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Legends for Figures

Fig. 1. Cross section through the head at the level of the last molar teeth shows massive swelling of the

maxillae(F) extending to the palate and maxillary sinus, The root of the molar tooth is embedded in

the mass(F). The conchofrontal sinuses are narrowed by the compression of the mass(F).

Fig, 2. The frontal sinus of the horse filled- with pus(P).

Fig. 3. Section of the maxillary mass shows marked fibrous connective tissue proliferation(C) with irregular

spicules of poorly calcified bone(0O). Hematoxylin and eosin(HE) stain, X40.
Fig.4. Higher magnification of Fig.3 shows osteoid spicules(0O) with active osteoblasts(long arrows) and
osteoclast (short arrow), and fibrous replacement of the marrow. HE stain, X200.
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Abstract

The lesions of maxillary swelling observed during necropsy of a korean native pony aged 5 years old were
consistent with osteodystrophia fibrosa microscopically,
The maxillary lesion was characterized by completely altered bone structure showing complex processes of

marked bone resorption with extensive fibrous replacement and accelerated osteoid formation,
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