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TRICHLORETHYLENE NEUROLOGY 

To the Editor: 

Doctors Noseworthy and Rice describe patients who were 
exposed to trichlorethylene (TCE) and made their way to a mul­
tiple sclerosis clinic.1 Several of their statements deserve com­
ment. 

1) They incorrectly suggest that the use of TCE as therapy 
for trigeminal neuralgia developed after it was observed that 
trigeminal neuropathy had occurred in the setting of TCE anes­
thesia. In fact, TCE was used as a treatment for trigeminal neu­
ralgia two decades before its first use for human general anes­
thesia in 1935.2.3.4 

2) The statement that trichlorethylene was abandoned as an 
anesthetic due to "significant side effects" is misleading. In 
1979, a plan to discontinue manufacture was withdrawn follow­
ing protests from clinical anesthetists in the United Kingdom.3 

A recent text indicates that TCE is still used as a general anes­
thetic in other countries.5 

3) Also misleading is the sentence that, "TCE is neurotoxic." 
This statement leads into two descriptive paragraphs. Only later 
is there passing mention that dichloracetylene, a decomposition 
product, "may be the neurotoxic agent." In fact, pure TCE has 
been safely and widely used as an anesthetic both before and 
after any cranial neuropathy problem was reported in associa­
tion with TCE anesthesia. Neurological injury following general 
anesthesia has occurred only in patients whose TCE was admin­
istered with an alkaloid C02 absorber in the anesthesia circuit. 
The reaction of the two chemicals results in formation of phos­
gene and dichloracetylene which are poisonous. Avoidance of 
anesthesia systems with these C02 absorbers has eliminated 
neurologic injury from TCE anesthesia.5 

4) Exposure to TCE breakdown products can result in severe 
cranial neuropathies, typically affecting the trigeminal nerves. 
Neither of the patients presented by Doctors Noseworthy and 
Rice had this characteristic bilateral trigeminal sensory neu­
ropathy.2 Thus, the atypical neurologic symptoms of these two 
patients cannot be attributed with certainty to exposure to TCE 
or its breakdown products. 
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Reply 

We thank Dr. Laureno for his comments. 

Dr. Laureno is correct that neurologic injury should no 
longer occur from the use of trichlorethylene (TCE) as an anes­
thetic agent. Trichlorethylene is not in use as an anesthetic in 
North America and the precautions noted by Dr. Laureno should 
eliminate these problems when TCE is used in other countries. 

In reporting our two cases of trichlorethylene poisoning, we 
focused our discussion on the consequences of industrial TCE 
exposure as we anticipated that such cases may have gone 
unrecognized by practitioners unfamiliar with this widely used 
solvent. There is nothing misleading about our statement that 
"TCE is neurotoxic". The fact that with care TCE can be used 
safely as a general anesthetic does not detract from the poten­
tially serious systemic and neurological effects of industrial 
exposure to TCE. Although the mechanism of neurologic injury 
isn't completely understood, the fact remains that significant 
neurological injury can occur following exposure to this chemi­
cal. 

Although bilateral trigeminal sensory neuropathy is perhaps 
the most widely recognised neurological complication of TCE 
exposure, as reviewed in our report (and, we think, as illustrated 
by one of our two cases), multiple sites in the nervous system 
can be damaged by TCE. Bilateral sensory trigeminal neuropa­
thy does not occur in all cases and is not needed for the diagno­
sis. 

Dr. Laureno is correct that TCE was first used as a treatment 
for trigeminal neuralgia following recognition of the occurrence 
of trigeminal sensory neuropathy as a result of industrial expo­
sure to this agent.' 
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