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Loss of the inhibitory effect
of dopamine results in more
production of acetylcholine,
which triggers a chain of
abnormal signaling leading
to impaired mobility.

Connections to muscle
through motor cortex
and spinal chord
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Blood-brain barrer
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COMT (catechol-O-methyltransferase)
DOPAC (dihydroxyphenylacetic acid)
L-DOPA (levodopa)

3-OMD (3-O-methyldopa)
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Figure 8.13

Adverse effects of AChE
inhibitors.
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