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Abstract: Diabetic kidney disease (DKD) is a progressive renal complication for which effective reversal
strategies remain elusive. Traditional Chinese medicine (TCM), based on the principle of "strengthening the body's

defenses and expelling pathogens" demonstrates advantages in multi-targeted, holistic regulation for controlling
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blood glucose and improving renal function. Astragalus membranaceus, a key Qi-tonifying herb, excels at
replenishing Qi, elevating Yang, promoting diuresis, and reducing edema. Its properties align closely with the core
pathogenesis of DKD—QIi deficiency with retention of turbidity—making it a frequently used clinical agent for
preventing and treating DKD. This systematic review of relevant literature reveals that Astragalus membranaceus,
through its active components (e. g., astragaloside IV, astragalus polysaccharide, and calycosin), synergistic
combinations (e.g., Astragalus membranaceus-Dioscorea opposita, Astragalus membranaceus-Cornus officinalis,
Astragalus membranaceus-Caragana sinica), and formulae (e.g., Shenqi Dihuang Decoction, Yuye Decoction,
Huangqi Gegen Decoction, Huangqi Liuyi Decoction, Huangqi Decoction), and related proprietary Chinese
medicines like Keluxin Capsule, Shenqi Jiangtang Capsule, and Niaoduqing Granule demonstrate promising
potential in DKD prevention and treatment. Its mechanisms involve regulating glucose and lipid metabolism,
inhibiting oxidative stress and inflammatory responses, improving insulin resistance, and modulating multiple
pathways of programmed cell death (pyroptosis/apoptosis/ferroptosis/autophagy), counteracting renal fibrosis, and
alleviating endoplasmic reticulum stress. This review systematically summarizes research progress on Astragalus
membranaceus and its formula combinations in intervening DKD, aiming to preliminarily elucidate the modern
scientific implications of Astragalus membranaceus's "Qi-tonifying and water-draining" efficacy, providing
reference for its clinical application and further investigation.

Key words: Astragalus membranaceus; Qi-tonifying and diuretic; diabetic kidney disease; Qi deficiency with

retention of turbidity; formula composition; mechanism of action
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Figure 1 Mechanisms of Astragalus membranaceus treatment in DKD. DKD: Diabetic kidney disease; NLRP3: NOD-like receptor pyrin

domain containing 3; PEPCK: Phosphoenolpyruvate carboxykinase; G6Pase: Glucose-6-phosphatase; SIRT1: Silent information regulator 1;

NF- kB: Nuclear factor kappa-B; TLR4: Toll-like receptor 4; AMPK: Adenosine 5'-monophosphate-activated protein kinase; PI3K:
Phosphoinositide 3-kinase; AKT: Protein kinase B; IL-33: Interleukin-33; ST2: Growth stimulation expressed gene 2; p65: RelA; TXNIP:
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Table 1
Short-chain fatty acids

Metabolic characteristics of active components from Astragalus membranaceus in vivo. CYP450: Cytochrome P450; SCFAs:

Active Absorption site Metabolic pathway Bioavailability Ref.
component
Astragaloside  Mainly in the small intestine; 1. Gut microbiota metabolism: Hydrolysis to Low (approximately 0.1%-2%) due to [25]
partially absorbed after secondary aglycones; strong hydrophilicity, poor membrane
hydrolysis by intestinal 2. Liver metabolism: Hydroxylation, demethylation — permeability, and significant first-pass
microbiota via CYP450 enzymes; effect
3. Excretion: Mainly via bile and urine
Astragalus Colon (minor absorption in 1. Gut microbiota fermentation: Degradation to Very low (minimal direct absorption); [26]
polysaccharide small intestine), dependent on SCFAs; exerts systemic effects mainly through
degradation by intestinal 2. Absorption into blood: Enters circulation as local intestinal actions and metabolites
microbiota degradation products;
3. Immunomodulation: Partially directly acts on
intestinal immune cells
Calycosin Small intestine (passive 1. Gut metabolism: Partially hydrolyzed by Moderate (approximately 10%-30%) [27]

diffusion or transporter- microbiota to aglycones;
mediated)

via CYP450 enzymes;

2. Liver metabolism: Glucuronidation and sulfation

due to high lipophilicity of the
aglycone form, facilitating absorption

3. Enterohepatic circulation: Conjugates hydrolyzed

and reabsorbed in the intestine;

4. Excretion: Mainly via urine and feces
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T4 1] S50 LI, AT 9k 2 db/db /)N BR TR A2 4 i 45
B8 MRS 25 R S BT FL A R — 8, R
A MK ROS &% &, Pk & Klotho %X, 1 5% FoxO1 &k it
BT E A IS P, JF B R T B, A K T 2 (nuclear
factor erythroid 2-related factor 2, Nrf2)-$i & [ B 76
4 (antioxidant response element, ARE)/Zk $ii {4 %% 3¢
7 A (transcription factor A, mitochondrial, TFAM) PLHE
PU A A LA 5, 3R T AE B B T A & BE (high
glucose, HG) I & 4 i f T 1200 5388 e 3 i J
HATAY) T E 7 T -7-0-B-D-Fi %) b 1E N T B
B S, HPUEMAER I CAENESE . fHEE
58 BT 70 2 B OBE JR W (type 2 diabetes mellitus,
T2DM) K 6., AEWS [E MK ROS T % (malondialdehyde,
MDA) i 38 & [ H.AE & [ (thioredoxin interacting
protein, TXNIP) 7K ¥, H F+ & Nrf2 Fl & $1 5 b g
(total antioxidant capacity, TAC) 7K P, 3 1 P & 28 ki 44
T 77, R G2 il A L 9
123 R R IER A H 4 5 #r, /£ DKD Ji #2

HHR] 5% 3 2 B R IR AR . NF-xB 1B N Z L 1) 8 0E
FHORAT 5, LU0 S 8 A RAE Ak Y 1 B e s
B AIE 52 42 DKD i J& 1) 2E W) bs B Toll #3214 4
(toll-like receptor 4, TLR4) [A]F #% & B £ DKD 5 2H 21
o AN, A% W R 4 A 5 R AL S5 M R R AR
(nucleotide-binding oligomerization domain-like receptor,
NLR) & A Z A A 2R 3248, 7T A 5 48 i 452
5 R W06 2 R o s R LN R LS NLR 22
BRI 98 P /MA 0 22 3 B A 4R, i NLR KRR S
4k M3 8 1 (NOD-like receptor pyrin domain containing,
NLRP). 4 - # 5¢ B w5 FF 8 1 L oF Bt R 4 B -1
(cysteinyl aspartate specific proteinase-1, Caspase-1) 14
BE e o 7E DM B AN BRAR A, 38 AR Ah S,
TG 3] P e 4 T S 0 L o A AE 58 PR MR
BEAh, E A2 R A R 5 IR S8 2 5 DKD &% il
H, AL 4E A 40 M A & (interleukin, IL)-1.1L-6.IL-18 &
Ji 983 YR E R F (tumor necrosis factor, TNF)™, R %
EAE DKD #E JE e 7 A i B A 1 45 e B, (BB T
B 2 B A [ SONE AR SR 5 3l 1 AT 238 DKD 7

W FTAIE 5K, 35  H AR i DKD K B P IL-15-
IL-4. TNF- o, . #% 4 8 #& {6 ] + -1 (monocyte
chemoattractant protein-1, MCP-1) F1 41 i 1] & Fff 43
“F-1 (intercellular cell adhesion molecule-1, ICAM-1) [
1 FEARIE, W i % NF-xB A 5 [ 908 5 R 3R
TR B AT B 2 N T R B U A I
1 % NF-B AR 1 3845 K 2 i DKD ' JIE (1 2 E, B
PG IE TLR4 (1) R 1 L 3 il 1xBo A1 NF-xB p65 11 5 iR



- 2432 - 242224 Acta Pharmaceutica Sinica 2026, 61(7): 2428-2446

6 BL % B AR TNF-a IL-18 Fl MCP-1 119 335 R A H
TR RONAERE PRI K B //IN B AGEs AL 3 (1 /) B, TECs &
HG 4b 22 (/)N B 408 T 2543 B 6 IESY ek,
FHH AT o 410 i) NLR 15 5 38 2%, #4155 JIE - DKD 2
7R [18) Jok R A S i B T 50 K BRI K D e A
JIE 975 B AR LB NLRP3 % AE /MA AR 9 BF 58 B R A (1
RAENA 2 —, ] 3% P BE k4% DKD H i) S Ak B
W JORE S A AP 2R F A A 1591 B NLRP3 %
SiE /N BT A1 T B SORE s 8L R 7, 38 33X — ML
dbldb /> § B 'E T e Fi bR, R I AT 0 L 4l i
.
124 HEBRSEMI AEND, EESRE TEEK
AN 47 4 L ) AR 5 A 0, 3 LR R T A A P T e
B /NER RIS A N E Y. DKDARA T, ”XHE)EJ
Ao LI B 35 5 B B AG, FLARAE 2 B b 3R 2 AR
JE#I 1 (insulin receptor substrate 1, IRS-1) R % 2 IR 1
& AL 7K P T B, 2 T B0 U 0 B R UL R 3-
(phosphoinositide 3-kinase, PI3K)/#K 1 ## B B (protein
kinase B, PKB/AKT) i@ 12 #l #1368 I 1 2R 0 2
v U A £ AR R, AR E SRE PR F R TSR ECM
FASR, B2 M T AR ARt mr I, o 4 5
&”xﬂfﬁﬁﬂﬁﬁﬂﬁ.ﬁ%%’iﬁ? (insulin resistance, IR), il N

18 il DKD 77 15 1 JiE ) < B SR

BFFE 7, 30 R PIBK/AK T 3 42, 411l

AR S NF-,B A1 3 1 JORE S 82, FF 38 58 2 40 i 5
Wik e 77, J2E 1T 403 IR, 9% DKD B3 5501 5 4 55
— 7, R 2 pE e d bR R AR (1nsul1n
receptor, InsR)/IRS-1/% % B% % iz & 1 4 (glucose
transporter 4, GLUT4) 1%, [k ROS.TNF-a.IL-6 7K
P, FHETT IR AU 2R EL, ARG AR IR, I gk AR B 4R
ot i ROE R I MR & B B (urinary
microalbumin, U-mALB) ffillt, R4 5 /NE L. 5
— 7 T, S BRI S AT I R 5 T2DM K AR A
T TR A 7 95 1L 25 (1 ¥ (adenosine 5'-monophosphate-
activated protein kinase, AMPK) {5 5 i %, 3% 55 g &) 25
FRURRAE, FEA IR S A OGS B RS 1. Ak, B SR
T | B e B A5 P R4y R AT 52 PISK/AKT/
Wi P Bh W) B M & & 8 B B (mechanistic target of
rapamycin, mTOR) A& AMPK 4%, 1M K& 45 2435 IRIR
AW E B,
125 EHEMAET AT RV A FME Sl
E‘JE%E%#E%’;, FEAFERE T BT BT AH

A2 A EAEEARE TN, A TS 54 R A
,/\71‘ A T R B SE AL SR T, £E DKD &5 B 2%
PR, HG A BB 9 0E 55 R 3R n] 3 B4 IR s T L

) 2R, T 5 O A L ) o B Rl 2k 5 T e AR
i WEFLR A, AN [E SR AL 20 AL T 7E DKD 2 & 453
AN A A 0 HARTT S, A0 M0 A5 T2 B NLRP3 %8 14 /)
RS, BT BT Caspase-1 VI B A T2 808 & AT B &
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A, o B H R0 UPR 1 ] GE 51 41 i 98 1 5K
. HGRE & FEER AR R, P&
H R T &, 8% 3T & A UPR 7E 3 i WX A &=, AT
IRV ERS, 72 i B b = AR g A 1 B O
7/, ERS 2 5 ¥ R I &OE L35 B 9w 1) & 9 Bl .
ERS X} DKD il J& A R (1) 5200 B AT 2 S, 72 R 22 i
1) ERS A & R MHIRZES R, UPR & fil K 40O 12, 1X
J& DKD & J& [ Bt 20,

TR O UE B g 2 A BE SRS ERS, H
PRAP A F AT BE 5 40 o] i 6 S8 7R A i b ERS 5 3 I
TR BRFRRM, el i & E
RNA ¥ W BT M ¥ (protein kinase RNA-like

endoplasmic reticulum kinase, PERK) 33 T 7 55 s A
[X]-¥- 4 (activating transcription factor 4, ATF4) #ll C/EBP
[A] Y& % H (C/EBP-homologous protein, CHOP) 4§ 5
ERS B # A K IE A RIE, IR E Bax 5 Bel-2 RIE M
ST, AT 52 DKD K B TECs (1 725, 38 B H
2% f ERS 5 5 1R 2 48 AR 0R 2 B LRI R 5 40 il PERKY/
ATF4/CHOP il #5 #H G th4h, e H I8 Rk od i 1
2 WLK M/W M Ca®-ATP [ 2 (sarcoplasmic/
endoplasmic reticulum Ca*” ATPase 2, SERCA2) ik Al
AL, V8 ERS, MM S 2 40 B R 120, DL 3 i
PR T 10 DKD AR G AR BT 7T ML B 1.
2 ARANTFHERFEROAR

FET AR 24 PR A0 (R I 9 D B AR S PR 2 ERA R
FHBE5E 7 LA, SR = 24 i PR S g B 3 25 24 49) 18] 1)
BOAL W IF] o 22500 4R DRy v 24 AT 1) B /D B0, IR ZAR IR
TR O IR . RN ST B B A DG 24556 Y AT
R S AE LA, ASOUE B T B R 2 400 I R it
WIRTE RS PR, B0 DKD B BRI R 1297
SR 40 & SOR 25 R SR AR ER S ST R 3
2.1 HE-IZ

W -2 ERYE TR E R SR B,
B AL 28 AR EEZ D, — 7 10, Jd I R I s
PRAE R ST, HEBIRS TP ot b2k 3 i, 2k 1 e A R
PALE 78 55— J7 T, i B IS IS 2 Ty, S A5 ORS 3 sl
PAGi bR o W 503 WP, B i1l 25 Re % i 1 15 T2DM
K BRI ZEAEAC U = WD I8, 52 B I A b S 26 A0 D9 I
FRAR S A%, S BRI 5 R AR & FL. 2
AR S, 38 B -1 25 A FEAIK DKD K B g 7K
*F, 980 U-mALB #E, 1% BUN A Ser & &, 03 H
WP B 0 . ek, B R - 1L 2538 BR 2 P AL RE
14 50 E S AL W) AL (superoxide dismutase, SOD) i
P, /> MDA 2 &, 31 B A% S840 B2 0 DKD 5 I
AP X AR R B - Ll 24 2400 ] g ad o 1 Y
Z A B RS SR A AR L, OR3P B IR DD, B 27
DKD HJ it & .
22 BE-IZFRE

B - I 2 B2 0P T (AR R D) S i 1 1),
9T i AR 2 D3 i, L2 AN 2 R, Wt
AR, W -2 5 L IR, i R EE
S B L 2R B R PR A A TR S, ) o R T B
O R AU R AL 2 B R B E . B 1L
Ae R B E bR EE A LC3-II R FL P62 A &,
I 38 13 1 1% PI3K-AKT {5 5 3l K 2 5 Wi K-, 18 2%
B 41 Ak S e Al B B A . AR A 2R — 2P R R, B
BC— 1L ZRBE A [l A6 A DY IR IR L LK T 2 IR 3 M e 45
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KB, T FOE MR H I BEIR RN AR 2 5%
AU & 1%, AT 3 DKD AR R AL (51453 %3 1
J2&, Cai PREZL ™ I7E PR UL H 38 B - 1L 2R 98+ 7l DKD A%
HELGXT (CGs, 2 W~ B - 21 - 3R IR W 15 2:3:122)
Py B ilt b, 25 21 L2 B i 04K 0 1 245 % P-C G5
(2:2:3:1) J7 XA, AT T M ] 5 e AT AE ) o 2 A
RN EIR(IAE
23 REK-SER

BT — < R A O AT VR T R R B H
DA R 2 M Dl 4 7 RO IR T, e EEARIE T
I L 4%, 5 ECAR AT A A R LS 2% L AR
Mty 2 Do AT FER I, B R - R AC AL v
Z 3 B% W 1R A R4 B NE LR 9P RN — D7 i, T
PTEN 5 3 #/ 1 (PTEN induced kinase 1, PINK1)/£k
FiRRRA 2 H 2 (mitofusin 2, MEN2)/Parkin RBR E3iZ
F M LM (Parkin RBR E3 ubiquitin protein ligase,
Parkin) & 4%, 3 95 ZoRL 1A B W, 20 A B 2D
MDA £ ¢ Jf 42 T+ SOD ¥ 1 5 55— J5 i, 4% c-Jun &
K Ui WS (c-Jun N-terminal kinase, JNK)/M i 14
B 1 (stress-activated protein kinase, SAPK) i& 1%
WAL, B 4> AL BE 68 (cluster of differentiation 68,
CD68) 15 T M — A M A & B (inducible nitric oxide
synthase, iINOS) )%, FE1K TNF-a.IL-18 F1 ICAM-1
SR K, BGE B I SORE A B . Ak, iR
£ 243 U-mALB- Scr fl BUN /K V- J5 [f 2% B i 1 ) 18
RAE R, g7 R T 2 N
24 BR-%

P2 25005 T B8 U I VIR K, 2R
7 DKD F 2 S ICATL, |2 S T I PR o W9 2% 24 B 2 )
HrBiuen, B2 n] gt il it £ F L]+ 7 DKD, #
T RS 75 T B 7 1 (hypoxia-inducible factor 1, HIF-1)+
Jo By 2 L 22 R 500E AR B B (mitogen activated
protein kinase, MAPK) 5 i 42, JC 8 41 o A0 55 4% % I
i A - 3 (signal transducer and activator of transcription
3, STAT3).AKT1.JUN %5, SZI8HfF 70 3R B, 3% 1)
ZRENE T 5 IR A A% FF = 8 R (adenosine triphosphate,
ATP) F1 13 1% I 1F (adenosine diphosphate, ADP) &
B, 4 e LA R IR A% ) 22, 21 PR 4P DKD K BRE I
I HFE KPS s il TECs B8 B3Rk, 1 5m'H
ANERE A BRI E R RE 7, b AR, FF R A
ZUEAG LR AR A 4 22 0 T R AN, s B -
Zu] P[RR 1 PR L SIS AT AR R IR S5 A,
SN SRR M e R AR U@ K . X ERIEE R, B
B -FF 2 w] Re ol i o0 R 7R e B AR L 1 am E NVE
HIRC T BE IR AR AL R R TR S 2R 1E, 4R

G R E LR EH
2.5 HEE-H)3

T -2 V2500 U5 T K A5 9 28 ) 2 VA 4k 1f i,
Th a8 S 2 L ECAR Y . 1% 2455 325 DKD SRR I
Z AL, W PR F0AE 52 5 0] 20 DKD &35 B 2
RE, B R . GBSO, A AT AR T
AGE/RAGE {5 5 8 i, 1] HG 7 T ) HK-2 40 il ¢ A
B N NF-kB S5 #% 0 #1335, 75 3136 77 DKD [ H
N BT S, 2 AR 37 8 i 40 1) PERKY/
ATF4/CHOP ERS it #%, i /> A& 40 i Bax 85 U) 2 - fit
K A& -3 (cleaved Caspase-3) [ ik, 1 5 podocin.
synaptopodin &, M PR 4 /N ERGE I B BENT.
Ah, TS~ 9 245 5% BE O Nrf2/ 1L 41 R S & 1 (heme
oxygenase-1, HO-1) 18 %, $2 7+ H1 4 1L # SOD . ik 4k
2l (catalase, CAT). %+ it H Ik S AL 01 (glutathione
peroxidase, GSH-PX) ¥ 1, k4% K bR s /N B 'EF I 464K
AR 2R b, R -2 AT BR A Bhbt 2% i Ak
KA ERS 55 2 1%5 4E 28 DKD Ji 5 & J&€
2.6 EE-KEE

PR AR AL IZ B A FK, 5 ARG BE R 28 A
ML, AR R 28 SRR AT R RO 3 R -IK
U % 2. 2 %K DKD K B 1 25 I8 8% L 24 /NI IR 2R
1 (24-hour urinary total protein, 24 h-UTP) & U-mALB,
I8/D PRAW B W 45 2 1 2Tk R A S L hn )
HEE o[RBT, 12 2450 38 3 0 ) 1 U 2H 24 R TGF-B1.
Col-4. £ 4 3% $% 5 1 (fibronectin, FN) & IL-15 1] %
ik, 980 ECM TR, D52 B AT 4EA 2R .
2.7 Hit

bR bk 5 3 B LA Y 48 B2 00 A1, G 0 o R IR
AN TT B 5T 1) 25568 4 " T DKD [+ il . — &%
M B2t R, M-S el /EH T
AKT1.TNF %4 25, i1 AGE-RAGE.MAPK i 1%,
AN 42 - T3 DKD Ff 280 U7, i iz H B B — 24 3 1)
20 AN PE R AR, fE AT TNF. L N % A KB 7
(vascular endothelial growth factor, VEGF) &5 139 4~ 41!

3% DKD # i [ W5 SR ECIRAS B /R AN, B3 -k 1
KB o> 2 TR S TS AR R R S Tl i AKTL.
TP53.RELA %5 4 55, 81 AGE-RAGE.IL-17 & & 1%,
X} DKD B AW AERIT "™, b ok, 38— K3 ] fg
I8t TP53.AKT1. TNF &8 % 0§ 5 4% AGE-RAGE.
PI3K-AKT %518 i, KIEPL R PUAF 4055 2R, i
e DKDMY. R ST DL BB 2545 ¥R J7 DKD (14
KM TR/, AR 35 O i 1) ) 24 245 B 22T 9 Dl s 414
FHALHEIE 7T AR R SRR AL T 71 . IR S A
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[F) 245 D C AT TR J 1 24 6F £ DKD HH (1) S 56 A S 10E 3 W
B 2.
3 AREFENEEKRBESHFTONA

FEZ A BT TR A b, B2 ek A R 7
BEAR I 2 24 B AR R 5 R T AL A €. BICHE N
ai MK EL, 2 AR 2 B 16 DKD £ 844 77 S AR Bl
I DR PAT R R G BE E  RH 48 T 7 B
Hh B 245 7£ DKD s v 0 89 1w PR 52 5 4 F BL 1 AT 5
peidi
3.1 ERMES

ZRMEHAZGLREAEBISRE, BHHEEA
N S NITENITIE NG R A7 S SN E SN N
Ti s AR AN B, O OB R B R LRSS & 2
T AR ) O A R UE A M I R B T R
AU 2 1 B3 N 93 W] 250 DKD A8 2 o I IE 16k AR
P =T N 23T = O o 1 e I S (A T = R
(homeostatic model assessment of insulin resistance,
HOMA-IR) K % K 1 7K ~F, FF sk 2> JR 25 E  Ser #
BUN. k& Fe 480 0 55 N F I, i ge ik — 28 o 35 2 4F
DKD &3 W AE LEFE B % | fL3E SOD /K7 R a1 45
FRNOLET-1, J 5 S A BN 27 AL

W 5E SRR, 2 B 3 7 8 A 0 A0 W R
1 2% % 55 4F T AKT1. CASP3 %5 ¢ # #0 f(, 1 4
PI3K/AKT i 42, 1 15 08 IR AQ 45 A0 Th g . 40 e s B
R, SR 7 e T TUHG 5 5 1 TECs #R 8T,
FOHL 5 4% Nrf2/HO-1/GPX4 b A bl Eif xCT Al
GPX4 &K1k F#K Fe” \MDA K ROS /K XK. 57—
W72 WM, 2 B gl o R K B R A &
1% B 4 (acyl CoA synthetase long chain family member
4, ACSL4)/i% I w8 JE Bt AR Bk W% 5 % B 1§ 3
(lysophosphatidylcholine acyltransferase 3, LPCAT3)/{£
2B U I 12 JIg %8, & g -15 (arachidonate 15-lipoxygenase,
ALOXI15) il 4 i) 1€ A= VU 45 B2 AH OC P 2R B T, ek 5
DKD /) bt 5 M P B 453 405 A 4T 4L
3.2 XA

F iz B(EEZED SR, MK L2 5
MR VEEERAER VTR G NS AR, 27 B S
A AR T 2, K2 BB PR IR 45 A 12T T
BB R IEHERE 7T I IR S R, KR T
2% % DKD BFH AP REIE IR, IR E Thag. —
% DKD I TV 35158 FR) I RO 52 S 7=, ik &
Wi e PG 3 24 h-UTP. Ser A1 BUN K, 42 = 1ML
K % A (albumin, ALB) A1 GFR; hnk T ¥ 7 Bk & 5 1
1697 DKD 184 ¥ 72 38, w] [ (CH A5 C )R i & (high-
sensitivity c-reactive protein, hs-CRP).IL-6 21l 4 fiE 5

b, $&7+ SOD W& PE, s A A B

TR, B BIE R R R R E
A8 5 7R R A M 45 0T 08 i i % IncRNA-miRNA-
mRNA 7% 5 W 45 5210 48 Jfd 6 T2 \NOD #¥ %2 /& . IL-17
A PI3K-AKT %53 42, AT 2035 B IE 48 0 5 4 48 4L .
WA, W7 0 B 5O W T TR 2 4, B AT R ]
FE B I R BE B 1T b, 18 B B B B, b O
occludin. ZO-1 £ H R 1A, /b &5 g A1 'S IE 4 2 vp
TNF-a. IL-6 &5 % JiE A R i, AT 1 5 DKD K B 1)
B A A A% 12
33 BAEBEWRA

PR B R B GIERTEARN), R R AR PR 2
A%, ThAE 28 ST BH R K I B 75 B, 1E & DKD
PSSR IR K LA 2 L I PR ATE F 3 BT, 3 B
B R D0 e A ToR UK i G 76 77 DKD 7] P A A6 35 24
/NEF PR B 8 E 2 (urinary albumin excretion rates,
UAER).BUN /K-FFIIL 3 R B2, 2038 MR AR 5 B
EM BGRB8 T DKD () 5 A BCR B E R &,
B PR AR bR \U-mALB . JR & A € & M 2 Fh R
BRI 7K 1 3 B . e

I & 245 B 2 T B B AR 1 B A% 0 B R A
CASP3.VEGFA %, i AGE-RAGE.HIF-1 & 4% .
SEIS B 9T — AP AIESE, 1 R R AR % 7] T Tl AGE-RAGE
1%, PRGN AGEs TNF-a.MCP-1.ICAM-1 % % Jif
R, 4 5 55 R F-xB p65 K H %2 /A RAGE ()
RIE, WE DKD KRB AT AR 4010, ghAth, 351
55 AR 1 B8 T 71T DKD K BRI AR 22 RS, B A AR,
W75 BT 2 Chs-CRP. [A] Y ¥ it & B8 (homocysteine,
Hey) %5 48 #50, JF L 8 5 20 41 SIRT1. LC3B-II &
%jé[lzs]D
34 BEARN—IF

HEA—HEEBCKFERMAETD, HERH
FZH R, LA P, HOE R AN B K 2
% . DKD &S M55 2 LR 57 K I S5 0E, 38
N DL ANA 2 AR 2 h, PR AL, I PR
A DKD 3697« IfRIF SR, BN — 3 E
7 DKD &3 (15 Dy he & BEACWH 7 A H — 2R
o IR B N — B B A R AR B T TR B T A A
DKD, & # 1) 2 7 i fE 8 4k ifl 21 & 1\ Sery BUN,
24 h-UTP K R AR S 7 T 35 B 8 e 12l

Liu ¥ 8 44750 T 35 1 78 — % % DKD 1+ i
YER, B X g AT 7 R 258AH /r i5T, 73 88
B T B R T | B TS 2P B A 3 R
PRy, HAIE S2IX B 20 43 75 DKD /) B A A] 5 25 B 1M
B R Ser SRR bR, WUR B AR EACRE R, SRR B



- 2436 - 242224 Acta Pharmaceutica Sinica 2026, 61(7): 2428-2446

TGN — i DKD ) B2 R R . NIRA
o 7x FEAL ), 45 24 3 2 oy B 45 5 Bh ) SR 06 36 IE R
AU S8 B N — 1 24 A4 4y Rl i 4 ) PISK/AK T/
mTOR {5 5B &G 16, L i# B W54 5 [ Beclin-1 5
LC3-T/1 3R IA, it 3 TECs F W, I 5 Hid5 . Bh4t,
B AL 2 B - A A A R, R R T AR A
B8 T FE S 6 NN ML 5 5 % K TNF-a.
VEGF & 7K1 ) 8 7 LBk, R B3 /N — % 15t DKD
VB FH 5 L) 9% 95 DR -7 43 b T 3 LA 28 IR 25 55 1)
FHIRE,
35 ®HEF

Wk AR B LG REE TR, h#E
BB R N E IR AR T R A
B . WG PR FE R BH, 3 B % Re i 35 50 SO N AR Y
DKD IIT JH &8 2 1 o R ik e, 952 R 3 8 /LI E A
(urinary albumin-to-creatinine ratio, UACR), JfH 2 i
5 75 i ¥ (fasting blood glucose, FBG). & 5 2 /NES
I ¥% (2-hour postprandial glucose, 2 hPG) ¥4k, Ifil £ £
[ (glycated hemoglobin Alc, HbAlc) A Ifi fig 7K, H
ARG, KB A L IS H 7 DKD 1] &
% P 24 h-UTP.UACR J % [Kl -7 TNF-a- hs-CRP
5K, B B T B 45 bR BUN. Ser Hey, LR 3 i A
KRRV

SO B FUAE S, B i B 6 7] R RO P R iR
DKD /I AR W 35 AL, o35 6 &5 0 S, B AR i B
HbAlc J2 HOMA-IR, [A] I ik /> JR & F1, #2& = GFR, i
Mok B B0 . oA BRI, R R
TLR4/NF-xB & 23 Ak, FEAK#E R 10 kappa B #i [K] +
B o/B (1B kinase a/f, IKKa/B)NF-xB J2 T il 4 I
Al F IL-6 . TNF-a- IL-18.COX2 Z5 {1 3R 1A, M T 9 2 5
Ik 90 S B B /N ER AL,
3.6 BHCEKS

B O3 B IR T (A BB ), byt By O B
IR CH B4 &, 75 DKD VR IT Bz o I AR5
I O3 T T KA DUIR R AT 2 A v
DKD & # {8 A 80K, PR Scr BUN %5 5 ThREFE An A&
CRP.TNF-a & 28 5iF K 17K, A INA R [ B, %
e R ATRETEST TR Y, B O3 R I S
SUVD B AT 2 DKD B FREVE 43« I f % I AR /K
-, I R IL-18. TNF-a. IL-6 & Toll #f %% 14 TLR4.
TLR7 ik

W 78 s, By L3R 1 i O I A RO o i R
1L 2y EE 1) TPS3VAKT1 . STAT3 5 4% 00 4 £, L8
1% AGE-RAGE .MAPK NF-xB 25312, SEHLHT 4 2k
LRGSR E ThREM 2 TN o — IRk FLE

S B O3 TS 3 AT U % DKD KRB 0, BRI
BUN.Scr7K~F-, #215 SOD iE 1, k> ROS\MDA A1,
P AR B AS B2 A0 R 4 1), FE2 3 podocin.
nephrin 33& LUE 52 41 BT 52 451475
3.7 #PRZERA

NP IR FLZ YR T (AR ), 7 B R A
AT NE A A e 4 R, B AN I A
4% 2 2, A DKD“S R MR AL, NI IR 167
DKD i ML E 18 FH 7570 I PRATE 7236 B, #hBHIE
F7 BCA PG 25T 7 DKD B A B[R 3 2/EH -« 4R IR
i B A Ik K 5 1% L VD 3E R i 35 003 DKD B
U-mALB.UACR, 1 77 Il ¥ i 28 22 R 2, $0f) 4 14
DR - 7K P 6 BH 3 T 37 6 A T8 A 71 44 2 R Tt T 45
A 55 22 RS9 B B DKOD B3 1 b E IR A, A 2%
i BUN. Scr 7K F, 23 100 284 17 Ji2 J5 Ik L Col-4 25 ' 27 4
kg EH,

TEJ7 FIARAL T T, Li VR A 2 O E A 2 W8 % D
55 2% 2 B 25 B 06 A0 BH I8 T AT AL B, Bhi e
E S, b BH I 137 o9 i 18 4% PSMA6.RADS1B %5
WAL B s, o3 ' Th g, # fibronectin a-SMA
B T, T SCE B AR 4EAL . NBHIE Tz s g
1k DKD /) B B 2H 21 TGF-B1/Smad3 M NF-xB i& 1%, T
W E3 V2 2 & B2 Arkadia Pk &2 Smad7 /K7, M98 %
(SRR RS 3 1) 8 AR S 2 1.1 A { N S B2
T3 B BUIE Nrf2/HO-1 3842, T 7l ACSL4 /v T (1 8k 38
T2, J/b 7 41 B desmin 3%, P& & nephrin. podocalyxin
ST, TR HG 55 1 2 40 i 45147
3.8 REEKAYS

WA A T (S BER), HiE T HER.
FIAT A2 KRR, R SR REIB% 2, 2
R 955 JE) F6) e 22 99 AR /SR L IE F mE A RE U Il
PRIE 75 3 B, 35 BE Ak bl T4 1 T & S 70 3H L 2 SR it
% 45 W] 2 35 BF Ik DKD & 3 B AE 1% 3F 4, 9 D
U-mALB 1 UACR, #& 7} GFR, H AN R Jx . & A2 2R 8
Ko £HXF DKD IV~V {35, Nk 88 e ss 1oz T
HE— 5 BEAK HL Ser BUN J% 24 h-UTP & &, 77 TG Al
TC /K, HH B I 5 28 7 24 20\ 2% o U

K] 24 24 3 2 oy i 3R B UL B B R A FLA T I P
FR A R 7 2R K R 2 A Tl 4% ALBLIL-6 . EGFR
S G HEHE 5, I T PIBK-AKT. AGE-RAGE X p53 i&
1%, M T DKD. 304 SEi ik — 545 m 0, 351
A Wiz e LA (2 B 4 55 1, 0 b
PRI I P 2 D) B iy, e AR Al i e 0 1k, £ F Jhe
I, 3 T % A ' O ) M A R A o S TAIAR i 2 2
W 702 s, B AR FLY 3% 7T R T DKD ' R AR
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WL, R A A% 3 AR RS R R A 1 & il %, K
5B INBREE Y, O R LR AT HbA e 7K
39 HmE

B2 84 7 Ah, 2 R DLBE R O 3 B 5 Ay 1
FRZ5TE DKD A7 H B 2o R A (0 S A A, A B
TR 4 TR IS 2 16 [ W BORE (I 9/ )« PR 3775 R
JREVE B 25 B A TR R | TS R S BT LI N R ¢
*n?ﬂ'—'&]\[m&lw]o

BRI EREE KT S MR T il 7K
0 KB 2H R, S 3R 1 AR DKD 3& SEAE 1 R
% Tl PRAJE 538 B0, 75 0 25 76 77 LAl B IC & 7R
48 R BE, ] R 3 R 2B & 24 h-UTP. UAER. Scr.
BUN J FBG /K, 1E4Z 15 DhRedt g . 2955 22
RN B ¥ 2 AL T R 2R A s 2 R R OK R, A
#RIGFMATHE . it 7ot — SR, B4 R
FE ALk R B IF SGLT1.SGLT2 3k, 1 i3k 4 4 48
3t # 32 55 11 2 (Na-K-2Cl cotransporter 2, NKCC) A
ATAR FRIE, U815 8 BR B AL, T 2% DKD 511
PRI RAS . %2 O 2 5 DKD il R 45 & 1277
TR, ARBL T HAE IR IR Iz AT B

Z R FEREROR. (R %/ ) NS (M) BH
BRIl 25 RS 1 RS R, B 2S5 .
B AN B T, R R 505 PR 2k J2 B By v i B 4
4 (2022)) T2DM < BH P8 REAIEHEFE 5" IR R AF 9T %
U 2 R B BE B G i B 3= T WU E P &Y DKD
AR 35 5 A AR, T IBE AN D) BE 4R A Meta
I3 AT B0 S R P MR RIURL/ Ji: FE 7E B K UAER.BUN
124 h-UTP J7 [ T 74 25 40 3R 97 - S50 fF 95 U
ST 2 R R E FURL/ BB P I DKD K &R I B
Scr BUN, J8(4% MC %5 Jii 38 2 5 /NS 2 4 J 18] )t 21 4
S5 95 AT 5 AL 7 3R BT, 2 8 R R i ik
VAT IR A 25  BUA A N B BT AT 4 b % 2 18 45
R AR ER -

JREEE PR B K IR RAE S AR R
ZEEE 10 R 25 RR, AN R M B R LTS AR YR T O
S, 1 R T TR R b U R IR BRI R LR
RRU190 PR 25 3 JURL I & R A% #1VT B8 55 3% IR 17 DKD
BB IhRE, WO AORE, BN RN R AR S 24
5 N 2% 24 BRI B SR F 9 R RO, TR B I UK G
R ELRE 2 B B L B A, E TR
AGE-RAGE.MAPK . TNF Z53i& 12, 1£ J ] 2 i I 2 4
A LI TR 45 20 LR T L LR A 40 P 25 R R T e sk 2
AR 7 T ¥R 6 DKD AT 7,

B REVE SO P R R, R A PSR
H2H A, W PR VR 18 1R 1 T 8 3 v Vg i LS E, B SR

BPJLOS1O8 BV SRV RT 42 = DKID A8 38 19 I R el A 2880
2, PRI AR AR 47, 451 Ser JR p2-F Bk & 1 .24 h-
UTP J% TGF-A1 il sSICAM-1 /KF, HR K B & A4 %
6 ; SO0 IIE S0 B RE R B R A 0 R 42 A A B U
5 M 78 (glucose-regulated protein 78, GRP78)/CHOP &
M| ERS K 2 40 H i 1, 38 it Kelch Ff ECH #H 5% &
1 1 (Kelch like ECH associated protein 1, Keap1)/Nrf2/
HO-1 {5 5 i 2% 9 % %0 A6 B2 3, @ i p38 MAPK/
NF-xB/MCP-1/C-C % J¥ #& . Kl ¥ %Z f& 2 (C-C motif
chemokine receptor 2, CCR2) i i Hl1 fil] 4 iE [ B2, M T
25035 DKD [1)'5 JIE Dy 5 A3 2R 451473

a EB PR A S E R AR R FEE S
16 WK 25 4 A, 3 FH 118 M B /N BRE 9% B RV AR IE, I
PRATF 72 2 BEU1 35 B A0 18 J0RE 1] B4 K 7 3 DKD A
# 1) UAER. Scr #1 BUN ZKF, B0 1 T fig &0 D e 4R
b, HEBBMEEE S THENELIRT; LRIE
SEO7I 035 W Ak W UKL fE 9 38 1 1 4% Janus 3R 2
(Janus kinase 2, JAK2)/STAT3/SHP2. p38 MAPK X
PI3K/AKT/mTOR %515 5 18 #%, 4 % hE K+ MCP-1,
CCR2 Fik, W AR A S R 44, (R0 Nk g
i o e e A

B UK 35 R B AR AR Hh B MOAC LR
FER T T LRI, 2 A AR IS s 4%
Ty, o2& B 1 AN R R 93 A0 I JE 5 4% (DR) J& e
B AR R 2 o T SR T B UKL 8 4% T DKD T 931, i
PRAJEFE 7R, B B RIORL B 1 LA 9T 1T B 2 R R
B P4 i B DKD i 25 ' T RE 48 b5 S S A6 B BOIR S, X
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