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{Abstract>

Purpose : This study was to analyze the electrolyte such as blood Na+, K+, Ca2+ of aerobic exercise on spinal

cord injured rats.

Methods : SCI model rats were damaged in L1-L2 injected with 6-hydroxydopamine(6-OHDA). For this study

went on classifying the control group without aerobic exercise, experimental group with aerobic exercise.

Experimental groups were applied as swimming for 15minutes.

Results : The results of this study were follows. 1) The body weight of the experimental group increased

significantly after aerobic exercise(p<.05). 2) In the case of sodium(has been decreased significantly after 2

weeks(p<.05). 3) In the case of potassium has been increased significantly after 2 weeks(p<.05). 4) In the case

of calcium has been increased significantly after 2 weeks(p<.05).

Conclusion : Aerobic exercise were positive effect in body weight and electrolyte of the spinal cord injury.

Continued swimming exercise can be recommended as an effective intervention for the spinal cord injury.
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Table 1. Body weight of the spinal cord injured rats.

CG EG
lday 192.85+12.19a 192.85+22.88a
4day 204.28+6.07b 203.42+13.56b
Tday 206.42+9.88b 214.28+13.04¢
10day 209.28+16.18b 229.28+20.49d
l4day 216.85+27.38¢c 247.14+21.18e

Values within a column with different
superscripts letters are significantly
different each groups at p<.05

C.G : control group

E.G : experimental group

2. Na+sxT2| Hist

AR 250] Natg ol WA= dds Lok

{3l 5 25 Fol %Xéf‘& ﬁﬂ% Table 29} 2t}
£ 129.7143.40mEq/1E
moﬂﬁ% 121.28i2.13mEq/1 Z 5A
ZFo]E B THp<.05).

Table 2. Sodium response to treatment following
swimming

(mEq/1)
Group Mean+SD t p
CG 129.7143.40
115.340  .000*
E.G 121.2842.13
*p<.05

3. K+sk2| Hist

s E0] K&
Ao K+sEe] 2S¢ thErolsE 4.05+0.19mEq/
2 Uehgton A3l M= 4.90£0.12mEq/12 57|
Ao g o3t 2polE HYTHp<.05)(Table 3).

AE dEFS Lol

Table 3. Potassium response to treatment
following swimming

(mEq/T)
Group Mean+SD t p
C.G 4.05+0.19
51.146 .000*
E.G 4.90+0.12
*p<.05

4. Ca2+sxo| His}

8Tl Caeiel M SE Yol

A3l &5 25 Foll SAHI AN Ca2+s
3¢ Z2TNME 3.16:0.0lmEq/1E \/]-E}M_.Ft] 2
AT E 3.46£0.533mEq/l £ BAFCE Fo3
2}o]S K ITHp<.05)(Table 4).
Table 4. Calcium response to treatment
following swimmin (mEq/)
Group Mean+SD t p
CG 3.16+0.01
E.G 3.46£0.53 A2162 0027
*p<.05
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