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Nigrostr iatal lesions were pet formed using 6-OHDA. Both 0.2 mg/kg MK-801 and 0.2 mg/kg 8-OH-DPAT significantly increased stepping in rats with apo- . _ . S
Experiment 1: Rats were injeCted with saline, 0.2 mg/ kg 8-OH-DPAT, or 8 mg/ kg L- morphine-induced dyskinesia. This demonstrates that eftectiveness of these two drugs in treating PD is 8-OH-D _PAT and MK-801 r efluced AIMS som.ewhat less efflcaaously in drug series 2, once again indicating
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dyskinesia. Rats then were given either saline, 0.1 or 0.2 mg/kg MK-801, 0.2 or 0.3 mg/kg . .
8-OH-DPAT, or a combination of the two drugs. After 20 min, 0.05 mg/kg apomorphine D 1SCUSS101

was administered. AIMs were tested at 30 and 45 min, forepaw stepping at 32 min. These data support previous findings that 8-OH-DPAT and MK-801 both are effective in reducing PD symptoms based on forepaw stepping. For 8-OH-DPAT, this is seen in both dyskinetic and
non-dyskinetic rats, while for MK-801, all PD testing was conducted on dyskinetic rats.

The other major finding is that both drugs are effective in reducing dyskinesia produced by injections of the D2/D3 agonist apomorphine. Because apomorphine does not enable the raphestriatal
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