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[ Abstract] Atherosclerosis is one of the major cardiovascular disease. However resveratrol in red wine has the
function of anti-atherosclerosis, and regulating STAT3 and mTOR signaling pathways is the key point for its
anti—atherosclerotic role. This paper reviews the progress of STAT3 and mTOR signaling pathway and resveratrol
anti—atherosclerosis through these two pathways, in order to provide a theoretical basis for the clinical application of
resveratrol.
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PRI 1 A BB PN I L BRE e 2 % SRy R i A T
B KT Bl kR A B AR 9 % AL H R AS BH
. BEETARMANWIARSY, X TR HL,
2EEANR TR BRI AL AR TR = .
LA e R Al R SR N L 2
UL, TN AR I 0 A5 A s DR 28 S 2R 42 405 sh ik
JE. RERCH R AS B EGRINE, fERKW
FAE TS OL T, AR EIEE T (ox
LDL) 3 X N BERE i e kA AS A 3P 3R,
DAL ) 483 4 150 L T B PO B . T 4R 2B At 84k
HIRE IR (HEXT T AS TR, & iig)E T rrL
B fER R, R R A T O SR, IR
Wi, AR X T BT AS &2 2 A TR AR .
1999 4 Ross™RH T “AS B —Fh R FEM B 1Y
BER, T8 AS J& HA MR PERAE KON (1 B .
[P AFFEUESE T AS SCBEBURINE - RIEN R,
wiL-6, EHZET ASHEL. RKIES, WHEH
Ui Y- 28035 B T IR 2425 IL - 6 A7KF- M
AL SR FERE AL Y A A2 AT DL SE 1 S AEAE
SKREAL R BB B, AR LG, SR A I Y
I RREBE , I HIRHET — AN AS fE &R
FIRCAR B kA 2 v i s B R 9L AR AS IR
S AL o AN 8 4 B A, (LR S S g A AL Ab 1
S AS UK SR A

2 mTORESESERERENE

2.1 mTOR % F45#F1 mTOR ES & Si@
2.1.1 mTOR W& F&H HILIYEIHERE
#E (mammalian target of rapamycin, mTOR) +&—
e RSP, B TAR MBI 2 R / 5 AR
FI, 2 WEARmE LS B AR SC O (PIKKs) 28
FRZEE G, mTOR /] LA B SR AL K K
22 TE) P 455 5 6 2R ke 0814 200 o %) A K R 40 i )
TEANML ) A AYE T rp R R AR, YA
H M5 mTOR F65E 2 ] LUE AR & 514,
HIYj Raptor 255 E G4K mTORC1, 4 Rictor 4%
B A R mTORC2.  mTOR HA PIKK # 5%
PIGAL R 250 R 5, 78 C R 3 BAT Kinase 25
B, B EERRACHAT 20 AR IR HEAT B ¥
§), HJ5 /2 (the focal adhesion targeting domain,
FAT) [X, B4B FAT X1 (FKBBP12-rapamycin
binding, FRB) X, XU REMEIF] FK506 45
HEASEHMERGSGON, BB AAEREZ
Jei AT LASE 42 B IE B I8 3R X mTOR #4404 4 H.
FRB X Z G 2l x., HHA 280 | R ERE A

WIS TERE i 22 / AR R AR, &5 2
FATC [X Bl FAT B AR ¥ [X. FAT Fl FATC [XA] DL
75 mTOR P A 15 PR
2.1.2 mTOR MESESER (1) AEKHEFHE
W (2 PI3K/AKT #®48) B R 5K R 2K
(IP) 4565, 1P Wakis, WS 50 1P 230
P13K, &G R P13K 772k =W ERIENLEE  (PIP3) ,
PIP3 A DLy o J ok JUBS A6 P38 1 (PDKD)
PDK1 B2t AKT & 119 ser308 T3 AKT ififk.
TEALAY AKT H— 0] LU #30E mTOR, H—w] L)
Wil TSC12 A Yk EE mTOR. TSC1/2 B &Y
J& Rheb (#1113, Rheb J& mTOR B il i & 11,
24 AKT #FR 1L Ser939 F1 Thr1462 54l T TSC1/2
BEY, BUE mTOR B#IE. 78 P13K/AKT/mTOR
wA2rh, PTEN @i 0] P13K A1 AKT 523 %0 #%
B, (2) dEF AN LR i (&
LKBI/AMPK #4%) AMPK J2& 40 il GE 2 Jdaz 2%, 2
oo MACEEER B . v PR A TR =R
. Y0P AMP/ATP FL 3 s at, ML 22
AR - A RIS 11 (LKB1) #1 AMPK o 254l
% AMPK #3706 . 376 19 AMPK A] DL B 42 9 il
mTOR {5 PE F1{ff TSC2 BEFR fk, 1 TSC2 7 i 5
mTOR, M E0H mTOR 11, MRS 30 ATP
B A B RR , B ATP FOTHFE RS, SRIE Y 4
N AMP/ATP [ L. (3) mTOR i 06 fe
) mTOR A] LA T 6 45 AN R (03 % . Wik
408 BHEIAR S6 S (p70S6K) FEAZ A AL 4
BN T 4E 45411 1 (4EBP1). S6K1 454 T H
R sh¥ 3 (elF3) I, ZbFIIERE. Eim
mTOR A LI Y elF3 254, 1582 S6K1 M
elF3 L RECMmEfL, 6L/ 0 S6K1 ] LABEER fL.4f
JH RS P AT A2 2 2 1 B R R L3R G8 . 4E - BP1 2
mTOR (7 h—AE 05, 5 EAZ A B IS 3+
4E (elF —4E) 54, M6l T EOMBIPE. 4E -
BP1 2 mTOR fEHJG B4 BRI A BEM elF - 4E
RO, BRI TIEIVERL. [RIET elF - 4E ik
1, SEINAE A MG ) G EREER BE, AR
JaJE 3 D1, Rb . ¢ — Myc FIIMLE P Rz 40 B AE
KT (VEGF) %

1M S LA ME (vascular smooth muscle cell,
VSMC) 58S BRI RERE AL Y B4R 1E, 2 5F
TRETAENE T B BE Y. mTOR 41 i 5 9k & BLAE
AS FUW AT DIREAR A Je o Ak 72k, i 811
WLAH BRI RS / 3858 2 BN, A2 ik 4
BEEIGE AS BIVE BT ZBLT mTOR A i) v] LA 78
HIER AS B BRG] AS AYE RN dubi o
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% K& S Wi st BE AR & B AT LASE 22 4 i) AKT —
mTOR - p — 70S6K 5% — 4EBP1 41 ] 1M 45 N &%
AP A FE, AT I mTOR 15 S- i nl LAAE #E
AS KA R, T AR R AL SR AR L N R
A b, BRI mTOR {5538 B Al L] AS
.
2.2 BEAES mTOR ESEE
FALR RS E A (ox - LDL) H S5 EHR
80, [FRERT DIA S LANAE (SMC) B4FE0.
TR AR B R 26 T LA i S 095, BT LA
T AS k4. mTOR A] LA SAA IR SRR B A
(ox — LDL) 3%, 1 mTOR X T 48 ALK %5 2 g &
1 (ox —LDL) %519 DNA & B FF #0041 jt
(SMC) HEFEIRMZY, A5 R mTOR & LT
(5S-G P13K/PDKI/AKT AOI4TE , 33X AT LIAT
P13K 171l 551 2 2 75 85 F F1 LY294002 i il PDK1
71O A £ 2 S N (ST B VR 11| I G
P13K/PDK1/AKT/mTOR 155 Fl th S AL A 5% 4 s 2
1 (ox —LDL) AL (SMC) 4.
A T R MR (—Fh RIRY B i —
HHJEA) T LA 4010 0% B i 2 11 32 1 1
(LOX - 1) BITE/NRURAMAZR S, FRIE T W
MR IR B B A RN IR
AR VER.L SR 5T 3R B A2 BT LI i
S6 HIBEER AL A mTOR () _EU#1E L) PI3K, S6 AJ L
YER mTOR BTG PERRARN.  FEJRSE A 22 A 75 ot
A% & B 22 2 B n] LA mTOR {55 9 HLAF7E
FI 0] R0 82 A0 DRI R IR, 1 2 7 Ay S mT LA ol
mTOR {5538 fif I FLIE 3 90 ] 0 2% 3 B ke ik Bt 8
WKOEAEREAL A RSOR. R 12 B R B B UR G )
PR B AN R, RSN, PR
25 peg AEE SR AT, (FIEREWRE N A%
PR 50 wg AT LI ISPV LA M il i B PR AE
FH L BT LA I BE ) 2 g A A 2 i s 20 e g 1
B30 £ 20 6 25 T AR e

3 STATIESEERSHEAEE

3.1 STAT3 =Si@EK

STAT3 J&—FI P FE R S I+, ATLASS 28
BN A KK F-. STAT3 J& F STAT EH XK
&, T STAT &2 —KBAZTRESGEN, &
JAK — STAT i #% rh 2 I E R IKY) , fEdif A+
5 S5 S EEEEAEN. IL-6 & —F 25
YA TSR 8 F A R R, WS 5 0 R
RIS, I HIES 5 RN EE A RN

gy, IL-6 ZIREHENENGE SR, WElid—
RO NTE S A gpl30 BLAFEE0E A shf5
ST, M gp130 ffL TR HEHE IS STAT3 Fl
T, U0 e - Mye, HEAFE, Cox -2, 4iif)H
HIZE DI BT IL-6-gpl30 ZIK RS, bn]
DL A K 524K Tyr 3 (RTKS) sk
& Tyr ¥l (NRTKS), U1 JAK, Src 5% Abl 0,
s STAT3R2, STAT3 [RlFF AT DL 1 598 25
ZRFIMAE Bk R T ZRZE A oR0E". BRIk
STAT3 (pSTAT3) J& STAT3 fTHILTE R, Hwkmk
AR S SRR 705 (Y705) ARIEFN22E R 727
(S727) %&%E, Y705 WEFRLXTF STAT3 (4% S iG
PEZ WA A IS PR PR, T S727 BRI
& STAT3 #% 5tk i s KA TR K. ARk
PRAE Bl 1 20 B B 4B H pa2/44MAPK 55 7] LA
VAT STAT3 (1) 22 & Bz 727 Wil Ak, [R) B X ] LAgh
mTOR BT, XFF STAT3 fIE7 S Ak i
FEORR AT AR . B PESZ 4K CBP A1 Crift, A LA
LI NGE DNA Byl Mol 4y STAT. S 5EH
() JAK/STAT 245, f4% op130 2R 52 A RN
PREAMARS (UPS) WEEFIE LT STAT3 #i&
B PR -, A0 STAT 28 40 700 s 20 it DXL 40
HIE T (SOCS)M25 1, — 6 a] LA STAT3, 1H
BT K PR STAT3 BYTH P LA IL - 6
TR IR BB Sh BRI AERE AL 35 SRS, STAT3 7E AS
9 A8 Al DLBEITE . IL — 6 — STAT3 {5 5 1l B &
JAK - STAT3 {5 5 i % ) Hoop — 2%, 1 JAK -
STAT3 il 7F AS KRR EHEE/EM, A5
IL — 6 — STAT3 jifl i 2 JAK 75 Zh 0 R 22 A
FRIAE/DBRMBR /%R 10 (IL-10) 538
w55 S RIOE STAT3, SR STAT3 JLIK 25k
IR, AT Zh bk L B Y
TERG, SRR EAMAGRER, 45 STAT3 (1)
TEYEXTFBH L AS KA BEE—NRIT AT 0
3.2 BEAMES STAT3 E5i@K

PRI B, I BT I s AR A AL Y f
T, RIARE A BEEAPSIKRAER L BT R 1Y
YERT, AT LIl SAz 40 Mo 1L — 6 il AP
LA B3 58, 1L - 6 & sh Bk Ar i Ak 2 A e
B RAEA T, BT AT STAT3,  FA 22 2 i il
IL -6, kol Ik STAT3 A0S, 5 2 %
PR IS 1L — 6 — STAT3 {5 538 B 2 240 30 ik
S FERE AL SR, DS IR 1) 22 3 L TR
B, P EE AT DL o #0f STAT3 1 % 2 1k
(Tyr705) F1T ¥ 5k R A 2R SR B I Tt g 1)
BCRPN ICAM - 1 (R AR IADRG B o) & —Fh 4
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MulH ¥, fEShfksreEfb R R A ER. IL-6
A LTS 9 B F 98 ICAM - 1. Rac o] DL a i
JAK/STAT3 i K815 1L - 6 /0 S8 ICAM — 1 %&
23k, FTLL Rac %F STAT3 v M98 45 % T 1-
CAM — 1 [ R IR R SEAE S0 A I VR LA
HHEBENE L. [FE Racl 7] LI TE NADPH 44k
fitg, T ELZE PN 2 A Racl & ROS (R ZR A,
WA Racl AMUAT AR ROS /K-, i/ LI
il NADPH % Abl. A 0553k BI7E A3 Ik N Bz 4 g
FIZE AT LA Rac NTTAIGI IL - 6 A0 1-
CAM-1 79 & [ R IX FNBEARE & IL -6 A 21
STAT3 tyr705 Wit , M| —FPht R E LY
YER, (HXFPRCRA 25 IR AR AR R,
R B S AT LA R 9815 JAK/STAT3 15538 % ok
IRBIHTRBUE ST B IR R T RCR.

[ 22 ) P S AT LAGE 128 95 (5 5 38 B STAT3
1 mTOR Kk BT Ik AERE AL IR, (HRTE
P kA AL 3R Y7 - AF mTOR F1 STAT3 {5 %
WEE RIS M ASE AR, LA AR AT
b AR TRAREE , FRI R AR A R AR Ak A R
FAILAE N 25 14 250 i B AS 2 AR R 1)
JIt LA R P B R BN AR 5 B A 2 fif
PR £ 43R e Y L TR AEAE B AR K A 5 25 1]

B, PR EERH S DKo R ALY B3O 2
W, AT SRS AERE AL A A G PR R PR T
PG LI RGARIT o], RN T A2 IR 5
B AR Bl RS B .
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