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ABSTRACT

The purpose of this study was to know the effect of aquatic-exercise on muscle

atrophy which induced by steroid injection. The forty-eight Sparague-Dawley adult



male rats were assigned to the 4 groups; Group I (distilled water injection), Group
II (steroid injection), GrouplIll(distilled water injection and aquatic exercise), Group
IV (steroid
histological change by PAS stein.

injection and aquatic exercise). We observed their body weight,
The results of this study were as follows;
1. After 2 weeks, the change of weights appeared that non-steroid injection groups
increase weight and steroid injection groups decreased weight hasty. after 4 weeks,
weights recovered from weight before test. It was possible to explain the change of

weight by type @I muscle fiber increase.

2. In histological change of muscle fibers, atrophy didn't observed in test group I,
because type II muscle fibers were developed well. we observed not only injury of
muscle fiber and muscle atrophy but specifically grouping type I muscle fiber in test
group II. normal arrangement of muscle fibers were visible in test group I and type II
muscle fibers increased. we could observe muscle recovery because of type I muscle
fibers increase in test group IV. therefore, it was seem that type 0 cell was recovering
through aquatic exercise.
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Table 1. The change of weight each group. (unit : g)

Group Pre 2 week 4 week F-value
I 290.83+£21.07 297.50+20.43 306.67+21.60 10517
il 202.50+24.64 263.33£19.92 266.67+19.66
I 284.16+20.10 289.16+22.00 295.83+22.89
v 298.33£18.35 284.16+2354 294.17+23.11
All data are mean*SD
" p<0.001

. distilled water injection group
. steroid injection group

2528 —

. distilled water injection and aquatic exercise group
. steroid injection and aquatic exercise group
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Fig 1. Observed not atrophy because Fig 2. Observed injury of type II
fiber I of muscle fiber was very muscle fiber and decreased, specifically
development PAS stain(x100) observed many type [ muscle fiber.

PAS stain(x100)

Fig 4. Observed muscle recovery
because of type 1O muscle fiber
increased. PAS stain (x100)

Fig 3. Validated normal arrangement of
muscle fiber and it was increased of type
0 fiber. PAS stain(x200)
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