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An Intensive Approach in the Treatment of Clinical
Equine Protozoal Myeloencephalitis

Thomas R. Bello, DVM, PhD, and Tammy M. Allen, RVT

INTRODUCTION
Equine protozoal myeloencephalitis (EPM) is a serious
parasitic disecase of horses producing neurologic clinical
signs. The intracellular parasite Sarcocystis nenrona is an in-
criminated pathogen. An excellent review of this disease
has been presented by Dubey et al.!

The clinical syndrome was first described by Rooney
et al.? Granstrom et al® developed an immunoblot test
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(western blot) specific for S. newrona antibodies present
in serum or cerebral spinal fluid (CSF). Although approxi-
mately 50% of horses in the United States are seropositive,
only approximately 0.5 to 1.0% will become clinically af-
fected.

Of the several approaches to research of this disease by
various workers, one of the most intense was by commer-
cial pharmaceutical interests. Drugs that reached the mar-
ket were ponazuril (Marquis Antiprotozoal Oral Paste,
Bayer Corp., Shawnee Mission, KS), nitazoxanide (Naviga-
tor Antiprotozoal Oral Paste, Idexx Pharmaceuticals,
Greensboro, NC), and a combination of sulfadiazine and
pyrimethamine (ReBalance Antiprotozoal Oral Suspen-
sion, Phoenix Scientific Inc. St. Joseph, MO). These were
joined by an EPM vaccine with a conditional-use license
(Sarcocystis Neurona Vaccine, Fort Dodge Animal Health,
Ft. Dodge, IA).

Each of these companies held roundtable discussions by
experienced researchers and clinicians with comments gen-
crally led by a moderator. These were published as product
information for veterinarians. Although the major thrust of
discussion in each case was related to the particular spon-
soring product, there were repeated comments by clini-
cians regarding ancillary therapies, and the suspected
relation of the horse’s immune status influencing whether
it is “S. neurona—cxposed” or showing signs of clinical
EPM.

Philosophically, we view EPM as “a serious parasitic dis-
case with neurologic consequences” rather than as “a seri-
ous neurologic disease caused by a parasite,” as described
in many journals. We proposed that a focus on basic
principles of host—parasite reactions may stimulate new
approaches to better treatment of the equine patient.

Cell-mediated immunity (CMI) is an important mecha-
nism for control of intracellular parasites.* Thymus-derived
T-cells produce soluble mediators of CMI that protect
against viral, mycobacterial, fungal, protozoal, and hel-
minth infections. Interferon gamma secreted by sensitized
T-cells activated macrophages, enabling them to kill intra-
cellular organisms by promoting phagosome-—lysosome
fusion. In experiments, interferon-gamma protected
against S. neurona—induced neurologic disease in mice.®

One study found that peripheral CD4+ lymphocytes
were slightly decreased in S. neurona—seropositive horses
that were demonstrating clinical signs.® Another report
stated that the disecase was thought to be a temporary
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