lower 
than gestational age, fetal heart sounds perceived at 145 beats 
per minute without uterine contraction.

Faced with this clinical picture, she benefited from an an-
tihypertensive treatment based on 1 cc of nicardipine 10 mg 
and Aldomet 500 mg and a loading dose of magnesium sulfate 
supplemented by a biological assessment finding anemia with 
an Hb level of 5.5 microcytic hypochrome, a platelet count of 
190000, a correct hemostasis assessment, correct liver function 
with moderate acute renal failure. 

The patient was hospitalized for adequate management and 
monitoring of severe preeclampsia. During monitoring, the pa-
tient presented prostration without tonic-clonic seizures, hence 
her immediate transfer to intensive care where the examination 
found a disoriented, hemodynamically stable patient, blood 
count showed Hb 6.6, platelets 119000, no hepatic cytolysis, 
LDH 500, Haptoglobin 0.43, D-Dimer 4070 with worsening renal 
function.

She was transfused by 2 red blood cells and continued anti-
hypertensive treatment in dual therapy as well as the mainte-
nance dose of magnesium sulfate.

24 hours after his admission and in front of the delay in 
awakening, a brain scan was performed and highlighted the 
presence of hypodense corticosteroid range under cortical 
mainly subcortical asymmetric bilateral occipito at the left oc-
cipito level and right parietal not systematized associated with a 
left cerebellar intraparenchymal hemorrhage with triventricular 
hydrocephalus. This CT scan was supplemented by a cerebral 
MRI which highlighted the presence of corticosteroid range 
under cortical mainly subcortical bilateral asymmetrical at the 
level left occipito parietal and right parietal not systematized to 
an arterial territory in hypo signal T1, hypersignal T2 and FLAIR 
not restrictive in diffusion; presence of petechiae of the white 
matter subcortical sus tentorial at the level of the semioval cen-
ter and corona radiata presenting the mèmy characteristics as 
the above described beaches; presence of bilateral cerebellar 
intraparenchymal beaches more marked on the left described 
in hyposignal T1, T2, FLAIR surrounded by a peripheral edge in 
hypersignal T1 non-restrictive diffusion surrounded by a FLAIR 
hypersignal related to perilesional edema which together is re-
sponsible for a mass effect on the vermis which is compressed. 
Triventricular dilation with the junctions of the 2 lateral ven-
tricles measured at 24 mm on the right and 17 mm on the left 
and V3 measured at 10 mm. It is associated with a discrete hy-
persignal T2 under ependymal in relation to trans ependymal 
resorption all in favor of a PRES complicated syndrome of cer-
ebellar hemorrhagic rearrangements and active triventricular 
hydrocephalus.

In front of this situation she benefited from an opinion in 
neurology with decision of the neurologists to monitor the pa-
tient.

The evolution was marked by the installation of hemody-
namic instability at 72 hours of his hospitalization, hence the 
decision to proceed to a caesarean section for maternal rescue.

The post-diaper period was marked by hospitalization in a 
neurology environment where she was monitored until stabili-
zation and complete improvement. 

Discussion 

Stroke is a neurological emergency with very high morbid-
ity and mortality, recent studies have shown that the incidence 
of stroke, although rare, is increasing in pregnant women. In 
published research [5-7]. That analysed data from a national 
hospitalization registry, between 1994 - 1995 and 2006 - 2007, 
hospitalization rates for stroke increased by 47% and 83% re-
spectively. Summarizing several other studies [8,9], the stroke 
rate is estimated at 25 - 34 case per 100,000 deliveries, while 
the incidence of stroke in non-pregnant women 15 - 44 years is 
11 per 100,000 women. The study by Kuklina et al [9] also re-
ports that hypertensive disorders have been directly implicated 
in strokes during pregnancy. Other studies have shown simi-
lar results [10,11]. Hypertension is recognized as the number 
one risk factor for stroke, and it is not an exception in pregnant 
women. Hypertension during pregnancy may be pre-existing, 
gestational or secondary to pre-eclampsia or eclampsia, com-
pared to women without hypertension, women with hyperten-
sion during pregnancy are six to nine times more likely to have a 
stroke [11]. The initial evaluation includes a brain scan without 
injection of contrast medium, it is the radiological examination 
of choice to highlight intracerebral hemorrhage in the form of 
diffuse petechiae in the cortex, small subcortical hemorrhagic 
areas or hematoma. In our patient, the CT scan was performed 
as a first-line test. This allowed us to highlight the presence of 
hypodense corticosteroid range under – cortical mainly subcor-
tical bilateral asymmetrical at the level occipito parietal left and 
parietal right not systematized associated with a left cerebellar 
intraparenchymal hemorrhage with triventricular hydrocepha-
lus. This imaging was supplemented by a brain MRI whose de-
scription was in favor of a PRES complicated syndrome of cer-
ebellar hemorrhagic rearrangements and active triventricular 
hydrocephalus. The description of lesions made on MRI gener-
ally reveals on the FLAIR-weighted sequences confluent areas 
of posterior hyperintensities that can affect the cerebral cortex 
(occipital, parietal), adjacent white matter, basal ganglia (thala-
mus), brainstem and cerebellum. These hyperintense lesions in 
diffusion (DWI sequences, b1000) have an increased water dif-
fusion coefficient, testifying to a vasogenic edema correspond-
ing to a picture of reversible cerebral encephalopathy (PRES or 
Posterior Reversible Encephalopathy Syndrome), which can it-
self be complicated by a Reversible Cerebral Vasoconstriction 
Syndrome (SVCR) [12,13]. As in our specific case. Intracranial 
hypertension in eclampsia should be closely managed by an-
tihypertensives and anticonvulsants, including magnesium 
sulfate [12,13]. Hemorrhagic lesions have a particularly poor 
prognosis [14]. They are responsible for 40 to 60% of eclamptic 
deaths. Out of a series of 18 STAUDER patients, two patients 
with hemorrhagic syndrome progressed favorably and one 
patient had visual sequelae at a distance from the eclamptic 
episode [14]. Diffuse cerebral edema also seems to be a fac-
tor in poor prognosis. Some authors have found the presence 
of cerebral edema in 20% of women who died of eclampsia 
[15,16]. Eclamptic crisis is most often a complication of poorly 
monitored pregnancies. The most effective strategy for detect-
ing pre-eclampsia is to monitor blood pressure counts during 
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Figure 1: Axial section passing through the cerebral stage.

Figure 2: 

the second and third trimester of pregnancy. Several therapeu-
tic agents are used as preventive measures for eclampsia. Cur-
rently, aspirin treatment has shown its effectiveness in terms of 
prevention. Indeed, a prospective randomized study had shown 
a significant decrease in the rate of preeclampsia in the group 
of women with a history of major obstetrics treated with 150 
mg/d aspirin and 300 mg/day. In practice, doses of 50 to 100 
mg/day are used at the 14th week if there is a pathological his-
tory or at the 22nd week if the Doppler is pathological [17,18].

Conclusion 

Preeclampsia is still common in developing countries includ-
ing ours. It is a disease that can lead to eclampsia, responsible 
for high maternal and infant mortality. The pathophysiology 
of intracranial lesions is complex associating hypertensive en-
cephalopathy and ischemia secondary to endothelial vascular 
involvement and cerebral vasospasm. The systematic perfor-
mance of MRI with diffusion sequences in eclamptics with neu-
rological disorders allows a better diagnostic and prognostic 
approach of these patients. Intracerebral hemorrhage is a rare 
but serious complication in pregnant women, several studies 
are underway to fill knowledge gaps that may be involved in the 
care of preeclamptic patients with neurological complications. 
Rapid therapeutic management is necessary in order to control 
these different processes, avoid their aggravation and obtain a 
better prognosis.
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