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Legends for Figures

Fig. 1.

Infiltrations of heterophils and macrophages containing iron around the injection site on the

Affected muscle fibers show pale staining or uniformly eosinophilic “appearances on the 8th

4th day.after iron injection. H & E. x 100.
Fig. 2.
‘ ' day after injection. H & E. X 100.
Fig. 3. Granular bluish staining material in the necrotized muscle fibers on the 8th day after
" injection. H & E. x 100.
Fig. 4. Proliferation of connective tissue between the necrotized muscle fibers. H & E. Xx100.
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A Histopathological Observation on the Lacal Side Reacticn following
the Intramuscular Injection of Iron Preparations in Guinea pigs

Soon-Bok Kim, D.V.M., M.S., Ph.D.

Department of Veterinary Medicine, Gyeongsang National Unjversity
Abatract

This study was conducted to observe the local irritation histopathologically following the intramus-
cular injection of iron preparations in guinea pigs.

Necropsy findings were edema, hemorrhage and darkish brown pigmentation around the injection
sites.

On the microscopic examination, the muscle fibers near the injection sites became pale staining or
uniformly eosinophilic, indicating necrosis of the fibers, which were occasionally filled with granular
bluish-staining material. The nuclei were swollen or pyknotic. Infiltrations of heterophils and macro-
phages containing iron were evident around the necrotized tissues and the injected iron compounds.
fibers, and

Fibrosis was often seen between the affected muscle this change was considered as

secondary inflammatory process.
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