
Anterior Spinal Artery Syndrome
During the Postpartum Period

To theEditor.\p=m-\The anterior spinal
artery syndrome is an unusual cause
of myelopathy during pregnancy and
the postpartum period. In 1938, Barr\l=e'\
and D'Andrade reported a case of
anterior spinal artery infarction in-
volving the fourth and fifth thoracic
cord segments occurring during the
seventh month of pregnancy1 and con-
firmed at the time of necropsy. We
have recently seen a similar case.

Report of a Case.\p=m-\A26-year-old woman,
on her 20th day post partum after her
fourth uncomplicated pregnancy and deliv-
ery, felt a deep burning pain in the chest
and back that spread rapidly to the legs.
After ten minutes, she was unable to move
her legs or to void. There had been no

preceding illness, neurologic symptoms, or

symptoms of collagen vascular disease.
The blood pressure was 110/70 mm Hg

and pulse rate 90 beats per minute. The
chest was clear and the results of a cardiac
examination were normal. The urinary
bladder was distended. There was no spinal
deformity or spinal tenderness to percus¬
sion. Mental status was normal and the
cranial nerve functions were intact. There
was a flaccid paraplegia that affected the
abdomen and legs. Muscle stretch reflexes
were absent in the legs. There were no
abdominal reflexes. Pain sensation was
lost below T-4; however, light touch, vibra¬
tory, and position senses were intact.

Hemoglobin level was 12.5 vol% and
WBC count 7,000/cu mm. Tests for sickle
cell disease, lupus erythematosus, and
antinuclear factors were negative. Mea¬
surements of routine blood chemistries,
prothrombin and partial thromboplastin
determinations, and protein electrophore¬
sis had normal results. The VDRL test was
nonreactive. At the time of lumbar punc¬
ture, the CSF opening pressure was 140
mm  , , with normal manometrics; there
was a CSF protein level of 93 mg/dL,
glucose level of 68 mg/dL, and 522 RBCs
and five lymphocytes per milliliter. Cul¬
tures of blood and CSF were negative for
pathogens. A myelogram was normal. Two
weeks later, the CSF protein level was 50
mg/dL, glucose level was 59 mg/dL, and
IgG level was 3.9 mg/dL.

Over the following month, the sensory
level dropped to T-10, with only minimal
motor improvement. She has remained
confined to a wheelchair and has required
deal loop diversion for urinary function.

Comment— The diagnosis of anteri¬
or spinal artery infarction is made
from the characteristic clinical pre-
sentation.-'1 The onset is usually
abrupt, with the maximum deficit
acquired immediately or, less fre¬
quently, after progression over sev¬
eral hours. A severe pulsating pain is
often present from the onset and may
last for several days. This may be a

lancinating radicular pain, localized to
the dermatome of the uppermost
involved segment, or a diffuse tract
pain, radiating from the level of the
lesion into the legs. Initially, there is
areflexic flaccid paraplegia. This con¬
verts later to a spastic paraplegia.
Pain and temperature senses are

characteristically spared. Urinary re¬
tention is present at the onset, but
bladder function may occasionally be
restored. Myelography is most often
normal, but may reveal cord swelling at
the level of the infarction. Though any
level may be involved, the watershed
area at the fourth thoracic segment is
the most common site of infarction.4

The cause of this spinal cord infarc¬
tion is not known. In reviews^11 of
thrombotic cerebrovascular disease
occurring during pregnancy and the
puerperium, there are speculations
that arterial infarcts may be due to
hormonal effect on cerebral vascular
endothelium or to the combined effect
of preexisting atheroma and the
normal hypercoagulable state of preg¬
nancy. The period of maximum risk is
the latter half of pregnancy and the
puerperium, with half the infarcts
occurring prior to delivery and half
afterwards. The same speculations
would also apply to spinal vascular
disease.
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Epileptic Mother

To the Editor.\p=m-\The review on the
pregnant epileptic by Montouris et al
(Archives 1979;36:601-603) succinctly
summarized several important fetal
and neonatal complications of mater-
nal anticonvulsant therapy. Although
the problem of anticonvulsant-related
teratogenesis has received considera-
ble attention in recent years,1-3 other
complications, particularly hemor-
rhagic disease, can pose more imme-
diate and potentially life-threatening
problems in the neonatal period.

We recently cared for a term new-
born infant in whom an intracranial
hemorrhage developed as acomplica-
tion of anticonvulsant-induced hemor-
rhagic disease. The infant had no
external evidence of hemorrhage, and

Computed tomographic Scanshowing
right frontal intraparenchymal hemor-
rhage (arrow).
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the neurologic symptoms the infant
experienced were initially attributed
to barbiturate withdrawal. However,
a head computed tomographic (CT)
scan disclosed an intraparenchymal
cerebral hematoma.

Report of a Case.\p=m-\A2,900-g male infant
was born after a 38-week gestation to a
33-year-old woman. Her six previous preg-
nancies had resulted in two living children
and four first-trimester spontaneous abor-
tions. Six months prior to this pregnancy,
the woman had experienced her first grand
mal convulsion. Neurologic evaluation had
failed to disclose a cause for the seizures,
and phenytoin sodium and phénobarbital
sodium had been prescribed.

During pregnancy, the mother's serum
phénobarbital and phenytoin levels were
closely monitored, and the anticonvulsant
dosages were increased appropriately in an

attempt to maintain therapeutic levels. A
single generalized convulsion occurred dur¬
ing the seventh month of pregnancy.

Vaginal delivery after a 12-hour uncom¬
plicated labor yielded a meconium-stained
infant with Apgar scores of 5 and 8 at one
and five minutes, respectively. Physical
examination revealed a tachypneic infant
who had moderate hepatomegaly, a slight¬
ly depressed nasal bridge, and hypoplastic
toenails. Weight, length, and head circum¬
ference were appropriate for the infant's
gestational age.

Initial laboratory studies included a
chest roentgenogram that showed car-
diomegaly and increased pulmonary mark¬
ings that suggested congestive heart fail¬
ure. Coagulation studies indicated marked
prolongation of prothrombin time (PT), 84
s (control, 12 s), and of partial thromboplas-
tin time (PTT), 106 s (control, 37 s), which
both corrected to normal with the addition
of normal plasma in vitro. The platelet
count, WBC count, hematocrit value, and
RBC morphology were normal. Other
normal results of laboratory studies
included serum sodium level, serum cal¬
cium level, serum creatinine concentration,
blood glucose level, BUN, serum bilirubin
level, and SCOT. The ECG and echocardio-
gram were also normal.

After initial evaluation, the infant was
considered to have coagulation defects sec¬

ondary to maternal anticonvulsant admin¬
istration and physical signs that suggested

the fetal hydantoin syndrome. Following
intravenous administration of phytona-
dione, the PT and PTT improved to 15.9 s

(control, 12.7 s) and 61 s (control, 36 s),
respectively, by 12 hours of age.

On the second day of life, the infant
appeared irritable and had impaired sleep
patterns, excessive hunger, and exagger¬
ated suck and root responses. At 40 hours
of age, he experienced a two-minute sei¬
zure characterized by opisthotonus, tonic
extension of the extremities, and cyanosis.
Blood chemistry studies, including blood
glucose level, serum calcium level, serum
sodium level, and serum magnesium level,
as well as arterial oxygénation, showed no
abnormality immediately after the seizure.
Cerebrospinal fluid examination showed
normal glucose level, a protein level of 298
mg/dL, 150,000 RBCs per cubic millimeter,
negative cultures for bacterial pathogens,
and negative counterimmunoelectrophore-
sis. Head CT scan (Figure) disclosed an

intraparenchymal hematoma in the right
frontal lobe. Phénobarbital sodium (5 mg/
kg) was prescribed and the infant had no
further seizures.

Comment.-This infant's postnatal
course illustrates the hazards facing
the newborn infant who is exposed in
utero to maternal antlconvulsants.
The infant had a depressed nasal
bridge and hypoplastic toenails, stig¬
mata of the fetal hydantoin syn¬
drome. Furthermore, he had laborato¬
ry evidence of impaired blood coagula¬
tion and experienced CNS symptoms
that suggested barbiturate withdraw¬
al.

Both phénobarbital and phenytoin
may produce fetal vitamin  deficien¬
cy and predispose the infant to bleed¬
ing.1   " This drug-induced disorder oc¬
curs in the first 24 hours of life, in
contrast to physiologic vitamin  
deficiency that appears on the second
to the fifth day of life. At least 27
cases of anticonvulsant-induced neo¬
natal hemorrhage have been reported,
and ten of these cases have resulted in
death. In a fatal case described by
Bleyer and Skinner," autopsy disclosed
multiple sites of hemorrhage in both
brain and spinal cord.

Our experience with this infant
emphasizes the need to monitor close¬
ly the infant of the epileptic mother.
Clotting abnormalities should be iden¬
tified and treated aggressively. In
addition, several authors have recom¬
mended that phytonadione be given to
the epileptic mother immediately
prior to the delivery of her infant." '

Although withdrawal symptoms com¬

monly occur in infants exposed to
barbiturates," a seizure should be con¬
sidered an atypical manifestation of
withdrawal and other causes should be
sought. Intracranial hemorrhage
should be suspected in all infants with
clotting abnormalities and CNS symp¬
tomatology that might be otherwise
attributed to anticonvulsant with¬
drawal. We recommend that CT scans
be performed on these infants to con¬
firm or exclude this important diag¬
nostic consideration.
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