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Magnetic Resonance Imaging of the Fetal Brain
and Spine: An Increasingly Important Tool in
Prenatal Diagnosis: Part 2

O.A. Glenn
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SUMMARY: Fetal MR imaging is an increasingly available technique used to evaluate the fetal brain and
spine. This is made possible by recent advances in technology, such as rapid pulse sequences, parallel
imaging, and advances in coil design. This provides a unique opportunity to evaluate processes that
cannot be approached by any other current imaging technique, and it affords a unique opportunity for
studying in vivo brain development and early diagnosis of congenital abnormalities inadequately
visualized or undetectable by prenatal sonography. This 2-part review summarizes some of the latest
developments in MR imaging of the fetal brain and spine and its application to prenatal diagnosis. The
first part discussed the utility, safety, and technical aspects of fetal MR imaging; the appearance of
normal fetal brain development; and the role of fetal MR imaging in the evaluation of fetal ventricu-
lomegaly. In this second part, we focus on additional clinical applications of fetal MR imaging, including
suspected abnormalities of the corpus callosum, malformations of cortical development, and spine
abnormalities.

Technical advances in fetal MR imaging have made it an
increasingly important diagnostic tool in the clinical eval-

uation of fetuses with suspected central nervous system (CNS)
abnormalities. Because of its higher contrast resolution com-
pared with prenatal sonography, fetal MR imaging allows bet-
ter visualization of both normal in utero brain development as
well as abnormalities therein. Moreover, its ability to detect
sonographically occult structural abnormalities, such as cere-
bral malformations and destructive lesions, have made it an
invaluable tool in cases in which an abnormality is suspected
on the prenatal sonogram. It is particularly helpful in evaluat-
ing the brain in cases of sonographically diagnosed ventricu-
lomegaly (see Part 1) as well as in suspected abnormalities of
the corpus callosum and posterior fossa (see below).

Fetal MR imaging is also used in pregnancies in which the
fetus is at increased risk for brain abnormalities, such as in
families with a history of a prior child or fetus with CNS anom-
alies or a genetic disorder. In these cases, fetal MR imaging is
performed even in the setting of a normal prenatal sonogram,
because brain malformations can be difficult to detect with
sonography. Because complications of monochorionic twin-
ning, such as twin-twin transfusion syndrome and co-twin
demise, are associated with higher risk of neurodevelopmental
disabilities,1 fetal MR imaging is also used to evaluate the brain
in such cases, even with a normal prenatal ultrasound of the
brain. Additional indications for fetal MR imaging include
maternal illness, such as maternal infection or major cardiac
event. With recent advances in fetal surgical techniques, fetal
MR imaging is being increasingly used before surgical inter-
vention. In cases of Chiari II malformations, fetal MR imaging
is used to identify the severity of the hindbrain malformation,
the presence of associated brain and spine developmental ab-
normalities, and the presence of destructive lesions. In cases of
twin-twin transfusion syndrome, fetal MR imaging is used to
evaluate the fetal brain both before and after any surgical
intervention.

Fetal MR imaging can also be useful in situations in which
the fetal brain is difficult to image by sonography. These in-
clude cases of decreased amniotic fluid, large maternal body
habitus, difficult position of the fetal head, and advanced ges-
tational age, where shadowing from the calvarium can inter-
fere with ultrasound images.

Clinical Applications of Fetal MR Imaging

Abnormalities of the Corpus Callosum
The corpus callosum is 1 of 3 major commissures that connect
the cerebral hemispheres. It develops as the growth cones of
developing axons navigate through the developing cerebral
hemispheres and across the midline between gestational weeks
8 and 20.2 Developmental abnormalities of the corpus callo-
sum include agenesis, hypogenesis (or partial agenesis), dys-
genesis, hypoplasia, and destruction. The exact incidence of
callosal agenesis is not known, though it has been estimated at
0.2%– 0.7% in the general population and 3% in mentally dis-
abled patients.3 Although callosal agenesis has been reported
as an incidental finding, it is likely that most patients manifest
variable neurologic symptoms, including developmental de-
lay, cognitive impairment, and epilepsy.3-6

Callosal anomalies are highly associated with other CNS
anomalies as well as specific syndromes such as Aicardi syn-
drome.3,7,8 On autopsy, 85% of patients with callosal agenesis
have additional CNS anomalies, and 62% have additional
extra-CNS anomalies.8 Brain abnormalities seen in associ-
ation with callosal agenesis include Chiari II malformation,
Dandy-Walker malformation, gray matter heterotopia, ho-
loprosencephaly, schizencephaly, and encephaloceles.9 The
detection of associated anomalies is significant in that these
patients tend to have a higher incidence of neurodevelop-
mental disabilities.8,10

Abnormalities of the corpus callosum can be difficult to
identify on sonography, particularly with advanced gesta-
tional age. Direct visualization of the entire corpus callosum
on a midline sagittal sonographic image is very difficult. Indi-
rect signs of callosal anomalies on sonography include lack of
visualization of the cavum septi pellucidi, enlarged atria and
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occipital horns resulting in a teardrop configuration of the
lateral ventricles, a high-riding third ventricle, and radiating
medial hemispheric sulci.

Fetal MR imaging adds considerably to the evaluation of
the fetal corpus callosum because it can be directly visualized
in the sagittal and coronal planes after 20 weeks, and associ-
ated anomalies are more easily detected compared with sonog-
raphy. Fetal MR imaging has been reported to identify an in-
tact corpus callosum in approximately 20% of cases referred
for sonographically suspected callosal abnormalities (greater
specificity)11 (Fig 1). Fetal MR imaging has also been reported
to have a greater sensitivity in the detection of callosal agenesis
compared with prenatal sonography.12

The identification of associated brain anomalies in callosal
agenesis is also greater with fetal MR imaging than with pre-
natal sonography.11-15 Sonographically occult brain abnor-
malities can be detected in up to 63% of fetal MR imaging
cases.11,15,16 These include anomalies of sulcation and gyra-
tion, periventricular nodular heterotopia, cerebellar abnor-
malities, and brain stem anomalies (Fig 2). In 25% of callosal

agenesis cases, additional findings identified by fetal MR im-
aging can lead to the diagnosis of a specific disorder or syn-
drome; this has implications for the prognosis of the current
pregnancy and recurrence risk in future pregnancies11 (Fig 3).

Posterior Fossa Abnormalities
Posterior fossa abnormalities evaluated by fetal MR imaging
include Dandy-Walker malformation, Dandy-Walker variant,
mega cisterna magna, arachnoid cyst, Blake pouch cyst, cere-
bellar dysplasia, cerebellar hypoplasia, cerebellar hemorrhage,
Walker-Warburg syndrome, and Chiari II malformation (dis-
cussed in the section below).12-14,17-20 Agenesis or hypoplasia
of the cerebellar vermis in association with an enlarged poste-
rior fossa, elevated tentorium, and cystic dilation of the fourth
ventricle is diagnostic of the Dandy-Walker malformation.21

Milder forms of vermian hypoplasia with a more normal-ap-
pearing posterior fossa have been referred to as the Dandy-
Walker variant, though the terms Dandy-Walker and Dandy-
Walker variant have at times been confused.21 Blake pouch
cyst has also been referred to as Dandy-Walker variant.22,23

Fig 1. Midline sagittal SS-FSE T2-weighted image demonstrates the normal appearance of the corpus callosum in a 26-gestational-week-old fetus (arrow). Obtaining a nonoblique midline
sagittal image is critical for evaluating the corpus callosum. Note the uniform thickness of the corpus callosum.

Fig 2. A, Sagittal SS-FSE T2-weighted image in a 25-gestational-week-old fetus demonstrates agenesis of the corpus callosum as well as a small pons.

B, Axial SS-FSE T2-weighted image demonstrates abnormally shallow Sylvian fissures for gestational age.

Fig 3. A, Axial SS-FSE T2-weighted image in a 19-gestational-week-old fetus referred for callosal agenesis demonstrates thinning of the right frontal parenchyma with several abnormal
infoldings of the developing cortex (arrow) consistent with polymicrogyria.

B, Coronal SS-FSE T2-weighted image confirms multiple abnormal cortical infoldings (black arrow ) and also demonstrates several areas of nodularity (white arrow ) along the dilated right
frontal horn consistent with periventricular nodular heterotopia. Microphthalmia of the right globe (arrowhead ) is also present.

C, Axial SS-FSE T2-weighted image demonstrates abnormal morphology of the fourth ventricle with small, dysgenetic cerebellar hemispheres bilaterally. This constellation of findings led
to the prenatal diagnosis of Aicardi syndrome.
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Although sonography can easily identify severe Dandy-
Walker malformations, it can be more limited in distinguish-
ing mild forms of vermian hypoplasia from a mega cisterna
magna or an arachnoid cyst (Fig 4). Moreover, sonographic
visualization of the posterior fossa contents is limited by ossi-
fication of the skull in the third trimester. In these cases, fetal
MR imaging can play an important diagnostic role.

Fetal MR imaging can be helpful in determining the shape and
size of the vermis in cases of sonographically suspected vermian
hypoplasia. The identification of an intact vermis can help to dif-
ferentiate between a Dandy-Walker variant and a mega cisterna
magna. Fetal MR imaging can also be helpful in evaluating the
relationship between a posterior fossa cyst and the fourth ventri-
cle. The cerebellar hemispheres and brain stem can also be eval-
uated by fetal MR imaging (Fig 5). In cases in which both supra-
tentorial and infratentorial abnormalities are suspected by
prenatal sonography, fetal MR imaging can assist in better delin-
eating the abnormalities and in assigning a diagnosis (Fig 6).

When a Dandy-Walker malformation is identified, fetal
MR imaging can be used to detect additional CNS abnormal-
ities, which are common in these patients and include agenesis
of the corpus callosum, polymicrogyria, neuronal heterotopia,
and occipital encephaloceles.24-26 Studies have shown that the
presence of additional anomalies in children with Dandy-
Walker malformations is associated with a worse out-
come.24-26 In our experience, fetal MR imaging is particularly

valuable in identifying supratentorial anomalies that can be
seen in Dandy-Walker malformation and that can affect the
prognosis of the fetus (Fig 7). Neurodevelopmental outcome
may also be related to the degree of vermian dysplasia.27,28

Fetal MR imaging is also helpful in evaluating echogenic pos-
terior fossa masses. Posterior fossa hemorrhages are typically
bright on T1-weighted images, and dark on T2-weighted images
(Fig 8). Fetal MR imaging can be used to identify the location of
the hemorrhage (intra-axial versus extra-axial) and to assess the
integrity of the cerebellar hemispheres, vermis, and brain stem.
Both extra-axial posterior fossa hemorrhages and intraparenchy-
mal cerebellar hemorrhages can be related to maternal/fetal trau-
ma29 and to vascular malformations.30,31 Dural arteriovenous fis-
tula can result in fetal subdural hematoma (Fig 9). Vascular
causes of intraparenchymal cerebellar hemorrhage include ger-
minal matrix hemorrhages and underlying vascular malforma-
tions, such as cavernous malformations.20 Cerebellar capillary
telangiectasias can be visible on prenatal sonography and yet dif-
ficult to detect by fetal MR imaging.30 In these cases, gradient
echo T2*-weighted imaging may be helpful to look for associated
blood products. Although uncommon, cerebellar hemorrhage
has also been reported in cases of infection with cytomegalovi-
rus32,33 and in both immune and nonimmune hydrops fe-
talis,34,35 presumably from associated hematological and/or he-
modynamic abnormalities. When a cerebellar hemorrhage is
identified, infection should be considered, and a careful search for

Fig 4. Sagittal SS-FSE T2-weighted image in a 33-gestational-week-old fetus demonstrates a large cisterna magna. The vermis is identified and is normal in size, excluding the diagnosis
of a Dandy-Walker malformation.

Fig 5. A, Sagittal SS-FSE T2-weighted image in a 29-gestational-week-old fetus demonstrates hypoplasia of the vermis.

B, Coronal SS-FSE T2-weighted image demonstrates small, slightly dysmorphic left cerebellar hemisphere (arrow ).

Fig 6. A, Sagittal SS-FSE T2-weighted image in a 23-gesta-
tional-week-old fetus demonstrates abnormally thin brain
stem with kinking at pontomesencephalic junction. Callosal
and vermian agenesis was detected by prenatal sonography
and is also present on the MR imaging.

B, Axial SS-FSE T2-weighted image demonstrates abnormally
thin and homogeneous parenchyma with absent Sylvian fis-
sures. The deep gray nuclei appear small and dysplastic as
well.

This constellation of findings led to the prenatal diagnosis of
Walker-Warburg syndrome.
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other abnormalities (eg, intrauterine growth retardation, micro-
cephaly, calcifications, echogenic bowel, and hydrops fetalis)
should be initiated.

Malformations of Cortical Development
Because of its ability to better image certain aspects of brain
development, fetal MR imaging has made a significant contri-
bution to the prenatal detection of malformations of cortical
development (MCDs). Studies have shown that fetal MR im-
aging can detect cortical malformations that are not identified

on sonography.11,12,36,37 Fetal MR imaging was superior to
sonography in identifying schizencephaly, lissencephaly,
polymicrogyria, and gray matter heterotopia in a study of 20
fetuses with MCDs confirmed on either postnatal imaging or
autopsy.12

The imaging appearance of MCDs in the fetus is often sim-
ilar to that in the child. Subependymal heterotopia appear as
nodules that are isointense to the germinal matrix and are
located along the ventricular walls. As discussed in Part 1, they
cannot be reliably distinguished from subependymal nodules

Fig 7. A, Sagittal SS-FSE T2-weighted image in 39-gesta-
tional-week-old fetus demonstrates vermian hypoplasia
and enlarged posterior fossa with cyst, consistent with a
Dandy-Walker malformation. An occipital meningocele is
also identified.

B, Coronal SS-FSE T2-weighted image demonstrates dif-
fusely abnormal sulcal pattern for gestational age, with
areas of polymicrogyria (arrow ). There is associated dimin-
ished white matter volume and ventriculomegaly.

Fig 8. A, Axial SS-FSE T2-weighted image demonstrates
an area of increased signal intensity with peripheral de-
creased signal intensity in the right cerebellar hemisphere
(arrow ).

B, Axial FMP-SPGR T1-weighted image at corresponding
level shows areas of increased signal intensity consistent
with cerebellar hemorrhage (arrow ). Bilobed appearance of
the hematoma on both T1- and T2-weighted images sug-
gests possible involvement of the cerebellar vermis.

Fig 9. SSFSE T2-weighted image of 24-gestational-week-old fetus with a large hypointense hematoma in the posterior fossa on both axial (A) and coronal (B) views. The hematoma displaces
the cerebellum anteriorly and appears subdural in location. An ovoid more hypointense area is concerning for an abnormal vessel. A dural arteriovenous fistula was found at autopsy.

Fig 10. Coronal SSFSE T2-weighted image in a 33-gestational-week-old fetus demonstrates bilateral open lip schizencephalic defects (arrows ). The adjacent sulcal pattern is abnormal.
The septum pellucidum is absent.
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seen in tuberous sclerosis; therefore, it is important to search
for other manifestations of tuberous sclerosis, such as cortical
hamartomas (which are hypointense compared with normal
unmyelinated white matter on the single-shot fast spin-echo
[SS-FSE] images) and cardiac rhabdomyomas. Schizen-
cephaly appears as a gray matter-lined cleft extending from the
ventricle to the subarachnoid space (Fig 10). Polymicrogyria
appears as localized and/or generalized absence of normal sul-
cation with multiple abnormal infoldings of the affected cor-
tex (Fig 11). Classical lissencephaly can be identified by the
shallow appearance of the Sylvian fissures, reduced number or
complete absence of additional sulci for the expected gesta-
tional age of the fetus, absence of normal multilayered appear-
ance of the brain, and, instead, a large thick band of arrested
neurons within the developing white matter (Fig 12). It is im-
portant, therefore, to be familiar with the normal appearance
of the fetal brain at different gestational ages to be able to
identify MCDs.

Complications of Monochorionic Twin Pregnancies
Fetal MR imaging is often used to identify parenchymal injury
in monochorionic twin pregnancies, which are at increased
risk for brain injury. Monochorionic twins share a common
placenta, which may contain abnormal intertwin vascular
connections. These abnormal vascular connections can result
in abnormalities of blood flow to the fetuses; as a result, the
morbidity and mortality of monochorionic twins is much
higher than that of diamniotic twins.1 Twin-twin transfusion
syndrome (TTTS) is characterized by abnormal blood flow
from the smaller donor twin to the larger recipient twin via
placental vascular connections. The recipient twin develops
polyhydramnios because of volume overload, whereas the do-
nor twin develops oligohydramnios, resulting in a “stuck
twin.” The exact pathophysiology underlying TTTS is com-
plex; however, it seems to be related to the types of intertwin
vascular connections.38 The morbidity of TTTS is very high,
and both twins are at risk for cerebral ischemia. Approxi-
mately half of surviving twins experience neurodevelopmental
abnormalities and manifest abnormalities on neonatal head

sonography.39 Because of the high morbidity and mortality of
TTTS, these fetuses are often imaged to look for any areas of
brain injury. Although imaging the “stuck” oligohydramni-
otic twin can be somewhat easy, polyhydramnios can lead to
excessive motion of the recipient twin; acquiring adequate im-
ages requires patience and, sometimes, luck.

Another complication of monochorionic twinning is co-
twin demise. In utero death of a co-twin is associated with
increased risk of neurologic impairment in the surviving co-
twin,40 perhaps because of resultant acute cerebral hypoperfu-
sion or thromboembolic events in the surviving co-twin.40

Multiple brain abnormalities have been described in
monochorionic twin pregnancies complicated by TTTS
and/or co-twin demise.40-54 Fetal MR imaging can detect hy-
poxic-ischemic parenchymal lesions such as those that may
occur after co-twin demise12,13,55 or as a result of TTTS. Isch-
emic parenchymal injuries are seen on fetal MR imaging as
focal or diffuse areas of increased T2 signal intensity in the
germinal matrix, developing white matter, and/or cerebral
cortex (Fig 13). Moreover, ischemic injury can lead to malfor-
mations of cortical development, such as polymicrogyria (Fig
14).53,54 We have found that these injuries are best visualized if
imaging is performed at least 2 weeks after the presumed
event. Future advances in fetal diffusion-weighted imaging
may lead to earlier detection of parenchymal injury.

Congenital Infections
The most common cause of congenital viral infection is cyto-
megalovirus.56 Other viruses that can also affect the fetal brain
include varicella zoster virus, parvovirus B19, rubella, and
lymphocytic choriomeningitis virus.57 The parasite Toxo-
plasma gondii can also result in fetal brain abnormalities. Be-
cause of current practice standards in prenatal serologic
screening in the United States (which often includes screening
of rubella and varicella antibody status but not of cytomega-
lovirus or toxoplasmosis), fetal MR imaging is not commonly
performed for congenital infections. When an abnormality is
identified on screening prenatal sonography, however, clinical
evaluation will often include maternal and/or fetal testing for

Fig 11. A, Coronal SS-FSE T2-weighted image in a 30-gestational-week-old fetus demonstrates dysplastic-appearing Sylvian fissures with multiple abnormal small infoldings of the cortex
(black arrows ) consistent with perisylvian polymicrogyria. Absence of the septum pellucidum is present, and was noted on the prenatal sonogram. A hyperintense focus (white arrow ) is
seen adjacent to the left lateral ventricle in the region of the caudate head, consistent with an area of injury.

B, Axial images confirms perisylvian polymicrogyria (black arrows ) and periventricular cyst (white arrow ).

Fig 12. Axial SS-FSE T2-weighted image in a 34-gestational-week-old fetus demonstrates minimal formation of the Sylvian fissures (arrowheads) consistent with classical lissencephaly.
A thick band of low signal intensity (arrow) is seen in the developing fetal white matter consistent with arrested migration of neurons.
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congenital infections such as cytomegalovirus and toxoplas-
mosis. Because of different prenatal screening practices in Eu-
rope, however, congenital infection (primarily cytomegalovi-
rus and toxoplasmosis) is a frequent indication for fetal MR
imaging.57

Although sonography can identify certain abnormalities
that are associated with congenital infection (eg, intrauterine
growth retardation, microcephaly, intracranial calcifications,
echogenic bowel, and hydrops fetalis), fetal MR imaging is
helpful in identifying abnormalities of the developing brain
parenchyma and cortex (Fig 15). Brain injury and malforma-
tions are more commonly seen in infections due to cytomeg-
alovirus compared with toxoplasmosis.57 Areas of chronic pa-
renchymal injury typically appear bright on T2-weighted
images and can be focal or diffuse. Chronic injury can also
manifest as volume loss and ventricular enlargement. Hemor-
rhages have also been observed in association with infections
such as cytomegalovirus and parvovirus B19 infection. Other

manifestations of congenital infection, such as cortical malfor-
mations, including lissencephaly and polymicrogyria, and de-
layed cortical maturation, can also be better assessed with fetal
MR imaging. Acute brain injury is rarely detected by fetal MR
imaging, though advances in fetal diffusion-weighted imaging
may lead to the identification of areas of acute injury.

Myelomeningocele and Other Spine Anomalies
One of the more common fetal spinal anomalies detected by
prenatal sonography is the myelomeningocele, identified by
the absence of posterior elements of the vertebral bodies at
affected levels and extension of the subarachnoid space poste-
riorly through the bony spina bifida. Myelomeningoceles are
almost always seen in combination with a small posterior fossa
and herniation of cerebellar tissue into the cervical subarach-
noid space; this hindbrain malformation is referred to as the
Chiari II malformation. In general, Chiari II malformations
and myelomeningoceles can be easily diagnosed on prenatal

Fig 13. Coronal SS-FSE T2-weighted image demonstrates a 24-week twin gestation complicated by twin-twin transfusion syndrome requiring in utero laser ablation of placental vessels.
The smaller, donor, twin has focal area of hyperintensity (arrow ) adjacent to the left frontal horn, with ex vacuo enlargement of the frontal horn. Periventricular white matter injury with
coagulative necrosis was found at autopsy.

Fig 14. A, Axial SS-FSE T2-weighted image of a 23-gestational-week-old fetus in a monochorionic twin pregnancy complicated by co-twin demise. There is a large area of encephalomalacia
(arrow ) involving the left frontal and parietal lobes.

B, Coronal SS-FSE T2-weighted image demonstrates several infoldings of the developing cortex (arrow ) consistent with polymicrogyria. Findings were confirmed by postnatal MR imaging.

Fig 15. Axial SS-FSE T2-weighted image of a 30-gestational-week-old fetus with congenital cytomegalovirus infection. The image shows polymicrogyria, manifested as a deep infolding
of abnormal thick cortex (black arrow) in the right posterior frontal lobe and as too many, abnormally shallow sulci over both frontal convexities (white arrows). In addition, there is abnormal
hyperintensity of the right frontal white matter.

Fig 16. A, Sagittal SS-FSE T2-weighted image demonstrates a small posterior fossa with displacement of the cerebellar vermis inferiorly, consistent with a Chiari II malformation in a
22-gestational-week-old fetus. The corpus callosum is hypogenetic (arrow ). There is diffuse effacement of the subarachnoid spaces, which is typically observed in these cases.

B, Coronal SS-FSE T2-weighted image demonstrates 2 small hypointense nodules (arrows ) along the lateral margin of the atrium of the left lateral ventricle, consistent with periventricular
nodular heterotopia. The ventricles are enlarged. Findings were confirmed by postnatal MR imaging.
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ultrasound. However, fetal MR imaging can be a helpful ad-
junct when sonography analysis is limited, such as in cases of
large maternal body habitus, oligohydramnios, low position of
the fetal head, or when the fetal spine is positioned posteriorly
with respect to the mother.

Fetal MR imaging is also useful in identifying additional
CNS anomalies that are frequently associated with myelome-
ningoceles/Chiari II malformations, such as callosal agenesis/
hypogenesis, periventricular nodular heterotopia, cerebellar
dysplasia, syringohydromyelia, and diastematomyelia.58,59

The degree of hindbrain herniation and hydrocephalus can
also be evaluated with fetal MR imaging (Fig 16). A multi-
center National Institutes of Health trial is currently underway
to evaluate the role of prenatal repair of myelomeningoceles. If
fetal surgery is shown to improve long-term outcome, fetal
MR imaging may become a routine examination for affected
fetuses.

Fetal MR imaging of the spine is also helpful in cases in
which a bony spinal abnormality is detected on prenatal
sonography.60 In particular, it can be used to detect underlying
spinal cord anomalies, such as diastematomyelia and segmen-
tal spinal dysgenesis, which can be occult on prenatal sonog-
raphy60,61 (Fig 17).

Conclusions
Although significant progress in the field of fetal MR imag-
ing has occurred with the development of ultrafast T2-
weighted techniques, continued technical advances are
likely to contribute to significant growth of the field within
the next few years. In particular, with the recent application
of diffusion-weighted imaging to the fetal brain, several
aspects of brain development can now be quantified non-
invasively. This has promising applications for the study of
specific brain disorders, as well as for the study of normal in
utero brain development. With the development of higher
field strength MR scanners and improvements in spiral
sampling of k-space, acquisition times will become reduced
and proton spectroscopy may become easier to perform in
younger fetuses instead of being limited to older fetuses
whose heads are engaged in the pelvis and therefore move
very little. Moreover, with continuing hardware and soft-
ware improvements, such as stronger gradients, motion
compensation techniques, and faster methods of interro-
gating k-space, additional MR images that are rapid and
therefore feasible to use in clinical practice are likely to

become available. These goals will be best achieved by col-
laborations among MR scientists, radiologists, obstetri-
cians, child neurologists, pediatric neurosurgeons, and
perinatologists.

In summary, fetal MR imaging is becoming an increasingly
important tool in evaluating fetuses who have abnormalities
suspected on the basis of family history or fetal sonography.
With continuing improvements in technology, this will con-
tinue to be a rapidly growing field in future years.
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