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Abstract ; Objective

To study whether the PTHrP had increased insulin secretion and production in INS-1. Methods

Based

on different condition,there are two groups had been divided: control group, PTHrP group(1,10,100 pmol/L. PTHrP) , which glu-

cose-stimulated insulin secretion (GSIS) was detected by Radioimmunoassay,the expression of insulin and PDX-1 were detected by

Western Blot after 48 h. Fura-3/AM was used to measure the fluorescent intensity of Ca®' . Results

The GSIS and fluorescent in-

tensity of Ca’" in response to PTHrP in a dose dependent manner, the expression of insulin and PDX-1 in PTHrP group was higher

than control group. Conclusion PTHTrP can increase insulin secretion and prodution in INS-1.
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