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ABSTRACT Objective: To investigate the molecular mechanism of autophagy of Muller cells induced by thioredoxin interacting
protein (TXNIP) during DR development. Methods: Muller cells were high-glucose cultured and knockdown TXNIP using RNAi, then
investigated the autophagy associated proteins and AKT/mTOR signaling pathway using immunofluorescence, Western blot and realtime
PCR. Results: TXNIP and autophagy associated proteins such as LC3II and p62 were observed to be highly expressed in Muller cells
within high glucose culture. While LC3II and p62 were declining upon TXNIP knockdown. Conclusion: TXNIP may inhibition Muller
cells autophagy and apoptosis via AKT/mTOR pathway in the early stage of DR.
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AR BN B2 70-80%, - I DIRAEREFRFEREFE 0.4,
8.12.24 48 /INEF T AR AL ; 2) A MR EE 4.5 o/Lglu &b 275
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b.TXNIP 0 GS 3 K = EEA R FHTFHEHIEL(*P<0.01)
Fig.1 TXNIP and GS expression in Muller cells

(a) The expression of TXNIP (red) and GS (green) in Muller cells using immunofluorescence.

(b) The statistical analysis of positive staining of TXNIP and GS(*P<0.01).
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Fig.2 The expression of TXNIP and autophagy associated proteins in Muller cells upon different concentration of glucose culture. The expression of
TXNIP, LC3II, Bax and P62 (a, b) and p-mTOR, p-AKT and p-ERK (c, d) with low, medium (24, 48, 72 h) and high glucose (24, 48, 72 h)
(*P<0.05,**P<0.01).
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Fig.3 The expression of TXNIP and autophagy associated proteins in Muller cells with TXNIP knockdown. The mRNA (a) and protein (b, c) levels of

TXNIP, LC31I, Bax and P62 and p-mTOR, p-AKT and p-ERK in TXNIP knockdown (*P<0.05,**P<0.01).
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