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Effect of Carrageenan on the Tendon of Skeletal Muscle of the Rat
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The aim of present study was to examine the effect of carrageenan on the tendon of skeletal muscle of rat. The
tendon damage was induced by injection of carrageenan into skeletal hind muscle of rats. Rats were killed on 48 hours
after carrageenan injection. The resulting tendons were fixed with 10% neutral buffered formalin (NBF), dehydrated,
embedded, sectioned by 4 pm, and stained by phosphotungstic acid hematoxylin (PTAH) or hematoxylin-eosin (H-E).
Carrageenan induced the segregation of tendon fibers, intratendinous cleft, segregation of muscle cell group, wave
arrangement of tendon fiber. The results suggest that carrageenan induced tendon damage of rat's skeletal muscle by

morphological changes.
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Fig. 1. A microphotograph showing control group stained by
PTAH. Tendon fibers were arranged regularly and fibers were
contacted each other closely. The free margin of tendon was not
separated by the fusion of tendon fibers. X100
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Fig. 2. A microphotograph showing experimental group stained by PTAH. Tendon were separated by small gab, and free margin of
tendon was separated (A). Tendon fibers stained by H-E were separated some strips with damage of tendon fascia. some fibroblasts (dark

stain) were seen within tendon fibers (B). <100
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