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Abstract: Pregnancy-related cerebrovascular disease is a serious complication of pregnancy and
puerperium. The etiology and pathological mechanisms of cerebrovascular disease are complex, involving
changes in the cardiovascular, endocrine, and immune systems. Vascular risk factors during pregnancy and
puerperium may cause vasospasm and endothelial cell damage leading to cerebral ischemia, hemorrhage,
posterior reversible encephalopathy syndrome (PRES), and reversible cerebral vasoconstriction syndrome.
Arterial or venous obstruction may damage the blood-brain barrier (BBB) and impede venous return,
resulting in cerebral edema, hemorrhage, and intracranial hypertension. Pregnancy with hypercoagulability
may threaten the lives of both the mother and the developing fetus. With improvements in stroke treatment
during pregnancy and puerperium, neuroradiologists have gained new insights into this problem. This article

reviews the pathogenesis, imaging findings, and risk factors of stroke during pregnancy and puerperium,

focusing on imaging diagnosis and prognostic assessment.
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Introduction

A pregnancy-related stroke usually refers to a stroke
occurring during pregnancy and up to 6 weeks postpartum,
although some thrombotic events may extend to 12 weeks
postpartum (1). In a large sample study, 16,694 (0.045%) of
37,360,772 pregnancy-related hospitalizations involved acute
strokes. A total of 703 patients with acute stroke/transient
ischemic attack (TTA) died during the hospital stay. In-hospital
mortality was almost 385 times higher among pregnant
women with acute stroke/TIA compared to those who had
not suffered a stroke. Mortality was increased among patients
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with acute stroke/TTA in the following cases: age >40 years,
black and Asian races, hemorrhagic stroke (compared with
ischemic stroke), anemia, heart failure, cardiomyopathy,
atrial fibrillation, hypertension, preeclampsia/eclampsia,
gestational diabetes, and cesarean delivery (2). Risk factors
for stroke during pregnancy and the puerperal period include
gestational hypertension, HELLP syndrome (characterized
by hemolysis, elevated liver enzymes, and thrombocytopenia),
frequent vomiting, and changes in hemolysis and the pre-
thrombotic state in late pregnancy and the postpartum
period (3). Also, multiparity, older-age pregnancy, multiple
pregnancies, diabetes, and water-electrolyte imbalance may
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Table 1 Vascular risk factors in pregnancy

Hypercoagulable state

Blood stasis

Endothelial injury

Increased coagulation and von Willebrand factors

Decreased activity of antithrombin (AT) Ill, protein S, and
protein C

Increased levels of plasminogen activator inhibitors 1 and
2 (PAI-1, PAI-2)

Active platelet function

Increased venous dilatation

Increased blood volume, slow
venous return

Long-term bed rest and surgical
immobilization

Hormone change

Hypertension in pregnancy

Drug-induced endothelial cell
dysfunction

Infection

Blood flow stasis, eddy current

increase stroke incidence (4,5).

Acute cerebrovascular complications associated with
pregnancy represent a serious problem that may lead to
maternal and fetal death. Also, these complications’ long-
term outcomes can negatively impact the rest of a woman’s
life (6). Rapid brain imaging can help diagnose acute stroke,
identify the cause of stroke, and determine the optimal
treatment strategies.

Cerebrovascular risk factors

Pregnancy triggers a hypercoagulable state. Normally,
pregnancy can cause an increase in fibrinogen in the
blood, thereby further increasing the activity of factors
VII, VIII, X, as well as von Willebrand factor in the blood,
while also inhibiting the activities of antithrombin (AT)
III, protein S, and protein C (7). Additionally, the levels
of plasminogen activator inhibitor type 1 (PAI-1) and
placenta-derived plasminogen activator inhibitor type
2 (PAI-2) increase significantly (8). Such changes often
occur in the early stages of pregnancy and extend up to
12 weeks postpartum to prevent excessive bleeding caused
by postpartum birth canal injury (9). In order to adapt to
the growth and development of the fetus during pregnancy,
the blood volume increases through the action of estrogen,
progesterone, and prolactin (10). During pregnancy,
progesterone is constantly increasing, causing blood vessels
to dilate and venous return to diminish. Some studies (11,12)
have shown that when postpartum progesterone levels
are rapidly reduced, cerebral vasoconstriction can cause
cerebral ischemia, with severe cases resulting in ischemic
stroke, representing one of the important reasons for the
high incidence of postpartum stroke (Zable I).

Cerebrovascular risk factors during pregnancy

The physiological environment during pregnancy will
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lead to different structural changes of the cerebrovascular
system. Blood volume, stroke volume, and cardiac output
increase during pregnancy, peaking at 25-30 weeks,
and increasing further before and after delivery (13).
Total peripheral vascular resistance markedly decreases
to accommodate greater plasma volume (14). Excessive
blood pressure and high blood volume may lead to arterial
contraction and result in ischemia. Decreased placental
perfusion leads to excessive placental factors, destroying
the blood-brain barrier (BBB) and cerebral edema (15).
It has also been shown that non-gestational hypertension
may lead to an increased vascular wall thickness and
smaller lumen . When preeclampsia occurs in pregnancy,
the vascular wall does not thicken, which may lead to
impaired cerebral blood flow (CBF) autoregulation,
BBB disruption, brain edema, and long-term postpartum
neurological complications (16). Preeclampsia is an
important disorder that affects vascular endothelial
function (15). Hypercoagulability, infection, injuries
sustained during delivery, and genetic factors may also
cause endothelial damage. Endothelial injury can cause
local coagulation and fibrinolysis abnormalities, leading to
thrombosis and cerebral ischemia. Cerebral ischemia may
destroy small arteries and lead to bleeding events.

The pregnancy process may be associated with other
vascular risks. In a study of 1,005 pregnant women,
Skilton er al. (17) found that pregnancy can reduce high-
density lipoprotein and apolipoproteins A and B, causing
atherosclerosis and increasing the risk of stroke. Pregnant
women should be alert to cerebrovascular risks when they
have difficulty breathing, sudden severe headaches, and
sudden changes in nervous system symptoms (including
changes in consciousness, speech, muscle strength,
vision, balance, or sensation on one side of the body) (18).
Timely imaging evaluation is an effective means of
detecting complications involving the central nervous
system.
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Ischemic stroke

Pregnancy and puerperium are associated with a higher
risk of thromboembolism. Severe hypertension [systolic
blood pressure >160 mmHg, or diastolic blood pressure
>110 mmHg] is a predisposing factor for ischemic stroke
in pregnant women (19). Furthermore, a previous study
reported that 47% of ischemic stroke occurred in patients
with eclampsia and preeclampsia (20). The pathogenesis of
ischemic stroke is primarily due to the high agglutination of
the blood during pregnancy and various risk factors causing
cerebral arterial spasm and endothelial cell destruction,
owing to the obstruction of organ blood supply. Patients
with right-to-left intracardiac shunt or patent foramen ovale
may experience air and venous emboli entering the nervous
system through intracardiac physiological channels. For
example, air entering the cerebral circulation may lead to
various neurologic signs and symptoms (21).

Emergency treatment of stroke during pregnancy and
puerperium is similar to non-gestational stroke, and rapid
and accurate diagnosis is essential. Recent studies have
shown that intravenous thrombolysis with recombinant
tissue plasminogen activator (rt-PA) and intravascular
mechanical thrombectomy are the most effective treatments
for acute stroke. However, for pregnant women, who
represent a special group, only a small number of cases show
that intravascular mechanical thrombectomy has advantages
with no significant side effects. Further research is needed
to determine whether this method is sufficiently safe for
pregnant women with stroke (22-24). Case reports have
shown that rt-PAs can increase bleeding after intravenous
thrombolysis, and the risk of bleeding after cesarean section
is also more significant (25).

Imaging is the main diagnostic tool for pregnancy-
related stroke. Stroke should be suspected in patients with
neurological symptoms, especially sudden progressive
headache during pregnancy and perinatal periods,
accompanied by focal neurological signs and symptoms,
including abnormal limb movements, convulsions, and
papilledema. Timely computed tomography (CT), magnetic
resonance imaging (MRI), and angiography examinations
should be obtained. Previous studies have shown that
MRI does not affect the fetus, however, contrast agents
containing gadolinium are associated with an increase
in stillbirth and neonatal mortality (26). CT of the head
has less influence on the fetus, however this exam utilizes
ionizing radiation and should be considered only when
necessary (such as due to poor availability of MRI) to avoid
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delays in diagnosis and treatment (22). There is no evidence
that CT contrast agents have any known hazards to humans
or animals, so breast-feeding mothers undergoing enhanced
CT examinations do not pose a risk to infants (22). The
imaging findings of acute stroke and ischemic syndrome
remain essentially the same regardless of whether the patient
is pregnant or not. The radiological diagnosis of acute
ischemic stroke relies heavily on diffusion weighted imaging
(DWI), which may indicate a restricted diffusion of ischemic
brain tissue in the acute phase of stroke (27) (Figure 1).
Perfusion CT or contrast-enhanced MRI are usually
avoided during pregnancy to assess ischemic penumbra,
however such routine examinations can be performed in
the event of postpartum stroke (27). CT detects only a few
cases of ischemic infarction with density changes 6 hours
after vascular occlusion. However, most of these cases are
still not evident after 24 hours on CT. The detection rate
is significantly increased only 48 hours after onset, showing
low density lesions in the cerebral cortex or subcortex.

Hemorrhagic stroke

The vascular risk factors during pregnancy are related to
hormone-driven changes in the maternal environment
balance. Progesterone can promote vascular connective
tissue changes, and the reduction of muscle wall collagen
and elastin can lead to the loss of vasodilatation (28). By the
end of the second trimester, cardiac output increases, and
blood volume and arterial pressure gradually increase (13).
Increased arterial pressure and induced births elevate the risk
of intracranial hemorrhage. During pregnancy arteriovenous
malformations (AVMs) (Figure 2), cavernous hemangiomas
and intracranial aneurysms are more likely to hemorrhage.
Jaigobin ez al. (29) retrospectively analyzed 50,700 pregnant
women in Toronto, Canada. Of the patients with cerebral
hemorrhage, seven were cases of subarachnoid hemorrhage
and six were cases of intraparenchymal hemorrhage. There
were three cases of aneurysm rupture and five cases of AVM-
induced bleeding. Cerebral hemorrhage secondary to an
aneurysm may occur in the early, middle, and late stages
of pregnancy, and cerebral hemorrhage secondary to AVM
occurs after the early pregnancy and during the puerperium.
Dias er al. (30) reported that of the 154 cases associated
with aneurysms or AVM, 92% of bleeding occurred during
pregnancy and 8% occurred during the puerperium.
Furthermore, an analysis of risk factors for pregnancy-
related cerebrovascular disease with large control samples
has shown that several days before and after childbirth are
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Figure 1 A 20-year-old woman, 34 weeks pregnant, presenting with headaches, dizziness, and progressive left-side weakness. T2-weighted

image (T2WI) reveals areas of hyperintensity in the right basal ganglia and occipital periventricular region (A), with corresponding

hyperintensity on diffusion weighted imaging (DWT) (B) and diffusion restriction evident on apparent diffusion coefficient (ADC) map (C)

suggestive of acute cerebral infarction in these areas. Magnetic resonance angiography (MRA) (D) shows normal cerebral vessels.

high-risk periods for hemorrhage (31).

The predominant cause of intracranial hemorrhage
during pregnancy and puerperium is preeclampsia/
eclampsia, with AVM rupture being the second most
common (32). The rupture of intracranial aneurysms is
the prevailing cause of subarachnoid hemorrhage during
pregnancy (33,34). Owing to the hypercoagulable state,
birth injuries and infections may lead to thrombosis. When
a left-to-right intracardial shunt is present, a thrombus
from the systemic circulation or left heart thrombus may
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embolize to the central nervous system (35). In pregnant
patients with cerebral infarction, revascularization in the
ischemic area may also lead to secondary bleeding in the
infarcted area (Figure 3). Non-contrast-enhanced CT can
detect acute intracranial hemorrhage with a sensitivity of
greater than 90% (36), reveal the location of the bleeding,
the size of the hemorrhage, and the mass effect on brain
tissue, and herniations. After diagnosis of intracranial
hemorrhage, magnetic resonance angiography (MRA),
computed tomographic angiography (CTA), or digital
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Figure 2 A 25-year-old woman presenting persistent headache and dizziness at 37 weeks gestation. T'1-weighted images (TIWI) (A) shows

hyperintensities in the right frontal lobe with a hypointense ring around the lesion on sagittal T2-weighted image (T2WTI) (B, black arrow),

and susceptibility weighted images (SWI) (C) demonstrate susceptibility artifact consistent with chronic hemorrhage. Source image of

magnetic resonance angiography (MRA) (D) demonstrates presence of underlying arteriovenous malformation (AVM) (white arrow).

subtraction angiography (DSA) can be used to examine the
cause of bleeding. CT scans may not detect AVM, however
calcifications might suggest this diagnosis in some patients.
CTA can show draining veins, feeding arteries, and nidus
of the AVM. DSA is the gold standard for diagnosis of
AVM. Aneurysm on angiography is visualized as a saccular
outpouching that protrudes from the side of the artery.
The shape may be round, oval, or irregular. Non-contrast-
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enhanced CT may demonstrate a slightly higher density of
the aneurysm lumen and calcifications, and MRI may show
low or no signal on T1-weighted images (T1WIs) and T2-
weighted images (T2WIs) due to flow void. Post-contrast
scans show arterial phase avid enhancement. Additionally,
pulsation artifacts may be present in phase encoding
direction most prominently on T2-Fluid-Attenuated
Inversion Recovery (FLAIR) images.
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Figure 3 A 28-year-old woman with a history of cardiac insufficiency suddenly developed aphasia and weakness of right limbs 4 days after

cesarean section. CT (A) shows a small area of mild high-attenuation in the left basal ganglia with a large area of low-attenuation. Diffusion

weighted imaging (DWI) (B) shows slight hypo-intensity in the left basal ganglia and a large hyperintensity area in middle cerebral arteries

(MCA) territory suggestive of cerebral infarction. Susceptibility weighted images (SWI) (C) shows marked hypo-intensity consistent with

hemorrhage complicating ischemic infarction. Contrast enhanced CT (D) shows low-attenuation thrombosis in the left atrium (black arrow),

likely representing the source of infarction from cardiac emboli.

Cerebral venous thrombosis (CVT)

CVT accounts for approximately 0.5-1.0% of all intracranial
thromboses cases, but in younger patients, the incidence is
as high as 5% of all strokes (37,38). Women of childbearing
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age are at a higher risk, and about 70% of CVT occurs in this
age group (39,40). The pathogenesis and pathophysiology
of pregnancy-related CVT has not yet been fully elucidated,
although it is likely related to factors including the
hypercoagulable state, blood stasis, and blood vessel wall injury
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(41). Venous sinus thrombosis can obstruct cerebrospinal fluid
reflux, decreased CBF and cerebral perfusion pressure, and
impaired BBB (42). Headache is the most common symptom
of CVT, with 40% of patients experiencing epileptic seizures.
Up to 76% of perinatal patients with CV'T experience seizures
(43). The clinical symptoms of pregnancy-related CVT are
predominantly manifested as intracranial hypertension, focal
brain tissue damage, seizures and other symptoms (44). In the
presence of the symptoms above during pregnancy, CV'IT%
possibility should be considered, and relevant imaging studies
should be performed.

Venous infarction is often peripheral, does not conform
to the arterial territory, and may involve bilateral deep brain
structures. When venous thrombosis occurs, the outflow
tract obstruction causes vasodilation. If the collateral
drainage is insufficient, the venous pressure may overcome
the arterial perfusion pressure, leading to infarction (45)
(Figure 4). MRI is often the preferred method of assessing
suspected CVT during pregnancy. Magnetic resonance
venography (MRV) is the main method for diagnosing
CVT, and can show venous sinus filling defects and
collateral vein dilatation (42) (Figure 4). In the case of
venous thrombosis during the puerperium, gadolinium-
based contrast should also be used and may reveal a lack
of contrast enhancement in the thrombosed sinus (46). On
gradient-echo and susceptibility weighted images (SWI),
the thrombus appears as mostly hypointense for all acute,
subacute, and chronic thrombus phases (47).

However, there are pitfalls in the diagnosis of venous
sinus thrombosis. Acute thrombi may appear as isointense
to the brain parenchyma on T1WI, and hypointense on
T2WI. These imaging features simulate a normal flow
void (Figure 4) that could be missed by the interpreting
neuroradiologist (48). A CT venogram (CTV) is a
sophisticated tool for quickly assessing patients with
suspected venous thrombosis. CTV can directly show
venous sinus thrombosis, manifested as a venous sinus-
filling defect, and is more sensitive for detecting thrombi in
smaller venous sinuses and partial venous thrombosis (49).

Posterior reversible encephalopathy syndrome
(PRES)

PRES is a clinical syndrome characterized by sudden
headache, convulsions, visual disturbances, and other
neurological symptoms (50). PRES usually occurs in middle
to late pregnancy stages, and the symptoms develop rapidly
in 12 to 48 hours (51). There is some controversy about the
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pathogenesis of PRES. The currently accepted hypothesis is
the cerebrovascular autoregulation collapse theory and the
capillary endothelial injury theory. Studies have shown that
when a normal person’s mean arterial pressure fluctuates
within a range of 60-150 mmHg, the CBF remains
relatively stable through the cerebral arterial autoregulation
mechanism (52). However, when the blood volume
and blood pressure in pregnancy exceed the automatic
regulation mechanism’s upper limit, cerebral blood vessels
become passively dilated and the cerebral perfusion pressure
rises. Thus, liquid macromolecules and even red blood
cells penetrate the brain parenchyma through the BBB.
Also, because the sympathetic nerve fibers in the vertebral
and basilar artery wall are less distributed than the internal
carotid artery, the congenital deficiency of this sympathetic-
adrenergic innervation makes the posterior circulation
vessels more prone to dilation. So, vasogenic cerebral edema
is more likely to occur in the brain’s posterior part (53).

PRES lesions mainly involve bilaterally symmetrical
white matter in the posterior part of the brain, including
the cortex, brain stem, cerebellum, basal ganglia, corpus
callosum, and even the spinal cord. The parietal and
occipital lobes are involved in almost all cases (94-98%),
and involvement of the frontal and temporal lobes is also
common (77-79% and 64-68%, respectively) (52,54,55).
PRES lesions often show iso-intensity or low signal
intensity on T1WI, while on T2WI and FLAIR, they
demonstrate high signal intensity. On DWI, the lesions
are usually hypointense or isointense and the apparent
diffusion coefficient (ADC) map usually demonstrates
corresponding high values (Figure 5), which is typical
for vasogenic edema (56). While DWI generally shows
elevated as opposed to restricted diffusion, reversible
restrictive diffusion has also been reported in some cases,
suggesting that not all regions with restricted diffusion
represent permanent infarction (57). In severe cases,
PRES may lead to irreversible parenchymal damage and
cerebral ischemic necrosis due to persistent edema or
vascular rupture secondary to endothelial damage (58).
Previous literature reports that the probability of cerebral
hemorrhage in PRES is 5-19.4% (59). Thus, PRES should
not be considered as a completely benign and reversible
state.

Reversible cerebral vasoconstriction syndrome
(RCVS)

RCVS is a rare syndrome characterized by recurrent

Quant Imaging Med Surg 2021;11(2):838-851 | http://dx.doi.org/10.21037/qims-20-830



Quantitative Imaging in Medicine and Surgery, Vol 11, No 2 February 2021 845

Figure 4 A 25-year-old woman with history of preeclampsia presenting with headaches at 1 week postpartum. Post-contrast T1-weighted

images (T1WI) and sagittal reformat maximum intensity projection (MIP) (A,B) show extensive filling defects in the superior sagittal sinus

(arrow); diffusion weighted imaging (DWI) (C) and apparent diffusion coefficient (ADC) map (D) demonstrate multiple focal infarcts in the

bilateral cerebral cortex. Post-contrast T1WI and reformat MIP (E,F) show thrombus recanalization after active treatment.

severe headache (typically sudden thunder-like
headaches) and multiple reversible contractions of
cerebral arteries (60). Studies suggest that RCVS in
the postpartum period may be associated with elevated
levels of pro- and anti-angiogenic factors or secondary to
eclampsia (61). Complications of RCVS include PRES,
ischemic cerebral infarction, cerebral hemorrhage,
cerebral edema, subarachnoid hemorrhage, carotid
dissection, and even death (62,63). Vasospasm usually
resolves within 1-3 months after onset (64). The
purpose of imaging examination of RCVS patients is to
show cerebral vasoconstriction, confirm the diagnosis,
establish the prognosis, and identify any potential
complications (65). Early diagnosis and timely treatment
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can help avoid serious irreversible neurological deficits.
MRI may show cerebral parenchymal lesions caused
by RCVS, such as watershed cerebral infarction, cerebral
hemorrhage, subarachnoid hemorrhage, and PRES
lesions (66). Patients with RCVS may have hyperintense
vessels within sulci on T2-FLAIR images, representing the
slowing of blood flow in the cortical and pial vessels. This
finding suggests severe cerebral vasoconstriction, and the
risk of cerebral infarction and PRES is greatly increased (67).
DSA examination is the gold standard for diagnosing
RCVS. Typical vascular changes are characterized by
moderate vascular segmental and multifocal stenosis (string
of beads) in the anterior and posterior cerebral circulation,
usually returning to normal 4 to 12 weeks after onset
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Figure 5 A 21-year-old woman with history of eclampsia presenting with headaches and convulsions. CT (A) shows low-attenuation in the

subcortical white matter of the bilateral parietal and occipital lobes. Magnetic resonance imaging (MRI) (B,C) show hyperintensities on T2-

Fluid-Attenuated Inversion Recovery (FLAIR) and iso-intensity on diffusion weighted imaging (DWI) (D). The lesions resolve after active

treatment (D).

(61,68,69). RCVS and PRES often occur simultaneously,
and it is reported that 9-38% of patients with RCVS have
concomitant PRES. More than 85% of PRES patients may
exhibit cerebral vasoconstriction similar to RCVS when
examined by DSA (68). RCVS imaging findings are similar
to the central nervous system’s primary angiitis, and both
diagnoses should be considered. One study (70) found that

vessel wall imaging (VWI) is an important auxiliary tool for
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identifying intracranial vascular lesions. The most common
manifestation of vasculitis on contrast-enhanced VWI is
diffuse, uniform annular enhancement of the vessel wall,
while RCVS is characterized by mild thickening of the
vessel wall, often without enhancement. The combination
of non-contrast-enhanced T1WI and T2WTI and contrast-
enhanced VWI would improve sensitivity and specificity of
the diagnosis.
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Cerebrovascular accident risk factor
management

Pregnant patients and those in the puerperium period
exhibit major physiological differences compared to non-
pregnant individuals. The cardiovascular and endocrine
systems change during pregnancy, and thus, cardiovascular
parameters of non-pregnant people cannot be applied for
pregnant women. However, there are no specific parameters
for pregnant women. Physicians should exercise their
clinical judgment to determine whether the abnormal index
reported in a pregnant patient represents true pathological
changes, and cannot simply rely on normal reference values
as the sole criterion for judgment. Comprehensive analysis
of the changes from baseline, medical history, and clinical
symptoms at gestational ages should be used to determine if
a pregnant patient is at high risk for vascular complications.
"This analysis will help to optimize the clinical management
of these patients.

Whether it is the regulation of the circulatory system by
hormones during pregnancy or changes in blood volume
caused by variations in plasma protein, the blood pressure,
D-dimer, and hematocrit represent objective reflections
of the patient’s physical state. The “prethrombotic state”
caused by poor maternal diet, stress, and decreased
exercise cannot be ignored. For high-risk pregnant women
with a history of spontaneous abortion, obesity, chronic
hypertension, kidney disease, and diabetes, clinicians should
be vigilant and provide high-level careful monitoring and
management of the cardiovascular system during pregnancy.
Simultaneously, women with a history of pregnancy
comorbidities should also be screened for thrombotic
disorders (71). It is necessary to prevent and cure anemia,
thrombocytopenia, and hypoproteinemia during pregnancy
and prevent hypercoagulability.

Emergency diagnosis algorithm

Rapid and accurate diagnosis is essential to ensure the
best prognosis and outcome for mothers and infants.
Therefore, medical staff education in emergency and
obstetrics departments is essential to familiarize them with
the neurological signs and symptoms of acute stroke and
facilitate rapid diagnosis. It is also necessary to identify
stroke types; fatal strokes are mostly caused by bleeding (72).
Rapid brain imaging can help diagnose acute stroke, clarify
the cause of stroke, and determine treatment options.
In recent years, with the application of novel magnetic
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resonance technologies, some of these new technologies can
evaluate the patient’s condition and predict prognosis (73,74).

Furthermore, attention should be paid to identify
diseases mimicking acute stroke. All pregnant women
with severe headaches should be screened. If the cause
of headaches cannot be determined, a lumbar puncture
cerebrospinal fluid examination should be performed to
identify the headache’s cause promptly.

Conclusions

Pregnancy is a unique physiological process in women of
childbearing age. The etiological and pathophysiological
mechanisms of pregnancy-related stroke are complex.
Medical staff in the radiology department should be familiar
with the neurological signs and symptoms of acute stroke
in such patients and quickly assess for this disorder. Rapid
brain imaging studies are critical for the timely diagnosis of
acute stroke, identifying the cause of stroke, and selecting
optimal treatment strategies.
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