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SHORT REPORTS

Acute polyradiculoneuropathy after
amitriptyline overdose

Despite extensive use of amitriptyline only five cases of peripheral
neuropathies have, to our knowledge, been reported.' 5 No polyradiculo-
neuropathy has so far been related to treatment with amitriptyline.

Case report

A 53 year. old depressive woman had been taking' amitriptyline 75 mg and
lorazepam 2-5 mg daily in January 1984. At the beginning of February she took
soluble amitriptyline 800 mg in a suicide. attempt. She became comatose, with
generalised seizures, mydriasis, and urinary retention; her muscle stretch reflexes
were normal, blood pressure 90/50 mm Hg, body temperature 370C, and' pulse
100 beats/min. The clinical data and an electrocardiogram were normal. She
needed respiratory help and gastric evacuation. The next day she was alert, and
respiratory help was stopped. She complained of weakness in her left arm that
worsened during the next three days. On examination she had severe flaccid
tetraplegia, no muscle stretch reflexes, complete bilateral facial and motor
bulbar nerve palsy, and axial muscle palsy, resulting in her being unable to keep
her head and trunk upright. Though she complained about tinglinig ensations in
her arms and legs and around her mouth, no abnormal sensations could be
detected. Her gastrointestinal mobility, bladder function, and postural blood
pressures were normal.

She required respiratory help again during the next five days. By this time the
cerebrospinal fluid, normal five days earlier, had an increased protein concentra-
tion (1500 mg/I) with a normal cell count. An electromyogram showed signs of
denervation, moderately decreased motor nerve conduction velocities, moderately
decreased amplitude ofmuscle potentials, increased distal latencies and F waves,
and no sign of a conduction block (table). The results of tests of liver and renal
functions, concentrations of porphyrins, thyroid hormones, and serum vitamins,
and for syphilis and diabetes mellitus were normal. She denied having taken any
other drugs or suffering from any other symptoms of neuropathy before
admission. The cranial nerve palsies disappeared by the beginning ofMarch, the
weakness in the arms by the beginning of April, and the weakness in the legs by
the beginning ofJune. The cerebrospinal fluid still contained an increased protein
concentration (970 mg/i) in March but was normal in June.

In August' 1986 investigations showed mild symmetrical w'eakness and
amyotrophy in the proximal parts of the arms and legs, resulting in a rolling gait,
normal stretch reflexes, and normal sensation. An electromyogram showed the
same signs as before (table).

Comment

The time course of the events and the absence of other factors related to
neuropathy indicate that amitriptyline was responsible for this patient's
condition. In three previously reported cases sensorimotor polyradiculo-

Results ofelectrophysiological tests

February 1984 July 1986
Mean (SD)

Nerve Right Left Right Left control

Motor nerve conduction velocities (m/s)
Ulnar 41-8 42 0 45 5 45 7 58 0(150)
Median 45-0 46-2 42-1 47-8 55-0(9 0)
Peroneal 41-8 ND 32-4 36-4 48-5(4-0)

Motor distal latencies (m.s)
Ulnar 3-6 3-8 4-0 40 2-8(0-3)
Median 4-5 5 0 4-4 5-2 3-0(0-8)
Peroneal 6-3 6-2 6-5 5 7 4-5(1-0)

F waves (mls)
Ulnar 33-0 32-8 31-6 28-1 23-0(3-2)
Median 32-0 31-6 30-6 ND 25 0(4-0)
Peroneal 46-0 46-0 47-0 46-0 45-0(4-0)

Sensory potential amplitude (I>V)
Ulnar 4-3 4-0 5-0 5-0 12-0(4-0)
Median 9-4 9-0 12-5 5 0 20-0(15-0)
Tibial ND ND 15-0 10-0 50 (3-5)

Nerve conduction velocities (mls)
Ulnar NP NP 35 9 40-6 50 0(10 0)
Median 41-0 40-6 41-7 32-6 48-5 (4-0)
Tibial ND ND 38-2 39-3 40-1(4-0)

Latency H (mas) NP 37-1 29-5 (2-4)
H index (%) NP 53 100 (7)
Amplitude ratio (H min/H max) NP 51 <60

ND=Not detected. NP=Not performed.

neuropathy occurred in the legs of patients treated conventionally and
improved when the drug was stopped. 1-3 In another two cases acute
polyneuropathy occurred 24 hours after overdoses (1250 mg and 2200 mg)
and improved very slowly4 5; in both cases examination of biopsy specimens,
not performed in our patient because of typical signs of axonal polyradiculo-
neuropathy, suggested mixed axonal and myelinic degeneration.
The signs in our patient suggested a diagnosis of acute polyradiculo-

neuropathy. The initial urinary retention was probably due to the atropinic
action of amitriptyline. Compared with two previously reported cases of
polyradiculoneuropathy after amitriptyline overdose45 she showed fewer
sensory disturbances and improved with fewer sequelae.
The basis of the toxic effects of amitriptyline on the peripheral nerves is

unknown but is probably different after overdose from that after chronic
administration.4 Predisposing factors such as diabetes mellitus or previous
chronic administration might favour this toxic reaction.5 We do not think
that the mechanism is immunological because of the briefness of the period
between ingestion and polyradiculoneuropathy. The rapid onset of the
condition, and the absence of multiorgan dysfunction and sepsis, do not
suggest neuropathic causes in such critically ill patients.

We thank Professor A Durocher for referring the patient and Harold M
Andrieux for revising the English manuscript.
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Social future of elderly admitted to
acute care hospital: opinion of patient
or family as. predictive factor of
subsequent transfer to long term care

Age, mental state, and female sex have been considered to be of value in
predicting the outcome of elderly patients after an admission to hospital for
acute care. 1-" None ofthese factors, however, has been studied prospectively.
Furthermore, the opinion of family members who share primary responsi-
bility for the care of the dependent elderly4 has rarely been considered when
the question of outcome has arisen. We have assessed prospectively (a) the
classical predictive factors reported to be of value and (b) the predictive
value of the opinion of the patient or his family, or both, about transfer to
long term care after acute care.

Patients, methods, and results

We evaluated for the study all consecutive medical patients presenting to the
emergency department of a large acute care hospital. Over five weeks 125 patients
satisfied the criteria for inclusion-namely, age 75 or over; admission to an acute
medical care unit; ability to complete the questionnaire within 48 hours after
admission; and alive at discharge. The table lists the items included in the
questionnaire. The initial opinion of the patient or family, or both, about the need
for subsequent transfer to long term care was considered positive when expressed
either personally by the patient or by the family, or both. Outcome was recorded
at the time of discharge as discharged home or discharged to long term care.

Differences between the two groups were analysed by xI or Student's t test. As
factors could be correlated with each other a multivariate analysis was also
performed using stepwise logistic regression (Biomedical data package statistical
software).
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