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1.The effect of chronic treatment of 1-methyl-4-phenyl-1,2,3,6-
tetrahdro-pyridine (MPTP) on the plasma concentration of
adrenocoricotrophic hormone (ACTH) and corticotropin- releasing
factor (CRF) in C57BL/6J mice. 2.The effect of chronic treatm
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We have determined the effect of 1-methyl-4-phenyl-1,2,3,6-tetrahydropyridine
(MPTP) on the releasing corticotropin releasing factor (CRF) and adrenocoricotrophic
hormone (ACTH) by quantifying the plasma level CRF and ACTH using
radioimmuno-assay (RIA) and enzyme-linked-immuno sorbent assay (ELISA) in the
C57BL/6J mice with 7 days treatment of MPTP. We found that MPTP treatment did
not affect the plasma level of CRF, but transiently increase in the plasma level of
ACTH at 1st day after continuation MPTP treatment. This result suggested that
chronic MPTP treatment might affect CRF-ACTH pathway and degenerate the
dopaminergic system. However, this effect might occur before continuation of MPTP
treatment. We also determine the NMDA subunits expression with cortex,
hippocampus, striatum and hypothalamus after continuation MPTP treatment. We
found very complicated fluctuation of NMDA receptor subunits expression in
different brain region. However, there was no change of NMDA receptor subunits in
the cortex. In the hippocampus, most of subunits were unevenly increased. There was
complicated fluctuation on the NMDA receptor subunits expression in the striatum
and hypothalamus. We also determined the neurotoxity of MPTP on the neuronal cells
by examining the expression of tyrosine hydroxylase (TH) and neurodentritic spectrin
on membrane and its degradation product. We found that in the striatum, there was
gradually reverse of the TH after continuous MPTP treatment. The level of the TH on
the 30th days after MPTP treatment was not significantly different to that of control
group in the cortex. In the striatum, accompanied with this phenomena, the expression
of spectrin on the membrane, there was a transit decrease at the 1st, 3th day after
MPTP treatment but than become no signification to control group 7 day after MPTP
treatment. This result indicated that MPTP treatment could induce striatum neuron
degernation.



