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LETTERS TO
THE EDITOR

Episodic paroxysmal hemicrania re-

sponsive to calcium channel blockers

Based on the paucity of published reports,
a recent paper on episodic paroxysmal
hemicrania (EPH) emphasises the rarity of
this headache syndrome and its particular
sensitivity to indomethacin.6 Our experience
with this syndrome is that it may be more
common than previously stated. In fact,
throughout the last year we were able to
identify six cases in two different general
hospitals, which represents 1-5% of the total
number of patients with vascular type head-
aches seen. These two hospitals were located
in two different environments, suggesting that
this high prevalence was not related to
geographical, economical, or social factors.
The table illustrates the clinical features of

our patients. All of them fulfil the clinical
criteria ofEPH.3 A further interesting feature
of our patients was the dramatic response to
calcium channel blockers (CCB) (case 1 to
nicardipine and cases 2-6 to flunarizine).
After a follow up period of six months all
patients noticed complete reliefof their com-
plaint. Two of them were initially treated
with indomethacin with good results, but this
drug had to be withdrawn because of dis-
abling gastric symptoms. In contrast, CCB
were well tolerated by all patients and they

Table Clinical features of patients with EPH
comparison)

showed similar efficacy to indomethacin.
Therefore, CCB have become the first choice
treatment in our outpatient clinics.
The responsiveness of our cases of EPH

to CCB suggest that this syndrome may
be related pathophysiologically to episodic
cluster headaches and to other vascular type
headaches which also respond to these drugs.7
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(scheme adapted from Blau and Engel for

Patient number

1 2 3 4 5 6

Sex F F F M F M
Age (years) 48 23 35 37 25 42
Age at onset (years) 44 19 33 25 23 20
Hemicrania L R L R R L
Horner syndrome - + + - + +
Conjuntival injection + + + + + +
Epiphora - + + - + +
Rinorrhoea - - + - + +
Duration of episodes (weeks) 3 1 3 2 1 2
Duration of remission (weeks) 3 3 22 12 2 8
Minimum frequency (attacks/day) 5 5 5 3 2 15
Maximum frequency (attacks/day) 10 10 15 6 6 20
Duration of attacks (min) 15 3 10 15 5 15
Efficiency of indomethacin + + Nu Nu Nu Nu
Efficiency of CCB + + + + + +

Nu = not used.

Efficacy ofcyclophosphamide in sarcoid
radiculomyelitis

Paraplegia due to neurosarcoidosis is unusual
and its treatment not well defined. We report
a case of a sarcoid radiculomyelitis which
benefited from immunosuppressive therapy
with cyclophosphamide.
A 46 year old man was admitted in 1981 for

hand tremor, bilateral cranial nerve VIIIth
dysfunction and progressive weakness of
the legs. Neurological examination showed
depressed reflexes in the legs, plantar respon-
ses were extensor. Motor nerve conduction
velocities were normal. CSF examination

revealed an aseptic meningitis with 100%
mononuclear cells (table). A chest x ray
photograph showed bilateral hilar adeno-
pathy, and a histological diagnosis of sar-
coidosis was made after transbronchial

Table CSF datafrom patient with sarcoid radic

biopsy. Treatment of 1500 mg methyl-pred-
nisolone was given daily, for three days.
Substantial recovery ofstrength was obtained
in the legs. The patient remained stable for
the next four years while treated with oral
corticosteroids (prednisone, 10-40 mg/day).
In 1985 paraparesis with sphincter distur-
bance recurred. CSF examination showed a

persistent meningitis (table). CT scan was
normal. Treatment with methyl-pred-
nisolone was repeated and stability was

achieved again.
Two months later he developed complete

flaccid paraplegia with areflexia, bilateral
extensor plantar responses, and total incon-
tinence. Vibration sense and pain sensibility
were impaired below the TIO level. There
was proximal weakness in the arms with
depressed reflexes. The patient declined a

magnetic resonance scan. Methyl-pred-
nisolone infusions and four intrathecal
steroid injections failed to improve his clin-
ical state. A single infusion of 1000 mg of
cyclophosphamide was administered five
weeks after the paraplegia developed. Within
two weeks the weakness in the arms had
recovered, all the reflexes were present except
those in the ankles, but he had recovered
somemovement in the lower leg. Two further
cyclophosphamide infusions at three week
intervals led to complete sensory and incom-
plete sphincter recovery. During the next six
months three more cyclophosphamide
infusions were administered and continuing
neurological improvement was noted: walk-
ing with an aid became possible and the
patient complained only of mild sphincter
disturbance. CSF analysis two and six
months after starting cyclophosphamide are

shown in the table. Over the next three years
the patient received small doses of oral cor-
ticosteroid (prednisone, 10-20 mg/day) and
remained neurologically stable.
Although the peripheral neuropathy or

radiculoneuropathy could have explained the
flaccid presentation of the paraplegia, the
sphincter disturbance, the extensor plantar
responses, and the T1O sensory level clearly
indicated spinal cord involvement. Signs
in the arms suggested an associated
radiculopathy. Spinal cord sarcoidosis has
been described in fewer than 5% of cases of
neurosarcoidosis,`' but its exact incidence is
difficult to assess as spinal involvement may
remain clinically silent.2 Various lesions have
been described including extra- and
intramedullary granulomas developing as

compressive masses and infiltrative granu-
lomatous nodules usually associated with
arachnoiditis.24 To ascertain spinal cord
involvement in sarcoidosis has proved to be
difflcult.' Myelography has showed the
spinal cord to be swollen, thinned, or

normal.'2 The value of MRI remains to be
shown. Despite the absence of controlled
trials, corticosteroids have been widely
recommended in neurosarcoidosis with con-

siderable results.2 Alternative treatments are

few. Radiotherapy has been occasionally
proposed and some improvement noted in
intracranial compressive granulomas or in

culomyelitis

Time ofCSF Cell count Proteinorachia
examination (WBC mm3) (mg/i)

At first presentation (1981) 23 1080
At recurrence of symptoms (1985) 37 2500
Two months after start of cyclophosphamide treatment 1 2280
Six months after start of cyclophosphamide treatment 1 1400
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