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Research progress of astragaloside IV in prevention and treatment of chronic liver diseases

Jieyu Huang, Bailin Wang"
Department of General Surgery, Guangzhou Red Cross Hospital of Jinan University, Guangzhou, Guangdong

[ Abstract] While chronic liver disease can be reversed in its early stages, advanced cirrhosis and hepatocellular
carcinoma have a serious impact on patients' quality of life, leading to a flurry of research into drugs to combat liver disease.
Traditional Chinese medicine has a long history in the prevention and treatment of liver diseases and has its unique
advantages. Astragaloside I'V is the main chemical and bioactive component of the traditional Chinese medicine Astragalus,
which plays an important role in the prevention and treatment of hepatic fibrosis, non-alcoholic fatty liver disease, drug-
induced liver injury, hepatocellular carcinoma and other liver diseases. This review summaries the domestic and
international literature on the prevention and treatment of common liver diseases with Astragaloside IV, in order to provide
literature basis and research ideas for the in-depth research and clinical application of this traditional Chinese medicine
monomer.
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TG JH 9 2 22 Bl R0 SRR, AR AR
fg W5 ¥ BF % ( Nonalcoholic Fatty Liver Disease,
NAFLD) . /¥4 #T9% (Alcoholic Liver Disease, ALD) «
2P ERFH%  (Drug-Induced Liver Injury, DILD . JF
#1441k (Hepatic Fibrosis, HF) . 4 F1 T 41 i
(Hepatocellular Carcinoma, HCC) %, I [R]JpgBEAS
TIE 9 21 2 A R0 20 D 28 R PR BB 18 1 JHH - 40T P
CLIEHE ,  (EL RS U 1 B R A 0 FFF 40 B e 7™ 2 ) £ 3 A
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Astragalus membranaceus (Fisch.) Bge HT/§4R, HkH,
TR, VAR 2, B e T IPRIR . FERR
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AR, Bt oae kRGP BBy,
braaf. AR, BrerdEth. BB SRR 2 AERB,
AS-IV FEJH DR 4707 A A/ 3k e 21, A SOt H ot
T HAERYE R B e 1R F BB et R — 2538, At
TEEN T AS-IV KPR B IR AW FEANI R S 32
BESCHER A AR 7T S 2% o

1 BFFA4EK

JH- A1 AEAK A % T DR 51 RS 1R A8 P 452 4% 1 e 22 4
H & NS 3R, DL AR &1 3 T (Extracellular matrix,
ECM) 5 B UTRR A 32 BERRAE, 72 87018 14 i 17
JHFAE A AN FH 8 1) F s AR P b o e e MR B B A
V2R,  AS-TV ] DL i $ i) i AL TR 41 i 1 3
FEAIEAL . % TGF-B A5 538 % LU b R [A] 5Tk
S I AT A TR B

1.1 Ap4) A 2k m e &L

JIFEARZHA (Hepatic Stellate Cells, HSCs) &5
LA R AR B OB AN LS, AR S A B SRR
HSCs £FFE0E W2 EECM EEH M) 2R, HIER 4
AT RETE BIREIR, 48700 51 KR LT 440, Rk, 17
il HSCs WAt 2 FELAG 21 4EA b oE F2 (1) 5B . Liu S5 8H
TR I S 5 T LK BRI AR A SR Y, A
AS-IV B Y25 (2.00 4.0 mgkg) TH, KB GXHE
AL, KRIMEEWFRER (Hyaluronic acid, HA)
M7 RTEJR (Procollagen type IT1, PCIITD AATHF#2fili 2
f# (Hydroxyproline, HYP) X e £F- b A Whr &
Y& A R, 378 AS-TV SEZE T FAF4E40 1T 1
BB NSRRI AS-TV X} JEAC ;77 HSCs Ktk
SRAE . R B ASIIV BEAR A A K E T Bl

(Transforming growth factor-p1, TGF-B1) H# ) HSCs

R G, R AS-IV Ht A 4EA LI T e 5L T
W TGF- 1, HEMGHIH] HSCs Wditb G . B2 NPL@E T
M AS-IV Tl H I A& ( Dimethylnitrosamine,
DMN) 7S 4EA R R AL, RIL AS-TV 7] i35
1] DMN 175 3 I H-£F 4EA R B ZH 2 o~ UUDLE)
#H (a-smooth muscle actin, 0-SMA) , [FAFEHE AS-
IV A] gedt 0] HSC 4 M yd bk SEELPU I 4 44k
WA LR, AMWREIE HSCs WAL FI A 4E40 T
R EE R RO, BRI AL RO W] RE BT 2F 4 A B
A T A NDGHDU 21 AL 3 AR N PR
SR M A SRS, FIA HoO, 8257 HSC 4t
AP, SRR AS-IV Tl Ak 2 m] sk 4 K B
HSC #ftfifn, JfHA&AB AS-IV fET HSC )5,
Caspase-3 Hl Caspase-9 FRIAAH X T4 Ak 4 17 2H 32 B

i, $&7R AS-IV I FA RO I AL AT e S
i Caspase-3 M Caspase-9 MIZRIE, M40 i
T AR, Li AR KRB AS-IV A gl 55 S 4%
¥ E2 #H5[K 7 2(nuclear factor erythroid-2-related factor
2, Nrf2) KIEBEIE JZ RS H K (glutathione, GSH)
i, FR% HSCs AR N, [FIT i) p38 22245
L E F S (p38 Mitogen-activated Protein Kinases,
p38 MAPK) JifH, M| HSC iHft..

1.2 183 TGF- Bi/pSmad2/3 i@ %

TGF-B1 J2& 5 T4 440 5 VA T (1 —Fp ey S 22
gufAEKE T, B 5AME K. b, S RE
YA a i Eh 4, TGF-B1 782 5 RF4Fdife kB il it
BOSIAL TGF-B 24k, [FIN & EIE TGF-B AR H (e fd
Smad2 Fl Smad3 FRAL, 454 Smadd NRXiHE R i#HE
B R 2RO 2R R E AR AT 4E 4k 2N 08, Rk TGF-
B1/pSmad2/3 il #& 7L AT 4T 4 A ) FE b B2 oG B 2L, 7k %%
ANUOFIH — 2.3 A% ( Diethylnitrosamine, DEN )
/CCLy/CoHsOH 53 /N, B AP AR 4L, R I AS-
IV HE/NRIF A4S 2] TR M SGE, e hidi—
A AS-IV & W 5 /N UL 4L AR,
T35 NP 2 T RO 2 T AT S0, SRR
BAXILE, AS-IV FT0d 5 R &M T pSmad3C,
FEH#] T pSmad3L. pSmad2C K pSmad2L & A1) FE
ik, WEB] AS-IV W@ #H] TGF-B1/pSmad2C. p
Smad3L. pSmad3L/PAI-1 KL, [FI {2 pSmad3C
(EIE, G T R4 — Db, ENE T
AS-IV TEPUFA AT RIER, OB SO 40
IR BN i e e L

1.3 4ph] LA i) R Ak

bz a4k (Epithelial mesenchymal transition,
EMT) 2 FRIGEE I K 40 MR A5 () S 40 M s o5, 3T
F AR ZERe S ak AR 2R AR T, R AER, A
HVONES P EMT AHSCIOE 58 % e 08 1697 &1
efkl17 . TGF-B1 A4 51 & EMT s 5 214
MuH 7, TGFPl S5HAZAREE S, filk B R 1 B4R 11 Y
22 5 R R IR B Z AR 7 DU SRR &), 1S
WS G i FR B AR i (1) 2 AR WUE Smad2 /3 BE
, WA SFLME TGE-B1 (5 94& 207, #iak AUs
FIH CCL 75 IR R, it AS-IVIEAT T
g, KIMSHMALR, AS-IV 4 ALT. AST & &
B FRE, TGF-Bl. AR5 5 2 (N-cadherin)
a-SMA HEARBKTP R, EEMSRRES (B
cadherin) & FIRIEKFPTHE, K AS-TIV GfHF£F
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el AR, BT IhRE, BB A4 eLb T ae 5
i N-cadherin. a-SMA . TGF-B1, i E-cadherin &
H I8 LU A 4 EMT A 2%,

2 R ThEEPERSHAE X AU AR A 4 AT e

AR 1 e 0 99 (NAFLD) , Bl S 44 A4R
W Dy RE G AH S AR Wi M % (metabolic dysfunction-
associated steatotic liver disease, MASLD) , = HETE X
HNEUE WIS T R, LR DT E S i
BEVIRUN EBRBERRAE, & HE Jett )5 7E b5 Wbt
TRIERICAE R RIS, EHRER MRS, W
R A Tl e B A5 AH OS2 (metabolic
dysfunction-associated steatohepatitis, MASH) . JT£F4E
1, F2 M, AEEA SR A Im R & 5 A AE 2, A
ARSI TR AS-IV fE7 i MASLD J7 [ A %546
AR, EERIONLLT JUAN 71 $0H S 5TE Rk 5%
B S bR AL RIIRRE T TR P T N SRR B 2%
IR B B AR IR AR s R o 0 P T2 5%

2.1 ApHlfE A Al % AL B

BT e 45 & 8 A 1c (Sterol Regulatory
Element Binding Protein 1c, SREBP-1¢) 231, SSLHE
€K7 O1 (Forkhead transcription factor O1, FoxO1)
RAVE R A SRR, £ MASLD ()99 17 3 fg v
ALFOCHEAE ] IR IR R B (AMP-activated
kinase, AMPK) & —Ff H HIT 8% W & 2, 4
AMPK HHOE Ry, 4R A 7 AT AT o i 25 T o,
DAL SHG A3 DA A 2 40 v ) i B U2 4120, 9 BB
AMPK J5 T REA B T-2503% MASLD P9, H 7RI,
AS-TV RESEIES Bl AMPK J K71 SREBP-1c J
FLR UL DR R R IR A e A TR . LR A R
1Ll 1 (Acetyl-CoA carboxylase, ACC) . IR & ik
M (Fatty acid synthase, FAS) [31A, M AENS &35 2%
T A T D77 28 A 3 s 4 A BB JR K L 22 ke 2R )
SERIE L. BbAh, BERE LRI AS-IV l i g
AMPK f§f SREBP-lc 7E Ser372 [RABERRIL, i
SREBP-1c¢ )& FKAEMIZ A0, TN 40 A 2
SREBP-1c & &, AR T EAT B RAEIHFA 2L
MR B R TP, A BRI AS-IV i 45
AMPK/FoxO1 15 5 @ K411 SREBP-1c. FAS. ACC
S RN B R R T I, AT G e U s 07 3%
PRI EERT),

2.2 RS ATFIEA A R KA S, AR AR R R
#*

IR RS R E I T, R 2

FEAE T80 LA A 00 AT K 2R e A U AR IR Uit 3 T I 1R
(Free fatty acids, FFAs) , M S8 IEAEMN S HTEL
VER Jflir, ZekifRkyEE4 (Reactive oxygen species,
ROS) KEHERA, 51 Ik B 200 A SO B s I,
T ROS v DA BT I 2R b Ak Th e ke A= s, A
JE AR BUAH 2% 01U CRR R A 0 3 — 22 s 291, Nrf2 2 —
Tl BE A% A2 I A4 S0 S8 A0 4574 B 0 bR 5 M4 5T 30,
AHTURY], AS-IV il Bl AMPK/Nrf2 {55 i #
{E3HFIE GSH. 8 AL AL B ( Superoxidedismutase ,
SOD) 4%, Z2fif 1 I NE A AL R RE B3 g A
Ko i BEUTRR G 2T 3. gt — 2B R I, HEIE
JE B AH 5G 43 -3 BETORR 23 A58 1N It 1P S AR £ i R IR A i
PR, M4 N BTN (Endoplasmic reticulum
stress, ERS) FHOGAREE [ L, it o & fl i T 2R 1 78
(Glucose regulated protein 78, GRP78) . C/EBP [F]}&
% (C/EBP Homologous protein, CHOP) FIBEER1L 1]
E T RNA FE A5 30 (Phosphorylated-protein
kinase RNA-like endoplasmic reticulum kinase, p-PERK)
55 ERS MHOCHIRHIETE 8 A ARG 58, 15 H NG BT
R Pl EAR R IAS RAG DLk — 2 i hn 32 31, &
2 N KRB AS-IV 7T DO I #0% AMPK G B 40] ERS
FRIETEE 2T GRP78. CHOP Ail p-PERK [ K%
&, Ik FFIE ERS FREE, By b SR G oA OC 43
T2 R E R R, Tk MASLD. 534, Luo
S NBIRE TR, AS-TV ik geas st 1875 /s 5UHE AR
AR A L R R ZR AR FAO 1) mRNA FIEE [RIAK
V-, HSRIEE /N BRI R T 23 A o
2.3 IR G E KR
HAT, MDD (Insulin resistance, IR) #%-3k
AR MASLD fJ«“H KT, JLF51% MASLD
AR, HAT LA R M REACH Z5 6L, #E5) MASLD 1
KA RPN, i i 3 N AA o B = B R Ad A
K7, WEAREEULEE-3-3l (Phosphoinositide-3-kinase,
PI3K) /B HIM B (Protein kinase B, Akt) 15 51l .
% —l5AE 3B (Phosphodiesterase, PDE3B) . I MR
& (Cyclic adenosine monophosphate, cAMP) /cAMP
ML) T O T T R S AR IR 5 e AR R
ZORHEZEPMEALSC, GWARY, AS-IV @ BE
Akt/PDE3B @42 #5570 5, AT sk fig Ml 2H 21 =4 o
cAMP [ Z, 4] cAMP/PKA IR421IH0E, BEmife
8 A R LS PN T 40 A 15 LB Du 55 N\ B3I [
FERW], AS-IV AT LLEL Y AkYPDE3B &/ cAMP
(AR B8, A0t R 107 23 e, AT PR st JHE R BT 0K, il
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JHJFE e 26 0 PO 2 A e JBR B 3R 32 AR IEY) 2 (Insulin
receptor substrate 2, IRS2)  /PI3K/Akt/FoxO1 & —4
Sy ZINFE R R SRR, BiZE 5@kt
(1A 56 73— 0SB T 98 RGO, A 78 &I, AS-
IV o] DU i # EAE - AMPK. SREBP-1¢/IRS2 Flfi%
R A MBS 2 (Janus kinase 2, JAK2) /455405 A
¥ 3 (Signal transducer and activator of transcription 3,
STAT3) 570 HIRIE, Mg 7 AAHS IR K5I
ratazl, gphh, AS-IV B REHE KR PI3K/AKt 28 85
By AR R AR 5S 7 T BI/K PR G2/ IR BORRRE, I H.
N2 Akt SUTEK FoxO1 [ERIE, M PR i
B S AR DR 2 1 & 5, /D SRS SR L, 7 b
MV RS AP A 1R T 30

24 AESGER TR, B IOERE

RIE A VF 20 B A BRI R ) BE A, BRI AAE AN
G 20 PR S 5 2 R 1Y) EE LR B /)14, Toll #E52
& ( Toll-like receptors, TLR ) 4/%& #f 43 1t K F 88
(Myeloid differentiation factor 88, MyD88) /#%[K¥-
kB (Nuclear factor-xB, NF-kB) 1E A5 K AE 2 W )£
S, 2 MASLD B0 kEN MASH i,
T2 AE 2 b B2 R S Lin 28 ABOhd e iR T
B MASLD KA, FAFFE AS-IV #H47 T
W, KM% AS-IV +i)5, TLR4. MyD88 J NF-kB
RIEWER T, A4U/-2-6 (Interleukin-6, IL-6) .
401/ -8 (Interleukin-8, IL-8) . MYEIASER F-a
(Tumor necrosis factor-o, TNF-a) 7K FERNHIH], B
“1fiid /- %-10 (Interleukin-10, IL-10) 7K FFH &, #2715 AS-
IV R THRORAER, o TIFASUREAZR L, M
M AN MASLD R4 1ER] - 4h, Liang 55 N6
ORI, FRCE (High fat diet, HFD) %55 ) MASLD
INERAEAL R S-fR AL (S-Lipoxygenase, 5-LO) FlH
=% B4 (Leukotrienes B4, LTB4) [t %14 2.2 &, AS-
IV 7] &2 [ MASLD /M 5-LO Al LTB4 f)3%i%,
XKW AS-IV AT REIEL ] 5-LO/ LTB4 M2 K84
NAFLD /MR ETRAE, IEZE MASLD HJHERE .

25 Atk

UbAh, BRI AS-IV AT GEIE ) 4
T, BRAET-MS. i i B R LSRR K
FEHAE 7R MASLD HFI7ERA .

3 MR

DILI SRR ZGIEITR, Rfa & Fiess. &
W)L o 2 R 7R A P S I D e A
e HL ] B R EUH D e R AU TR0 DILL K

PURISE 2%, 4142 2 P 26 5 s RMPE R 2 2R, J2
A WA T8 4 B, 38 PR D 24 W 1 T 1 R
Rt R B AR A . 2900 B I B v 2 FR BN A
PN IR 25 A0 R AR S P i P P A ) B e A A
AR R, AT — 2 5] G N 58 R B A
SO BT ALA o 4 S M S B M 1 R AR ML s B
2%, (HHR RTINS, WRAREZA T, Wl
IEE AR THRESH & N by 2 UM 1) e | 24
W S F s AR = 155 5 1) PP A P 8 R Ak 52 B R Ak
R FORENESEST, H AT AR ] AS-IV Al i@
SE R EAGRE /T H0HI SRE S8k 503 DILL.

3.1 R E A IEAU AR

2 S LS AR i T 1 I A L A B2 45
FEAAL RLAT I8 I 2 o T AL 5 2 A P 45 5 R B
T, 2N L3155 AR FH $h#4 2/ (Acetaminophen,
APAP) 5 FEIF AR, ¥RILT AS-IV 47T
TG, SR LLEL, I R S 2 T 5%, SOD.
GSH me®mRETREMRES, N B
(Malondialdehyde, MDA) & & i 3[4k, KRHIJ AS-IV
fE— R B3 e TN R IE P A R J1, T
SR APAP 3 B/ BRI AL RO A — 2 AR
PHEM . H LiSHERIL AS - IV IR FFEH T B 5 3
T Nref2 {55 18 8% 1m0 B T A AR P 2 R
AR AREENPER A CCLy @A K RS AL, 7 LA
AN (40mg/kg. 80mg/kg. 160mg/kg) AS-IV T
T, RILAS-IV TG, KR 240 M % 3%
L SHARAKAREAR M | 580 4 M 12 i S5 2 24 R 15 3
R, JHAEA G RUTFZHZY GSH F1 SOD v,
/> MDA AR, IFSE AS-TIV R B 4231
SRR TS E A IR, X R AT 2 —
5E AR E T o

3.2 WpH KER K

IR A A BB S BT S RE B, I &
TR AR B AN S B RN A, Rk R 4 41 i
710 & R R, Hosp TNF-o. T 4HMI A R -18
(Interleukin-1p, IL-1B)  IL-6 J& F-HA S g B A8
Wi B E R RIER T, 252 PSR RS, )
LGNSR APAP 5 3@ /N R ST, 8
HAEFAEFIE AS-IV (20mg/kg. 40mg/kg) HEATT
W, R¥LE. KFIENANASERAM, RERT
TNF-a., IL-1B (7K 8 2 PR, HBH B0 APAP
FFB IS, R\ AS-IV AR S5
J7 APAP % SATITE . 145 NSOSK I s £ 915
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ST, AEARSNEAT IS 3R, T LA IR E AS-
IV (16. 32, 64pmol/L) AT, FFKI AS-IV X
s B — e /e, IF BRI R 1E AT e
5l NF-xB {5 5 8 BE0E . FRIRRER 7RI, 3
1) 28 0 s I ) R A A K

4 RHempEdE

HCC 2 2ERVEHE N H /8K WishE, W2 380E
JEAH AL ZE = KRS HBT, IER T HCC KRE
s PR SRR SR TG ZE R
KARTEPS, FEE PR S G B AMIEH, TREAE
Jityeg 197 v 77 THI R ML KBk AT, AS-IV AR 23
KR EER S, OA AL RIS T R E
SRR R HEAER

4.1 4= pSmad3C/L #= Nrf2/HO-1 1z 5 i@ %

Smad3 J& TGF- 155 IS4 240 fu iz A% T 1) OG5
Atz — 139600, s R (1 5% A& (TGF-B type I receptor,
TBRI) Al c-JunN ¥ H (c-JunN-terminalkinase, JNK)
S5 BERR AL Smad3 ¥ C S FIEREX L 3, P ERIRA
A [ 8% BR 4k 5% #4 /& : pSmad3C M pSmad3L .
TBRI/pSmad3C 15 5 ReM g FliEEH p21, ML
HCC 13 E01; INK/pSmad3L {55 i T i fi L 4
8 41 Mo 98 9 #5924 K] (cellular-myelocytomatosis viral
oncogene, C-Myc) K2 HCC 1EHOY, b M2
HCC % W B AR 3 F, HARE T HCC MRS
KR, Nrf2 AEA—Fhii =T 2 Pl a4 % R 1) e s A
T, W T YRR B AR A AR N AL T A B B R
(641, 21 & N4 E¥ (Hemeoxygenasel, HO-1) #& %% Nrf2
W B —Fh PR ERSS), HAT, Nrf2/HO-1 i
TR HH A F ] 25 T 2 v S8 A BN et A 11 B VR T
B ool Li 25 N ST 347 S 56 5 4 i 52 56 3 (W] BT IR
7 AS-IV A LU #% pSmad3C/L A1 Nrf2/HO-1 {5 538 %
VLRIESPUITREVE R, Zhang %5 NISSIZE pLIERE Fif R
Bl Nrf2/HO-1 JB 6 7] §E /& TGF-B1 /3, N AS-IV ¥4
ST SR AL 1 T A S B IR A 4 B

4.2 A% EMT

EMT 7] DA 7 4t fitd 56 22 ()3T 4% A i 28 1% e,
EMT 3 T2 A0 2 Ji 8 e 7% 1) S B AR U0 AKT AR
— e S R SR ) EMT A& Z VIR R0,
Y2 5L R W] Wat/B-catenin I8 BTEAS B ) 498 i 5
EMTU2731, W hb, B-catenin 9 52 B 0 5 & B i 5 -3
(Glycogen synthase kinase-3, GSK-3p) K%, &4
iE W GSK-3p 5 7 B-catenin BEFR LI LA T2 3/
T AR F IR, GSK-3B & AKT —1 2

PR SEREIE [N, BERR ALY Akt 3d S BRI GSK-3p 1)
Ser9 FRIEFEFHIIEMEHE AL Qin & AUh@ 44+
SEIGAFSE AS-IV Al REEIT % Akt/GSK-3B/B-catenin
5T IR EMT AR 230 HI1E R, #E 1 A FE U e
EM . BEAh Cui ZEAUNERIL AS-IV 7] DU 42
miR-150-5p/B FEFRH AR 32 I e 200 B R0 2 DT 44l
Rt . FeAb A KB T B BUERIKEEIESRID RNA
(Long non-coding RNA active by TGF-f, IncRNA-ATB)
WA & —FhEUE IncRNA, HA% TGF-B Wi, 1ETH#
thik B, E e w4 ) EMT F:#%, I H.
Wi IL-11/STAT3 {5 S et FHE AR R A ETS,. Li 55
U8 5T R I > AS-IV AT A e 4 IncRNA-ATB
(R, AT e 4 ) S 78 A

43 Bismie AT, TmicE i

I 9o A 0 T 0 0 3 A S ) A ) T RE A B
THRrIEEE, PUMTEA X EEH TR ES (X-
linked inhibitor of apoptosis protein, XIAP) . HEFEAIAT
F 7 25 -1 (Myeloid cell leukemia 1, MCL-1)  Fas
FRIETIXFEAST R 1 Fe Bl E (Cellular Fas
associated death domain like interleukin 1 converting
enzyme inhibitory protein, c-FLIP ) . f7 iF & H
(Survivin) ) i Z 1k AT U i BH BT A A4 AN SR s
AR SR AN TR H S5 U 29 RIE T RO, B
AR AS-IV AL 2 A0 LA_E U R 40 i i i
TTEAMRIA, %Sm0 SK-Hepl 1 Hep3B &
A= G1 IR, AR AR T, KIEDURAE
H - Shung-TeKaol ™45 [F] K I, AS-IV A] R #1141
JEANAL DNA SR 75 GO/G1 120 o Ji $ L i A0 4
YA SR A 1) ok e 4 P 48 B

4.4 PEN R mpL % thatth

e ZEIR T BN IR B E R I E T, (HR
JFF2H0 8 2 2 0F R 2P 7 A 24 P R R BR 1) 1 4K
ST G . MR 2 241t 24 (Multidrugresis-
tance, MDR) ¥ &K E -4 L4, P &HH (P-
glycoprotein, P-gp) J2 2 Zjiif 255K 1 (Multidrugresis-
tancegenel, MDR1) #miBHIMESR H, M| P-gp #iEik
Th RE B R IA AT gediEe MDR KA, A HTST
R, AS-IV W figilid R MDR1 ) mRNA & Al P-
gp (7) K AL Bel-7402/FU 40f0 ) MDR, Jf
H&RHL AS-IV Niff MDRI LA G5 0] INK/c-
Jun/AP-1 {5 5l B AH KB

45 HAb

tb4h, Lili Qin #5 NiEE#FF KB, AS-IV i@
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AMPK/SIRT1 38 ¥ 22 i B FE A AT T 5 5 00 2 12182,
DA AS-IV 3 (1B v A F 3 AT -5 108 1 40 i
RRARIS3), S4B SRR AN B0 PP S A A OG, HFR
B — BRI

5 AS-IV SEI1{EA

UG H AT 2B TR W AS-IV & — e £ 136 1
By, (WA IRIE AS-IV FAE — & I 40 8 .
JiangboZ ZEBIEFFT T AS-IV X SD KBRS 3714 22 % Ik
Ji6 G LR B BRI, I8 2555 8K T Img/kg I,
AS-IV B A BRHMA R FEME, &K T 0.5mg/kg I,
B IR LI EREE . RSB AR AE SR X5, W)
FERIL AS-IV 1E 1.0mg/kg PA FFJER X SD KR AH
—EMBHAREM, JFHRI SD KRE 1.0mg/kg LAk
FIER H SRR ORI IS, K is
AT AS-IV. EEEEE R T F 0 N SRR
LR 1929 B R mapLE, I AS-TV IR
KT 30umol/L B, REAMHI /N FR ST 44 L929 (13
VA RIS R AT, LU 1929 41 M AF LE4H i
B, RN AS-TV IR R B FH 75 2™ ke 2 il ) 2

6 4518

DL AS-IV X — R 2 B MR, AR Geh 25118
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