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Abstract Objective: To investigate the changes of expression of Cdhl mRNA in injured myeloid tissue after
spinal cord injury (SCI)in rats. Method: Thirty—two adult SD rats were randomly divided into two groups:sham
group (group C)and SCI group (group M). SCI model was established with modified Allen’s crush method in rats.
The hind limb movement was assessed with Basso—Beattie—Bresnahan (BBB) scales and mRNA of injured myeloid
tissue was extracted for Cdhl examination with real time PCR at the Ist,3rd,5th,7th d after SCI. Result:The BBB
scores in group M were significantly lower than that in group C at the 1%3",5"7" d respectively after SCI (P<0.05).
The expression of Cdhl mRNA in group M at the 1%3",5"7" d decreased gradually(P<0.05), while that in group C
at different time points was not statistically significant. The expression of Cdhl mRNA in group M increased
significantly at the 1* d(P<0.05) and decreased at the 5", 7" d compared with group C. Conclusion:The expression
of Cdhl mRNA in injured myeloid tissue decreased after SCI, which indicated that APC—Cdhl might be involved
in the path of pathophysiological mechanism after SCI.
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