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Renal Tubular Protection of Shenqi Fuzheng Injection in Treating Primary Nephrotic Syndrome HUANG Yan-
yan, LIU Yong, LIU Chun-mei Department of Nephrology, Affiliated Hospital of Zunyi Medical College,
Zunyi , Guizhou (563000 )

Objective To explore the effect and mechanism of Shenqi Fuzheng injection (SFI) on renal tubule in
treating patients with primary nephrotic syndrome (PNS). Methods Eighty patients with PNS were randomly
divided into two groups, 40 patients in the control group were treated by conventional therapy mainly with glu-
cocorticoids; 40 patients in the treated group treated by conventional therapy plus intravenous injection of SFI
additionally. The changes of serum albumin (sALB), urinary protein in 24 hrs (UP/24h), urinary levels of
retinal binding protein (RBP), B, microglobulin {B,-MG) and N-acetyl-D-glucosaminidase (NAG) as well as
blood lipids before and after treatment were observed. Results After treatment, level of sALB increased and
urinay levels of RBP, $-MG, NAG, UP/24h decreased in the treated group, as compared with those in the
control group, showing significant difference (P<0.05 or P<0.01). Blood lipids level abated significantly af-
ter treatment in both groups (P <0.01), comparison between them, levels of TC and LDL-C in the treated
group were significantly lower than those in the control group (P<0.01). Conclusion SFI has protective ef-
fect on renal tubule in patients with PNS, also has effect on lowering blood lipids.

Key words Shengi Fuzheng injection; nephrotic syndrome; renal tubule
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