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Pathogenesis of Heart Failure and Protective Effect of Ginsenosides: A Review

LIU Wei, CHEN Rongchang’
(Institute of Medicinal Plant Development, Chinese Academy of Medical Sciences & Peking Union Medical
College, Beijing 100193, China)

[ Abstract] Cardiovascular diseases represent a leading cause of death worldwide. Heart failure (HF), as the end stage of a
range of cardiovascular conditions, is characterized by high incidence and mortality rates, posing a major challenge to global public
health. As the population aging in China is aggravating, the incidence of HF keeps rising, which underscores the importance of
in-depth research into its pathogenesis and the discovery of drugs targeting novel mechanisms. The pathogenesis of HF is complex,
involving multiple interrelated processes such as aberrant energy metabolism, mitochondrial dysfunction, myocardial injury, and
overactivation of the neuroendocrine system, which collectively drive the onset and progression of HF. In the pursuit of multi-target
intervention strategies, traditional Chinese medicine (TCM ) demonstrates unique advantages. Ginseng Radix et Rhizoma, a highly
valuable herbal medicine, is known for its abilities to greatly tonify primordial Qi, restore pulse, and secure collapse.
Ginsenosides, the primary bioactive constituents of Ginseng Radix et Rhizoma, exhibit remarkable cardiovascular protective
effects. In recent years, there has been increasing research on the protective effects and mechanisms of Ginseng Radix et Rhizoma
against HF. This article reviews the pathogenesis and key signaling pathways in HF, and elaborates on the protective effects and
critical targets of well-characterized ginsenosides. The aim is to provide insights for further elucidating the pathogenesis of HF and
the cardioprotective roles of ginsenosides, thereby facilitating the therapeutic exploitation of these compounds.
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A HF DLO AN AS , 08 K A5 5 DO s, A5 e 4 55, 8 7R

Frde g PR , BAL Ge vh 2 PR T 22 M0 A R R T 1A 1.1.5 BN R G BEOG P& 0 0 FR 40 0 2o B2

T R W 1R HF A 93 1) 5 2 5 1]

NSHE R GG 4 5t 2, R AR TR Bk A e
ML TR HF B9 AL B 326, NS 8 1 02 L 2 B30 M Al
A BREESE AP RS HUIMAR H AR A A AN AE 0 1N
GO R B R 7. A SCRGLRIR T HF 1995 BEAL
il Je JCERERE IR SRR RS T NS B 2o X HF
A ER S HLH, B8 NS BT 24Pt HF /E R IR A
W58 B e IR B AL 3R A 225
1 HFHRENFREXBESHER
1.1 HF ARG BEALE]  HF B9 & P &2 2%, 32 Ea 45 0 Ik g
A B AT ARAE S BB TT S AR A B R AR R AT b
O3 W R G BEOE A o X AR HLENAE B AC 8 OB PETR B
%51 & HF
111 B R R AT O LA S A I BE 502 HF A% O 38T
2000 LA e T A A R A R W R 1k D A R
SEIWCAE T RE . HF B, O JILZR it 2 44 T R s A 32 35008 105
1% S AL 2 B, = W R IR HF (ATP) A oA L1736 10 DLAE &
T TR B 725 50 14 g I T Ak 1) UK 200 R A 2 A S A AR
AR IE— LR T RE RN R . BB 2 S B 55 0
WU J1 L 38 23355 K SR AR BB T AR (ROS) Y 3 & 7= 7
SRR DNA B 50 B IR 5T, B SR FL a4 5 i he . F
T, S T VR S SR R I TG 5 5, filk & NOD # 32
T8 11 3 (NLRP3) 4 5 /N 11 21 256 I 300 % 5% 5 B -« B
(NF-«B) 4§ 56§ 48 i {5 45 38 B% L U5 8l A2k 45 .0 WL &
A AN
1.1.2 SAERNE RREERY S0 RN & HF g B 1) 3 — 2%
BRR AR TR AR A G AN IR I O LA 2 T K R e A
JHL R, 3 2 D] AN AN 2 A A0 L0 I, 3 3 ok 22 SR D T
bR F B (MAPK) (NF-«B %515 53 fif 11— 25 il K R E R
R, S LA P T 5 g 10, NLRP3 R /M)
BN REEARA S50V RE 400 & T8O
%%[13.1517:0
1.1.3 OHLAIMISE T SEF ik O L0 M E 08 T IR AT R
FETT IR AR 0y 3 R SO0 LR Ak 0 0 3 TR Y A5 A AL . AE
Z R0 R T, Ak A K 7 -8 /Smad & H (TGF-8,/
Smad) {5 5 0 H B 5 ZUROE | R 42 3E 0 IR £ 2 48 A 1)
JSCET 4 200 Jf A% A D S 44 P A0 B T A ORI G B K gl R
B, 5800 WU RE G B AT 5K Th BE AT [, G
MMTV % & 37 05, F /8- 1% 35 26 11 (Wnt/B-catenin ) {5 5 i %
P10 S5 SR o B o LS JSE R0 2T 4 Ak 3k A e
1.1.4 SEFRSAE M FREKME S % HF PO L4l
b 24 o - W50 245 R0 TR B T 6 B 3R S B A, 15 RO JL WA 4 D e
WRUD R FE RN WL /N TS ATP il 2a
(SERCA2a) i Pk B AL A 22 JE 18 32 & 2( RyR2) 3 FE B AR 1L, 1%
B Ca™ B il 55 AR B /D, 100 5 1R 0 UL 405 ) B e 7
FIET 5l S04 k8 2 10T 4 Ak T G U L R A B T S
AR T BE S T T S 2 B0 WU AR FEF sk T R S

- 310 -

I PSR R I = (=8 - W L
O RF S 244, AT 26 HF SRR S AR AL B 301 2% n a0 ik
Jei S0 S0 WUAE B £ 2 Ak R 40 7 T, 0 2 )
DI RE e,

1.2 AZETTHHF WCHES#EE HF W RAEMER
R—AMEZRE ZHATH R E MG LGSR
B % S5 I T A 0k L T O LA B R T O LA 4
b & E W7 L 25 T A 5 g A T xR b % R B
NS BAFH 1Y HF AR 1R S L3R {5 5 38 % DA OG
AR 53 Fe T A UEHE XA S5 530 Ik T R Gk

1.2.1 TGF-B,/Smadff Sl % TGF-B,/Smad {5 5 i i 1 41
Mo s sl oA RA TR R 4 AR % e R Y
20 0 A1 S5 0 JULET 2 A R0 AT O T A A AR L R 0 L
WSS MIIBE. TGF-6, 52 IREE A )5 s T AR T AL 37
1A, Bk 1M W W2 1k Smad2/Smad3. B B2 1k 19 Smad2/Smad3 5
Smad4 I WK AW, T B ) AN A% DY R R 56 3 IR A B
{5 5 i 1 Smad6/7 % #0 il & Smad & 1 3¢ Smad F% fift £
1L HF o, TGF-B, 1w 3834 ] {8 ik e JRU 2R 1145 1, D 28
20 0 A1 6 S A A A L o T B0 LET ek FLL D g sz
WAk, Smad3 & 1 Y 8 W2 1k T fil & TR I AR 5 S SR, B R
I £F Y A6 A 5T A B St 05 P A2 B0 UL TAD B e T T AR 3 0
T, o WLET 4 At A2

1.2.2 W A5 kAL 3-J /2R 1 U B/ 7L 3h i TR N A R
1 (PI3K/Akt/mTOR) {5 5 % PI3K/Akt/mTOR {5 5 i
65 38 o RS AR AE NG R T L A R R RE S A AR ) 2 e
DI 1387 N A o S B o 8 R NS N R L g
(RTK) .G % [ 3Z /K (GPCR) & 40 &2 (R 45 & 5 . 51 &
Z AR R AL R A B R AL, BE S 9 55 0RO PI3K. WAL
PI3K K W R Tk LM 4, 5- W 2 (PIP2) e 16 4y 9 i ok AL 3,
4,5- =W (PIP3) , 1E Jy Akt B BT 715 5 o Akt Bl 3-B IR
JUL AR A 2 1 9 1 (PDKL) F I L B 4 8 A R R
54 (mTORC) 2 B R Ak )i 58 230G o W6 4k 1y Akt 3E 3 40
il 45 45 PR AT AL AE &2 A 1 1/2(TSC1/2) # 1% mTORCH, I 5 %
1A B L A0 M A R S AR D e HF 1 & LR R
i, PI3K/AKt/mTOR {5 5 38 [ 1) 5 8 B0E s34+ mT B
00 LA A 1 28 L L 27 4 Ak i) B %028 e 47, in = HF 1)
PR LR AR o [, 200 R S 5 T G0 8 Al 1Y 43 1k R
RE L 52 WA 8 1 PE T 40 M (Tregs) /4l B £ T 40 ML 17(Th17) %5 4
SRE A B4 - 455, 0F 17 5 W JDL 8 AE R 2T 2 b i R 22

1.2.3  Wnt/8-catenin {5 5 il ¢ Wnt/B-catenin il 1% 7£ HF i
Tt 2 5.0 WLET 2 Ak R0 BV O WURRJE o 76 6 8 B A L B
1005555 BRI BT, 128 6 BB o TG AR 1Y B-catenin AR S
) 40 B 200 9RO 9 P (e-Mye ) 45 T i 0 3 A 0 5 7
3883 R 2y 9 B S0 LA T 4T 1 77 D B, Wont £ 5 2
U HIE 32T 2 200 6 1) L B 2T 24 A0 0 2 A B T A i SRR 27
R AP I, 20 R HE B0 E 0 TR 1 O
55k B2 —, WntB-catenin 7 538 #% 19 #I% 47 T Wnt it
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A5 200 B B ) 45 ol A2 ORORIVTG %% 13 i 2 1 2 IR DGR 1 576
(LRP5/6) t: 57 (R 25 &, 90 i e AR 98 R 45 1 18 R s R A
(APC) i il 2 1 (Axin) FUBE B A Bl G 34 -38( GSK-38)
AR 1Y W ik A2 W0 10 3% 1 L BEL UL B-catenin 19 W 12 £k F1UZ Ak
Mefe A AN R R BEI RS ENRZ . EEN,
B-catenin 5 T 21 Ay K /i#k 4% 3 5 5 F (TCF/LEF ) §% 5%
F LA WO T U B L R 40 i F & B D, (Cyclin D))
c-Myc 55 (1% 5% , 2 55 18 ¥ 40 M 38 5 L 53 Ak R b ke A 4% 5
R R KB, W Wnt/B-catenin 75 5 8 I SC MR
[ A8 238 ] D RIE 22 00 JUL A0 g RS R I &F 2 AL E R, T80 1 R 0
71 3% (CHF) KB O D e, 328 7% % 3 3% vl /E y HF T 15
oV PR A A

1.2.4 NF-«Bf5 5l NF-«B il 57 &AL o a7
TR OCHE R . TR RAEMANMFE T —Fh 5 =X, &=
SEF I N AN M B R 2PN A R ORI AR I R A
NF-«B 9 5 5 #0006 5 HF o0 JLAR I £ 1~ 20 WLEE 38 % D) A
Sl NF-kB 15 5 I A0 005 40 o 20 ik 42 R JfE 28 i ik
B IR MR R R, MR IR FE T -a (TNF-a) X 1 41 4
F-1B(IL-18) HF R IK 5 Z R 25 &, 1% NF-«B ) il ¥ B
(IKK) & &%), 5 8 NF-«B M il & H « (IcBe) 8 B2 1L 1[5
i, BB NF-kB B AK p65/p50 AN s I SE PR 5 e B 4
M i 42, CD40 it & (CD40L) %5 4 1% NF-«B i 3 ) i
(NIK) #l IKK o, 2 ff p100 /it T p52, 5 RelB JE i, — H 14,
ARV RN R FEHFP M EHRKETN(Ang 1) .
B 300 5 3L 1k 2 5K 7= ) (AGEs) B 45 Bl 22 4 (K 7 ¥ 7] )i 3
NF-«B 5 5 3 % , {5 5 3 H 09 3005 N B8 2 #F NLRP3 %
SE S A AR B, A B AR T AR DGR (R A, M,
Jaf WLZR AR AR T T LA RS HF A B RE . SR, 5 iF 5%
&I, 7E CHF 3 LR AR i, b8 IR BE X 7 52 /X 2(TNFR2) 7]
FE 30 20 P00 NF-«B {5530 %, [ 2 E 4 % 1 1(OPA1)
10 22 35, 308 T A1 a0 2k R i, K TR O A e
1.2.5 MAPK{Z55@ M  MAPK {553 FK A H 240 26 4 %
D TR, T2 2 5 A0 R A 43 Ak R R 1 45 G g
Aot it B AE HF B9 B & 8 b B B F R, A8 HF
HEFR, MAPK {5 5 3 B 32 8000 W S AN AME 5 R
W 1/2(ERK1/2) \p38 MAPK & c-Jun % JE 2 3 i i (JNK)
SECHRE R, Hith  ERK1/2 8 B 0 B0E 2 53K 0 LA
JENE K B R0 5 p38 I INK ) 375 14 384 i, i sk e 1 Ak 1) 41 2
M H2AX (yH2AX) fl pS3 R T F I RE, N2 5
Ang 1SR RE T-5" A, MAPK {5 5 38 % if
i 2 #E TNF-a IL-18 45 98 4 PR 18 B, 78 0 JIE 58 5 S5 I 149
P R AR, MAPK 5530 3% 19 0% & —Ffh &
S TR AL IR S, 3 AR K PR SN AR 5 A A0 A )
W &, Bl k2 A T BRARRT B R AL 4k 1T 3 e 5 AR R
AR R A4 R T R E IR, S S /N o F G 2R R LA
T 97 A5 9 JE N (Ras) Y& 1k o Ras Ji 31 = 2% 8 9% 596 5 )0 -
MAPK % B 3% i (MAPKKK) # B2 1k I i 7§ MAPK ¥ [
(MAPKK) , J5 # 3 — b B TR 1k I ¥ i MAPK. & 1
MAPK #% iz 25 40 i A% , 3 3 9 1 T 3 2 1 Wit 5 Sk I5L 7 A 4

JME A AT 2R A 22800 . A [R] MAPK W % 1R 17 4
SE L 43 0 R s AN A LR B R R R 46 E S A T
RED L EHT, BA BFE R I, 3 MAPK {5 5 38 B T DL
% S0 IS AL LT i Ak , i3 HEDS)
1.2.6 B5ESTARS O WIS RS 2 2 4k 3 HF dE R
SCEE IR, FE o B IR I A A0 %A I AR R, B S B0 E
e 455 Dy R B 15 5 5 0o 2R 10 S T L A R A 2R A Ml & 4
e PR 2, AN ST U A A T 2 11 calpain, B A 40
M B9 Ja SR T A5 5, 0 Bl IR 2R R 1A 1 A | A 0 2k o 1A
DNA B Jilt 1 2 b A4 38 355 M 5 45 FL (mPTP) TP, e & A B0
JULAI B 70000 4 B 5 T T A0 B P b i
Ca™ B A -1 - 40 M A Ca* 38 o 8 He 7] 458 4% 38 i (VGCC) 5
22 AR YA 38 T8 (ROCC ) 38 BRI 5 4% 32 , i P9 Jo 199 sl AL 3K )
Ty Ca’'il i 1P, 37 1 (IP,R) 5 RyR BEJi . Ca™ 5 45 6 2 1
(CaM)ZEZ5 & I BhG I WE 0N 43, 105 i 1 5 L PR e i 4
25 4% 33 TN FE R 32 3k 2 0 AT DRIDI & i 1 23 B A2
HUN BRI T 2550, & I HF (3 b RyR2EE & A= T Bli%
Jei 0 (PTM) , 3 8 Ca” ikl 34 , 52 A i 21 6 . RyR2 38
TH () B 2 AL A Ca® il i 14 400 1] 0T RE 2 IR YT HF A OGN R BE
B BT T o A, B A S ARG W R A T A 2R R A i
PRI FEFT . 75 HF 5 BLE R, SERCA2a {1 # B IR B 32 3K
DS Ca” RS, FEME M Ca g A RE ST R
R, il 4500 JUL 40 0 5 v %) Ca® G 8 Bl A 2003 o, e R 1 O
O JIUAT 3K T BE LTS 5 9 T I Ca® fitf 77 s 2, 0 WL 40 B ik
Ca? Wb, 0 U 4 D B T R, Ik, 98 % SERCA2a 7k
- RE U Bl HF O,
1.2.7 o Ak ) TR 184 5 W VTG 57 1R o (PPAR) 15 5 38 6
PPARa Z 5 445 0 IE Az A RS, 76 % B M: HF 3 /& v a2
EE NI NN R A RN WS R R A
FLE7 e eI RN R M HF 3 o P AR R A0 0T 2 44 3
B P bt 2 A A g AR I A 0 R NS 7 R T
PPAR« 2 18 75 i I A2 4 1k 1 1 o AR 3 00 S G 4 St
M F, # 7% PPARe 7l 8035 0 ILRE L), PPARaff &
T 04 3 R TG BBC AR 5 PPARG 5 4, 41 1 A% B 437 JF:
L5008 B X 2 R A A A PO B B R R AR R S S
TR I 25 A $0 35 TR ) Bl 7 B A0 Ak B R 348 A ) L )R G
TR SR R, R T ) 8h e D R AEL A s A AR AR AR
I FE [N B 57, B A R A M G IR 43 1 A5 R R e
2 ASEEEHH X HF WRIPERREHE

NS BAF ARG S e e WA B R 44
B N N IV N 1 N o D L e el 8 B e /I
T 4 T AR AR B SR A R AN T 43k 3K B e TR R 5 SR de
(OA) . BHSETUARYE AT SO A A AN [6) W] LAk — 25 5y Ry A S
T W (PPD) \JR AN & = BT (PPT) Ml B 3@ B fE R
(oCcT)*™, PPD AT LIRAZ N H G W& A S
1 Rb, A Z T Re, A B B H Rd %5 325 000 B H R AT it
P NS BAY R, M S A Rh,; PPT B DU 2 =
NHTT, EEMIHEAS B Re . A B Rg, 24> ; OCT
O i — 2 7 N TS i K T S 16 A 14 K DU R =i AT LA
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F11 J &, OARBI TN FFHUR M , i NS 2 Ro %,
H 0 A SCHOIE WA 2 B ) 2 Fh ok il o 78 HF Hh B
TRAER . LUTORE 43 531 I A sk 26 B A 7E HF Hh iy BLAAR G4 4
FHBL
2.1 AZEFRg, GUANZEHIFE A S B Rg, T HIX /I
B0 WU SE IS HE B8 R R, R NS 211 R, @ i
I £ kAR 25 2 WE AL W 1 (SIRT1) -PTEN 5 5 B 5E I il 1
(PINK 1) -0 4 2 4 (Parkin) il , 3 85 22 00 44 [ W5, Tl ookt 22 464
LR BT R SCR RO LA Ak, Bl O IS AR, A i
HF 10 JIE T 98 & # R 3 4E H ; PENG 2527 5i B 25 3% 3 5
() SD K [ CHF #55 A1 H9c2 0 JIL 4N g 483 47 455 U PP A A 5 18
H Rg, Xt HE 3745 B % ERK 1/2 2 A R AL B 520, SD ok
L CHF 155 8 75 28 7~10 Ji i s v 55 AN 2 21 Rg,, H9c2 .0 L
0 jf #F BT A B T AN S AT R, TR B 5 R B R, A
23T Rg, 0] LA ERK 1/2 2 1 W BR 1k, 45 0 L2 i 4
TG PRI R G A T ] A Ul 20 200 B R TR 4 A BN 8 fif CHF
22 AZRIFRg,  JIA 706 I 4% 2 B2 5 40 R 5 4
AL TEHC2 O AN 5 T B 1 IR R (ISO) Bt i A i LU A 2
BAY Re, 5 1SO LR F 1T A & 21 Rg, 4 HF /Y £ 1 4F
Ao Mg i R R, G5 HS RS HET 3
(STAT3) . Jjt K & M E#-3(Caspase-3) . TNF Ffl1 IL-6 H A & 12
1 Rg, 1A Y7 HF M AZ 048 55, A2 841 R, P AEE o I 17 48 4
F 3 6 R B o) P, R A7 HLF (145 SRR R 40 PO S 0 45 4R 1
R, NS RAF R, B 5 K T IL-6 Il TNF A9 3£ 35 K, ik —
BAURSE T AL RAEH . BLAh, WANG 251 % H 72 56 4k 3 ik
BT R AL S K R HF BB, DR E H A S e H Re, 4 A5
20 ffd 52 96 A7 FH 42008 %) <5 /7 4R & (OGD/R) 5 5 HOC2 0 L4
MR R, NS B R, AL B, HAT 3 3 I #28 UNC-51 £
fit} 1(ULK1)/FUN14 Z5 #9380 £ 11 1 (FUNDC1) {5 5 3 4 3 5
SRR B WG P RO LR A, 00 HE R RO IE T RE
LATSESVRLEEAR Bl Bk 25 4L AR S T/ B HF B8, RS 58 1~14
REB BT ANSEE Re, #HTHIT . R Ang 1 5
MCFs 2F EfL AR, ffi F§ A 2 B4 Rg, 55 Ang LM F , & H
N2 B4 R, Bl A& LWk 1(ACY 1) i) Rk
il TGF-B,/Smad3 {5 53l I , Wi 4 .0 WLLF 44k, 2 3% HF .
23 AZ A Rg, LIUS NGB D @R LIS 23 Re,
TiANEE 4 b5, TR 4ER 00K 5 S HE 565 T A2 21 R,
X HE G300 0E 1 AL, & B S 24 Re, BE 0% W 35 ok 38
OREBCATIRE . NS AT Rg X il % 5K R 5% 45 1 (ACE)
0 PR LT RS PR L B A5 A AR AR M A Bk 3 T A A
E T W O WUAR 45 5 27 dE KO o AR 22 BT R L A3
B R 3l 3 1A 95 46 AE DU 0 R AR i D4 AR R T AR
T2 A B = R TR G B4 45 DG AR EE %, 20 1IE T HF B2 AL b 22
ALAREIR S . SRR, A S B AF Re, LG 00k B  HF
RIT 25 BT ) A0 H R R AR AL o R AR 5T
24 AZE1FRb, FasHCIET: 45 #9582 (1 (FADD) & —
Foft 15 200 B 30 T R AR I 9 AH G 9 B Y, 6§ Y PPAR@
[ 76 SRR PEDY . LT 117E 1SO 15 5+ 19 SD Jk L HF KL 20 o1 ),
ANZRATRb,HEH 6 A HEATIRYT K B H X KR HF B4 R
-+ 312 -

B . 9K E HE — 2B 4l 1SO % 5 J5 AR R BL G UL 41 A
(NRCMs) i i 8, A 245 Rb, AL FE 1 h, B A S H
Rb, 38 i | 4 P04 1k B 0 26 38, ol e S 07 L A oo LAl
il . A2 51 Rb, i ) 38 /0 FADD ‘5 PPAR« I 45 4 , fi# 1%
FADD %I PPARa ¥ 5% 1% 4 1 41 il , DA T 3% 5% PPARe T Ui iR
07 R 4 Ak T A 2 3, O o0 UL AT 4R 18 T R A A9 B R TR
PU %5155 aof #4) 2% 1) 32 30 ik 46 78 (TAC) 5 5 19 HF /) U
YT UL 20 B B A/ 48 SR T B Y L R R NS BT Rb, 0%
HF (58 FHLH . 255 7R, A S 24T Rb, ) #8 i XU 544
W2 -1(DUSP-1) -1 JBE B 20 Jifg bk 9 -2 (Bel-2) A1 5¢ X 2 H
(Bax) I il 2 F¢ £ & 3 M -6 (TMBIM-6) - Bt JF A% #6 4: B 5 7
W 1(VDACT) %l , V845 J 38 DA R e 1k 2l 245 1 15 A 4R i
SR, HETT 03 HE . DUSP-1/E Ay 420 #8055 58 0% 8 7 2o 14
Ty BE A g A B R HR 354 F TMBIM-6 1 VDACT 43 5l 38 1
PEATZRRLIR B SRR S M NLRP3 A S 4 ML f 1, B
LW O I L B O IR

2.5 AZHEAFRb, PENG %R 76 6 b L 45 LI S K
FUHFALAS EE 45 T A S 217 Rb,, KM A S 217 Rb, i i
T 18 miR-216a-5p A9 K35, 00 JUL 20 Jf 0 1 5 48000 IV U
7 AR HE A B T 3% HE R R0 U ) 8 I 0 L
Bitio [RIAE, W5 KA S AT Rb, g% W% #2 7 OGD/R %
S 1o JUL 20 6 58 495 A5 78 ) 2 JEL O ), miR-216a-5p 1Y i %3k
A 35 N2 AT R, %O LN IR 1 S0 AR N AN A i A
iR L DT 11 55 X HF A9 B3 R

2.6 AZHEAFRb, CHEN 558 1 /N B2 A e 32 5 ik 3l
Jok &5 FL375 5 /90 WA BE J5 HF A58 F1 OGD/R 5 5 A H9¢2 40
JULZ0 A A5 45 A8 1, R N 2 B AT R, I g 1 1R B4 Ak 1 OC
A DAY B AR T R 5 A% B - 1o (CPT- o) 1K S 4 S5 P B
i A I EUE (ACADL) M SIRT3 {23k , 38 5 i i e & 1k,
H4m ATP Az i, o3 0 DURE AR Wl et RSt B A
Bel-2 3 F W 98 T2 2 11 Bax B9 22 35 /K, 400 L2008
T R LSS M T e . BAUEI, A S A Rb, il T
1ifi PPAR ol [, 400 51 42 7 O ok 2 1) 4006008 1, i a0 UL 400 iR
RERACI, & X HE BRI 1R .

2.7 AZREH Re WANG%YLR IS0 1% 5k Bl ILLF 4
b K HF A58 Al i 45 7 A S AT Re b AT T30, 55K/ A
Z: AT Re il i M ] TGF-B, 3R 3k, BEAR O LA LU Smad3 B
Ak AN T 0 e S K ST, 7 00820 O ILET 2 £ R i S5 28 1 I
L, R IS RE . AT L, A S Re AT RESE A 95 40
A0 35 55 1 A1 el R e O LT 2 AL R B, X HLF bk = A
2.8 AZHAF R WANSEDUSSR A F 3k 4878 ik
k25 LA 1SO 5 3 1Y HF /N B WE 45 T A S 2P Rd
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