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[Abstract] Objective:To study the expression of neurocyte apoptosis of thoracic spinal cord in rats with
chronic fluorosis and discuss the related mechanism.Method:60 Wistar rats were divided randomly into two
groups after a week feeding,30 rats in study group fed by high dose of Nal water (NaF' 200mg/L),others in
control group fed by pure water.The serum and urine fluoride were detected at the fourth,eighth and twelfth
week.At both the beginning and the twelfth week of the study,all thoracic spine were examed by CT scan.
The rats of both groups were sacrisficed at the twelfth week.5mm long thoracic spinal cord were harvested
from the sacrisficed rats.Cytologic changes of neurocytes in thoracic spinal cord after chronic fluorosis were
analysed by HE staining,apoptosis was marked by a terminal deoxyribo—nucleotide transferase—mediated UTP-
biotin nick end labeling (TUNEL) and expression of Caspase—-3 was determined by immunohistochemistry
through Spm thick slices.Result:Dental fluorosis was found in all rats in study group but never detected in
control group,the serum and urine fluoride of study group were significant higher than that of control group
at each time of the test (P<0.01),CT scan at the twelfth week did not show spinal canal stenosis and
compression of spinal cord.Apoptosis of neurocytes was detected significantly in gray matter of thoracic spinal
cord in study group compared with those in control group by TUNEL test (3.17+0.23 positive cell/10hp VS
0.14+0.02 postive cell/10hp,P<0.01).Caspase—3 staining results also showed overexpression in the rats of study
group (2.67+0.37 positive cell/10hp VS 0.13+0.01 postive cell/10hp,P<0.01).HE staining presented vacuolar
degeneration and pyknosis of neurocytes at the twelfth week.Conclusion:There is a tendency to develop the
apoptosis of neurocytes of thoracic spinal cord in rats with chronic fluorosis.Caspase -3 probably plays an

important role in the mechanism of the apoptosis induced by excessive fluorine.
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