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Summary
Two patients with a serologically-proved infection with
Mycoplasma pneumoniae (MP) developed cranial
nerve pareses which cleared spontaneously within
1 month of the onset. The sixth and seventh cranial
nerves were the most severely affected. It is suggested
that the signs were due to a mild brainstem encephalitis
associated with the MP infection. The benign course
of the syndrome is emphasized. The neurological
complications ofMP infection may be commoner than
has been generally supposed.

Introduction
Simultaneous multiple cranial nerve palsies in

young adults are uncommon. In a significant pro-
portion of cases a structural cause is not found. In
some patients an episode of brainstem demyelination
can be incriminated. Rare causes include sarcoidosis,
post-infective radiculopathy, diabetes mellitus, en-
cephalitis, diphtheria and spinal anaesthesia. The
term 'rheumatic neuritis' has been used in some cases
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in which a definite diagnosis cannot be made (Brain
and Walton, 1969).
Although pneumonitis is probably the commonest

clinical presentation of infection with M. Pneu-
moniae, it is known that the nervous system may also
be involved (Yeshnick, 1956; Taylor et al., 1967;
Hodges, Fass and Saslow, 1972; Endtz et al., 1972),
especially in men and in the young. Eighth cranial
nerve involvement has been described in only two
patients (Dishoeck, 1963). Four varieties of neuro-
logical complication, each with distinct cerebrospinal
fluid changes, have been reported in the literature-

(1) Psychosis, usually in the elderly; (2) meningo-
encephalitis; (3) meningitis; (4) radiculopathy.
The purpose of this paper is to report the com-

bination of unilateral sixth (abducent) and seventh
(facial) cranial nerve palsies in two patients with
seroligical evidence ofM. pneumoniae infection.

Case reports
Case 1
A 30-year-old electrician, noticed double vision on

looking to the left, together with weakness of the
left side of the face, on 26 June 1973. He had
previously been well and had not noticed any
other neurological symptoms. He was admitted
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to hospital on 6 August 1973. Examination revealed
a complete left lateral rectus palsy and coarse phasic
nystagmus on attempted gaze to the left. The right
eye did not adduct fully. Moderate weakness of the
left orbicularis oculi muscle was found together with
minimal weakness of the left side of the face.
Neurological examination did not reveal any other
abnormality. The blood pressure was 120/80
mmHg.
Lumbar puncture was performed on 10 August

1973. The pressure of the cerebrospinal fluid (CSF)
was normal. The CSF contained 19 white cells/mm3
and the biochemical analysis was normal. At a sub-
sequent lumbar puncture cells were not found in the
CSF and the protein was 20 mg/100 ml. Neither
bacteria nor viruses were cultured from the CSF.
The blood count was normal and the ESR 19 mm/hr.
The serum MP Complement Fixation Test (CFT)
titre was 1: 640. Audiometry revealed bilateral mild
perceptive deafness. Caloric tests showed directional
preponderance to the right. He was treated with
corticotrophin for 10 days and was discharged from
hospital. The CFT titre fell to 1: 40 within 2 months
of the onset of symptoms. When he was seen on
5 January 1974 the symptoms had resolved although
first degree bilateral horizontal phasic nystagmus
was present.

Case 2
A 21-year-old insurance agent developed double

vision on 16 June 1973. He was febrile. Within 4
days he was again well. Two weeks later he noticed
a sensation of giddiness on turning the head quickly,
tingling in the right upper lip and drooping of the
right side of the mouth. He was admitted to hospital.
The oral temperature was 38 40C and it rose to 40'C
within 24 hr. The abnormal physical signs consisted
of a left lateral rectus palsy, a left lower motor
neurone facial weakness and nystagmus on upward
and bilateral gaze. Photophobia, neck stiffness,
lymphadenopathy and respiratory signs were not
found. The blood pressure was 120/70 mmHg and
the pulse rate 120/min.
Lumbar puncture was performed and the CSF

was at normal pressure. The CSF contained 1 white
cell/mm3, 37 mg protein/100 ml and 56 mg sugar/
100 ml. Organisms were not cultured from the CSF.
The serum MP CFT titre was 1: 40 on 13 July 1973
and 17 August 1973, but it had fallen to nil on
31 October 1973. Electroencephalography, skull
X-ray and brainscan were normal. The peripheral
blood contained 2500 white cells/mm3 (68°/ neu-
trophils, 27°/ lymphocytes, 4%/ monocytes and 1°
eosinophils).
He was discharged from hospital without treat-

ment. The symptoms and signs had disappeared
1 month after discharge.

Discussion
M. pneumoniae infection is usually diagnosed by

CFT and isolation of the agent on artificial culture
media. The CFT is positive in more than 90%/ of
patients with proved M. pneumoniae infection
(Stephens, 1973). A four-fold or greater rise in the
CFT titre (seen here in Case 1) is generally accepted
as diagnostic of M. pneumoniae infection. Occasion-
ally the rise in the CFT titre is delayed 4-6 weeks
after the acute infection. In three of the seven cases
reported by Stephens, the CFT titre in the acute
stage was 1: 20 or less. In our second patient the
first blood sample was taken 4 weeks and the second
sample 8 weeks after the onset of the illness. A CFT
titre of 1: 40 on both occasions was attributed to
early and late sampling. The diagnosis of M. pneu-
moniae infection was confirmed when the CFT titre
fell to nil after 18 weeks.
The neurological deficit seen in these two patients

was attributed to brainstem dysfunction rather than
to peripheral involvement of the sixth and seventh
cranial nerves. The presence of horizontal nystagmus
and nystagmus on vertical gaze in both patients,
together with the failure of full adduction of the
right eye in Case 1, support this suggestion. The
finding of directional preponderance on caloric
testing further supports the central localization of
the disturbance.

In neither patient was a previous history of similar
illness obtained. The signs were clearly localized.
Both patients recovered completely. CSF studies
were normal in Case 2 but the cell count was raised
in Case 1. The organism was not isolated from the
CSF. These two patients probably suffered from a
MP brainstem meningoencephalitis similar to that
described by Hodges et al. (1972). However, the CSF
protein content in both patients and the cell count
in Case 2 were normal.
The previously reported neurological complica-

tions of M. pneumoniae infection have varied widely
from mild headache to meningomyelitis, transverse
myelitis, cerebellar ataxia, hemiplegia, ascending
paralysis and cranial nerve palsies but it is encourag-
ing to note the good prognosis. Antimicrobial
therapy is not effective. Although the first patient
described here was treated with corticotrophin, there
does not appear to be any evidence in the literature
to suggest that this is beneficial.

Conclusion
The pathology and the mechanism of M. pneu-

moniae infection of the nervous system is poorly
understood. Central nervous system signs in M.
pneumoniae infection may not be so rare as the
literature suggests. Patients with a bizarre brainstem
syndrome, especially those in the younger age groups,
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should be screened for M. pneumoniae before a pre-
sumptive diagnosis of multiple sclerosis is made.
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