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Molecular Mechanism and Effects of Astragaloside IV on the Interaction Between

Monocytes and Renal Tubular Epithelial Cells
YUE Yanli, MI Xiuvhua, SHEN Liping ( Depariment of Nephrology, Traditional Chinese Medicine Hospital of
Yangpu District ,Shanghai 200090, China )

ABSTRACT Objective To explore the molecular mechanism of the interaction between monocytes and renal tubular epi-
thelial cells in the process of renal interstitial fibrosis and the effects of astragaloside IV on the interaction of the two cells.
Methods
were cultured and treated with astragaloside IV.The mRNA expression of Arg,marker gene of M1 monocytes iNOs and M2 mono-
cytes were tested by real-time PCR.The cell surface marker of U973 TLR-4 was detected by FACS,and the change of TBK/IRF3
Results

of iNOs and the decrease of Arg-1 induced by M1 transformation in HK-2 cells stimulated monocytes.Further,the surface marker

TLR-4 was also decreased and the TBK/IRF3 signaling pathway was blocked by astragaloside IV .

By using in vitro co-culture system, monocyte cells (U973) and human renal proximal tubular epithelial cells ( HK-2)

signaling expression was explored through mRNA and protein level. Astragaloside IV treatment inhibited the increase

Conclusion Astragaloside
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IV inhibits renal interstitial fibrosis by blocking the TBK/IRF3 signaling pathway ,inhibiting M1 differentiations of U973 cell and
the expression of TLR4 ,and then relieves the production of inflammatory factors.
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Tab.1 Primer sequences of Q-PCR

HEAAR E[519) JAREIL]

iNOs  AGACAGGAAAATCAGAGG ~ CAATGTCATGAGCAAAGGCG
G

Arg CGCCAAGTCCAGAACCATAG TCCCCATAATCCTTCACAT

CAC
TBK CCTCCCTAAAGTACATCCACG CAATCAGCCATCGTATCCCC
IRF-3  GAGGCTCGTGATGGTCAAG  TGTACTGGTCGGAGGTGAG
Gapdh  AGGTCGGTGTGAACGGATTTG TGTAGACCATGTAGTTGAG
GTCA
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Fig.2 Inhibition of TLR-4 increase of U973 cells by As-
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