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Insulin and cardiovascular protection: from bench to bedside
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Abstract: Insulin resistance is “common soil” of many major cardiovascular diseases, such as diabetes, coronary heart disease, hyper-

tension and heart failure. Recent studies have revealed that, in addition to metabolic modulation, insulin exerts direct cardiovascular

protective effects. This article reviews the current progresses in the pathogenesis and cardiovascular protection strategies of metabolic

cardiovascular diseases, and highlights the mechanism of actions of insulin in cardiovascular protection.
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Fig. 1. Signaling pathways of insulin actions and selective impairment of IRS-Akt-eNOS pathway in insulin resistance.
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TR A A A AR I 2 7 508 3 R A IR e v ) B A
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ST FEOO A S5 S Dhae i . B iR O L 9
1) B B AR LA 2 —

DRI, Il R 0 R % 3% BB AH 5 ) — SR
DR #8 T B A1 Ay I 58 AT AT A A i 27
Il PRI FE 7 1 2R PR 2R TL-6 AEf 4 a5 )5 K
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JE e A (oxygenized low density lipoprotein, oxLDL)
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AR AN L AT A2 5 S R 1 FR AR B A A ) FE AL
WE IR 72 W) (AGEs) T 8% IE S5 2 ik ok AL A 4k
HEREAROC,  WIAE Al IS A A A e O 5 1R8I R
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IS JR B R AT, I PRI F B s IR IR IR 3R ML A2
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R) B ULANMRIE T o ) Akt W40, DB S 2R
PR T AE A L4 e B B2 5 3E—2B a7t &
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gk AT 3G N2 2R e, R I JRE 5 1
25V f# T2DM i35 T B ZHEPTI ]G s 4
MR . Heh)ig i, JRE R ANPUR AR TR
BFRE 5 IEME 2, HE RS ks, &
2o YRR I A TR B 2R B A TG 2H 21 i v
T IR I 2 e R As B R FEAT Y SR E
o X e 55 Bt o i & 28 /R AL, RIBR B
# -PI3K-Akt-eNOS “4 il 4= 7155 7 Bl .
Ey 2 W0E 40N PISK-Akt-eNOS {5 5l 2%, RS
R AR AL, EEBEBAPURT PLRAME A
AU, KAE OB RPER . LSRR 18
PRI 50 MU0 ] — AN N AEBR SR - BB SR
JR S ZFZHPURIL T, O I RGO LR = IR
YEFTIBE 55 2400, $7R R & = kb2 T2DM J e O
JRAE O ME R <L F 187 mT e T HLE] . ik
BERARPURE T, R = BOE ) PI3K-Akt-eNOS-
NO {5 F il “EkPett” 4 (selective impairment
of insulin signaling), #k FIACEEPERFS: & R & 25 00
JiE i HE— B 158 Ras-MAPK 5 5 #8187, BFHEK
PRI TE . A AR REEAER (B D). %R
R BARF S R 5 2105 5 B0OE nT B 2 S5 3l Kok i
R A 5 ML 50 (1) R AR R R o

K BT 703 B I 1 2 R 5O i R P /E AR
KFERE AT et gk R i i 2 B8, — 7,
Ji B 2RI Akt S5 50 TR RAR G . AR
W AR T ACE R RR(E S, Bln, SR
DLiE it 38 Dok S0 V) Bl AR S TE D0 S A y RIS
Kl 1a (PGC-la) [ 7K P& ik B R AR (1) A1) 6 o
JR B AR AT NI S A5 T 2 F R R )
REPRAS IR 2 — o — 71, Sbifit i &=
RIS Fr b 20T, bdn,  Zekifg Ak
(1) ROS # W N2 R RAG 5 05 G4, w34
HIZE KA ) ROS A5 5, JBR I 2% 10 AR W 2 A0S ah 2
B, PRI, ZebifhThRe 2l ol B2 R i = AL
— AN CHENLE . TR FE T 5 ORI TR A HLR
325 508 T Ik By R AN R AR 1) AR ) 5 RN AR A O EE B
AifF 032 B Ji I 2 ] DA 00 2% AF T B SRR A=)
ARG, TG bR A O L g . R
O RLAR D e R A O I LR E A HL Y 35
A ALK ED G R s PHIZ AR mPTP I
TR R A IS AR O A 125 PR R Ky JHIE
O 2R R e AR KO RN 5 B4 R A R IR
[¥] ROS /K F AT LRIk Ca® Fadsss P,
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I PR = 87 FH 6 60 R - 9 & 2% - A AR KR (GIK)
HENAIT AMI C4 A 50 29105, 1962 4F Sodi-
Pallares 25 "2 ¥ k4R 38 GIK 7] 438 AMI 3 140
HARE, B EMOERE IR A, BIRIET R,
B JE i RUSAF B 2 AN IR S UESE . 1970 SRR
R S R LA BB B GLK 358 1o JUL %) 76 425 o 4 B
FECCNURE 5 A B0 B R A AR G 5, T 1
It UUKE §E LA e FLER A2 B, im 200 UL 4 PR IR Hh 75,
AT GIK ¥ — B “2k%8”, 1RDHTIRIKR AMI 136
7 . B3] 1997 4F Fath-Ordoubadi 25 ) 3@ i 2524347,
XL (1966~1996 4F ) A 5¢ GIK V597 AMI & # 1)
e AR B R AT T VAN 2 S R b, 453
W] GIK 7] ffi AMI & 35 B8 T % [ (1K 28%~48%.
1998 4 PR &4 6 R} KA i T e Ok
W FUMEZ (BECLA) #H4T 7 “¥ iy i AR K
(17 GIK 5 RREE 7, B i &b B OCE S 7 P E VR Bk
4 GIK ¥G77 AMLYT 2T 58 Y9, B R BoR, 7R
KR GIK JEIT ) AMI B35 AT R TR T 66%,
AT FET A R T 10%, CIEFE - Lk 2. JF
AN O I REA A FAEBEE L E W R AR
X BRALAH LU AR B BRI, AR ERZ, KFE
GIK 111 1 FEFT R AN BAR T X B4 . iZ0F 708
R, GIK JAI7 Sk 7, IR, HiEs
T GIK JR7 (i o f AMI 82 5056 I 75 &5
KBB4 KPR A B R M. 1999 4F,
DIGAMI Iffs PR#FF 90 20 5 3¢ 1 71 %0 W% - JBR &% 25 5 ik
TR BT R SR AMI & I 08 JR 5 i 50
g5, BT AMI JE 8 R 8 B IT 5 5
By E - M EI R, MEERH 3 RS RS =
3 H BRI R RIATT, SRALIATT 4 AMI 1 4F4E
TSGR MR BG 97 45 3 PR (26%)1

SR, 59 A — il R IR 56 2045 H A 1) 45
2006 4 DIGAMI 2 545 R s, X8R A
AMI B35, TEAT I MRS ) A I, ke
TR - J I B IR AR T IR B BN R I A AR
IrdE R0 MmopE i dl e s L, b A 2
AMI 35 B0 T 5 38 () — AN R 38 5 700 [R5 0,
CREATE-ECLA™" & — A B f K1) GIK KA [ B
PMEREFL, A7 T 20 201 44 ST B s 1) AMI B3
ZE A B NP, BEALER S RN BHE YT B
15 N RL B YA 7 L il A F F KR I K AT & GIK
(25% FEIWE + B E 50 U/L+ S4L%T 80 mEq/L) 24 h
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HIT, &R BN GIK K fe PR AMI 35 50T %
O A LA O IR b R A2 R A 45 SR
7N, K& GIK i e W Bl 1 &b e,
5 xR b KA AR R 2 R o 5 — TR L
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PA A 9¢ GIK WG R I 70 25 RIEA—5L,
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BF57, UL N R AMET:, 2 GIK O
JUECRAF () S o sk ot A v W P B 3055 GIK fR¥
MI/R G LEIAE A, H AT B AL 2 e I p% 26 ik 4
FEAAB AN R 5 25 Tk, B AL B A
‘HAEH & A (thioredoxin interaction protein, Txnip) M
77 3 560 Ak S ST 8 P A MIUR R, SR
By 2 (30 U/L) K M W3 AE B I AE 1R 5 /K A8 A
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N 5 T J07 TR A ¥ o i A W, A AL RE AR TEARL,
1 H ] B MUR O AR K- LA FE, &3
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BERB OB P A, R EOR GIK 457
IFAL AR B2, JUHE AMIJRIT I 45 7 GIK B
BRGSO e gk LR, FE I PRI AR
JBVE (ANAESE BB I BT AR ) KR &
GIK % FEAIE AMI &35 RO bl . 980820 JUL 4
Jif R T AN 45 4% A 2L . Bt IMMEDIATE i
By RS, K RA T Bl S IR B Ak 4R A AL
K GIK, A A BRI O R R A 2 K Be
FETZ%, FRU/NOARTH AL . IMMEDIATE Iifi K iR 56
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G WL A G R R Y B L, RS X L R K 5
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= B PRI B AT B S AR B AP,
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VEH B R 358, O L AT SR IE T 4 (glucose trans-
porter 4, Glutd) Rik ki %, ARBERFEFN
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A 2R KL B
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Fig. 2. Metabolic-related cardiovascular protection strategies and the underlying mechanisms.
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