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Reversible postpartum cerebral vasoconstriction
syndrome - Call Fleming Syndrome is a rare cause
of neurological deficit in puerperium. Unlike other

common causes of postpartum neurological deficit, this
syndrome is characterized by headache, hemiparesis,
confusion, visual field impairment, other focal neurological
signs, with CSF examination and brain imaging normal and
the recovery usually occurs in less than 2 weeks. Though
the potential benefits of calcium channel blockers are
mentioned researches are lacking due to rarity of this
condition. Usually wait and watch policy is implicated.
Although rare this syndrome must be kept as differential
diagnosis of eclampsia, dural sinus thrombosis, intracranial
bleeding, arterial ischemia in puerperium.  We report a case
of Call Fleming Syndrome. In addition we review the relevant
literature.

                             Case Report
     A 33 year female P 3+0 from Bhaktapur attended
Emergency department of our institute on 12th postpartum
day with the history of fever for 10 days and per vaginal
bleeding for 5 days. She was an unbooked case with no
ANC visits. She had a fullterm spontaneous vaginal  delivery
at home with labour lasting for two hours followed by
delivery of placenta after one and half hour. There was
excessive bleeding during delivery of placenta and it
continued for two days though less in amount. On her 1st

postpartum day she had abdominal pain, vomiting along
with loss of appetite. Pain abdomen was generalized but
worse over lower abdomen, coming on and off, non
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progressive, without any radiation and with no relieving or
aggravating factors. Vomiting was gradually progressive,
nonprojectile containing food particles and water, non
bilious and associated with loss of appetite and she also
passed less amount of urine following this. On 2nd

postpartum day she developed fever which was gradually
increasing. On 7th postpartum day she also noticed bleeding
per vaginum which was dark red, moderate amount, foul
smelling and she had to change 5-7 pads a day. As told by
her mother from 10th postpartum day, she became severely
weak, had mild generalized headache with confusion and
some irrelevant talks but there was no loss of
consciousness, fainting attack, or seizure.
   On admission she was ill looking, delirious. She had
temperature of 101°F with pulse of 110beats/min and blood
pressure of 100/60 mm Hg. Mild pallor was present. On
abdominal examination uterus was 14 weeks size with mild
tenderness in suprapubic region. Per speculum examination
revealed foul smelling dirty discharge with healthy cervix.
On  bimanual examination   uterus was 14 weeks size,
anteverted, and fornix was free with mild tenderness
bilaterally.
    Thus with the provisional diagnosis of postpartum
pyrexia she was admitted and was kept on parenteral
ampicillin, gentamycin, metronidazile,  metoclopromide, oral
ranitidine, paracetamol and per vaginal betadine  pessary.
Investigations revealed Hgb 7.1gm%, WBC 10200/cu mm
with N 79% L17%, random sugar, sodium, potassium, urea,
creatinine, urine r/m were normal along with blood culture,
urine culture and high vaginal swab which were sent on
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admission revealed no growth. Ultrasonography of pelvis
and  abdomen showed empty uterine cavity.
   Two days later i.e.  14th PPD she developed weakness of
right half of body with slurring of speech, deviation of
angle of mouth to left. The muscle strength on right upper
and lower limb was 2/5. However there was no neck rigidity
and seizures. Blood pressure was normal. The next day
weakness still persisted so an emergency  computed
tomography (CT) scan of head was obtained which was
normal. On the 17th postpartum day weakness and other
neurological features started to improve and there was no
fever or per vaginal discharge. Four days later (18th PPD)
patient beccame alert, all neurological deficit had reverted
and was discharged the next day with diagnosis of
postpartum pyrexia with reversible postpartum cerebral
angiopathy- Call Fleming Syndrome.

                                    Discussion
     The causes of cerebrovascular diseases associated with
pregnancy and puerperium range from pregnancy specific
causes like eclampsia which is usually associated with high
blood pressure and proteinuria to other causes such as
arterial ischemia, cerebral venous thrombosis, vasculitis
and other infective causes. Reports of reversible acute
postpartum cerebral angiopathy- Call Fleming syndrome
has also been written by Rubiera, et al., Neudecker, et al.,
Nowak, et al. 1,2,3.  Call-Fleming syndrome is characterized
by headache, hemiparesis, confusion, visual field
impairment, and other focal neurological signs, with CSF
examination and brain imaging being essentially normal and
the recovery usually occurs in less than two weeks. The
exact cause of reversible neurological deficit in our patient
is not delineated but this rarer diagnosis should be thought
of. Our patient similar to cases as reported also had history
of headache, confusion, facial nerve palsy, slurring of
speech with normal brain imaging and was reversible with
full recovery in four days. The pathophysiological correlate
is a reversible segmental cerebral vasoconstriction
frequently associated with focal cerebral ischemia. Effective
treatment options are not known. Role of wait and watch
policy is usually implicated in such cases which we too

followed. Though self limiting,  the value of calcium channel
blocker for management has also been mentioned in Call
Fleming Syndrome. Duplex  transcranial Doppler  has  been
found useful for diagnosis though not available in our
hospital.
     Goldman, et al., also presented post partum cases of
dural sinus thrombosis with similar features but were
however not reversible.4

                             Conclusions
   Though rare, the less known causes of puerperial
neurological deficit as Call Fleming syndrome should be
thought of whenever puerperial patient presents with focal
neurological signs. Although essentially a retrospective
and diagnosis of exclusion, investigations like four vessel
angiography, transcranial Doppler may be of some help to
diagnose this condition. Although the potential benefit of
calcium channel blockers have been mentioned, intensive
study is lacking due to rarity of this condition. Usually wait
and watch policy should be implicated for betterment of
patient as was done in our case.
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