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Effect of Exendin —4 on the Expression of Connective Tissue Growth Factor ( CTGF) and Bone Morphogenetic Protein -7 (BMP -7) in
Human Renal Tubular Epithelial Cell Cultured with High Concentration of D — glucose. =~ Zhang Jimin, Lan Lizhen,Kong Yu. Department of
Endocrinology , The First Clinical Medical College ,Shanxi Medical University ,Shanxi 030001 , China

Abstract Objective To investigate the effect of exendin —4 on the expression of connective tissue growth factor ( CTGF) and bone
morphogenetic protein =7 (BMP —=7) in human renal tubular epithelial cell cultured in high — glucose environment. Methods HK -2
cells were subcultured under normal glucose (NG) ,high glucose (HG) , mannitol glucose (MG) and high glucose with different concen-
trations of exendin —4 group (including exendin —4 10,20,40pmol/L). The activity of CTGF and the expressions of BMP — 7 protein and
mRNA in cultured HK -2 cells were detected with immunocytochemistry and RT — PCR at 48h. Results Compared with the normal
group, the expression of CTGF significantly increased in the high glucose group (P <0.05), the expression of BMP -7 significantly de-
creased in the high glucose group(P <0.05). Compared with the high glucose group, the expressions of CTGF was significantly lower in
all the exendin —4 groups( P <0.05), the expressions of BMP -7 significantly increased in all the exendin —4 groups(P <0.05). Con-
clusion Exendin —4 may modulate the process of diabetic nephropathy by inhibiting the expression of CTGF and increasing the expres-
sion of BMP -7 in high glucose — induced HK -2 cells.
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