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Research progress on mechanism of ginsenosides against organ fibrosis
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Abstract: Fibrosis is a common feature of many organ-targeted diseases, and it is one of the major causes of disability and death from
many diseases worldwide. The pathogenesis of fibrosis is complex, involving cytokines, signal channels and gene expression. The
interaction of these mechanisms leads to the excessive accumulation of extracellular matrix, which eventually replaces and destroys
the structure of physiological organs. According to the pathogenesis, although some antifibrosis drugs have been used in clinic, they
have not achieved satisfactory therapeutic effect. Therefore, it is an urgent need to find an effective and low toxicity antifibrosis drug.
Ginsenosides are a group of glycosylated triterpenoids found in Renshen (Panax ginseng), which has anti-oxidant, anti-inflammatory,
antifibrosis and antitumor effects. This essay summarizes the research progress on pharmacological effects and mechanism of
ginsenosides on organ fibrosis in order to provide a theoretical basis for the study of the antifibrosis properties of these compounds.
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LI A L) 45% BT 5 A4 OGB4, 44k
JUTs2m G 4, Fealht. i, 0. BHEE
AE, —EABMER, WKW S BE
B R A E SR O JaE . IR
RERAE IS « 5 RS e S S A AL AR OG
WERMRKE, HREHA4ENR EEZHRH, M
YA — P DLAEFrd B S M N HIR B, AT
B EiE, ARG AT O M B AR,
BEAAE A AT IH RIS 0L T, AR BN
Jiio MHOCEUIE IR, 181 ORI A K N REAL T
FRAZRTY 2%~10%0), B E — H kAT 6
FIMERT, - HLRE G IR A e v T e . H
P 1038 B el IR 993 B M 4 (coronavirus disease 2019,
COVID-19) Z 1545 24 Fezhl], HJF SR8 )T
AT 8. A 4E0 2 COVID-19 Pk & 1
S R BRI B AR, e A R 1 DR 9
AT TIURYT, A4 T Re ok, S E A4
A BRAR T R85 (10 A 3 I 2 e N 2 ) A i g R iy ok
TARK P B, T 8 BH A Ak B AL, Bt
A A P e i 2 R B 2L

YA 5 NFHEERIFT B S E G RO
HMVEA . ECM ARl 54 AR A
SUE I, AN R A EE AR R R, BEE
S AR Ik e AL SO R AR BRI B A,
K FEES T IR FRAT B, R 18 T80
A A IR TCUESS, 75 R DL T 5 0 41 4
A 15 72 Al I )T,

Iz B TR R T ARG B AL, AR
PR, R, ES@EMER. K, ECM
DR o-FIENIBIEEE (a-smooth Muscle Actin,
a-SMA) KiE. HALAEKF T -B1 (transforming
growth factor-B1, TGF-B1) /Smads 15 ‘51872 H Al
NINBIES B AGNAERRE S B T A4 — AL
HlAk, A BT 0 S SEERAN[E], AR SEE
SR ) 40 B b B - 18] 78 )5 B 4k Cepithelial to
mesenchymal transition, EMT ). U AL N B W
P R AR R TR T 4 L R RIS RS T T A R
R RS (P AT AL AFAIE o I 28 RO L 1A ELAE
FEUTZH ECM R &R, mAROIMEIR A T
S584 6

H FEF O AH SRR S P L 4EL 250 FXR
Wah7 B ULHER Cobeticholic acid). A b YREIALY
FEWD IS 524K o/8 (peroxisome proliferator activated

receptor /5, PPARo/3) XU EE 3} 7] Elafibranor
(GFT505). ALl (cyclo-oxygenase) F1 TGF-B
532 el Chydronidone) %% IE ATl RIAIG
B, BRTMAAMAERZY. SRR EARKRED
2 e SR E I I AR aEe, HIL s Bk, $E
AR, H AT AR AE P A 4R I R FH 25
Pl A 4EA0 245 B B RAS A B A Tl RV 7R K
P it A 4E AL I 25 L E JE B (pirfenidone) 18
5 Jeé A (ninte-danib/BIBF1120) 2 F, Mt JE R LA
FH#E 55 32 B2 @it ) TGF-B LA i i Ak ik
RIFDUMLHENAER . JeisJe g T/ 1 B i
VREGAEIR], i W A e AR ORI T
B M T RS B BT AE A A IO, 02T 4EAL 250K
154 % (edaravone) @it T TGF-B1/Smad2/3 I
DO YL, & H RO IREHHER BT LRI A
H EHIH BRI, RS SLESE B #h e BiRs (tranilast)
A —E ML TGF-B i M 1 ELr 80 pl 2 4 41 B 1 e
JRE . RAEE ARZE N TGF-B BT 4 44k 254
WehoE, (HH AT ICHUE A IR 5. R
R =Pl ARTE R — B AR K E )
N2 Panax ginseng C. A. Mey. J& T T inEHE
Y, VERfEG Ry, HMNAHTCH 4000 241
spii-21, AN 224 (ginsenosides) &M ASH IR I
) —RPEIEA =05 BB 125 A1k, TN 17 Fi
ANZ Y % e 2 180 F NS B8], (15
HERENZ, NSREENEPHEYET N2 Pfaffia
glomerate (Spreng) Pedersen H -t A DA AS | U161,
NZBHE NS EEAYE Sy, SRR
ZRaiAl, GIERERE. UL, DU, BRI,
PR E U220, [, NS 2 E AT LG 5
XIS RS, FEXCE M. RO ME RGN
TG D) e S5 U7 TH R $E A E A 224,
RN BET L RELRLRE: (1) 5%
BRR GHEREM IR =R K ASEH
Ro; (2) JEANZ g GEHGEE R PUPE =i 28D K.
ANZEH Rai. Ray. Raz. Rbi. Rba. Rbs. Re. Rd.
Rgs. Rhoy Rsiv Rsy, A ZEEHE AN Z 2 H Rbiy Rbas
Re. Rd, —LEH Ry, PHFESE Ry, 20(5)-AZ
A Rgss 20(R)-ANZ A Rhy, 20(5)- A Z 21 Rhy,
JRANZ TS (3) JRAS =1 GAF G PIHA =
1) 2 AZ BT Re. Rf. Rgi« Rg. Rhy. Rhs.
Rf, 20-F %% NS 21 Rf, 20(R)-AS 21 Ree,
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20R)-ANZ 4 R, = LASREHR, BASRE
Rii~ Rpi~ Rty chikusetsusaponin IVAIIVa, i A& =
M. ANFERM NS B E DA T M.

AR NS BH P E A4 25 B J H
WL FLdk AT 470, ARSI Pt 4t
YEAL I B2 AT TR SR B A i
1 ASEFHNEEFHEN P RIERNBHIFIER

WEXAE, AHREIARSE, FINE S|
ZRhE I 1 RAZGERRA ENRLE AL, oA ER
—EMEM R T, RATER T RAE N
RS JORE SN | T A 4R SRR, AT s HL ek
RICE . I, R RAER 2 BT 12 B LR 4EL )
HEJEL

& 1B PRI RN B By e VeI 8, S A E
T AR 1t 98 i 1 s () B LR AL, W R, i
HERIREIE CREE) B S SRS Gbk 2 A e
FNRIED 2527, BRI, Rea i AETE S,
{FIE R A YL R . NS B R I SO
AR AIHIER « Xiao R8I LI, NS
B Rg REIRR I IEAG ARV, FEARA A P =1 H
AR ALT AST 7KF, #0128 VR4 B A+ 1 R
T, FAE AT e 55 R i 1 V% 1. 2 1 B8 Cadenosine
monophosphate activated protein kinase, AMPK) /%
[A-F-«B (nuclear factor-xB, NF-xB) {5 ‘S H K.

AR5, BRI SRR R A
T RYEFTFIE 2 2k — P K 2 S8
IBEFAERL . SRR TTRIN, NS 2 H Rb fe%
S ZE N R R BER F-00 (tumor necrosis factor-a.,

TNF-o) FZHfif2-6 (interleukin-6, IL-6)+ IL-1p %5
RIER TR, BEMZHRITR AL, HAh, REH
SEBORF R, ANZ AT Rby AT LS 6 BEAR ST
lE-3-F2 3§ (phosphatidylinositol-3-hydroxykinase ,
PI3K) /E& ¥l B (protein kinase B, Akt) 15 5 1@%
TR i 22 WS 3 1) Lo JU LA PR SR S L o

ANZBEMTERA &Y CK 2 NS EHNE
LB, CK L T il NF-xB {5 5@k
T fE SOAELH ML R - ) 7 A, PR L 23 i R 4
W PR 71K, % IL-18+ TNF-o. BAZ 1L B
-1 (monocyte chemoattractant proteins-1, MCP-1)
AIL-6 ('8 BEHE A RGA R 73 #T o, CKO il 173X
LA 78 20 B PR 7 SO0 B IR Y B P28, JF SAIE ]
RE 3 2 U0 A T IR 4 5 SR AL 45 M 3R 32 AR Tk
pyrin 4 ) ¥ & B 3
oligomerization domain-like receptor family pyrin
domain protein 3, NLRP3) #AEAAMIAZ H4HEIR
RS, 95 Y NLRP3 SAERBIEAHEE S
. Hsu SFBUHFFUR I, NLRP3 #AE4A 5 il
PRAE AIZE/N B B IE R AE AT 4 A 5%, CK i
KRR S IEH NLRP3 . Caspase-1 i PEAI IL-1B
07K LR PRI TL-1B 7K S-SR 30 NLRP3 %
REAR BB, X ERRAR T NLRP3 SAEAAR 4]
VI AT g fe il B T B R A0 15 5 e 3 B e S s [
¥ 3 (phosphorylated signal transducer and activator of
transcription 3, p-STAT3) =411,

NS A X4 B T GEAL b SRE S N R AL A )
W 1.

( nucleotide binding

F1 ASEEMBREFHEN IR RIMHIIER L

Table 1 TInhibition mechanism of ginsenosides on inflammation in organ fibrosis

ANZRYE #E &R SCHR
Rg i PRI ALT/AST KPAMR 2 4RI+ PRI, PTRE S AMPK/NFB {5 Sl B K 28
Rby fifi U B-EIFEA (B-catenin) FE: 4B E AE 2 (matrix metalloproteinase 2, MMP2) ik, ] Wnt {55l 29
Rbi 0 il PI3K/AKt {5 5 J B FELAE Lo WL M A S B 30
CK B % NLRP3 ZAEARMS0E, TS NLRP3 SOAE IR BUE A A5 5 31

2 ASEEFMNREFE LD EMT 9200
EMT s& I 57 201 Jfa 2K 2= 4 B AR 1 R 4 i 285 B 12
SRAF I TR 2814714 10 A 8] 78 Jo3 441 B 1) 3 72
EMT &2 EIMAG R A 2 21, FouT A 4R 2%
HHIRBHECERE, EMT M H 30 FE e s i3t
J& A O a g B A b i 2O EERIER

FERFRES, R4l LOEIE EMT SRR
UEARM IR RPE, JF 2 5 AT 4R . X A4S EMT A
PP LA TRME AR 2 — o BT EMT 1
KT AP L R B AT AL . ARG T T 4R 4L
Jitl, ANZRH Re GeUS RSN HSC-T6 4 il i)
EMT, Zh¥)ikASEi s s 7RISR .
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EMT 852 il 47 4E 40 A i) b i) S8 0 3R
TGF-B1 15 5B 1F A EMT #1597 5%, 5 PI3K/Akt.
Notch. Wnt S5{5 5 il B 3L [F 15 EMT S S HIAHER
Bt B o JSPEERARI, =L R R PR 2
LU MR & & ) TGF-B1 EKIE, i EMT
ERNETT A4 ITER . A FRESIRI, NS
A Res ARSI M EMT Mfis/b i (042 2%
H 20R)-ANZ 21 Rgs REWE 520 K i T 40 i 1)
EMT, AT A8 Ho 4k o

48 AN DO JIE B AT 2 40 B R U5 IR i 1) 72
[ 40 M B Ao SR, BRI EOWE ORI, AT
2 240 10 A1, R LN DAY Bz 4 i 3 1) J5T 400 L ) A e AR
A FERRBLSRAE T, P9 R A0 M R B S 40 i TA]
T B P AR I /N AR A R 40 T 26 B BRT 7 (platelet
endothelial cell adhesion molecule-1, PECAM-1/
CD31) Kikw/d, TaMM IR 7G5 1)
ReJ), JFRIAM MRS, W o= P UL
F%E [ (o-smooth muscle actin, a-SMA). AS %

H Rbs Al U AR B BREN RS R

OALDIRE. Yang ST K I, AZ 21 Rbs b
YL % 4599 8 B3 (coxsackievirus B3, CVB3)
Je U RIS P B 40 B EMT P= A5z, N2 21
Rbs 2H 1) & 5 il 20 IR 1) A B 2 IR B 2 (proline-
rich protein tyrosine kinase 2 protein, Pyk2). PI3K.
Akt fil CD31 7KF# CVB3 407t 5, 1fi a-SMA 7K
PIEAR . 45 AR, NS 21 Rbs il 1S Pyk2-PI3K-
Akt 5 5@ B AH] CVB3 B JE 1 B0 s B
JZ AL EMT.

Shi FFBIWFFURIAN S A Re BIEHEE Akt/
W A GBS 3B (glycogen synthase kinase 3 beta,
GSK3PB) /B-IEH 8 I A2 M b R0 15 95 K B2 4
MU HT EMT. W52 44 5 BUS 40 451 05 A 2 E
PR, TR R A B 5 250 2 40. AS 2 H Rg
I I AR b R (R SR, R AR PR
K SR B AT 4EA A 2 A0 b Bz 1A i, R
Xof W PRI 9 H A B /N BRI R T TV T

NS B X AT A4 EMT BRI
® 2.

#2 ASEBEXREHEN D EMT B0
Table 2 Effect of ginsenosides on EMT in organ fibrosis

ANZBH &E

T RIL SCHR

Rgi fF N TGF-p/Smad FIHIHAZ A7 E2 #8% AT 2 (nuclear factor E2-related factor 2, Nrf2) /MSE5@K 37
Rgs il R BRI SEE IV (fucosyltransferase 1V, FUT4) M-SR KK FZ4K (epidermal growth 33
factor receptor, EGFR) ZKyfi 1 BH T 22 ¢ )50 A 85 M8 (mitogen activated protein kinases, MAPK)

A NF-kB {5 5@ # 0 EMT
Rb; 0 it Pyk2-PI3K-Akt {5 53 B 1] EMT

35

Rgi B AKUGSK3R/B- IR & FHIE B A 510 B WEAE R 2 41 EMT 36

3 ASEFENRBBEAEN PSR
E1EH

B A AR SRR A SIS B U R B, 4k
MU N Coxidative stress) J&£F4EALE &1 F: A
R, AU N AR 7T AT RE 2 S LT 4EA0 AT
Ko ¥ A FAR R A A LU R T
i HEE B DNA, %2R ZERTE T, BEam %
JER M WEPEE AT AT TGF-B1 353 1 2 Fhdi i
SN, JEPEA PR AR RS B I S B A4 R
AR HEYER

TERFIE, 15 PESEIS R Kupffer 40 AN 30 58 0E
HM = AR A AEAA 5T, BEHEBOE A ARAE M, 33K
A AR AR « FERF A AL Fi R, Wei S5B7R

W, AZRH Rg Al FEIIEMLIK (CCl) FEFM)
JH AT HEA Y TS PR, 6 T £F 4l BoA DR
YEH .

JIi £ 2 A 1 1) P 1 4 40 st i 3 5 50t 2H 27
SiMrE, HFBEREMAMRS . AT T
la Chypoxia inducible factor-1o, HIF-1a) {EA—Fh
R BEE -, TEVF 250 IR A2 R g vh i 4 B L
YER - Fu B80S0 R, SRR T SO E S B0
HIF-10/TGF-B1 15 518 %, @it EMT @t — 2 it
FSCET AEZH 0 I A A B, 8 ) HIF-100 R IR E%
Jili A AL I HERE o 3% — S I3 B B A 1) 7 S
YR R EENMA . A 2T 4EAL
T st R, T DL 5 B Al T,



FED 20224E4 7 $53% B 78 Chinese Traditional and Herbal Drugs 2022 April Vol. 53 No. 7

#2241 -

X AT e R A 4EA RN R K R B R R . 724
HRAETS, RTINS ZH5EZ R0
IR HIFEmaR, F-iE M R g & kA, 24
K& H HFER AR, & SBUTUES I, (et
FSCET AT M 1 TR S5 o M 8 S5 BOR H se B
B TR R 4E R, #—PURAS LR
X)) BT AF A B g2 . BRI S 8 B n]
AR AR I 21 48 A K BRI i A g . — %Ak
BAATHE I FR B HIERKE, T e E sk
BEE VAL S RE JT . VR RINLEI AT BERS Kon Ak
B IR, SHUASTSEALRE I 9 h 5.
o JULEH I S8 N2 JELE SO T Hh AR 2R
HIEWAEMN, i RSEKE 5 L AU PR 1
IR BB T A ) 30 o VTR UK R E I
5 T URAERAS 5 g A e R 1, X el A
SRR FET AR DNA AIZeRifiok 5 S A iE T .
ONEARFET AR OIEZ L ECM R84k, &
BUD WAl . RIERIN, & REO0 D) RIS .
Hong 25U R I, AZHEH Me 7] BL B
A B E A BB KT, BRI/ B O
JEZHZRH Bax:B 4 itk LR 8 K LE A AN Caspase-3
EE, SEURETORED, RS NS EH Mc, it
AMPK AL ] AR A PR /DN Bl o JUE 2H 23 1) 4R A
REFOIEHE R ANIE /1, SRR HAE S8 LU 5% O
JESIR I 3T BT 7RI 7). Zhang SR 5E K I
NZ R R 5350008 778 i85 10/ B
Dfekehs . 2F4eth. OAUEE . RAEFEA R
SRR L, NS R Rd A B O R Akt 45
WA BERR A A A ANE S T B 12
(extracellular signal regulated kinases 1/2, ERK1/2)
A TGF-p1 WE AR BEFIC. XL RERPA
Z B Rd 5% 1B G 5T B0 D) e RS

MEH, X506 2505 S5l A K.

TEIE, TGF-Bl MBI, wit— b
ECM [JP&fFFF18 5% ECM A G, IS EUE Nk
VB NE A 4EAL . Du ZEWIF R AN Z 28 Rg
AT FEFIBE B N FH AT DA 2 PR PR3 5 K B
JRER. WIEF. B2-ERE K BEFEIK TGF-
B1 AgharH 24K A ¥ (connective tissue growth
factor, CTGF) G v AR ik, HIGN
B 2HZH Smad 7 FRIE; UESE A S B Rey FIHE
FR 106 & 2 AT B SE o A SR . TGEF-
B1/Smads 15 5 KK RSE NE. Zhang SFHINFFTK
W, =HE=H R (notoginseng saponin R;, NGR;)
REFEHEIN T e HER] db/db /N ERIF LIS S B2- TR B 1
M35 WURF AN LR 32 UK, s 1B IR 2L 5
W, X T LIS I R R R N BRAR AR 2T
YEAARAER] o ARSI HE— 0 A NGRy ALBE ATy 1
HAME AL ZL 7= W) (advanced glycation end products,
AGEs) 3R A, FRENE ARG, Jf
s/ HK-2 SR T, (kA0 A% Nef2 AL 215
FALEE-1 RIL, DLVHBRIS S AR T2 TGF-B 15
AL T HNE AT A e L EAR LS. BT AR
NGR i ] A ST | 76 170 200 B o T R 21 4
AT XS 4 PR 8 R 4% B IR DR 4P E . NGRy T g
FEIRTTRE R B T FE IR YT 24590

NS RH R % B LT YA S8 S B ) e

TEFIHLEI L 3.
4 ASEFNREAELPRREEDERBINE
1EH

A E AT YA B AR B B P9 R Y
INFFILBETTRR . 1M B SR ORI B o5 B S R AR T A
PEC R B AAEIR K95 (5] 27 3

H Ohnchi 25 & ILFF4H L P A7 £ KB AR R

R3 ASEENBEAENDE LML SEERIE

Table 3 Improvement mechanism of ginsenosides on oxidative stress in organ fibrosis

ANZRBHE #{E & R SCHR

Rgi J'F - BEAIC TGF-B 75 IR P& 4K F, P75 Keleh FEMVAERIFEAR G 1 (Kelch-like ECH-associated 37
proteinl, Keapl) -Nr2-Hi XM IGHF (antioxidant response element, ARE) {55l

Rgs fiti  $0%| HIF-1a B4% €4, 5 HIF-10/TGF-B1 15 58I A 5% 38

Mci O AMPK ROBL] I 0 i 2 27 ) S A0 40

Rd > P p-ERK1/2. p-Akt. TGF-B1 . N IRIER i H BB R E AL 2 (nicotinamide adenine dinucleotide 41
phosphate oxidase-2, NOX2) I NOX4 M FAKF, TIRCHEARMARFIE mRNA ik

NGR: B (R Ne2 A AT R 4ARE-1 (MR, THBR TS SR T TGF-B {5 5% S ETEA 43
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FRALBE LA, A7 020 B 5 i TR A Ay ) R 5 | AR AR
2 HMEMN. WS IEE R, a4l
i S S A DN S~10 £ HrP1, IR
AR R 90%. DRI, 1. TR Jie S5 10 38 o vl s gk
SRR RN, T e L R G ) 5 AR kA
FREERIEADC, HEEESIP R MG ASE
H R 740 M504 5256 2% T # 5A # - £F 4k
R R R AR IR o ASUREA IR T 5T
RI, NZREETEY AD-2 nTFAC 1 BRJE, DA
M H 214 & B A HI]5F) 1 (tissue inhibitor of matrix
metalloproteinase 1, TIMP-1) I MMP13 H3R1X,
I ECM UTAR, BA UL 4Eb e . 14t
NS BB B4 A AR Im RO 7 b A 3 1
AE, Tang EWIHFFRIL, NS 21 Rg i@
TGF-B/Smad 1 75 5 U/ 15 A (extracellular
signal-regulated kinase, ERK) 15518 B #1384 AF 14
JRIR AT A0 f 384 . I LA BCM . X
A5 NS BT R IRITHIE A REEZER, %
W NS H Res (N — M RTER AT AN K
AEPERRIR R 25D ER A T R 0% AR N S IR IER

PR 75 SOy — - S ] e I 4 il A
SUEANE K, FRRITET 44/ B s I-C. 1v-C

BIRE, JZREEONER RS &, FICmL
Fetl/ NERIBH R IR IR ) & &, It 2R
I¥GA, T RSB AR AL A -

O LR AE AL AN RE R ()5 BRARRAE ) — A 2 A
& BECM IR AR . Li W KNS 2
Re WIS Akt 1815, Bew s St oAt
PSR TR (collagen type I, Col-1). Col-3 Fl
o-SMA 3R1E . it O U SE 5 /N B0 D) BE I K
5, O IUESE S 3 R JE DTN 90E, Il
TEMEETE I, B O VLA GEAL I K 2E . Wang S 481
FKI, ANZRBH Re HGIT RE D 7O IZ
JRE B MR RAMALETIE . ANZ2H Re 5lid
PIF2 N2 R & 2 PG — P UE NS 28 Re W]
PLA L N IR RIS R R

A A PR BEL 1 B /N T o A 0 R TR
FIRA R RECE R A4 . Xie SEW-SOF 5T KL,
ANZ 21 Rgi~ Rby B T 500 4 bR & A FH
(unilateral ureteral obstruction, UUO) 5| #2 )& /N
F) S B A A R UTAR, B TGF-B1 7K, MIfTiEE
FIHH 1) o A AL AEF o

N B0 a8 B A A R S5 2 AR R i 4 )
YERBLHI WL 4.

R4 ASEEWNREARNPRREZELEMBIIEIERIE

Table 4 Inhibition mechanism of ginsenosides on collagen production in organ fibrosis

ANSBH BE TEFBLH SCHR
AD-2 i FEA ERK A1 p38 &5 H MR LR IL, 7Y p38 A ERK il #% 44
=-bERH it B R AR SRR R OB K 115 S84, {2 ECM 1 BEAR 46
R L BOE Akt 3812, PEK Col-1. Col-3 F1 a-SMA 7KF 47
Re L i) Sk O WUBIZE S Col-1. Col-3 1 a-SMA HIEIE 48
Rg B MR SR 1 R RAE T TGF-B1 (% A0S 49
Rb; B 540 P47phox 1 K& TGF-B1 FRIAH % 50

5 ASEEXNHREAHENPMABREFHIATIER
TGF-B1 & — M EA A 4E RV 2 Dy Re 4t
R, Rde B 4L EEE R, g ECM /Y
YORR AN D e e AR A 25 B T 44 Y. Smad 2
¥ 3 TGF-p1 WHE 5 B £ EF S IR 1. sk,
ECM UTARE AT 440 1 % e h e A oA FH . ECM
T MMP [E#%, T MMP B RRMARCE L2
MMP il FF- 175 . MMP 14 & Bg2H 2340
71| (tissue inhibitors of metalloproteinase, TIMP) [}]
PHTE RS B AT AR P R R BRI .

1E CCly B S I AR AR, CCLy (1A F AR
IS Kupffer 408 a0faH 7, 1 1L-1 A1
TNF-o, HJ3 TGF- ()74 . Hou ZEP2RF 5T K IN,
ANZ B Rb @ NS TNF-a. AT5RE Es
(prostaglandin E;, PGE>) Fl TIMP-1 H7K-F-i 41
il - 44k

Guan FEEF TR, NS RH Rg) G35 FEIK
/NRITEF4E4EH TGF-B1. Smad 2 A1 Smad 3 76/
FZHZ3 A R A mRNA R0k, W& 158 Smad 7
(IR o X B2k SR B\ 2 B 1 m] Rgod i #1 i TGF-
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B1/Smad {55 @ EE NI B A ek, ATV T Bt 4
YRR FE AN R 5 ECM UTAR . Yang SEB4ARE 5T &3,
N 2 o 21 fe 3 B A 2 4 A /) BRI 4H 23
MMP2, MMP9 Il TIMP-1 & (&AM LI, S
k& (bleomycin, BLM) 755 FR£F4EAL 1 LR
TEF S MMP 244 5. TIMP-1 (¥ 3 Z D) RE2 1A 15
MMP )73 AE 1, FLAR Ik i il 21 444 1) a3k Je 1T
SR . MMP2 Al MMP9 [f13£IA7E BLM i 51
IR AEA 2 SE S o, AT RRAEMOR IR . S EUNK
2T YL A A AR N v s AL S B 2R AL D7 TR 1R -

Xu WK, ANSRBH Rg few 0
B85 20175 S 1 WA TR ORI o X9k, 5 R 8 2
ML, NZ21H Rg HBUE % ¥ 6 (activated
transcription factor 6, ATF6). FIEERE 1 (inositol-
requiring enzyme 1, IRE1). ¥ ¥ A K F 1
(transcriptional intermediary factor 1, TIF1). &1t
MBEAR SR S6 ¥ (phosphorylated ribosomal
protein S6 kinase, p-p70S6K). c-Jun N Uil 1 Cc-
Jun N-terminal kinase 1, JNKI1) I [ MbRic & A
Beclinl [FRIAFAS, #EHERTTEE 78 (glucose
regulatory protein 78, GRP78) WA, XLk
RERHANSEH R vl BRI #1065t X BRI
Wi ok A0 B 25 2R 5 2 (1L IE D) RERR RS . Zheng 4505¢)
AR, NS 24 Rby ol LLd@ AT/ GTP 456
M (small GTP binding protein, Rho) /Rho fHX%:
I S ( Rho-related coiled-coil
forming protein kinase, ROCK) 1 PI3K/W#j FLE W) &
MH7 R $8 8 H (mammalian target of rapamycin,
mTOR) & B 1] K B Co LT B 1 WSk A FE 0 7
W IEe. AL, ASRHE Re v LA LG T
TGF-B1 MKk, @it OFHZF Smad 3 F1 T R
JRH A SGE RS EIRRIE T 0O LEF4E A
JIaEsm AR (25D, 5 TGF-B1/Smad 3
AR BT K.

Li Z57F 78 R 8L, UUO REfS {3t TGF-B1. fif
21t Smad 3 (p-Smad 3) FIFHKI7EEZE (Klotho,
KL). Smad7 (IRIL, B4 T ASEHE Re JaiXLk
R, HREW, NSEH Rg EiTHR
Klotho/TGF-B1/Smad i 1% L5035 1 /NE [H) Jii 47 4 AL,
I HXF R ASCFEHAS 2 H Re 69T S
Klotho ik Z FH 5 B T 4EAL I AT BE 1 - Zhou S5 15811
AT ERE . R IRE AE  ip BENRE B R B
PRI R BRASEAY o 1oy MW U B PT RS0 /N Bk AR I
ML, RSB T, T NER P R AR R ELAIR
JRUTRR R T Be B /N ERA B IR SE A=, 51 ECM
BWIAE . HFFERIL 20(5)- NS BT Rgs B N
W iE 1 TGF-B1. NF-xB p65 Fl TNF-a [{)3ik . &5
KW, 20(5)- NS 21 Res AT Be e TI0T 78 IR &
o —FHoE 0 77 1

NS BAF N 8% B A 4EAG R 40 B R 1R 1 E
ML W 5.

6 5iE

RYEAL VT 2 2% B B 1 WARHE, HH
AR EIRIT 2499, =i K# Btar 4t
HIA R SE S S R I— BN IR R A Y1 75
B, NS EHEAZMGEEN, mitEt. k.
TR TR G e R, Hper 4R i F CREsE,
TEETI R RENLE A . NSRSl
(R ELARML ) 75 Btk — 0 1P A

KXERR T NS RBAEEPL AT R HLS],
DL 1, GFEE 2R B HPHIAH EMT. o
SO N 01 P2 SR T A s R 4 L R
RIKEE, RPA AN FA Y IR 7
PEALSCIG IR, NS B P I RZG T T
AL .

HT NS RBHEE- N ZFEE, 0 IRAEET I
WA AFERPIRE . giiR AL, JEAREEEFR . SOk
B [B]FI T 5 ¥ AT Re = s N 2 B 25 3 E

x5 ASEHMBEAENPMEBRETRIATIERIE

Table 5 Regulation mechanism of ginsenosides on cytokines in organ fibrosis

NS B W YE R AL SCHA
Rbi T id TGF-B/Smad &% 52
Rg; BF il Nef-2 #2561 37
Rg; i #[) Klotho/TGF-B1/Smad 4% 53
Rg; L FFEp-P70S6K. JNK1 Fl Beclinl FJ5Ei%, W AES H AT INK1 Al P70S6K A 5% 55
Rb; > 5 Rho/ROCK Al PI3K/mTOR i % 56
Rg % L Smad 7 &1k, Fi TGF-B1 Ml p-Smad 3 %J&, #[ Klotho/TGF-B1/Smad 155 57
20(S)-Rgs % Nl NF-xB p65 1 TNF-o [(J3RiE 58
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Fig. 1 Effect of ginsenosides on biological mechanism of organ fibrosis
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