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Effects of ibuprofen on axonal growth of mouse motor neuron
and its possible mechanism
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('School of Clinical Medicine , Jining Medical University , Jining 272013 ;
*Affiliated Hospital of Jining Medical University, Jining 272029 , China)

Abstract: Objective To investigate the effects of ibuprofen on axonal growth of motor neuron and ex-
plore its possible mechanism. Methods The primary motor neuron was prepared from the embryonic spinal
cord of C57BL/6 mouse on day 13. 5 using the density gradient centrifugation and randomly divided into three
groups: the ibuprofen group,nerve growth factor (NGF) group and control group. The ibuprofen group and
the NGF group were treated with 400pmol/L of ibuprofen and 100 ng/ml of NGF, respectively. The motor
neuron without treatment was used as the control group. After 48 hours,axonal growth assay was performed
to investigate the effects of ibuprofen on axonal growth of motor neuron. The neurons with different treat-
ment were collected for Rho kinase activity and Real-time PCR was performed to investigate the relative ex-
pression of MAPK signaling pathway molecules ( ERK, p38, JNK). Results Compared with the control
groups ,the axonal length of the ibuprofen groups was longer (P >0.05) ,and the Rho kinase activity was sig-
nificantly lower than controls (P >0.05). The PCR analysis showed that there was higher relative expression
of JNK mRNA in ibuprofen groups (P >0.05). Compared with the NGF groups, there was no difference in
neuronal axonal length and ROCK activity in the ibuprofen groups (P >0.05). However, the relative expres-
sion of JNK mRNA was higher than that of the NGF-treated (P <0.05). There was no difference in relative
expression of both ERK and p38 among the three groups(P >0.05). Conclusion Ibuprofen may promote the
axonal growth of motor neuron by upregulating the expression of JNK and inhibiting the Rho kinase activity.
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