Traditional Chinese Medicine FEE2£, 2024, 13(4), 772-778 Hans X
Published Online April 2024 in Hans. https://www.hanspub.org/journal/tcm
https://doi.org/10.12677/tcm.2024.134122

DAL R ASEHRLIA
S eI E-F- 2EI4J1'IEFH

ZLEYS K W, BFREYY

Vi nU B 25 K I R T R S A EE B OISR, TLOR F
HTHEPES R, L5 B
SR U BE 24 K I R T P EE B O L AR, VIR R

Weks H . 202443150 FHER: 2024F4711H; KA HM: 20245F4H24H

R

DI ERRREMERTAF N EZRR, OIS ELR LM ERRER PN ERFRERI, HRL
MERRMER K. FEHEE LI EUEREE, ASETRgITELSMHHLEIRE L.
SHACHIHIE T2 (ID2) R £ R MM R RER T, HREEEMAT. . BNEESARNGLUE
WM. KNS BERgIRE LA EMTIA2E DA BARRBITEHR, AETIA28E KM+
BT PRBLD R

KR
L4, SUHIE T2, ASEHRe

Role of Ginsenoside Rg1 and Inhibitor of
Differentiation 2 in Myocardial Fibrosis

Yihao Wu'2, Peng Zhang3, Kaihu Shit.2*

1Department of Cardiothoracic Surgery, Affiliated Hospital of Integrated Traditional Chinese and Western
Medicine, Nanjing University of Chinese Medicine, Nanjing Jiangsu

2Jiangsu Province Academy of Traditional Chinese Medicine, Nanjing Jiangsu

*Thoracic and Cardiovascular Surgery Department of Nanjing Hospital of Traditional Chinese Medicine
Affiliated to Nanjing University of Chinese Medicine, Nanjing Jiangsu

Received: Mar. 15", 2024; accepted: Apr. 11", 2024; published: Apr. 24", 2024

CERAER .

NESIH: REZE, K, TR, LWL AS R Rgl AMEIIHIE T2 RN EEE, 2024, 13(4):
772-778. DOI: 10.12677/tcm.2024.134122


https://www.hanspub.org/journal/tcm
https://doi.org/10.12677/tcm.2024.134122
https://doi.org/10.12677/tcm.2024.134122
https://www.hanspub.org/

HO
A\
S
48

Abstract

Cardiovascular disease is an important factor affecting global life expectancy, and myocardial fi-
brosis is the underlying pathological manifestation of end-stage cardiovascular disease and an
aggravating factor of cardiovascular disease. Traditional Chinese medicine is effective in improv-
ing myocardial fibrosis, and ginsenoside Rgl can reduce myocardial fibrosis through multiple
mechanisms. Inhibitor of differentiation 2 (ID2) is a negative regulator of multi-organ fibrosis, and
its increased expression plays an attenuating role in multi-tissue fibrosis such as liver, lung, and
renal tubule. In this paper, ginsenoside Rg1 ameliorates myocardial fibrosis and the relationship
between Id2 and myocardial fibrosis are reviewed to provide ideas for traditional Chinese medi-
cine interventions based on Id2 targets.
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1 DAL SORLRR ST 4R
L1, AL T

O B R AR A BRAE T IR R B 67, SET NHS LG 31% [1], AL A X o IR B ML 7= AR BE 5
e PR, R o I 92008 1) R R P B2 ATH AR v S 9% o, L 20 i) o FRELR A L I T SE IR 1) 48.00%
H1 45.86%, & 5 WIFET- A 2 BIFET CVD [2]. CoILEF4EAb 2 22 Fhos IS F 3 003 B 22 21 SURRAE,
2 22 b I 0 R A — B 9095 B AR A, 5 3500 U 5 ) 2 3 (1 B T Lo Bk, AP IR AE OB L T
(] P4 O T REAN A2 55 8 9 0L 1 o JU 75 R O JULZH 075 31 o 25 R A [V 2 P o LT 4K 3] [4] /Co LT 4
WU R AETEFTA B MU i v, 2 2 R0 CVD 28R A H IS Bl S o0 o 308 988 1Y) L [ B 3 B o [Tk
X T O LT AR B R 16 A2 803 22 o I B0 I R PR R D

CMULEFGEAL R FEARNT T IE 8 B OS5 K, ECM IR £ 4 B AR IE B Rk B T, Al
FI2 s R oy A B R B FE (5] [6] [7] [8]. AREIRZS T, OMULEREF4E AL 7334 1) ECM SO VLA A it
SERICHE . RO ILIZ B K AT TG BN R A o A A N TR 1 9 2 S 28 DU SR Ry R itk BRI ECM 32
T 5K 5 A Col-1 (85%) A1 Col-TIT (11%), i £F4EH, Wk, FEYERR OISR RIS Tt
JE IERVE R, R E RO LBSE[9] [10]. WAL FURA R, Col-lKERL. EHEKKI
Postn 75384 5E 76 A4 (1 0o VLR 2T 4 4 i Hh 7R A B R 3808 SR FEnTVE N W O LET 4 AR FE i Fa A [11] [12]
R I, YA — PO UL E SR ERAP LA, 38 I 0o I s 2124 4 R s 2 2 A = 2 ) 21 A4
IR SRR Z IR, FECRY O LS W R Ty B 58 B b e 2 G S B VE o AELJR: T 4 40 B A0 LA
ST 6L (o UL B+ P 2 00 B % 98 SR 440 o 55 ) 43 £14) 240 B TR 3l ek 5% 43 W R [ 3 WA S5 A VR 1 AT 4 40 B B
OV, RATEROE RS, SO gE ARt . R, OGRS A5 47 1 7™ B R
ZER, RN R R BRI
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OV R BN B 2 52 2%, 48 RAAS. Gl RYERBL. FAEN . MMPs 548, microRNA.
MR I . N ThRERERS . HEESERA[13]. b, B4 KA - (transforming growth factor-g,
TGF-B)#& O IE SE i & L 2 5.0 WA it A AR 1. TGF-B | 225 2R B4 4ith, S5474E
IR AR R B EY], 2 H AT OSBRI 2 8O A etk A K R [14]. TGF-B1 J& TGF-B e E
LAY, 2Ol IEEMAAENERNZO0S 5%, N OlgifEK . Crs Bk RIAEM ECM JIR, fe
T LT A 4T S RS AR ECM BB IR TR, 3t — s WLET 4EAL . FL2e s f I pLA) 3
FRPLE TGF-1/Smads 15 5l H, SO WILEF 45 A5 B Ik FE o e HL S BV 1045 5 B, W B IRR (L 40 3K
R A F Smad2/3, 5 Smad4 45 G BUNIhREME SR A1k, 5 DNA #7454, ShiE
YHMOAZ H, AE N 3% R T T R R (1 3R A i ECM T R B B 2k AT, 33 ECM YRR [15]. TGF-BL ik Al
LA 5 smad A7 A AE SRS S Im Bk, W K 2 Ph 22 B0 (V) B (0N, L FE 40 I A S R T I (ERK )
c-dun ZEEAR uiEF(INKS) . TGF-B iEfL I 1 (TAKL). 1 p38 MAPK i##4[16] [17].

1.2. AR ERRRTE ISR DA E L R RS R X

O WU AT 241 ffd (cardiac fibroblasts, CFs)J2& O ULAH A H (1) B B2 A RSGH 55, A O LA 4k ke ARk R ) 32
BRI, (GRS OIGIER 2/3. ARFRE TS, CFs AW & it I )5 8 F R 4E R QI Z ECM (1)
B NG, INTTERFR o IESE M AT T B ARE o 2452 B &Moo BRI S BOC WU I, et 4 2 i A
Tl BB VLA AR . PR 20 B S 2 JE 24 i 55 ) 0 P 200 B IR 385 55 43 WA N B 23 WA S AR Y, S & Mok U
(1) CFs ¥t SEFEZ M rl VLS AT 4E 40 B (MFs) R BU AL, Rz AREME a-SMA, F£53ih L Col-1f1 Col-IITA
FERFREEE 2 ECM [18], AT LI IMEE, 4eRbOIEgittae M e % . & ECM I
ANWrITAR, JGH A Col-IHd EUTR, il ECM R IR LU il , = AR R v gk e R D LT 4EdL, 2%
SHLC LSS MBI AL T H R Th e FE[19] .

WA, WEEEALE CFs 45 TGF-p1. Ang-II. IL-6. TNF-a. IL-18 Z&EWEvER T, ER A
B, W% CFs iE AL (1) 1E S bl BReRfeidk CFs B9iEf%. 351k[20] [21] [22]. H1T CFs iGfbI4FE
Zigft. BaE, WML A N E

2. SCIHIETF 1d2 50AA4K

1d2 J& TUEHE-FR- I8 K MERL R 2 —, | IZAFE T AL E M & AR i s R F i oz s e, X
T A 28 e - 2 - R e 2 i (Basic helix-loop-helix, bHLH)¥ s PR - i% P ke 7 e R 4% /E F [23]. bHLH % 5% A+
(25 A X R A R AR e R AR RIS DNA 454, 1815 BARE %R IL . B 1d2 |EBLZ 5 DNA
SEAMBIEX I, P15 bHLH %5t N 7456 e 3, SE4 i bHLH % st N7 13k, Bk 1d2
ATNE] bHLH #4355 K00 B AR R g, e8] /e .

1E 102 S TR 4EL AROE B, CoAWFRRR MY, BMP-7 38 $2 1d2 A1 1d3 FIZRIAFE T/ BRI
YA TGF-B1 AN AR 4Rk [24]; fERFEF4Efbrh, i 3RiE 1d2 v BAFD> a-SMA. Col-I. MMP2,
MMPO SR YA AR DGR - B3R5, 1 T S PR 40 B i) L1 4 4 o P v A B9 B [ 25]) s i ik BMP-7 1E 4k
P AR S EE X T TGF-A1/Smads il B ke T IFEF4Eqt, b 1d2 Rk, 0 seiidoR 1d2 irag
2577 TGF-L 1 NFii#[26]; 1E3RIE 1d2 wT s #idi) Twist (—FF bHLH ZX0% 8 1)k IE TGF-1 4
S Col-IRIE MR F 4646 [27]; 1d2 {F BMPRLA-SMADL/5/8 JE IS R iiF, 785 /INE Stk i o
WIS N R R 4E4k 28] IRITWTFR RN, BMP-7/Smads 551 1d2 L5 Twist M1 EAFHZ 508
BB PRI B /N ) SR 2T 4516 [29]: BMPRIA 23 1D2-ZEBL AH EL A FH 4] it 5 ik v s v ik 2 f 7Y o - 1) 58
JREEAL, WK A 4E46[30]. H AT T 1d2 AL 4b h idRkIE B D, RIS 1d2 i A @ i ]
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TGF-1/Smad3/HIF-1/1L-11 {5 5 8 B Uk AT 0 J5 O IE 4 4E 40 [31] . [RItk, BAH 1d2 760 LA 44k A H
MLEARLHL A — & A .

3. HEAZEF N OAAEMRANRSRTTER

B 25307 D LA 4R 7 S8, BBJEXT R 4%, (AR I AR R I LA O e s i s Mg pe) AN i
AR, RS CPEESENEEE) 2N 0T o IR L “hEMT7 L R0 AT,
T EERIRERAG - H AT AN O RN, 2R TR, a5, ks, tin i,
B AMMAESE, DB T8 AAAEC, WIUAARRENRSE, ARG, “UENA, M. RS
BRI Lok, SCRAIFON o RIS AN LR IEREG , T2 GE L S PHIERG .

HERNAS . SRR DI LR AL AR R ], BAETFAEAE (EAMRSGE) iR “mk
RE, AANBEIATIAY, MAETE, MM his T #HuiB 2 Sy BRI o IR (i < Eik) s
COEHZMPKT, LIIEEZE, AT, WS GER) Az R8T, ATk

o, A FHENTENR AR, #IRHRE2]. GRIF - BRERSMIRR) = “ KMk, MZAFH----
AN, TR B, AT RS, WA RS [33], RKIEANE, 3B n =L,
I YL ERT

MR o ML ST B W8 o B T O JULET A fie 2 g BER LA AR o o0 UL AT 2 A B
MERIU OIS HE IO . OULES RIS H . KR AN BT, X e BRI & o 2 TR AR )
R, S AR LU AT BUE R “ MUFIE” OB IESRFR[34] 0 M5 BERESEA T Z A AIRAR A, AT A,
ARG DO, RS, SEINE RIS, DN B S B S, s A
WrinfEl, Wt i BIEEAE.

gi bRk, SR IR B O 4R G 2%, BER O LA 4EAb R R HRIE IR AL, 52 O ILEF dEf B2
HRIERR AR AR AR O AL A E AR A i3, MG o B M 7s R B R &= . RS 1M
TN, R A E RSB . A AR 4 B 2 A S IR, N AR s AR I, 95 &
B DU IE AN -

FI Rl PRRF vh B 253097 D WLEF 440 0 T 2 S Im AR, H R BIERT N PR B &R
Ho BEE TP EEAIRYT OV AL I Sh Y SLI0 MR i SR ATt R,  C2 R B2 A RIGTT L UL 4L Y
7 R B, AR BB AT IR T 05— BEA ot UG ML 3 AR TE AR . IEFH
HMIREEIR S Horh, 2R IEAR T T B 25205 S SR RN T i )2 [35] [36], WZ AR 2 IR0
BSRRAE, HApAIEAS N EE WM. b B AW AT 7T, SR 28U VAR T O L
AT RIFT R AR EE— PR ILAE P

4. N\BBH Rl 5i0ANA4L
4.1. ABEH Rl H1r

ANZNTEL NZJEHEY, NGNS TRORAIRZEE7].  (MARARFEZ) 12#: “A
Z, URH. B, Bf. TAMIME. AL ESMR. ibiUE. RS MIHL TR0, mE, ARES
etk o (PggeE) BSCHIWHONRANT A, RAKE B, AR, AEFTRM, e, w LA T O
FRAE A i Fe) O S O LA ORI AR G B RER o TR BRI B IESE &, I PR TRy D LA R4 1 28
AAEMIT RIS R 2 R0G . KSR, PIRASI IR ORI, AR EE R B S AN
Z, W WASERKIG ST QUL AR PO R B EEAE M . AS RO ME RS RS EH S #E
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A[38] [39] [40].

ANZ 21 Ryl (ginsenoside rgl)jeH1EEZfE R LM NS 1) F BRI 2 —[37]. ZTWFFTIESS, A
Z A Rl 100 MU B FEIT PR PUAMRIE. Pgs. BT, Pidif AR, nrisEd AN
WAL AL S O UL M R 4G . (RRE O LI A . s ONUIEESS, Ho 10l AR
TER AR Z A [41]. BB R MG R I K B S T 5t

42. ANBBHE Rol FLALALE L RS

HATHE 7R, ANZ 28 Rl 0] LAGE A 2 Pl IR 159005 51 R B Co VAR Ak o 06 T-00 58 38 1R Lo UL
i 4Efk, Guan Z5[39]iEMH NS 21 Rol (@it SIRT1/PINKL/Parkin il B HE LR bR A i, I8 A2 AT B Ttk
FKEE LN R OB TRALD WL 4E4k . Ge Z5[4014# FH B H3 HOC2 40 g A4 2 W s 1 o 25 0o LA 05
B, GEBANZ 2 Ryl o] DLRAR O NI0T, X MR 540 AMPK/mTOR #1 PERK/ATF4/CHOP j&
BRANE] B WEST . Zhen ZE[42]#75 T NS B Rol ZEHE BRI L O WU 75 S 18] 78 5 140 i 533k () A1 s
4, W% NOTCH 15 5l % K15 T ELRR A M2 AR AR 22 e b RO T B0 VAT 4L . 7218 T 3h ik 4e 72
B R, AZ R Rol 0] 7O U E A 0 ULEF 44k, X RRE R AT BE 2@l i CaN JE B R 2
Je S I Ak AIE N 2 2 AF Rgl thAliE 1% CaSR /-5 HI[Ca®*] 1 ik i D ALEF 44 . Luo 25[43]
HEAT T WCIRE o LTh RE RS /N BRI R 2, 363E N2 2 Rgl ] LLEIE T 28 Pl T2 2R O LA 4L,
HEAARIE 2% 7] B8 & TLRA/NF-«xB/NLRP3 115, {EHENR{ b6 2 B S R RO K AL, A S 21 Rgl
F-FRIA B F#K T NF-«B Fil NLRP3 #IE/MAMRIE, W38N T &btk &, R bii. vk
L R B MR AR O LT 4L, Ji5 2R S50 32 B IX R E A 1 e 2 85T AMPK/NIf2/HO-1 {5 5 38 % 56 1 [44]
Li S5 [45]58 1 A e PR 30 ik BT 4 S A1 %€ 30 min, 7 BT RETE 90 min A% 7 R R G ATLER I P v (1/R) 45 £ A5
B, §hkes T NS84 Rol TUCHEE 2 FHEEL R, 4R ERASEH Rol THUR/NONIFEFEEA, 2
O LI, AR O 4E4L, FR4E HIc2 A ARSI 78, SRIE N2 2 Rgl 7E KR IR i Reis (e it
ATP )Rk, #R NS BT Rol X IR R E R v R 5456 RhoA AT REEARMIA . Xu SE[46]1UF BH
ANZ BAF Ryl i F#MK p-P70S6K. c-Jun N A i 1 A Beclinl FIZIE, ] A 5T 09 SR H 06 ok o 3
2 R BRI O T RE R RS o
5. it E5RE

ANZ B Ryl 4P T LA O LA ek, SERp O T IEH /R TIRE, X FE B 2 Mg i
RMLEEAT o HAh R FO AT 4E A SE R T TSR Mg R A RiE % . REW K
%, BXTAZE2H Rl TFONA A BARLE PRI AR FEER],  JCIH B> 2 A i) X145 27 4
A At U 4% B AR S RO ML 7T o 1d2 78 22 Fh 4L ZUEF S i A= At Fg ol A wh i 3 AN [R5 53 8 R 441
HIVER . L, BRAIRTT 12 SGE O 4EGIER], #E—BIR R NS 2H Ryl BB OLEF4EL 5 1d2
TEAERIPTREAE FNLEL, NS BT Ryl MG RFT & S B A Sl — s BB AU, 760 LB 7 76 3
B
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