Brown and Baker [1] described a predilection for in-
volvement of the triceps, deltoids, extensors of the wrist
and fingers, and of the iliopsoas, hamstrings, and peroneal
muscles in this disorder. It was their impression that re-
gardless of the regions of the body otherwise involved, the
triceps muscles were generally the most affected. In 1971
we [3] reported that 23 of 50 patients with Guillain-Barré
syndrome had weakness that predominated in selected
muscle groups; these were the thigh flexors, hamstrings,
foot dorsiflexors, or wrist extensors. Particular affinity for
triceps involvement was not observed.

Since then we have paid particular attention to evidence
of selective weakness in Guillain-Barré syndrome. Sixteen
of the subsequent 20 patients with Guillain-Barré syn-
drome admitted to our service also showed dissociated
muscle weakness, most prominently in the lower ex-
tremities. In 14 of the 16 patients the weakest muscle
groups were the hamstring muscles. This was especially
noteworthy when hamstring function was compared with
that of the quadriceps. There was dissociation between
these two groups, with little weakness of the quadriceps
and marked weakness of the hamstrings.

In contradistinction, in only 1 instance among our last 15
patients with polymyositis, was any appreciable dissociation
found between quadriceps and hamstrings, and in this pa-
tient the hamstrings were the weaker. Among the last 20
patients with a diagnosis of diabetic mononeuritis multi-
plex, the well-known predilection for quadriceps involve-
ment over that of the hamstrings was found in all but 1
instance. In this single case the predilection was for the
hamstrings, the same as in Guillain-Barré syndrome.

Occasionally in porphyric neuropathy and often in lead
neuropathy, extensor muscles are mainly involved [4]. In
periodic paralysis, extensor muscles are more affected than
flexors, while in myasthenia gravis the flexor thigh muscles
are often the weakest [5]. However, selective hamstring in-
volvement is unusual in any of these conditions.

Dissociated weakness, preferentially involving the ham-
string muscles in contradistinction to the quadriceps, ap-
pears to be a valuable clue to the clinical diagnosis of
Guillain-Barré syndrome.
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Lithium Carbonate
in Pseudobulbar Palsy

E. Wayne Massey, MD, and Stephen Lowe, MD

Lithium carbonate has been of therapeutic value in a variety
of psychoneurological entities and has recently been shown
to be efficacious in emotionally unstable individuals (4].
We have seen good results in treating the emotional lability
of four patients with pseudobulbar palsy. One patient is
described.

A 57-year-old man was referred with a left paraparesis of
approximately four weeks’ duration. Three years previ-
ously he had had a right hemiparesis and associated mild,
nonfluent aphasia which had improved enough that he was
able to work part-time. With the onset of his second stroke
he developed pseudobulbar palsy with hypernasal speech,
oropharyngeal spasticity, signs of cortical bulbar tract in-
volvement, and emotional lability. On his transfer to the
Rehabilitation Unit it was difficult to elicit a good thera-
peutic response due to the patient’s emotional lability.
Therefore lithium carbonate, 300 mg twice daily, was ini-
tiated and a blood level of 0.42 mg/dl was obtained within
72 hours (therapeutic range, 0.05 to 1.61). He remained
without heightened emotional lability in the subsequent six
weeks and experienced no untoward side effects from the
lithium carbonate.

The ratonale for using lithium in affective disorders is
reasonably well established, but its use in aggressive pa-
tients [5] or emotionally unstable patients with personality
disorders has been unclear. One proposed mode of
psychopharmacological action is derived from the observa-
tion that an epileptoid disorder [1, 3] may be present, al-
though lithium’s anticonvulsant properties are controver-
sial [2]. In patients with pseudobulbar palsy, lithium carbo-
nate may function as a mood stabilizer.
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