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Correlation between the activity of NOS and neuron apoptosis after cauda equina nerve compression
in dogs/JI Gang,HE Xijing,LI Haopeng//Chinese Journal of Spine and Spinal Cord,2007,17(1):55~58
[Abstract]  Objective:To study the relationship between the activity of NOS and neuron apoptosis of
lumbosacral marrow after caudal equine nerve compression in dogs.Method:27 healthy dogs were randomly
divided into three groups:the compression caudal equine nerve group(n=21);the fake operation group (n=3);
and the normal group (n=3).Furthermore,the test group was randomly divided into 7 subgroups,namely,with
caudal equine nerve compressed for 4h,8h,12h,24h,48h,72h and 168h(n=3) respectively.The fake operation
group was control group.The caudal equine nerve compressed model made was constructed by putting a
hydrosac in vertebral canal.The activity of NOS was detected,and the apoptosis nerve cells were labeled by
TUNEL marking method.The morphology changes of cells were observed by microscopic examination (HE
staining) and transmission electron microscope.Result:No abnormal morphological change of cells was observed
in fake operation group and the normal group,but apoptosis of cells in test group were observed under
microscopic examination and transmission electron microscope.No apoptosis nerve cells labeled by TUNEL
were observed in both the fake operation group and the normal group,the apoptosis neuron were observed in
the 12h subgroup in group A,and reached peak between 24h and 48h.No distinct difference in the activity of
NOS was detected between the normal group and the fake group (the control group) (P>0.05).The activity of
NOS increased obviously 12h after being pressed in group A,which had significant difference compared with
group B and C(P<0.05),and activity of NOS reached peak at 24-48h,while decreasing after 72h.Conclusion:
There is positive correlation between the activity of NOS and apoptosis of nerve cells in lumbosacral marrow
of caudal equine being compressed.
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