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Abstract: Diabetic kidney disease ( DKD ) is one of the major
complications caused by diabetes mellitus, due to its insidious onset,
complex pathogenesis and not yet fully defined, it is easy to be delayed
for a long period of time to progress to end — stage renal disease ( ESRD)
or even lead to death. DKD is characterized by the progressive
aggravation of urinary protein, and is accompanied by different degrees of
glomerulosclerosis, tubular dilatation, interstitial fibrosis and other renal
pathologic changes. Data show that hyperglycemic state leads to
decreased expression of SIRT1, and SIRTI has been found to improve
renal tissue damage and protect renal function. Therefore, SIRTI may
become a potential target for DKD prevention and treatment, inhibiting renal
fibrosis and delaying DKD progression by promoting podocyte autophagy,
reducing oxidative stress and inflammatory response. In this paper, we focus
on the experimental studies of Chinese medicine extracts targeting the SIRT1
signaling pathway to prevent and control DKD, with a view to providing new
ideas and reference basis for the clinical treatment of DKD.
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DKD'*' . DKD AJLA5 | B /NERBEAL /N B 3K
(] T £ 446 A5 U , 30 DKD 835 B /N sk ot
BT, BT HE I A9 R . i DKD iy
SAAILT i A 52 4 BT, DRI I DR b e ek 9 5 1l
I AR B R A 1 A0 PR R 25y SRt ATy . H
24P RO R A TE 25 e 8% EAR R R, 25 %)
T B ILAE H A T e 2 3 5 S 2 AR B (‘end —
stage renal disease, ESRD) , #4324 32 B4 3 of #
(] PR3 DT B B JE 3 ] 1 1 (silent information regula-
tor 1, SIRTL) Al 55 5@ B B 16 DKD, PRI A SO 2R
TR B WA S T8 AR FE AL, LU A fe PR SE 22
DKD i e $2 L5 S %
1 SIRT1 5 DKD

SIRTT &5 d5c )™ 12 1) AP0 T i ot I e — A% iR
( nicotinamide adenine dinucleotide ,NAD * ) 4K &4 i 2,
Pk, A AR H SIRTL JE R A F 10 5 4L ok |, i
74T A BRI AL G i U BT, R R & A Al
Jirh )z 355 . SIRTL & i NAD " 2535 725 44 S8 Al
AL B /N ZE AR S8 2 B8 0 A4 i, 2 45 4 ) i
MRAIE A, I LLES 5 NAD " FIEE > TR sl &
BRI o $05 T B A G 4 2 A ML R B
28, AR I £ o 2 i ik PR i, T %) T 4
O3 AT B SR A A A R AR TR 2 AR
B 2 Bk S B

8 @, SIRTL W] LAl % /2 40 0 L 5% P40 i '
A i/ N 200 5 % 288 A A0 40, 10 Al A | AR
T 2 R L U R R R B
R I B R e i 2 PRI SIRTT 55
REAR , SIRTT A B PPAN /& 10 28 5 00 B o 1 1 7
EfBR o SIRTL {6 T NAD * fifbAf: /i, DKD 2%
HUAR AL T = MRS , 45 5 1 i NADH ZE i3 £
S SIRTL B3R5 . PRSI, SIRTT R REK
o DKD [ 36 B v A 0 a5 LR W o 5 SR R
SIRT1 A LA 5 8% bR s < A 25 RLAH DG R 2R T Y
3K AN, 3 SR B R S B DO 2 A y SO T
la ( peroxisome proliferator — activated receptor gamma
coactivator 1 alpha, PGC - 1a) JAPEHITHIAEH p53(p53) .
T kB (nuclear factor kappa — B,NF — kB )%,
2 FRZGIREVYEE A +E SIRT1 ;577 DKD

H R 2l e AR BR I 5 5t W s, EIR 7 T Ve i Al
VL T T A B IS AR T s . DKD fErp R4 FIH
J& T ST KM SR S YEWE . SIRTL A
i DKD A7 RV TERE &L, BB RS 5 ZORLIR T R A AL
VR AN A B ) T8 T A 0 S A ) v R Y A

KHEIr T UREAE S, A5 DR AP PR
2.1 iF#: SIRT1/PGC -1«

ZL5% KA (salidroside , SAL) 2 B H P25 205 K
) —FPE Ly, AP DR BT EAS 2 B A
Fi. XUE 2 fitfett €57 BL/6 T /NRUE I e g FR
£ STZ [E51354% DKD fA PN EAY, I 100 mg - kg™ - d ™
() SAL iR 22 B IR YT o ZWEE &K BL, DKD /) B
i 1fil R Z % ( blood urea nitrogen, BUN) | L ig BT
('serum creatinine, Scr) FlFR 18 [ 7K - A5 R 20 43-5|
FEAIR T 27.4% 17.4% \28.4% ; A PRI E L £F
4k 3% #:55 H (fibronectin, FN) 1 PGC — 1o ZE H R A K
VARV Ay I TF i T 197.2% (114.3% 5 /NG R
1 (Nephrin ) 71 & 4 Jftd £ F ( Podocin ) B2 3531 T
1 1 360. 3% 319% ; W F-{E B HE AR (B0 WL /KF- 70
#1281 ( Prohibitin 1, PHB1) . 4i4: % D ¥4k ( vitamin
D hydroxylase, VDHC ) | 3% ¥ 2 i &0l 52 5 ) W 3% A
(‘'succinate dehydrogenase complex subunit A, SDHA ) #l
M & C H AL IV I 3L ( cytochrome C oxidase
subunit IV, Cox IV) % #% B 2H 43 B FEAE T 19.5%
13.9% 202. 5% 51% ,f: 45011 E 2R A SR
SL(HP <0.05) ; PAS e {8 iR 25 SAL 38975 /1
BROME TR ki L 5 ThA (MASSON ) e (5,25
7R SAL AT LA B /N sk b 2R 4R p k. IR SR
SEFAEM SAL AT L i 4% SIRT1/PGC - 1o flisiZb
DKD /NERUE LR AL, Bl bR A 5 1

A IR R 2B A 2R B IR B —Fh R G W),
FAHR UK EE R B VE T, PARK 210 73
SF db/db /)y SR /N BR FR 540 i # E DKD £
NAMSZBGRER AP S b T 4 1 #  2R VA T
1% 10 mg - kg ™' T LA db/db /NEURE FVE B RS0 6 S,
BRI /N 24 h JREEE  BUN | JULRR IF BR
BRI 43 ) N B T 63.3% 39. 8% ,62. 8% ;' 4
LI LT LEA AR B o — V- WINLE) R 3 (alpha — smooth
muscle actin, o — SMA) FN £1 | B REH ol 4
( collagen type T alpha 1, Col Tal ) 5 BIZH 433 F & T
40.9% 38. 8% .43. 9% ; P A AHEE b5« 1 A AL =
(catalase, CAT) JfiI£TZ N4 — 1 (heme oxygenase — 1,
HO - 1) Fil8 E AL ¥ 5 AL i 2 ( superoxide dismutase 2,
SOD 2) B R 43 I FH % T 60% \243.2% ,46. 6% ;
LKA T REAH S 1« SIRTI ,PGC - oo AZFFI PH 7 1
(nuclear respiratory factor 1, NRF1) Fl& i 4 5% 5% A
¥ A( mitochondrial transcription factor A, mtTFA) f H
BRI 5 9 T T 31.7% . 75.8% , 110.8% |
138. 6% ; Jp A AE — P41 (hematoxylin — eosin, HE) Fl
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MASSON (i, 25 5 R B, &b 1697 5 B A8 B4 2
it , I JITORR U A 5 37 S L B L AR 3, S RUZH AR L,
TBIT 5 /N B2 R TE 28K | S S A5 e
W PRAMAK T 10 wmol + L1 R il 28 b 2
= B (high glucose, HG) 153 5 Y 40U , & B SIRT1 3%
L HG HTHR T 48.3% 51 o — SMA Kk 5
HG 4AH WAL T 21.3% , 248112 F 2 R A S5
AR () P <0.05) 5 1M 24 b & 5 28 Ak 2 5 82 78
SIRT1 #i 25 EX =527 w4, % BLHJC & 4%
BITVER . B R SC g e WY, #h B g 3R AT LA i 0s
SIRT1/PGC — 1o/ NRF1 3 9k /0 480 A I 38 VK 52 4okt
TKThfE, NTTGE DKD /N B DRE 0 B 4T 4EAk
AR AL & (formononetin, FMN ) f2& — fifr 57 8 il 2%
EY, P B H 2y B X M T 2, BA T
R UM PUEALAY 25 B E A A . HUANG 2617 )
FH SD KB IR FRIK & STZ #7 DKD A Py SE 56 A5
B 45220 mg - kg™ - d AR XT DKD K RREF T
HRrE6Y7 8 Ji, K3 DKD KEUE 41214 B 41 i itk
[958 2 (B - cell lymphoma 2, Bel -2) (£ & &
I 2 (mitofusin 2, Mfn 2) SIRT1 ,PGC - 1o &K [HFEiX
BT T 67.7% 148% (154.5% \90. 7% ;
1 Bel =2 #H2¢ X & [ (Bel — 2 - associated X protein,
Bax) R 50 2 e K A< i — 3 (cleaved caspase —3, ¢ —
caspase —3) .3 T HAH X EH 1 ( dynamin - related
protein 1, Drp 1) (224745 1 Z& 19 ( mitochondrial
fission 1 protein, Fis 1) %45 R ZH 73 H] &K T 60. 8% |
61.2% 35.5% .44.2% ; HE Fl it iR 75 K ( periodic
acid — Schiff, PAS) et 25 /R, 5 BB 41 AH 1L,
FMN B2 2536 B 5 B0 450 4975 Dt o K siip % 7% I A i
(terminaldeoxynucleotidyl — transferase — mediated dUTP
nick end labeling, TUNEL) %% {4 25 5 % 81, FMN £H [H
PRI RO B0 TRORIAH e gei o B R IA ST
E (PP <0.05), HAMZ 10,20 pmol - L™' FMN
AbF HG 3555 1 HK -2 2405 & B, 4 M08 T2 4
HG 435I N R T 41.7% 58.8% , 5 HG A L,
Bel =2 ik BN ITHE T 72. 7% 145. 4% , Bax 4353
1K T 31.5% .45% , ¢ — caspase — 3 43 5| % %
121.7% 57. 1% , Mfn 2 43 B FH5 T 74.3% 97. 1% ,
Drpl 73 B FEAR T 37.9% .62. 1% , Fis 143 5| BEAK T
40.9% 55.4% ,SIRT1 35T & T 63.6% ,130.3%
PGC - 1o 73TV E T 85. 7% 128. 6% ,fEG i1 E22
FEAGE R (P <0.05)  SEE 45 RUEW],
FMN figids DKD B /N FIZRL A 45 15, HoAE
PLHI AT B8 5 4% SIRT1/PGC — Lo 3B AT K .

2.2 F# SIRT1I/# B F E2 tH% E F 2 ( nuclear
factor — erythroid 2 —related factor 2, Nrf2)
FLLALZR (crocin, Crn ) J& H 25 S 21K 1) 32 B35 P
JAr 2 — , BATHUERR HUMR MR . ZHANG %1
FIH HG 30 /NS F & 20 (HK - 2) #58 DKD
PRHMERL, 4351 50,100 pmol + L' Crn 4bFH HK -2
A, e PR Ad A0 3% A I ) T AR AR AL 4H 43 1] AR
T 18.5% 46. 1% ;4 Nif2 ik 545 HG 20 4331
THE T 152.9% ,194. 1% ; N — % ( malondialdehyde,
MDA) % HG 413 BIFEA% T 34.5% .47. 8% ; SOD 4%
HG 143 9T T 27. 2% \74. 4% ; SIRT1 %5 HG 414y
BT T 85. 7% 126.9% ;SOD # HG 453 5| JH s 1
133.3% (153.3% ; 5 Crn 3597 41HH [0, 2 [W] 400 4
(Nrf2 4105 245 (SIRT1 1] 245 LA Je PI3K/ Akel #4124 )
JEE RS HK =2 20 M 35 1 230 51 8 B T 40% \51.2% |
45% fegiite EESA G E (¥ P <0.05),
SEHEAEIEY], Con BEGSIE TS SIRTL/Nrf2 {558 %
W% HG W51 HK -2 20 4 Ak 8 4, R Cen W
AR A B NE SR A GRS T DKD TR TEZG )
S HELZK (isoliquiritigenin , ISL) & M H B | [F7H/ %
A Ay ) —Fh B S B, BA PR BT
JHgEE PSRRI B 5 22 Fh 2 B A . HUANG %61
FIF €57 BL/6 /NG EE DKD 4 A S A5 AL A1) T v
B (high glucose , HG ) 75 3 1Y K B 4 i 14y 2 A 1A
#4331 LL DKD /NEL 10 .20 mg - kg ™' 514 ISL
BIGYT 12 )G, Z B/ B BUN 7K PS50 28 241 43 ) [
T 47.4% . 52.7% 5 Ser B B 20 73 Sl B AR T
31.3% 41. 7% ; BREE VBRI 3 B FEAR T 66. 2% |
77.9% ;" HA ALK A1 B (transforming growth
factor — B, TGF — B) A B A 241 73 | AR T 34.3%
44. 8% ; 25 245 4 4R A4 K A T ( connective tissue growth
factor, CTGF ) #5485 RULL 43 BIBEAK T 47.9% .55.9% 5
JEJEHE IV (collagen type IV, Col — IV) AR 2 73531
AR T 67.3% \65.3% ; RYER T SR AILIAT LE - 11 40
A~ % - 6 (interleukin — 6, IL — 6) 4 B B&AE T
52.4% 56.9% ; A 4% 4 0 #4111 ( monocyte che-
moattractant protein — 1, MCP — 1) 435 [#{K T 49. 6% |
61. 9% ; A AL TR bR S RLH AR LG, Nef2 25 543531
JHE T 363.8% .607.4% ,HO -1 £ixEHNTET
317.2% \727.8% e &g it LR WA G E X
(#]P <0.05), HE, PAS F1 MASSON #t {25 I i
N G ISLT 1S B 2H 3800 0 R DR T AR D
AR AR . RSS2 5G h  f HG 5 55 1) 4
L 43 Bk e SIRT1 BB ] siRNA 1 SIRTI 33 22 3% i
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Hi, KB SIRTT JLER 5 ISL Jo ik i % HG 5156 1Y 44
J - R A% R BR S T AE SIRTL 32 38 35 114 41 Jd v
D) RE B S 300 0 B A o S e 6 B IS AT LA ik
JE4A SIRTL/Nref2 | $11 1] 98 E S 0L 480 Ak I 38, ik 2
DKD 5| & iy 5 s B ek 22
2.3 if#= SIRT1/NF - kB

R T (astragaloside [V, AS - [V) Z4EHH &
EM—RBHEY, BA YR UM IESE 2 Fh 2 i
EVEF . WANG 26700 ] F R IR % KK — Ay /N BRI
HG 755 (178 Bk A 10 2 41 B 44 3t DKD {4 Ny 40 52 56
7, DKD /N[ 4% 40 mg - kg™ - d7'FI & T L
AS - IVHEB 22 12 JH ), kIR A & B 5 LR B
LRI TR T 24. 7% 5 441 TGF - B.E -
PR (E - cadherin, E - cad ) [ 357K P-4 450 8
Wil NFET 25% .30.6% ;N - 558 1 (N - cad-
herin, N —cad) B A T T 44.2% ,1EG8 115
ZRAGATFE (P <0.05) . 62 B ML
KB, SETUALA EL 2 AS — VIR YT 5 B s B i 7% Y
R BN B E R AS - VIRYT G 1Y 2 RS
FRE A3 5 B /INER IR PSS A 28 4 B 3 A /b o FEAR
ARSI HG 7555 10 20 i 2840 AN [R) 751 4 (25 .50
1100 wmol + L") iYAS — IVAEFE 48 h J5 KB, o -
SMA #iA 5% HG % F % T 23.8% .31.7% .
46% ;N - cad 3¢ HG 4705 F R T 17.4% 31.9%
46.3% ;E - cad $ HG 41539 T+ T 52. 1% \18.6% |
113% ;Nephrin # HG 41435 b F+ 1 33.3% \77. 8% .
114.8% ; Itk 41, ¥ HG i T J5 9 40 f 4 %1 H
100 pmol « L™"f#y AS — IV .10 wmol - L™ fi SIRT1
625 (SRT1720) AS = IV +25 pmol « L") SIRT1 41
H25 (EX527) kb BE, KI5 AS - VA A, SRT1720
Y014 SIRT1 Fik &g BT T 14. 1% , 1 EX527 410 j%
il T 28.2% ; SRT1720 4 /) #% [ ¥ B p65 I FE
(nuclear factor kappa B p65 subunit, P65) ik %
T 41.3% , 1 EX527 @40 FFF T 10.9% ., SRT1720
Y LC3 1 ikt I T 14. 8% , 1 EX527 410 R[4
T 33.3% ;SRT1720 4 Beclin ik & 7T 29% , i
EX527 4 R 48. 3% , LikdEbRr2E T A G4
(P <0.05) o LA RBFFEEE SAEHT, AS - IV AT LA i
SIRT — NF — kB p65 it 5 Wi, #] HG 7554 & 4t
Rz [a] %54k (epithelial — mesenchymal transition , EMT)

HE 51 (geniposide, GE) 2 #2 1L B th 2548 1 P 1Y
— PRI IALE Y, HA TR R B 0 S A
Filo LI 2650 45 50 F w5 B R 3% Bk & STZ i 45 1Y
C57BL/6/NR AN HG 755 119 J2 20 e #4 & DKD {4 N S

SRR PRNSER 2825 50 mg - kg [ CE
WOELEHEH 28 d J5, KB DKD /B Ser B2 R 4H 7y
SRR T 11. 6% 31. 1% ; BUN S R 2H 43 S| BEAIG
9.9% 25. 8% ; B 1L - 6 LKIK/K-F-EHE AL 7y
HIFEAR T 31.9% .60. 8% ; I g3 R FE Hl 7~ — o (tumor
necrosis factor — alpha, TNF — o) #45 BI 2H 43 1| FEA% T
43.9% . 67.3% ; IL — 1@ A A5 & 2 43 5l B iK1
36.5% \54.2% ; MDA BB RUZH 23 G| B AIR T 21. 4% |
33. 6% ;SOD ARV /3 T HE T 51.2% (116, 6% ; 251t
H kit Skl ( glutathione peroxidase, GSH — Px ) #5¢45
WIS BITF S T S0% (93, 4% ;I HF IR I H 26 -1 TS
(‘adenosine monophosphate — activated protein kinase,
AMPK) 3 2 3K LU AE BT BY 20 735 Th i 1 28.3%
54.7% ;SIRTI TR BHWHEBHABTIE T 45.2%
HE \MASSON 71 PAS Ze (25 R R B4 GE iR)7 )5,
B L PR R 2 s | 2T AR AL R R IR, TUNEL
@SR R, SERIAA L, 42 25.50 mg - kg™ Y
GE 1697 Ja BR300 B FEAR T 36. 5% \55.6% . SH
UL, 262 25 mg - kg™ GE JAY7)5 B 4141 p — NF - kB
L - 18 B2 AR R IE K0 3 R T 24.1% |
16. 1% , 3500 52 0] AR PE . FEAR AP 525 v, 231
50.100 200 pg + mL~' ) GE Zb¥H HG 75 517 2 40 i,
RIE HG 4IAHIZ GE T4 AMPK ik 5435
THET 41.5% 73. 6% .84.9% , 1M Fl AMPK - siRNA %%
YL A nl DL GE 1T B0, fE g it E2E
PG EE () P <0.05) , SEgs RUEH] GE 7]
DA A8 A I EORTT S E P A A 4 6 ) 2, A AL T
fE 5 1#4s APMK/SIRT 1/NF - kB {50 A K,

JIE R (ligustilide, LIG) J& M1 ES A S —Fif
EY, A KIMA e MR A 25 BT . XU
S SD K B IR R SR A STZ #4 DKD 3yt
A H T LU DKD KL 20,80 mg - d ™' LIG %
WOHE BRYTRrEE 6 T IZMF5E &3, DKD KUY BUN
IKFHAGE R L 53 BIREAR T 12.5% 34. 9% 5 Ser FAR Y
HIFAAR T 13.5% (A0. 7% 5 ' 421 Nephrin 15 &
AU 43 0 T T 42.4% \96. 6% ; SIRT1 A5 AIZH
AITHE T 42.1% 81.6% ;p — NF — kB P65 #5671 4
ST T 9. 19% 17 9% (fE5ei 1 1 2 A4 et
FRE(HP <0.05)  SHsh R, LIG AT AEsE i
99 SIRT1/ NF - kB i@y DKD KB 240517 o
2.4 ifj#= SIRT1/FoXO1

WS £ B (astragalus polysaccharide, APS) J& ¥ 5
R — b R IRAT ROy, BAT PR AT 5 I ) )
Bo XU S FIRTHG 7550/ BUR A1 A2 R 1)
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RHEFRIR S STZ @ e S SD K A g DKD 14
PIAMEE R, 58 &% B, 41 d 28 50,100,200 pg - mL"~'
APS ZhBRJE 5 HG 1A EL, 40 98 T 3R 20 ] B AR T
37% 46.2% . 74.1% ; Bel — 2 4% W T+ T 70.4% |
185.2% .259.3% ; Bax 43 HF&A% T 30.4% .61.7% .
83.9% ; c — caspase —3 7 Gl F&AK T 35.8% .61.5% .
81.6% ; Podocin 43 %Il 7+ & T 136.8% . 252.6% .
381.2% ; Nephrin 43 %] J+ @& T 116.7% . 255.6% .
422.2% ;LC3 M/LC3 1 43T+ T 160% ,270% |
365% ; Beclin — 1 4y 5| 7+ & T 82.5% . 140.5% .
300% ;17 Z 4543 H P62 (sequestosome 1, P62) 435l
VAR T 36. 8% 57.4% 80% ;SIRTI 433 FHE T 140% |
240% 540% ; FoXO1 4 3 F+ & T 126.3% .231.6% .
436. 8% ;1M 15-4: SIRT1 #1245 EX - 527 4b ¥ J5 , PAS
PV ARV, B 186 3 R Ge it 2¢ 1 22 R et 2 3 X
(¥ P <0.05), & N 55 1, 7 LI DKD K i
100 mg « kg ™' - d 7R APS W IR RS H BT
8 J&, & B DKD K [ BUN  Scr, JR & [ 3R 20
AT RET 62.2% 67.3% 59. 5% ; 154141+ SOD |
MDA ZE 4 2 35 7K S 38 B A 21 43 53 7 T 90.3%
65.8% ;MCP -1 IL —6 .TNF — o ) mRNA 7K 45
RILH 5T T 64. 1% \56. 8% 61. 7% ; i T- il [ W
FHOCTE AR 3 1% B (1 Rk B A S5 R b 50 56— 5,
HAE PAS JLhili 1S EX 527 ¥ 5 &I PAS 1A
IPVE R R ARG e g1t L 22 S A ST E X
($P<0.05), SLEe4s R Won, APS 6845 3 i #0IG
SIRT1/FoxO1 3 JE 0F & 4 [ v 30 i) 42010 R 3 A
HAE L, TR DKD 385 A B 45
3 g

SIRT1 7£ DKD [kt fit 5o 2 e m M EH , I
IREE /R SIRT1 (3L Z 25 PERERS R i 834 % DKD
5 R FE A A WL Oy T, SIRTL RS 1 13
PGC — 1o Nif -2 FoxO1 S¢JER A B 11, DI el
DKD /N EUB bR T BE 300 ) S A 0 38 A0 A A S5, LA
G W 5 |3 1Y) B 2T 4 Ak B b, SIRT1 38 AT 411 il
NF — kBRI K, S HE B F W6 064 2 40 P 4 49 L 1K
EMT (4%, 11 DKD {& N MR SIRTI (3R 1k
IRV, REME A ST B A 2L e JE AT L 2R 2 25
MO B . SIRT1 &4 tA N 23677 DKD (15 7E
IGITHLA, 2 DKD MG RIS TR AL T8 L o

TR S Z R g ), TR R AT 2
Zfm RS, B2 B RO B/ TG B
4t I AERT G DKD B2 80 8% B B A i Rt v By
RKREH . 25 8B &4 b 2564 Hh 19 A SOl o 46

BUARAE BT 2 H R 10 B, 6000 A Rk B e 4k Je 4%
AW IRIER, 53R 2= 259 K AL G 251 7 T,
YR R AR 55 /N EL LA 6 it A7 R0 1
S BT AR RAR R T BRI RN . RS
ZER R, AR R 2GR Y RT LR a4 FH T SIRTL A
P AR R RS 08 B, R IR R L DR IR
7SI SRS ARY PR K R I bR A o B 4 4 B A
S BB 0 , AT 4E 2% DKD (1
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