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Effect of MK-801 on the Prevention and Treatment of Tardive Dyskinesia*
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ABSTRACT

associated with TD, effect of MK-801 on the prevention and freatment of TD was studied using a rat model, ie, vacuous chewing movements(VCM).

T ardive dyskinesia(TD) is a serious side effect of long-term treatment with neuroleptic medications. To investigate if glutamatergic hyperfunction is

When comparing VCM scores of Groupl(haldol decanoate+MK-801) with that of Groupli(haldol decanoate+phosphate buffer saline), late mea-
sured VCM scores of former were significantly lower than that of latter, meaning that MK-801 is effective in the prevention of VCM. Furthermore, when
MK-801(0.1mg/kg, 0.3mg/kg) is administered to VCM(+) rats(VCM=  7/4min) of Groupll, VCM scores were significantly decreased, meaning that MK-801

is also effective in the freatment of VCM.

From the above results, it is suggested that glutamatergic hyperfunction might be involved in the development of TD and MK-801 could be effective in

the prevention and freatment of it.
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Table 2. Comparison of pretreatment VCM score with posttreat-
ment VCM score in VCM(+) Group 0|

Fig. 1. Comparison of VCM(+) percentage change in Groupl
and O.

Table 1. Comparison of Group O VCM with Group O VCM at each
measurements

Group | (n=20) Group Il (n=30)
VCM (+) VCM (=) VCM (+) VCM (=) x 2 p

Chi-square
Measure No.

1 0 20 0 30

2 1 19 3 27 0.011 0.915
3 5 15 1 29 3.480 0.062
4 5 15 6 24 0.005 0.944
5 ) 14 10 20 0.004 0.951
6 4 16 12 18 1.383 0.240
7 12 8 15 15 0.164 0.685
8 9 11 16 14 0.083 0.773
9 4 16 159 14 3.771 0.052
10 7 13 19 10 3.286 0.070
11 7 120 21 79 5.351 0.021*
12 ) 13 23 5 10.20 0.001*

*p<05

all means that one rat dropped out during experiment period
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*p<05 by paired f-test
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b0 means dosage of MK-801

cl means when 0.3mg/kg was injected
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