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Abstract

Diabetic Nephropathy (DN) is one of the microvascular complications caused by diabetes. Its clin-
ical manifestations are mainly albuminuria and progressive renal function decline. Podocytes are
the key parts of glomerular filtration barrier, and their morphological or functional changes play an
important role in the formation and progression of proteinuria. In recent years, studies have found
that Radix Astragali can protect the kidney in a variety of ways. This article will explore the main
mechanism of repairing podocyte injury and delaying diabetic nephropathy by Astragalus membra-
naceus from the aspects of improving glucose and lipid metabolism and insulin resistance, reduc-
ing oxidative stress, reducing inflammation, inhibiting podocyte epithelial-mesenchymal transfor-
mation, inhibiting endoplasmic reticulum stress, interfering with autophagy and improving podocyte
adhesion dysfunction.
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1. 518

B PR 993 ' 73 (Diabetic Nephropathy, DN)J2 H8E R I BT 51 L i —Fh ARSI SR 1 IR . AT MR R T
B /NERBEAL . B /N BRUEIE 2T B S AR AR L B IE R, R W PO - I Ui i T ARE 2 —, I
S e R Y U 9 A 4 R B 6 1 R B SR R[] [2] 0 4 BB NERATE b R i, S 4R N R e
o BE B R A A DI RE R OGB4 2 — . DN B, H T 2 4 A AL S OC B AR IA s, S0
ANERUERL BEBEZS M A T e th B , TRBUER A RFFEEAFAE[3] . A2 20 M43 105 1 Do W K ' s 7 01 110
RERIAT, HA LR B4 DN (ERE, IRy S Moo gk 8 R . REL% B k40 5 A &
B E L.

e, HRH . R, M. IR, AV mEERR . FIAE B AREETRIL. AT
. SUBHENKITIA4], RAVUEM 2 2], BRE2E (RENE) BN “FAzK” .
ARG R K BAPUME RIOM M SEm e oiae. R ANE. AT IR B SRS
I I 2R AL 7 v B B LA I AORE S AR L L 3 I Y (Astragaloside 1V, AS-IV) KBS B
(Astragalus Polysaccharide, APS)2& I 32 ByE P 7 [5]o AN SOREJE T /2 40 M 453475 60 3 1€ = EL 43R 97 DN
MINLEIEATZ5, i — 5 (I R S S A B AR 35

2. BRARNERSThEE

B NERE T IRt 2 FL N i, B/ NERILECTF (Glomerular Basement Membrane, GBM) Al 2 4l g =
TR A R S /R R, AR AR R IR TR =5 LR, AHAR 22
JL PR 2 TRAH B AT R R, AL RGP 4 1R 2 A 1 R A A LRR I, i B R X AH S R
T GBM AMU, XAERIRFRGS T RA T RIFRERRE SIS DiEe, 2P EE AR R RS
JRBE[6] [7]0 /2 40 B IR A2 BRI R E A R R4 T W0 5 R e B4 e far e B VR FH 47 B 40 1ML 25 i AR
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P NER U ThAS . BT V4 GBM AR LA B 2 5 /INER P R 0 A 1 45 M AT e 2 8]
3. B4a{ES DN X R

JE LTSN (B0 D RERI X 5 DN IR A B UIAHOC . BRI, AR 3REL MREh 1% R RIE
SRRV AR B R R AT BE S| AT R AH B AR . ARt . b Rz 18] 78 5 4% 4k (Epithelial-Tomesenchymal
transition, EMT). & 4 i V& B 155 — RV S A5/ IS, 85 /NERIE AR S 2 208 3R, &
|EARMKE, K DN[9], IR /INER IRE 0N 2 K B 328 1) R A

JENAE 2 F ] DN A2 40 IRTAE I B . sk, BRI E R 77 sl mrad,
BB NERE R ALK, a0t HIAREETEIE R, R fERE G TSNS A PR E R e As,  DLAEREE /)
BREEATDNREM IE R, 1IX— R 5 FBUL AR Th e 240 22 ) GBM ik, AT A 2 41 £k 5 3E— 2D /b [10].
SR EMT i 75 5 2 40 M i 25 SUR A A T2 RS 5 T DN R 4Bk i R B . fEIX —id fi v,
BRI bR A AR R AR E R A RIA TR EOE R, FERREGEE K. 2R, $8UE
FIJR, DN BERIAAE[1L]. EFER T, F1k S Mpied R Sl TR G Sl Lmn, mE
Z AR FEE BN AT, A1 R0 MAL T A AR R IR AS o« SR, M'B/NBRE AR D i, AR e R
AEFT0E, SER MR TR R S, R RAFE T, EEMNAS R RIB[12]. E4EN GBM
FREE, BAEREEEDIRE, BB MR, GBM MIEEZE F R A BNE, IR
[13]. [AIEF, JEAHARR o R S 2R A i R Aiiff, LSz 45 R AR A, Jovdie B 3 e 25 6 DM 41
FTEU BT R R, SECLRE ik, BEIERE/NREEW, EE5RE.

4. BEX DN EARIPHLEHIBTR
4.1 BERERAHERRRRM

B PRI A0 A 28 8L AR B AP A, SERIVE 8t AR 4 Ma[14). — D7 TH, mbE e 5|
LI B NER R 7 mIElIRES, T E BN LI, R, m iRl S E A R A i R ThRERI G, 5T
JEYHMITE T S5, R GHM R B S ORI, R GEH R IR RS S R IR 2 DN kA
RIBIIREL > T MUk 2 —[3] [15]. AWF7CEH, DN & RE IR 7 W FE 5 B B oh e i fe s —
F[16], DA choste i g AR 2 ik B 3R he, (R R AHA, % AE2% DN #EFE A B2 . AR, AS-IV
FIE B I 1) F P (00 o Tl £ il R T 26 0 -6 - R T 000 A, D 1) JH W3 Js 1900 2 AR 0 1 267 B P S, DT %
R R /N BRI TR . H i = B A S 2K [17]. Yo L FIBARIRE R B AS-IV B3t 1 8 FR 7 K B
(R 5 R, Rt A R R A R TR A BT, SRR AS-IV B CR A HL RT e S F p AN
PUAME A K[18]. SHRMLSE MR T on, APS Al LUMEREANR . HEhRBEER I i, JF H s (E
THRBEH I - AW C WM NRE, NaT-KT-ATPTEERE RGN, T O 2 AR B PRI K BRAFE IR AR
A [19]

42. BESHNMR N

SR A2 DN HE RIS, RN/ DN S I EEZN LS. S, A
RN AMAE I s BT S E RS, 2186 Bt N 7 14 % (Reactive Oxygen Species, ROS)™= /it £, K&
A e A, RIEEE— RAIE S FiEE, FEE BB, 58S mMIhaer &L,
FEDN B RA[20]0 SEEG IR, AS-IV X B F 1) 2 4 M 0 B — @GRy E T, mT DU 2 40 i A 79
% (Malondialdehyde, MDA) & & T [, HAMYEALEF(Super Oxide Dismutase, SOD)i& 147t =, FH AL
AIRES AS-IV T B AL RS R ) S A EE A 2% BB (Integrin-Linked Kinase, ILK) R4 KA A K
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[21]. Gui FFiEid S8 [FFEIE S T Bax ((RETD)E AFIIG M Bel-2 (Wi o) 8 E 1Rk B M il
caspase-3 i&ift, AS-1V ReiE /D> HG 75 S & 40 1-F0 ROS f=4:[22]. b4k, Xing S HBA 05T
IR, AS-IV BT fEEL S PPARy-Klotho-FoxO1 15 5 i@ B AL i, AT Ik 59 2 40 A i 12 [23] -
FEh, LRSI, APS BERRANH] DM KRS, FRAR AL I s iR, AT 42 i 24 () 1
B, X 1] 55 H0H] Wntl {55 4% 54 9%[24] - 25 b, 3R 32 Z0E Y Rl 2y vl s i B0E PPARy-Klotho-FoxO1
SEEE . W6 wntl 5 00ES. FIELYIH ILK FEAKERE. Pl Bax &A5 Bel-2 & AR
caspase-3 i L AR A M| AL NI, BHAE R A T,

43. RBRERK

7E DN MIJE Sofi R Fe i fE b, B RO R 1 2o E B MMEH . DN &2 v O0E R 77K~ 2 2 e,
Fri i 2 FhORAREE R N SRE OB, Rk R 4RI AR R B R RVER T, S EUR IR G [25]. SRERR
W, AS-IV REMS 52 PR RS I AGEs. IL-18. 1L-18 Rk AL AL R bRk, {EB] AS-IV 7] fgil it
ORI K BRI 2 RE A DGR DRI 1 2 08 K 253 DN (197 B2 2 E [26] - Feng 55 M S 6 H R 15 SR R BH, AS-IV
I HT NLRP3 Z8RE/IMAS S R IE LS 7 DN /N 'S ThREANE 4 15 [27]. APS MIRESS T i 2 M
MAF IL1B A1 1L18 ik, ) DN KK TLRA/NF-«xB 15 5@ MG, 3% DN ‘B4 445 [28] [29] .

4.4, INEIELHER EMT

EMT J& b B2 4f i i) 78 R A i o0 4k, s 0 0 o 6 vE b B RRAE I F2[30]. AR, TEmbES
T DN ZhP R A gr MR A b, R A b R 4R bR 54 Nephrin 5 7 3 208 T 2 A0, 17 7] 78 )57 48 i
PrEY) Desmin JH R & EMT Mitrdiz —. MHRMEASCEE, w BB B B g Nk iE bt
B 527 450 K B I AR 4R AR [31]-[33] - WF L A I, AS-IV AT 161 i B 475 5 7 Desmin s 386 m, -1/ 2 41 2 Nephrin
Fik, o AS-IV AT HIE SRS T 10 EMT, 4EFERAIREAS, R E/NERIE b B[34] [35]. £ WA
R, APS [¥1'E R4 7E F 5 HIECE /N R 2 41008 Nephrin 221k, Bk Desmin 1A 5X[36] [37].

4.5. HNHIPR BRI R

P45 I 82 3 (Endoplasmic Reticulum Stress, ERS) & 7E 2 FlUi HE 44 F T2 ER NS R4, PSR PT
ZHEAMM(UPR)/ S 3 % IREL. PERK fil ATF6 {5 5@#%[38]. AWM AR K, & MARs
O FRAR S MK R, 5 S T I S IR, AT 3 B0 R A B3 [39] . E S AL SR i Ak Ah SE G K
P, AS-IVATIES 4% IRE-Lo 5 5188, WEE PRI RLAR BE, 3 — DI S0 [ B, R 4% 2 4t i £
P YEF[40]. Chen SEMIWFFLHAIN, AS-IV T P 5T N S8 5 AROR FRs /)~ GRS 40 i 7 T P DR AP 4 T 5 40
il PERK-ATF4-CHOP i@ #% 4 55 [41]. kN Ca® Pk 7K ul 5] & ERS M1 UPR (#1343, Guo 5 & Bl AS-1IV
] T DN /NS WL A5 351 ATP BiEIA, IR A Ca® Fazs, ] UPR Al ER B S HIUET:
IRAR R R IR LE AR A AT A A 55 2 0 e AR T2 [42] o LA R R TSI 32 BAL 2 0y AS-TVRENS 8 it
4% IRE-law PERK-ATF4-CHOP {5 50 S AT A Ca®* Ra AUl 4 o I SRR P, M TT 4% 2 4
H LR A FH
4.6. FMELE

H WA FUR AR b — Bl Al b FELR S T PR A0 [ WSO FH A B N A K 2 0 2 451 40 B 25 11
I FR[43]. B E AL 40 M A R E R KT, BB SRBIRES N R 4 I RS2 BN, (R T 2 A R

1i[44]. X FWIFERE B VR4 R AR RS R E E R EE/EH . Wang [ BIBAW g5 AS-IV 1] fig
JEIT T SIRT1-NF-xB 38 B AN H W30S R #1148 2 05 5 10/ BRE iR #5315 [45]. Guo ZEUERH AS-IV 1E
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DN & &R KB B 1 B AR R, AR E 58 AMPKa 051 50 H WA [46]. APS I Al i@t
BOE Sirtl/FoxO1 JEIIKE HG A S L4 i W b [47] . Robar 0L, 38 065 P Bl 40 ml 3 i i =
SIRT1-NF-xB. AMPKa }% Sirtl/FoxOL il B§ K I80E E W, {3 L 4.

4.7. & B HRRFEMIThRErETS

JRAINL S GBM [RGB 3245 il e S BUL A GBM B, 1XJE T3 DN [ —F R IIHLHI[11]. mikE
ORI, H a3y p1 BEGRRIEKCTULEFFL, FoniXn] e 3 BUL AR BE 70 T B 3 ZE L]
[48]. SEERIL, AS-IVEFTfE T LUEsR 405 GBM ZiFRE ), ok R £ R & K E AR,
Lk ATRE S Bl o3, pL BARKILKT. FEAK a-actinin-4 FE7KF A ILK HHIH 56[48] [49]. 24 Je
HABNRI SRR, LS HANELE S o3, f1 BEREKIAAT, ok w0 2 i Iz i 6
WA 2 B3 Va0 b B 2R R B 50T 53— 5t AS-IV 3R mT RS ] FAK B AL RE L8
BEIASE T 2 4 B K BB BE 71 [51]

5. /g5

i Epmg, IR EENE RS AS-IV [ APS E3RJT DN J7 A+ B AR o wT DU s b
HEACH R R AT IR SO DS N I R S L HA A A EMT S | Y BRI . 1A
Wi o R ARG N T RERR RSS2 EALHIZ 5 DN 24 ORY, I DN 3 JREE A IS AT . 35
BEAHBMRIT DN BT R CAEZ ALY P HAESE, HIRKIT AR, RAKIEHTE 41 Hi2
P RIS PR 2 EEAE D, DYDY DN I ARG T S A 58 D AT SE A BRARAKHE
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