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[Abstract] Objective To study the changes of mechanical allodynia and temperature hyperalgesia, as well as
the expression of the spinal macrophage colony stimulating factor (M-CSF) and its receptor CSF-1R during the
development of complicated regional pain symptom [ (CRPS | ). Methods The animal model of CRPS | was
established using prolonged ischemia-reperfusion injury of rodent left hindpaw. The mechanical allodynia and
temperature hyperalgesia of ipsilateral hindpaw were continuously measured for 14 d after reperfusion, and the
expressions of spinal M-CSF and CSF-1R in ipsilateral spinal cord horn were measured with immunofluorescence
technique on day 3, day 7 and day 14 after reperfusion. Results The thresholds of mechanical allodynia and
temperature hyperalgesia of ipsilateral hindpaw were significantly decreased (P<C0. 05). M-CSF was secreted by the
astrocytes. CSF-1R was primarily distributed on the microglia. The immunofluorescence intensities of M-CSF and
CSF-1R in ipsilateral spinal cord horn were significantly increased on day 7 and day 14 after reperfusion (P<C0. 05).
Conclusion The ischemia-reperfusion injury simulated pain syndrome in CRPS | and increased the expressions of
spinal M-CSF and CSF-1R.
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Fig 1 The changes in mechanical threshold within 14 d after
ischemia/refusion
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Fig 2 The changes in pain threshold to heat stimulation within 14 d
after ischemia/refusion
* P<C0.05, * * P<C0.01, vs. control group at the same time
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Fig 3 The M-CSF secreted by the astrocytes in the spinal dorsal horn
on day 7 after ischemia refusion. X 40 Fig 4 The CSF-1R
distributed on the microglia in the spinal dorsal horn on day 7 after
ischemia refusion. X 40

3A: The astrocytes marked by GFAP;3B: The M-CSF marked
by M-CSF antibody; 3C: Astrocytes and M-CSF were merged; 4A;
The microglia marked by CD11b;4B; The CSF-1R marked by CSF-
1R antibody;4C: Microglia and CSF-1R were merged
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