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Abstract

Objective: To investigate the changing and mechanism of NT-3/TrkC proprioceptive signaling pathway after
ACL impairment.

Method: Totally 12 normal cynomolgus monkeys were selected, and 9 among the 12 were randomly selected
to being unilateral 1/4 ACL cut off under arthroscopy. The normal group included one knee of each non-opera-
tion monkeys, 3 in total. A model group included contrast lateral knee joint in the 9 and B model group in-
cluded the injured knee joint in the 9 RT-qPCR and Western-blot were used to detect the expression of GAP-
43 gene and protein in L2-SIDRG, TrkC and ACL for normal monkeys and model groups at in 4, 8 and 12
weeks after modeling for for model groups..

Result: Comparing with normal group, the relative expression of NT-3 and TrkC in DRG decreased for model
groups. The difference was significant (P<0.01). Comparing with the normal group, the relative expression of

GAP-43 gene and protein in ACL increased in model groups, but the model group B was higher than the mod-
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el group A (P<0.01). In the model groups at different time points, the relative expression of NT-3 and TrkC

in DRG decreased gradually with the increase of time, and were lower than those in the normal group(P<

0.01). Comparing with the normal group, the relative expression of GAP-43 gene and protein increased in

ACL in the model A and model B groups at different time points,but it decreased with the time increased.

Conclusion: NT-3/TrkC signaling pathway plays an important role in ACL rehabilitation. When ACL was in-

jured, the expression of GAP-43 increased and NT-3 and TrkC decreased in the DRG, the changes also hap-

pened in contrast lateral ACL receptors.
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