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1. Introduction evaluations were subjective and nonmasked (SN-M).
Equine protozoal myeloencephalitis (EPM) is a dis- Unless otherwme stated, treatment was with oral
ease of the horse that affects the brain and spinal diclazuril (6 mg/kg q 24 h) for 21 days.»
chord. It is caused by Sarcocystis neurona. 8. neu- A 12-year-old Thoroughbred mare with severe
rona has a two-host life cyclel: opossums are the spinal ataxia was treated with oral pyrimethamin
definitive hosts, and avians are the intermediate and trimethoprim-sulfamethoxazole. - She was do-
hosts.? . nated to the University tucky following her
Current therapy consists of long-term treatment third relapse. This mare Was barely ambulatory
with pyrimethamine and sulfonamides, Although (grade 4+) and was confined in a stall, After 11
this is successful in many cases, occasional relapses days of treatment, marked improvement was ob-
occur, lanlg?funh:h a tr%vat:reuudi;} ge served. Toward the end of treatment, she showed
prophylaxis of coccidiosis in . Areview of the some regression, but she has since steadily improved.
literature suggested to us (Granstrom and Tobin)  Some muscle atrophy and signs of permanent neuro-
that triazine-based agents were worth evaluating for logic damage remain; however, no signs of relapse

the treatment of EPM. have been cbserved since treatment ceased more
than 1 year ago. )
2. Materials and Resuits A 4-year-old ‘I‘horwghbred gelding in training had

EPMwasdingnosedbasedonclinicalaisns,aposi- aymmetﬁcpontenoratanaandmmdedaSoutof
tive spinal tap, exclusion of other causes, and, for 5 on a neurological exam. Deficits were apparent at
horses 1-3, response to current therapy followed by restandataﬂgaitssmonthsaﬁerstandudthempy.
relapse when therapy was withdrawn. Al clinjeal On the second day of diclazuril treatment, the horse
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fell and was maintained in a sling throughout treat-
ment. When removed from the sling at 8 weeks, he
showed signs of weakness in the hindquarters.
Over the subsequent § months he has regained
strength and muscle tone and continues to show
improvement with no indications of relapse.

A 12-year-old Thoroughbred mare with grade 4
out of 5 asymmetric posterior ataxia had relapsed
three times following conventional treatment.
Treatment with diclazuril ended 5 months ago, and
the horse continues to show slow improvement.

A 2-year-old Thoroughbred colt in training with
acute cranial nerve signs and grade 8/5 ataxia was
treated for 4 weeks with diclazuril,. After 8 days of
diclazuriltmatment,theamxiahadimmved. Treat-
ment ended 12 weeks ago and the colt has returned
to light exercise.

Horses 1--3 remain cerebrospinal fluid positive for
S. neurona; horse 4 has not yet been retested.

3. Discussion
The subjective, nonmasked clinical responses re-
ported here suggest that triazine-based agents may
have potential for treatment of EPM. Many apicom-
plexans contain a plastid-like organelle of photosyn-
thetic origin. Sensitivity of apicomplexans to
triazine derivatives may relate to this organelle, and
such a2 mechanism of action is consistent with the
apparently low toxicity of these agents in mammals
and birds.

The apparent absence of relapse or recurrence
(SN-M evaluations) may be significant. Based on
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the clinical histories, relapses or recurrences were
expected, either because of regrowth of residual S.
neurona or reinfection.

Although these results are of interest, one must
keep in mind that these are SN-M experiments in a
very small number of horses. Rigorous scientific
evaluation is required to determine whether or not
diclazuril has therapeutic efficacy and to establish
its therapeutic window, its potential for adverse
reactions, and its relationship to current therapies.
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