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ABSTRACT Objective To observe the effect of Wenyang Huoxue Lishui Recipe (WHLR) contai-
ning serum on the expression of cathepsin L (CatL) in puromycin aminonucleoside-induced injury of
mouse glomerular podocytes. Methods Mouse podocyte cells (MPCs) in vitro cultured were divided into
the normal control group, the model group, the dexamethasone ( DEX) group, 10% WHLR containing se-
rum group, 20% WHLR containing serum group, the vehicle serum control group. MPCs in the normal
control group were cultured at 37 °C culture solution for 24 h. 45 mg/L puromycin was acted on MPCs in
the model group for 24 h. On the basis of puromycin intervention, 1 uwmol/L DEX was co-incubated in
MPCs of the DEX group for 24 h; 10% or 20% WHLR containing serum was co-incubated in MPCs of the
10% WHLR containing serum group and 20% WHLR containing serum group for 24 h. The vehicle serum
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control group was also set up by incubating with WHLR containing serum alone for 24 h. The expression of
CatL and its substrate Synaptopodin in podocytes were detected by cell immunofluorescence staining.
FITC-conjugated phalloidin was used to stain F-actin. A cortical F-actin score index (CFS index) was de-
signed to quantify the degree of cytoskeletal reorganization in cultured podocytes. Results Compared
with the normal control group, the expression of synaptopodin significantly decreased and the expression
of CatL significantly increased in the model group. F-actin arranged in disorder, gradually forming pericel-
lular F-actin ring. CFS index was obviously elevated (P <0.01). Compared with the model group, the ex-
pression of synaptopodin increased, the expression of CatL decreased, and CFS index also decreased in
the DEX group, 10% WHLR containing serum group, and 20% WHLR containing serum group (P <0. 05,
P <0.01). Compared with the DEX group, the expression of synaptopodin decreased in 10% WHLR con-
taining serum group, CFS index also decreased in 20% WHLR containing serum group (P <0.05). Con-
clusions  WHLR could up-regulate the expression of synaptopodin, down-regulate the expression of

CatL, and alleviate cytoskeletal reorganization of F-actin. It was helpful to stabilize the cytoskeleton of F-

actin and improve the merging of podocytes.
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