
Matters arising

Hemifacial spasm: treatment by posterior
fossa surgery

SIR: I write regarding the papers which
appeared recently in your journal concern-

ing the treatment of hemifacial spasm by
Fabinyi and Adams, 1978;41:829-833,
and Kaye and Adams, 1981;44:1100-
1 103. I submit that these investigators have
not fully understood the concept of vascu-

lar compression at the root entry zone of
the facial nerve and have been performing
the same neurolysis (using the surgical
binocular microscope) that Gardner
pioneered without magnification many

years ago.I
It is known from the work of Sunder-

land2 that arterial loops, usually branches
of the anterior inferior cerebellar artery,
are seen coursing around and through the
seventh and eighth nerve bundle in two
thirds of cadavers. These vessels are rather
distal on the nerves. They are not causal of
hemifacial spasm. The blood vessel causa-

tive of hemifacial spasm is located at the
point where the facial nerve exits the brain
stem. One of the authors of one of the
above papers with whom I have discussed
the operative techniques used in this series
gives me to understand that the presence or

absence of brain stem root entry zone vas-

cular compression was not evaluated in
these patients. It is well known that any
manipulation or trauma to the facial nerve
will stop hemifacial spasm temporarily and
occasionally for a prolonged period of
time. Analysis of the 1981 series of 16
patients reveals that of the nine patients
followed for two years or more, two had
enough trauma to have postoperative
weakness and three others suffered recur-

rence of their symptoms. Of the four
arteries which were identified in the 16
patients, my presumption is that only pos-
sibly the vertebral artery in case 1 was

causal of the spasm. In my experience of
over 350 operative patients, I have unfor-
tunately seen that inadequate vascular
decompression of the nerve without
trauma to the nerve is obvious postopera-
tively because the spasm persists
unchanged. Reoperation was necessary in
13 patients in my series. The data from 229
patients have been summarized.3 Blood
vessels and occasionally tumours were

found in all patients at the root entry zone

of the nerve. Over 70% of the persons had
some spasm postoperatively, which gradu-
ally disappeared. A more detailed study,
with long-term follow-up of these patients,
is in preparation.
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Adams and Kaye reply.

SIR: We are pleased to have the opportun-
ity to respond to Professor Janetta's claims
that neither do we understand his concept
of vascular compression at the root entry or

exit zone as a cuase of hemifacial spasm
and trigeminal neuralgia, nor did we look
for such compression at operation. He
gives no evidence for his first contention
and his latter accusation is based on a con-

versation in Australia with a former col-
league who assisted at only two operations
for hemifacial spasm, one four years and
the other at least one year before the
alleged conversation took place. Hardly an

impressive basis for his comments. We sug-
gest he misconstrues and perhaps misuses
the politeness with which visitors and their
ideas are normally received.
We have, of course, read Janetta's pap-

ers carefully and if he had returned the
compliment he would see in the first of our
papers' a precise description of our techni-
que, which involves retracting the
flocculus, exposing the choroid plexus of
Luschka's foramen, identifying the vein of
the lateral recess, so as to carefully see the
junction of the 7th and 8th cranial nerves
with the brain stem. We expected to see
vascular compression, but have failed to
find evidence of this in most of our

patients, and so report it. Likewise, we

failed to find this in trigeminal neuralgia
and a paper describing our findings in
fifty-seven patients has been accepted for
publication.2
As for Jannetta's concept, we under-

stand, but we do not agree. It is perhaps
appropriate that we should say why: (1)
Jannetta claims arterial and venous com-

pression at the root exit or entry zone
causes both trigeminal neuralgia and hemi-
facial spasm. Despite Jannetta's claims to
the contrary, the majority of observers find
no sensory loss in trigeminal neuralgia, yet
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slight facial weakness is almost the rule
with long standing hemifacial spasm. It is
improbable that the same mechanism
causes loss of function in one, but not in the
other. (2) Not infrequently do we find such
vessels adjacent to root exit or entry zone
in patients without hemifacial spasm or
trigeminal neuralgia. We see these adja-
cent to other cranial and spinal nerves in
asymptomatic patients. We are aware Jan-
netta claims vertigo, tinnitus and essential
hypertension can be caused by a similar
mechanism, but are unaware of similar
claims for the motor nerves of the eye, spi-
nal nerves, etc. We note Jannetta3 cannot
explain why "abnormal" vessels are seen in
asymptomatic patients. (3) Jannetta3
claims the brain "sags" with age, thus caus-
ing veins to compress cranial nerves. He
gives no evidence, and we know of no evi-
dence for this. It would require the sup-
ratentorial cranial nerves to elongate. Do
they? He also claims veins, coagulated and
divided, may "recollateralize" and cause a
recurrence of symptoms. We find all this
too speculative to accept. (4) Jannetta4
states that when the patients is in the lat-
eral decubitus position vessels move 1-2
mm, away from the nerve root. Thus he
claims patients may abort trigeminal
neuralgia by lying in such a position. Why
not hemifacial spasm too? We do not find
this with our patients with trigeminal
neuralgia. We operate on these patients in
this position, so why does not Jannetta sug-
gest that this is the reason why we fail to
see "his" vessels, rather than making the
somewhat wild claim that we do not prop-
erly look? Rotating patients during opera-
tion has not, however, revealed such
movement of vessels to us. (5) Jannetta
attempts to prove his concept by compar-
ing asymptomatic cadaver brains (sliced
through the mid-brain) with videotapes,
movies and photographs (all two dimen-
sional; why not use the surgeons operation
note?; how were the patients selected)
from patients with trigeminal neuralgia.
The authors conclude that there is "a
significant" difference of arterial (not ven-
ous) compression between the two groups,
but curiously state they can not draw
"casual inferences" from the data. It seems
that Jannetta is so doing. (6) Morley sug-
gests "it only requires one case in which a
nerve is not touched by a vessel (or tumour
etc.) to discredit the hypothesis entirely".
Jannetta's letter fails to state that in the
article he refers to,3 two of his seventeen
patients with glossopharyngeal neuralgia,
had no abnormal vessels (or other lesions)
at operation. We regret the lack of long


