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Legends for Figures

Parakaratosis lesions on the hind legs. The crusts are granular and distributed symmetrically.

A severe case of parakeratosis showing stunted growth. Most of the body surface is covered with
thick crust.

Close up of the back region of the above case. Hairs are entangled and matted in the thick crusts.
Characteristic histological appearance of the parakeratotic skin lesion showing thickened stratum
spinonum and nucleated stratum corneum. H-E stain. X140

Microscopic appearance of the parakeratotic skin lesion taken from the inner surface of thigh sho-
wing irregular projection of the thickened stratum corneum and the proliferated stratum spinosum
dipping into the dermis. H-E stain. X35

High-power magnification of the portion of the protruded stratum corneum of Fig. 5.
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Occurrrence of Parakeratosis in Swine
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Abstract

The authors encountered 78 cases of pig from two swine herds with severe dermatitis, which had been
fed with commercial rations. Main clinical signs were hard crust formation or erythema and papules on the
skin and retarted growth. The skin lesions were visible on the limb joints in all cases. In some cases, how-
ever, crusts occurred on the tail, perineum, hip, ear, back, or neck. In one case the entire body surface was
covered with thick crust.

No mites were detected on the microscopic examination of skin scrapings.

Histological examination of biopsied skin specimens taken from the lesions revealed typical parakeratotic
changes: the cornified layer of epidermis was irregularly inreased in thickness and contained numerous
nuclei.

The provision of dietary supplementation with zinc sulfate and soybean oil for 10 days showed marked

curative effect.
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