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[Abstract]

renal disease (ESRD). At present, the practical therapeutic method for DN is still lacked due to unclear pathogenesis. However, as a

Diabetic nephropathy (DN) is a common complication of diabetes, and is one of the main causes of end stage

traditional Chinese medicine, astragalus, especially Astragalus membranaceus, is commonly used in the treatment of DN. The main
active ingredients of Astragalus membranaceus include astragaloside IV (AS-IV) and astragalus polysaccharide (APS), which can
effectively reduce proteinuria and protect renal function. The mechanism of AS-IV and APS in treatment of DN was reviewed in
present article including regulation of endoplasmic reticulum stress (ERS), anti-inflammatory, reducing cell apoptosis, inhibiting
fibrosis, and regulating metabolism of sugar and lipid, in order to provide reference for the research and clinical application.
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AR EEIZE . AT R E SR I Y R,
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FUERS® . P I B A7 E 3 4 A5 I —— 2K
F T RAE P4 ST 384 (protein kinase RNA-like ER
kinase, PERK). ALEMKHHi i 1o (inositol-requiring
enzyme la, IREla) i fb5% 5 [HF-6(activating
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Med J Chin PLA, Vol. 46, No. 3, March 28,2021 295

LOrF . RERE A YT P I8 900K B 3 % . ERS
25 TALFEDNAE N 1Y 2 F B I 22 0 1 s 321 3
R, i, 28 WIR KA N M 2 RE B P
5,2 T s L 1 PO R 1 A R
AW R, APSH T I PERKBEMR AL, F%
RERSHRE W CCAAT /I T 45 & H [ (CCAAT/
enhancer binding protein, C/EBP)[RFE [ (C/
EBP homologous protein, CHOP)/K-, MK E N
JE M RERR A Y. GuoBE B2 R A R MR &
O B S R A, BITdb / db /) U BE IR 742 8 3R
(streptozotocin, STZ)iF5 T HIME R/ REFTHFE ,
B R BN IEAIZUPPERK . IRE-1a, ATF6 I
T WS OMOE , CHOPR AW Tk m, Wik
c-Jun % FE AR 5t B (c-JunN-terminalkinase, JNK) I
2Ly EIR K ) & Z B UK T (caspase)-12
SEFERSIE SN T I Rk g, PL RS B
YT i AS-IVisiks . 30 kB, AS-IV AT />
DNR R 2H 2L ER SHR i ) —— ) 4 Wl ) 19 2
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B ELF4Eqk . TGE-B, Al ot 4= PR 5 0 1 &
AW . Smad3 K Smad7¥ HTGE-B, M F
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