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[Abstract] Objective To investigate the expression changes of p53 and p21 in premature ovarian failure
in female rats exposed to coal burning fluorosis. Methods Ablactation 24 SD female rats were chosen to es-
tablish animal model (the model group),in fluorine 90 days were put to death. Observed the changes of the
teeth of the female rats during fluorine exposure and ovarian granulosa cell premature aging change, detected
fluorine contents of urine and bone,and expression of the ovarian granular cell gene p53 and p21. Results In
the model group, fluorine spot tooth, the fluorine contents of urine and bone increased significantly. In the
model group,there was no premature aging of ovarian granulosa cells in the low fluorine group,but with the
increase of dye fluorine metering, ovarian granulosa cells became mild, moderate to severe progressive edema
trends, cells morphological damaged fuzzy,and atresia follicles increased significantly, corpus luteum degraded,
mature follicle significantly reduced, and the ovarian function gradually signs of premature aging presented.
With the increase of dye fluoride measurement, the expression of aging gene p53 and p21 in each group gradu-
ally increased,compared with the control group,there was statistically significant difference (P<Z0. 05). Con-
clusion Premature ovarian failure caused by coal-burning fluorosis was significantly related to the expression
of genes p53 and p21.
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