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Abstract: Diabetes nephropathy is one of the most common and serious chronic complications of diabetes. At present, the clinical
treatment of diabetes nephropathy mainly depends on blood sugar and blood pressure control drugs. Ginsenoside Rgi is one of the
main active ingredients derived from the roots of Panax ginseng and other plants in the Araliaceae family. Ginsenoside Rgi can play a
role in treatment of diabetes nephropathy by reducing inflammatory damage, reducing oxidative damage, reducing lipid toxicity
damage, inhibiting renal tissue apoptosis, and inhibiting renal tissue fibrosis. This article reviews the pharmacological effects of
ginsenoside Rg; in treatment of diabetes nephropathy, providing a reference for the clinical application of ginsenoside Rg in treatment
of diabetes nephropathy.
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GIREARES XS I LIS EEawlI YN E: iR TR 7))
AL I8 8 2 RIS, (Hgem it A HE L e 4 ]
Wisl, AZ2A4F Rgy kI T ANBHE N S K H
A BRI R ) FBEEE Ry 2 —, BT IRAS
TR =R, RASKREZ YN E
B EAL, BAEPR. PUEN. T EE
AR RARH . ol O A N R ThiEE . I om S
. (RIEHLBE. DRk FE2MIERC. A
2 BAF Ry H N T2 Th RS b o Co b I8 77
TPEDNREAC T« AP 57 AHOCIRZAS AR Bhia T, H
20 B ST A A W RO O ) 2R A T T R A
BN FMET. NS BT Re Al @l % 1
v WA . BRI R . e A
UM T B AT Ak R VR T RE R
WER . AR T NS B Ry IRITHEIRIA
W2 B E T E b g, WA B Re IR HEIR
993 B U (DI PR B A A 2
1 RERERMERR
1.1 #PHl NOD #%Z{4A%EH 3 (NLRP3) RKIE/MAE
g

NLRP3 78 /MR IR 5 5 W00 A TBOK B U ] A
G B JRE SN, AR 9% 1 40T IR R SR 44 i 45
3, TR PRI B0 B ANER BN TR 1) 4
P HFEE . RERPUEH 10 mgkg AZS 21 Re
ig T 00 v b v i R BB A B R A B R T R SR
B KR 4 5, KIS 21 Rgy il 1] NLRP3 %
JE MBS, DR 41§ (Caspase) -1 ki
GSDMD JJEIA H 482 (IL) -1, IL-18 FEiil,
N T BEL B 4 5 T i, AR AR 0 IR BRURE G, Ok
B E SR . Guo FEIMEH 20 mg/kg A1 Rgy
ig Tl D-F-FWEE SR BRI/ 28d, KIAZS
B Rgy nl i B4R Caspase-1 I8 B T ijF
RIER T IL-1B A1 TL-18 [IRER, 8% B4 2R 7% 1t
45 -
1.2 I KIEEH 03 (FOX03) HEER

FE B LRI B R T, FOXO03 A SR i
WA 28 BN JREAS S0 5 . 4 S35 e S N2 2 Fa s
YeRF, BEIMAEE R ESG IR N R
BAERI. Liu ZF02UHEH 50 mgkg NS 2 H R ip
TF-TRARE B 2= 5 R0 B KRR 8 JH, RIAS
A Rey AT@E I FOXO3 (%558 R SRER T
iR R FEIA -0 (TNF-a)+ IL-1B+ IL-6 HIZEIE, W&
BB H R .

1.3 $FIEi/ERAmpEiEl

FAA% /W T B A T S B8 T A A
YL I P SRR AL, AT RO 38 9
R, FEHESIBE RIS B0 A 5% B 28 PR 1 ik e 13,
Yin ZEM4UEH 50 mg/kg NS 2 Rgr B WES T
BERE B 2215 F OB R B KB 8 i, RILAS
AT Rgy T IE L] SRz 40 i b B -1 (MCP-1)
T B A%/ E A M LT TNF-o AR, FHEIT
R RAGTAET, AR E MR A P40 I i Al
R JOR B 5L FEE (P B S, BELT SRR IR R B, /)
ISR 50 mgkg NSRBI R ip T IEEARE
B R TEFIBE R KR 8 i, KIS B Rey
AR T ) R I R A 26 R TR, D g
PR SER M,  DLRAR S N BE L VP4
1.4 TERMEFRER

9% 1 R 1) Fe 482 0 ] A B U P PR A B
A RGPS RIERIR N, FESE FAME, M
T FERE R B0 0 R A R v fin 8 T 1) 8 4%
el asEN SR 21 mg/kg NS EH R ig T
TOURE IRV B 25 T OB R B KRR 12 &, 4553
RIMNZ AT Rgy 7] R R PER TR, BRI
75 IL-6. IL-1B. TNF-a FUMIEIEF (Scr). JRER
(BUN). I C (CysC) 7K, W% E 42
RPER -
2 BESMHmG
2.1 BITEEREELANES 3 MBS/ BB MBS B/ LER
A 03 (PI3K/Akt/FOXO03) {5Si@H

FENE R B v, 401 7 W0E 1Y) PIBK/AKt 5
Z, IR FOXO3 Mt i, M os
FOXO3 /5 MU AIE [R5 5%, A2 Yk B AT 48 AL 33
15 fr) 2 B4 7 2081, Liu Z502ME A 50 mg/kg A5
AT Ry ip TR 1 275 3 (0RE JR 3 B 095 KRR 8
A, SR RWASEH Rg Al@T A% PI3K/AkY
FOXO03 15 5 i % 14 N Pt S A4 iy 68 410 05 AL il
(SOD). Mt H kL Al (GSH-Px) [3EHE,
FEACN 1% (MDAD. FLERMENS (LDHD. &%
(ROS) HIZK T, I AU AL R - XIS
HZEIOUGH] 20, 50, 100 ng/mL A\ S BF Rg T
EHES RO RS /NER R IEZ bk HBZY-1 48 h,
SR RINS BH Rg "l EdE FOXO3 1#E%
TR SR PTAALER VS, FE(K MDA ROS 17K
F, #&% SOD. GSH-Px 7KV, W40 i 4tk
4% -
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2.2 EEHAIMEIEE

MUK EE PR B A0 BE 77 1) 38 568 T 45 = b AL g
G, "TEROERRS EIE A, 4ERE AL
W JRFRAS, AT 7EAE PRIV B s i3t i 3k 78 s S AL
A S IE 529, Du Z5R1E ] 50 mg/kg A
Z B Ry ig T TEENR B 275 5 A PRI B K
B 8 Ji, KIS A Rey n] B s LA AL S 1%,
BEMC KR M3 MDA HI/KF, & m i A1 A i
(CAT). GSH-Px. &$i4atbEe ) (T-AOC) HIKF.
Tk &k 10 mg/kg NS 21 Rgig T-HimbEE
HEAR B B A B IR R A 0 225 5 OB PR B i KR 4
A, RUANSRBH Rg WHEEPUE MRS, %
fRJRE . Scr. MDA F1ROS f/KF, #w% GSH-Px
F1 SOD [F7KF, Wb, MRS & D
ZEPFEELAMG 50 mg/kg NS BAF Re ig T-PEENR
Ve FIBE R E R 12 A, KIAZSRE
# Rg i@ _LAPIAILE SOD. GSH &1, K
MDA KV, AN IR, P Ser. BUN,
CysC FIPLEERESS & B H K
2.3 #iiF) NADPH SE§ 4/4R[FEFNEBHEE
(NOX4/MAPK) {ESiBEEE

NOX4 %% S MAPK 15 58 % al {3k &
JUE Vi P A2 SRR S M SRS, AT T R A R 5 '
AN SR DG ) B LR 123, 31 SFPOfE A 1. 5.
10 mg/kg NS B Rg ig T 2 BIPEIRF/NR 8
J, KIS B Re nl@E ] NOX4/MAPK 15
5 TS A B R R AN, 2B ROS,
R E AL EALER L, R E DhRE
2.4 5Bk ROS

B ROS RIS B WAL S5 P4, 3
AL 5 RN, I B A PR 5 9 4
AR 1) A 3 FE R3], Mao 25RO 80 ng/mL A
Z B Ry T T 8 8 75 5 19 7K A4 1) MPCS /)N R
JEAHIAR 24 h, KILANZEH Re 7IIER ROS KK
-, FEAIK MDA AT+ S ALY B ikl (T-SOD)
(R, /DA, 0 e 2 375 ) i
FEWOE, 4ed R iR .
3 WEERSMHHG
3.1 RSB IEAMBE R

B P T 5T S o UOAR AN S i T B B A 5k
B /INERRT B /N A A A7, 3 T IR R 3 98 0E R
B, SEIEALRIBOKT, FETHERREAR, MImTE
PRI B 1 2B s d Je i B U 45 A AR RN Ty

AexEIR7), Zhang FE28MEH 20, 40, 60 mg/kg N2
BAT Rey ig T Wl E MR B B IR e B 22 g 2 1) 2
RUBE PRI /N 4 J, RILAZ 21 Rgy nlad i i)
TRPC6/ChREBP/TXNIP 15 5 i i B A% B I N AR 5
DU, B TR BE R AE G B e s e pi s . 7
FALPUEH 1. 5. 10 mg/kg NS B Ry ig T-FilkE
JOR A7 TR 25 5 R PR /N B 8 J, RIAS R
H Rgy FIEL D CD36 /-5 1R R S o A
fily C BmRAL, REBCMIEE, JRE. MR JREAK
AKFs IR RIRE R, A B o
3.2 EEEFERRIHIEREL

PEREACH AL TS s MR HEA R, W
T RIEA A SIROE R, RN BT R R B AR,
AN R 35 PR 95 55 9 () 25 AL 3 4 AN Dl e P01, 2%
PWERAMEH 50 mgkg NS 21 Rg ig T FBEIRIR
VB =5 F IR R SRR 12 ], KIAZR
H Ry AT I8 et IR A 2 AUk 13— 20 B AR LA A
JoR & AP, SRAEREACU AL, A BT SRS
SHE MR ZFHEEFPUEH 30 mgkg NS R H
Rg ig THURENRIE B R 5 IR RBRR 8 A, K
WAZ B Re ol SCERE AW ZREL, b EE
PE, G BT P08 PR B I A o SRR AT 1
5. 10 mgkg NS BH Rg B WAL T TSR H
ZESM 2 BHRFNR 8 i, EIMASEI Re
AL R TR AR, PR B 2R o U AR AT -2 3L,
PEEFBRE1E, IEZR B A
4 HIFI'SALMAAT
4.1 #5E PI3K/Akt (551@

FERE PRI B9 h, PI3K/Akt 15 5B al {2 #EHt
BT EARIE, MHERETH-FE, g
WORARRARAS . AT 00 /N BRFH /) 20 i )
TR, s S 2H 2R 650 52 BRI D) BE4EHF2 Liu
024§ ] 2.5, 5.04 10.0 pmol/L AZREH Rg T
S SRR R EYNIL R HBZY-1 48 h, K
WAZ B Re B HE PIBK/Akt 15 5B %
7 B k40 R 2/B RS AHBRIR AR OC X R (Bel-
2/Bax) P, BERAMRIET:, HmanfufrigR. x|
SCAHRZEIONE ] 20, 50, 100 ng/mL A S RT Rg T
T =R 5 5 K U /N ER RIE A AUk HBZY-1 48 h,
RIMANZ A Rey nlld %k PI3K/Akt/FOXO3 il
PRI Bel-2/Bax FUAEL AR 4B (Caspase) &K
WA, IHIR AR TER, e E,
AR AR R T2
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42 PERERECERNEMAEIIENRER
$ZEH (AMPK/mTOR) 5Si@K

AMPK/mTOR 155 it #3801 Hip i e = ARt
B RREE HTAHKEARIES ST /N
B/ NE A BB AE T, AT CERE R0 ' 5
Y E T AN AL FEAEBY . Wang SEBEH 80
ng/mL AN Z B8 Ry TPl & B 75 5 10K BB /NE
R 4HH R NRK-52E 12h, KIAS 27 Rg Al i@
1 #% AMPK/mTOR 15 5 & B 1] AMPK 5 ER A,
A mTOR ¥iPE, &K ROS /KF, W g
JIf, 5 A 40 i 53475
43 FHACERFE

FT-AHOR B A RIA R v OE R A TS, JF
FOFIBCIE TR, I S N ERAE NE SRR T,
AT A R 97 B HH R T 1) 5 AL 45 AN T e
FIRPS, ZEIHAERAMGH 50 mgkg ASEH Rg ig
T-TREE IR B 215 S BB PR B KB 12 8], &5
RRINS B Rey vk 50 T8 [P L
Bel-2 FIFRIAFTT il Bax/Caspase-3 [k, il
RO TS, R S S 10 B 2 234t
AT,
5 HNEISE QT4
5.1 HIFECEKEF-p1 (TGF-B1) /Smads 55
1% B

TGF-B1/Smads 15 5 i % 7] 75 5 B [A] J5T 40 i 7%
AR P D5 R A 4 B A 5 5 B e R, BRI bE
PRI B AT AL AR, TN B 2 S5 K35
1551361, Du 21 ] 50 mg/kg NS BH Rgy ig T
BENRAC B RS T OB PR KR 8 B/, KIS
EAF Rgy AEE %] TGF-B1/Smads 15 5 3@ B/
TGF-B1. &4 HRAKRFFFRIE, Fif Smad7 §
ik, H—PWR S AR AR D
F 10, 40 uyg/mL A S 2H Rg THIE A FHING
INE E RN HK-2 48 h, KIASEH Rg Al
Wr TGF-B/Smad 15 518 #%, M/ 98 5E R 7 e 7if
PO R - [ R, e NE Y. &
HBUEA 10 pg/mL AZ BT Rg THlEPEESH
MPC-5 /N BT 240 24 h, KIS B2EH Re 7]
L H0H] TGF-B1/Smad3 i@ #% K i Smad3 FI4FZE K
H (FN) Rik, PHWT B2 - BTG R, X aEsg
B PRI B3 B T Ak R AR R o /N 25 a605)
i 50 mg/kg NS RF R ig T TEEIRE H &7
SHIRE R E R ORE 8 i, KIMAZ R Rg vl F

W TGF-Bl K&, FRKE/NERIARFR, RIBHET
AR, BHITE 4R FE . a0 TE A 21
mg/kg NS BT Rey ig TR 0 275 5 0 IR
WERRR 12 A, KWMAZRH Rg 7 T TGF-
Bi A1 MCP-1 mRNA K3k, [FER4H s R,
WD T A4 Ji FFPOER 1. 5. 10mg/kg A
Z B Rgy ig T90 2 BUBEPR /N 8 Ji, KIAANZS
EAF Ry A TGF-Bd@#, W/ bAnisM LR R,
NI RE S o T 5 L B A A
5.2 HNHEIBRRTZRBALBIERR 6/ EFEL T
YHAE1% 2 (TRPC6/NFAT2) {5SiBE

TERE PRI B, s TRPC6 31045 51
WL, 51K NFAT2 #Z 550 FIEIE R 3 5 B, Ao
Pk B /INER AR MBS AT M 3 A i SRR FL At A R A I S
BEARK, IEEHSAAYEN, FEE TR,
B LALME R 1. 5. 10 mgkg NS BAF Ry ig T
HENRVC R 215 F IR BN 8 i, KILAS
B Rey s A H W (DAG) /TRPC6/
NFAT? il #% B4 DAG 2E /%, M FE W TRPC6 4538
TBEGE, JR/> CN/NFAT2 %5647, &3] TGE-
B/Smad 18 EE AL AEAV LRI R IE , IELR B /NERA AL
HEFE . Han 250§ 50 mg/kg NS BH R ig T
e B IS R A R B RS ) 2 BURE PRI /N B, 8
J, RMAZ B Re ol [f#& CD36 il E KA,
] TRPC6/NFAT2 {5 5i@ME, [FMK p-Smad2/3.
COL4. FN WJZRiL, LELZE/NERA 4.
5.3 $0%) Wnt3a/p-catenin j&B &

Wnt3a/B-catenin {5 5 18 ¥ AT {21 B /NERFIE /)N
B 1A J5E 40 RS A RE R SR AR, TR AR 4 R AR 2 o AR
B, AN AERE PRI B 06 oD R 2 AL AR, 454
B IhEEA, T AEEBE 30 mgkg A S EH Re
ig T TUHE IR R 25 5 S IR PR KR 8 &), I
Z BAF Rgy Al H#] Wnt3a/B-catenin 18 4 i 2 [%
ik CRP. MCP-1. TNF-o 7K°F, Nl FIF{Eer4Ett
FHMRIE, ESF/NEREELIRE.
5.4 1 Caspase-1 HIFELL

Caspase-1 13510 AT 38 i {2 28 1 41 A PR 5 Rl 24
FRE TS5 5 5 W) SORE RO, FEAR 3 560 ] o 240
LA TAR AT I IERE PR 5 s ) A1 ALt
FE®1, Guo FHIMFH 20 mgkg ASEH Rg ig T
i D-FFANE SRR E R 28d, RIMASBH
Rg; Al #] Caspase-1 ITEALFFK FN. TGF-B
A Col-1 Ik, FEGEWFHLLTUEALHFE.
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55 HIFIBR-MEXRKRRAGEERE

B & - I EKRRANEERE & E
ANERA P53 ARE SRS, A2 2 M A R AR
N LERE R 955 5 975w s B U 4P AL R, IR sE
HARLEB), PrigdrSEHER 25, 500 100 mg/kg
NS BA Ry ig TR B 2= 75510 2 ZU0% IR
K 4R, REASEH R ([ HE % - MEE
sk R FEROE, FIVE Rk R 11 B2k Rk,
N TGF-BL {55, IR &8 & FEE-9 (MMP-
9) WEME, (EREAMANIE I AR, AT IR ' A R4
R, s KRS ThEe, MR BN A -
5.6 AT Akt/HEIR & RREEES-3p (GSK-3B) /B-
catenin B

FERE BRI B, Akt S0 AT 3 I B ER AL A
GSK-3B %1, S3 B-catenin F2E MEHI IR, JAEfr
MNZ, BRSPS RIRIE, ek B /NERF
()R AN 58 e S S A M AL B ORI
I B AT AT Ak, IR E AL S MR T RES), Shi
ZELOME ] 50 mg/kg NS Re ig T HUEEIR {16
FFE SRR ER R 8 i, RBIASEF Re
AL 3L R T AKT/GSK-3p/B-catenin 38 4 14 i1 5 W b
EY) LC3-II. Beclin-1 (17K, B#AK p62 KT,
BHT B-catenin /1T LT 4EALAE 5, $ 52 - 8] )5
WHEFE LR Dhfe .
6 ZH5E

NS B Rgy AUE R R e AL
EIAL VTN G R Y= 2t i TN 1 il = 2 ] R
b B LT i th 23R AE . L0 R DT IERE R
EWRMER. REANSEHE R M HEXR, HIL
B ARAAFE LT RIRYE: BAREIL T 2 5 %1(E
T, EBE PR R R BRI R s, NS
R Ry SGEHE R I EE (1) B AR 21 RE AU S BE A
FAI AT ANTE R H AT IESE 3 EE kIR Tk 5 3h )
PRI RO A F 20 AR TR, i = W v 2 R L B A0 A B
i, AW KNS BH Ry TE AR 258 2R
AR IR S 2577 & L KA 2 1) e A Ve vP Al . 4
NS BH Rg M RBPIRES TR e, A
Tk R AN A ) R AR I R D, 2 T oAt
YRR LS 2577 E I E « AR 8 ] 8 5K
LR G LSRRI R, NS
B R HHARTE S MECE A TR, HFRE
R 251k R G AR S A R o ARG IR SE
OMLHI SRR b, BB G R AR T I, VRS

NZ BH Re FERE IR B Py oM e stk it
PRI 2 P AA SRR IGIE N S 21 Re 5K
SEL S B TR, AR A A R R i Bt
H AT T RS HE R L] . B FEA S B R
A 30 3oL A1 ) U S A SR AR A R R i A A G
ARE Bt e, 3K AT BE R IR YT B s 9 B
NS
FBRR PP PR A1 0bR
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