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Research progress on molecular mechanism of astragaloside IV in protecting
kidney
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Abstract: Astragaloside IV is the most aboundant and activitve ingredient in Astragalus membranaceus. Many studies have confirmed
that astragaloside IV has a renal protective effect on chronic kidney disease. After reviewing the literatures at home and abroad for the
past five years, The molecular mechanism of the protective effect of astragaloside IV on kidney was reviewed from the aspects of
protection of podocytes, inhibition of renal fibrosis, protection of renal tubular cells, and inhibition of mesangial cell activation. The
aim of this study is to analyze the target of astragaloside IV in the treatment of chronic kidney disease, and provide a basis for the
application of astragaloside IV in nephropathy.
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MR GBM G FTERRAS . SEEGIUER] AS-TV RERS
HEEREIRE R (STZ) #3110 DN KR R IEHE R
ook B /NERAEACAN[A] B AT 4E4L,  FF AR T
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FEIRP /DB IEH ERS MBS UPR |1 3 #i{551%
ZWE %, ATF6. PERK. IREla K JL T 40
elF20. ATF4 H1 XBP1 0, JFHiFES TR T
)5 C/EBP [ (CHOP). c-Jun-N-7 S i il
CINKD Flp e g iR R 1] & 4R & E K il i -12
(caspase-12) KT A4HIIHT. 1M AS-IV 237H
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TGF-B 5242 22 SR/ 75 S B i % i e 20 1 Y
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®AAHE Smad2/3 oy TUY, BERRIA 4L
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B E AT A AR R B SORE RN, B B AR 4L
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Nrf2 J& — Pz FE R 7, B0 Ja AT AL T 41 i %
W, iESPUEMEARER. JUEBIHEE 7Rt
RINFRERIE, WAL PUE . DU LPiHET
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W), AS-TV g AR AR 7 X PF K a-SMA. £Fi%
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