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Effects of different doses of 1,25 (OH), D; on rat Thy-1 nephritis mesangial cell apoptosis”
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[Abstract] Objective To investigate the effects of different doses of 1,25(OH),D; on rat Thy-1 nephritis mesangial cell ap-
optosis. Methods 120 clean SD rats were divided into the blank control group(group A) and the experimental group. The experi-
mental group was re-divided into the nephritis group(group B),0. 25 ug 1,25(OH), D; intervention group(group C) and 0. 50 pg 1,
25(OH),D; group(group D) ,30 cases in each group. The group C and D were performed the medication intervention after success-
fully constructing the model. 6 rats were randomly killed in each group on 1,3,7,14,21 d after intervention. The renal tissues were
taken for determining the renal pathological injury classification after hematoxylin and eosin staining and PAS staining. The expres-
sion of Caspase-3 in the renal tissues was detected by the immunohistochemistry method,and the glomerular cell apoptosis was de-
tected by TUNEL. Results

in the group B was increased (P<C0. 05) ;compared with the group B, the Caspase-3 expression in the group C and D was increased,

The immunohistochemistry results showed that compared with the group A, the Caspase-3 expression

but there was no statistical differences between them (P>>0. 05) ; the Caspase-3 expression in the group D was highest, but the
difference was not statistically significant compared with the group C. The TUNEL results showed that compared with the group
A, the apoptotic glomerular cells in the group B were increase obviously(P<C0. 05) , which was gradually enhanced over time;com-
pared with the group B, the apoptotic glomerular cells in the group C and D were increased significantly (P<C0. 05) ,reaching a peak
on 3 d,then decreasing gradually on 7,14 d and tending to be normal on 21 d(P<C0. 05) ;the comparison between the group C and
D showed that the apoptotic cells in the group D were increased significantly,but the difference between these two group, was not
statistically significant(P>>0. 05). Conclusion 1,25(OH),D; has the effect for inducing glomerular mesangial cell apoptosis in rat,
which participates in the regulation of Caspase-3,induces glomerular mesangial cell apoptosis, promotes the recovery of nephritis

and could delay the progression of renal disease.
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