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Protective Effect of Modified Huangqi Chifeng Decoction Containing Serum on Adriamycin Induced
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ABSTRACT Objective To observe the effect of Modified Hanggi Chifeng Decoction (MHCD) on
autophagy of glomerular podocytes and the expressions of nephrin, podocin, desmin podocyte related
proteins. Methods Podocytes were in vitro cultured. Podocyte injury model was prepared by adriamycin
(ADR) induction. Podocytes were intervened with MHCD. Podocytes were then divided into 6 groups, the
blank group, the ADR model group, the Telmisartan group, and the high, middle and low dose MHCD
groups. Western blot was used to test the expression levels of podocin, nephrin, desmin, Beclin-1 and
LC3- II. Transmission electron microscope was used to observe micro-ultrastructural changes of autoph-
agosome. Results (1) Compared with the blank group, the expressions of nephrin and podocin signifi-
cantly decreased, and desmin expression significantly increased in the ADR model group (all P <0.01).
Compared with the ADR model group, the expressions of nephrin and podocin increased significantly,
desmin expression obviously decreased in high and middle MHCD groups and the Telmisartan group (all
P <0.01). However, they were not obviously changed in the low MHCD group (P >0.05). (2) Compared
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with the blank group, the number of autophagosome increased significantly, the volume was significantly

enlarged, organelles were reduced in the ADR model group. Compared with the ADR model group, micro-

ultrastructural changes of autophagosome were improved to some degrees in high and middle MHCD

groups and the Telmisartan group. However, they were not obviously changed in the low MHCD group.

(3) Compared with the blank group, the expressions of Beclin-1 and LC3-1I was significantly increased
in the ADR model group (P <0.01). Compared with the ADR model group, the expressions of Beclin-1
and LC3-1I protein significantly decreased in high and middle MHCD groups and the Telmisartan group

(all P <0.01). But they were not significantly decreased in the low dose MHCD group (P >0.05). Conclu-

sions

MHCD could protect ADR induced podocyte injury. Regulating the activities of podocyte autoph-

agy might be one of its mechanisms for protecting the podocytes.
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