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[Abstract] Objective To explore the molecular mechanism of Toll-like receptor 4 (TLR4) and phos-
phatidylinositol 3-kinase (PI3K) for mediating podocyte injury by regulating endoplasmic reticulum stress
(ERS) and autophagy. Methods The podocytes injury model was established by TGF-8, stimulating mouse
kidney podocytes. The model was treated by TLR4-siRNA and 3-MA. Then the levels of TLR4, MyD88,C/
EBP homologous protein (CHOP) , PI3K, autophage protein beclin-1 and LC3B were detected by using the
Western blot. Results The protein expression levels of TLR4, MyD88, CHOP, PI3K and GRP78 were in-
creased at 6,12,24,36,48 h after mouse kidney podocytes injury induced by TGF-8; ,reaching the peak values
at 24 h after stimulation, which were 0. 57=40. 07,0. 65+0. 06,0, 5040. 04,2. 01+0. 18 and 2. 09£0. 17 re-
spectively; compared with the TGF-B, combined with small interfering RNA treatment group,the results after
stimulating treating mouse kidney podocytes by in TGF-$, combined with siRNA-TLR4 pre-treatingtreatment
group TGF-B, showed that the expression levels of TLR4,MyD88,CHOP,LC3-1I ,beclin-1,PI3K and GRP78
protein were significantly decreased or weakened, which were 0. 3520. 03,0. 4240. 04,0. 31 £0. 03,0. 22=%
0.01,0.2940.02,1.2940.10 and 1. 44=0. 13 respectively; compared with the TGF-B, group,the results af-
ter tstimulating reating mouse kidney podocytes by TGF-8; combined with P13K specific inhibitor 2. 5 mL 3-
MA pre-treating TGF-8, showed that the P13K activation level, LC3-II, beclin-1,CHOP and GRP78 were significantly
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weakened, which were 0. 24+0.02,0.3340.01,0.4240.02,1.25%+0. 11 and 1. 21£0. 12 respectively, howev-
er,the expression levels of TLLR4 and MyD88 had no significant change. Conclusion TILR4 modulates TGF-8,

for inducing ERS and autophagy of mouse kidney podocytes injury via PI3K signaling pathway.
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*x1 TGF-B3,FEESEHN' SR AR FR B TLR4 MyDSS,CHOP, PI3K 1 GRP7S EHRIEKF (x£s)
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