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Effects of Electroacupuncture on Activity of GOT, GPT, I.DH and
Functional Recovery in the Motor Injury Rats by the 6—hydroxydopamine
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{Abstract>

Purpose : This study was investigated the effect of electroacupuncture stimulation on the change of blood
biochemical components in the rat spinal cord injury(SCI) damaged by the 6-hydroxydopamine.

Methods : SCI model rats were damaged in L1-L2 injected with 6-hydroxydopamine. The thirty Sprague-Dawley
adult male rats were randomly divided into normal group, control group and -electroacupuncture group.
Experimental groups were applied as electroacupuncture(Es-160, ITO, Japan) for 15minutes during the low
frequency(2 Hz) stimulation to zusanli. The enzyme concentration levels analysis of the hematological changes
were measured of Glutamate Oxaloacetate Transaminase(GOT), Glutamate Pyruvate Transaminase(GPT), Lactate
dehydrogenase(LDH) and motor function recovery change was evaluated by the rota-rod test.

Results : This study were as follow : The concentration of GOT, LDH in experimental group was lower than
control group(p<.05). The experimental group showed increase of motor function recovery more in compared to
control group(p<.05).

Conclusion : The results of this study showed that electroacupuncture to zusanli point have an effect on

functional recovery after the 6-hydroxydopamine induced SCI in rats.
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Table 1. The GOT, GPT, LDH activities in serum injured rats by 6-hydroxydopamine

(IU/L)
GOT GPT LDH
Normal group(n=10) 162.41+19.32 60.70+5.99 461.03+39.40
Control group(n=10) 191.16£12.56 63.38+£2.92 803.71427.32
Experimental group(n=10) 170.00+£9.26 61.22+9.06 638.10+14.21
p-value .00* .10 .00*
* Statistically significant at the level of p<.05
170.00£9.26 TUL, WhET-S 191.16+12.56 IULE 2. 57|59 #s}
EARoZ Fodt 2ol HAtk(p<.05). GPT(Glutamate
Pyruvate Transaminase)2] 73-%- J/d<0] 60.70+5.99 el me wgrlee wske &4
UL, AAZAME 6338292 ULE veptow 4 7 10, 14<° @’\]3}04 =

WETS 612249.06 IULE SAHOZ fold 3} O}ﬁq A71el mE
= ]
oli= Ho)x] 2:gkthp>05). LDH(Lactate dehydrogenase) T Ate] 4 H—L‘}“”L
wEo] 79 AATOl 4610343940 IULE epy  *0.00 sec® A FHFYAR
3, ARTAAE 803.71£27.32 IULRE Yehgod, =
2T AE 638.10+£14.2]1 IULE EAZOZ §9 5 717} 3.00+0.81 sec, 5.14+2.60
3 0]2 B ITkp<.05)(Table 1), 1328604 sec® UERHTE A
1.1840.75 secollA] 4, 7, 10, 14¥

Table 2. Comparision of the time course of rota-rod performance within intervention period

%‘/}EM% EPEH

ZT A= 194 1.1440.69 secoll A 4, 7, 10, 14

sec, 8.1442.60 sec,
Aol e 1Y4
3 77} 3.14+1.11

(unit: sec)
ldays 4days 7days 10days 14days
Normal group(n=10) 60.00+0.00 60.00+0.00 60.00+0.00 60.00+£0.00 60.00+0.00
Control group(n=10) 1.14+0.69 3.00+0.81 5.14+2.60 8.14+2.60 13.28+6.04
Experimental group(n=10) 1.18+0.75 3.14+1.11 13.14+5.69 18.28+£7.43 24.14+5.49
p-value 0.00* 0.00* 0.00* 0.00* 0.00*
* Statistically significant at the level of p<.05
Table 3. Results of within-subjects effects for the time course of rota-rod performance
Type II SS df MS F p
Period 1886.15 4 471.53 47.82 .00*
Period.Group 1302.30 8 89.80 16.50 .00*
Error(Period) 709.94 72 9.860
* Statistically significant at the level of p<.05
Table 4. Results of between-subjects effects for the time course of rota-rod performance
Type I SS df MS F p
Group 60924.74 2 30462.37 723.87 .00*
Error 757.48 18 42.08

* Statistically significant at the level of p<.05
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