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Spasticity is a chronic, disabling neurological syndrome. The most restrictive definition
of spasticity refers to a velocity dependent increase in tonic stretch reflexes with exaggerated
tendon jerks. The increased excitability of the stretch reflex arc is attributable to a disturbance
in one or more of the regulatory mechanisms governing inputs to the alpha motoneuron. Neuro-
transmitters and neuromodulators active in the pathogenesis of spasticity are becoming known
and their manipulation should prove to be useful. However the evaluation of antispastic drugs
presents a number of problems, especially the objectivity of measurements in clinical trials.
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Figure 1. Schema illustrating the structure and innervation of muscle spindles : 1 dynamic bagi fiber (Db1),
with dynamic gamma axon, 1 static bag? fiber (Sb2) with static gamma axon, 4 chain fiber (Ch) with

static gamma axon; innervation by Ia and II
P, St & S2 respectively.
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Figure 2. Schema illustrating reflex arc both monosynaptic and polysynaptic reflex arc in the segmental level.
The excitatory neuron is demonstrated in white and inhibitory neuron in black.
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Figure 3. Schema illustrating various types of synapses and neurotransmitter in the spinal level.
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Figure 4. Schema illustrating the overall control system of alpha motoneuron.

+ve = excitation, —ve = inhibition
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