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ABSTRACT: AIM To investigate the regulatory effects of Discharging Fu-organ and Removing Turbidity Method
on TGF-B1/p38MAPK signaling pathway in chronic kidney disease rats. METHODS Thirty rats were randomly
divided into blank group, model group, Discharging Fu-organ and Removing Turbidity Method group and Dahuang
Formula Granules group. The rat model for chronic kidney disease was established by intragastric administration of
2.5% adenine suspension (200 mg/kg). After 8-week administration, renal function indices, renal pathological
changes, 24 h urinary protein, uremic toxins, TGF-B1/p38MAPK signaling pathway and renal fibrosis degree were
detected. RESULTS Compared with the model group, the Discharging Fu-organ and Removing Turbidity Method
group demonstrated significantly decreased BUN, Scr, CysC, HCY, IS, 24 h urinary protein, IL-6, TGF-B1, a-
SMA, TGF-B1, p-p38MAPK protein expressions and renal fibrosis degree (P<0.05, P<0.01). CONCLUSION
Discharging Fu-organ and Removing Turbidity Method can delay renal fibrosis progression in chronic kidney disease
rats by reducing uremic toxins and inhibiting activated TGF-B1/p38MAPK signaling pathway.

KEY WORDS: Discharging Fu-organ and Removing Turbidity Method; chronic kidney disease; TGF-B1/
p38MAPK signaling pathway
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Fig. 1 General conditions of rats in various groups
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Fig. 3 Renal pathological changes of rats in various groups
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