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Serum level of galectin 3 and its clinical significance in patients with chronic kidney disease’
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Abstract: Objective

significance. Methods

To detect serum galectin 3 levels in patients with chronic kidney disease (CKD) and explore its clinical

The galectin 3 levels the serum of in 38 CKD patients and 34 healthy controls were determined by ELISA.

All kidney function was measured by automatic biochemical analyzer. The relation between serum galectin 3 levels and the level of

kidney function was analyzed by use of  test. Results

The serum galectin 3 levels in CKD and healthy controls groups were

(1.2241.01)ng/mL and (3. 0342. 06)ng/mL, P< 0. 05. There was close negative correlation between serum levels of galectin 3

and Cr,CysC(P<C0. 05). Conclusion

Serum galectin 3 of CKD patients reduces significantly and correlates with kidney function.

Detecting on s galectin 3 is helpful for chronic kidney disease diagnosis and therapeutic effect evaluation.
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