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ABSTRACT Objective To observe the mechanism of Modified Huangqi Chifeng Decoction (MHCD)
alleviating the injury of glomerular podocytes induced by angiotensin Il (Ang Il ) based on the regulation of
reactive oxygen species (ROS) -autophagy pathway. Methods The low, middle, high dosage drug-contai-
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ning serum of MHCD (0.57 g/mL,1.15 g/mL, 2.29 g/mL ,respectively) and telmisartan (0. 83 mg/mL) was
prepared, the injury model of podocytes was induced by Ang Il (1x10"mol/L). Podocytes were divided in-
to control group, model group, low, middle and high dosage MHCD group and telmisartan group.To verify
the relationship between autophagy and the model, the 3MA and chloroquine groups were set up. The ex-
pressions of nephrin, podocin, LC3, Beclin-1 and P62 were analyzed by Western Blot; the activity of auto-
phagy was analysed by lysosomes fluorescent probe; the formation of autophagosomes were observed by
transmission electron microscope (TEM) ; intracelluar ROS levels were determined by flow cytometer. Re-
sults Compared with the control group, the expressions of nephrin, podocin and P62 of podocytes were
decreased ( P<0.01), the expressions of LC3II/LC3 I and Beclin-1 were increased ( P<0.01), MFI of ROS
was increased ( P<0.01) in the model group. The results of TEM and lysozyme fluorescence probe showed
that the expressions of autophagosomes and lysosomes increased in the model group. Compared with the
model group, the expressions of nephrin, podocin and P62 of podocytes were increased ( P<0.01, P<
0.05), the expressions of LC3 [I/LC3 I and Beclin-1 were decreased ( P<0.01, P<0.05) in the middle
dose MHCD group, high dose MHCD group and telmisartan group; the expressions of nephrin, podocin
were decreased in the 3MA and chloroquine group ( P<0.01, P<0.05) ; the expressions of Beclin-1 was de-
creased ( P<0.05) in the low dose MHCD group; MFI of ROS were decreased ( P<0.01, P<0.05) in the MH-
CD groups and telmisartan group. The results of TEM and lysozyme fluorescence probe showed that the
expressions of autophagosomes and lysosomes decreased in the intervention groups. Conclusions Ang
Ilinduced injury of podocytes by decreasing the expressions of nephrin and podocin of podocytes; MHCD
alleviates injury of podocytes by increasing the expressions of nephrin and podocin of podocytes. Based
on the regulation of ROS-autophagy pathway, MHCD could alleviate the injury of glomerular podocytes by
downregulating autophagy flux induced by Ang1l.

KEYWORDS Modified Huangqi Chifeng Decoction; angiotensin Il ; podocytes; reactive oxide spe-
cies; autophagy flux
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