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Fig.1 Local ofme-ATP injection—induced changes of mean mechanical thresholds of the
primary afferent fibers in the receptive fields of spinal nerve dorsal cutaneous branches
( *P<0. 05 , **xP<0.01 vs pre—injection group)
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Fig.2 Local ofme-ATP injection—induced changes of mean discharge rates of the primary
afferent fibers in the receptive fields of the spinal nerve dorsal cutaneous branches
(*xP<0. 01 vs pre—injection group)

Injection End
4 L
S pe— [l NKEI
Injection End
L 4+

60 &

K3 AS FICH LT 4k Az BY i S apme—ATP Ik R Hp RNV 5 5 A8 N8O IR R e 5%

Fig.3 Original recording of the afferent discharge in the spinal nerve dorsal



cutaneous branches during and after injection of afme-ATP into the receptive fields of the
Ad and C fibers
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Fig.4 Time course of local apme—-ATP injection—induced changes in discharge of the
primary afferent fibers in the receptive fields of spinal nerve dorsal cutaneous branches
1-2 min: Pre—injection; 2-7 min: During injection; 7-12 min: After
injection. *P<0. 05, *kP<0. 01 for C fibers, +P<0.05, ++P<0.01 for Ad fibers vs pre—injection
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