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ABSTRACT Objective To explore the effect of Jianpi Qushi Heluo Formula(JQHF) drug-containing
serum on the levels of Nephrin, Podocalyxin and mTOR-related autophagy factor in puromycin aminonucle-
oside (PAN)-induced mouse podocyte injury model. Methods In accordance with the difference of drug-
containing serum cell culture medium, the mouse podocyte was segregated into 8 different groups, inclu-

BATUH B ERE B E E RS H (No. 5050109)

PEZ AL 1. A BEZ RIS AEBE (L5 100029) 5 2. o [ b BBk B 16 A1 B2 B B AL (b 3. 0100091 ) 5 3.7 [ o BE )27 B F 2 2 B
(dtxt 100700) ; 4. H [ o BERR 2 B PGS0 S e SRt B2 2B 58 (bt £100091)

WIRVEH . &-Hk, Tel: 010 —62835369, E-mail: tezhongeyu@vip.sina.com

DOI: 10. 7661/j.cjim. 20180814. 223



rhE P P4 A 4k 2018 4E 9 4 38 #5459 i CJITWM, September 2018, Vol. 38, No. 9

-1107-

ding normal group (10% normal serum), model group (10% normal serum + PAN), low dose of JQHF
group (10% low-dose JQHF-containing serum + PAN), medium dose of JQHF group (10% medium-dose
JQHF-containing serum +PAN) , high dose of JQHF group (10% high-dose JQHF-containing serum +PAN),
telmisartan group (TMST, 10% TMST-containing serum + PAN), prednisone acetate group (PRE, 10%
PRE-containing serum +PAN) , and rapamycin group (RAP, 100 ug/L RAP +10% normal serum +PAN) oth-
er than the normal group, all were in the PAN (100 /mL) induction. The activity change of the podocyte inju-
ry model subsequent to the serum effect of each group were detected by CCK-8. In addition, the expression
levels of Nephrin, Podocalyxin and mTOR-related autophagic protein in each group were detected by the
Western blot. Results (1) Compared with the normal group, podocyte activity was significantly decreased
in the model group(P <0.01). Compared with the model group, podocyte activity increased in the high dose
of JQHF, TMST, PRE, and RAP groups (P <0.05). (2) Compared with the model group, other than the
Podocalyxin expression in the low dose of JQHF group, Nephrin and Podocalyxin expression manifested in-
creased in all the other drug intervention groups (P <0.05, P <0.01). Compared with the low dose of JQHF
group, the expression of Nephrin in high dose of JQHF, TMST, PRE, and RAP groups was increased (P <
0.05). Compared with the medium dose of JQHF group, the expression of Nephrin was increased in the high
dose of JQHF, TMST, PRE, and RAP groups (P <0.05), and the expression of Podocalyxin also increased in
TMST, PRE, and RAP groups (P <0.05). Compared with the high dose of JQHF group, Podocalyxin expression
was increased in TMST, PRE, and RAP groups (P <0.05). (3)Compared with the model group, the expression
of LC3-Il was increased in each drug intervention group (P <0.05, P <0.01), whereas, the expressions of both
P-mTOR and P4EBP1 were decreased in the high dose of JQHF, TMST, PRE, and RAP group (P <0.05). More-
over, the expression of P-P70S6K was significantly decreased in the high dose of JQHF, TMST, and RAP
groups (P <0.01). Conclusion  JQHF could improve the level of autophagy in cells and repair the injured podo-
cyte induced by PAN; furthermore, it is also associated with the up-regulating expression of Nephrin, Podoca-
lyxin, and LC3-II, decreasing the synthesis of mTOR-related factors in the cell.
KEYWORDS Podocyte; Jianpi Qushi Heluo Formula; Nephrin; Podocalyxin; mTOR
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Wil 13.4 g/(kg - d) Y TR &5 JQHF
i f fE2H 26. 8 g/(kg - d) A TR 2 75,
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DMEM) ;RAP HiA%1 (100 pg/L RAP +10% 25 141
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