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Effects of thyroid hormone receptor—B agonist on chronic renal fibrosis

in 5/6 nephrectomized rats

Long Qian,Guan Haixia,Yu Chaolun
(Department of Endocrinology , Guangdong Provincial People’ s Hospital , Guangdong Academy of Medical Sciences
Southern Medical University )

[ Abstract] Objective : To investigate the effect of thyroid hormone receptor— 3 (THR— ) agonist on chronic renal fibrosis in 5/6
nephrectomized rats. Methods : A rat model of 5/6 nephrectomy was established , and the rats were divided into control group and THR-
B agonist—treated experimental group, with 6 rats in each group. The rats in the control group were given intraperitoneal injection of
1 mL saline every day, while those in the experimental group were given intraperitoneal injection of 1 mL. THR-[3 agonist every day
1 pg/(g-d) ; both groups were treated for 10 consecutive weeks. Results : Compared with the control group, the experimental group had
a significant improvement in serum creatinine at weeks 2-6 after 5/6 nephrectomy (P<0.05) , as well as a significant increase in body
weight (P<0.05) and significant reductions in blood lipids (P<0.01 for triglycerides and P<0.001 for low—density lipoprotein) and bili-
rubin (P<0.05 for both total bilirubin and direct bilirubin) at week 10. Masson staining of renal tissue and immunohistochemical stain-
ing for alpha—smooth muscle actin showed no significant difference in renal fibrosis between the two groups , while for the experimental
group, immunohistochemical staining for proliferating cell nuclear antigen (PCNA) showed an increase in the number of PCNA-
positive cells and active proliferation of renal tubular cells. Conclusion : THR— agonist cannot significantly improve chronic renal
fibrosis in 5/6 nephrectomized rats, but it can promote the proliferation of renal tubular cells.
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