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ABSTRACT : Obesity is becoming increasingly prevalent and thus has been a global public concern.
Studies have demonstrated that obesity and its complications can cause an early onset of cardiovascular diseases
(CVD), reduce the therapeutic effecacy of medical and invasive treatment, and thus increase the mortality.
Meanwhile, it can also cause damage to the structure, electrophysiology, and myocardial function of heart. It
can be a particularly important issue for women. On the other hand, heart injury can also affect the weight loss

options and their outcomes. This article elucidates the relationship between obesity and its complications and

CVD, and meanwhile proposes some new perspectives about the prevention of CVD.

Key words: obesity; insulin resistance; cardiovascular disease

EER, EFEKPRREFEEE. mlE. SRE
BmZHLGERESFIERE, SEMERAKEE
B, A BAHALKBEES X HEERRE (body
mass index, BMI) K F 25 kg/m*, #B3t30 kg/m” B h
FERE; Wi T AMZESR, HRNIERDS R 24 kg/m’
28 kg/m*, M 1991 4E %] 2002 4F, FEBEAD
EFT 40% , TARRELLGIEREIT L5
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I S R0 R L A B PR . — T Meta 20 AT 40 A
SFR ST ABESE, #RITBMIABET- RS KR, &3
BMI 7£ 22. 5 ~25 kg/m’ [A] SR H M FET- R E\ AR, #B1d
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SRR B 7 ) — 25 BR M BRIk R IR A 3,
RO REEF IR IIRE. ARFR B, M 89 BN 4 e
BMI i K ZAE BT M o 55— I, % L AT
B WIRTE % O WAL, Rocha % IBFFTIN Y, B
FEEALA R —Fp RIERAS, BRI 7T 20 W K &
MR, \EFEHEARZNNE D WRIEN T, &
WA ZHL 240 B A W B AR, R EOHIRSE . MBS, B
MRE SO DR ER S T ERER, RAKIRE
OSSN RE R AT T

BT EEEM, BT REMMGE LR B LM
I ARAE I [E) e SR, G o AL A P 4 0 BB R L B
B, SRR MAE . RS RMIL. MEZME
IS BRI REALBE, IR RGE 32 R5| K B IKA-
PR B BR IMAE 55

FEJEAR DG N 430 B AR e 8 00 L RS R
B RELW, WX — VIR TGN AL AR Y 5 B
R B2 B RAERUNL, HoHp T LA A JE JE B AR 17 41 4R
M ITE R R, B, BPAE 2 BMIAH R A &8,
HGE ] B 2 5 B ik FEE 1% 55 A8 i R 1 Jm 0 3k
FRRIBE W 4H 2R o & O 35, B K9 s Js 48 e 28 i o)
EWEgM ik, REFBERAREFMELRE T,
MR LA F-a (tumor necrosis factor -a, TNF-ar)
H 40 M 4 -6 (interleukin-6, IL-6). & F. K
K. B MM #ILE H-1 (monocyte chemoatracttant
protein-1, MCP-1) [z 21 75 B JL 05 4 1571 (plas-
minogen activator inhibitor-1, PAI-1) %%, TN K400
WA M E TR RBEREDFRER, &S5
XA SR BB FIE B R ER R AE SR Fh
SRR T R A X R 5 R B BUR M, SBURS R
Pis AR IAE S R B B 3l Jok o83 R A A 171 5 (R 7 ik
AIMAPER, WEH—L5 KT REMER S RIKILRE
FeshBkoBREREALS o Rz, HLIE B R A0 B L
R0 e B R ARGUR S LA RE W) 1Oz 5% 5 3R %8 g 17 3
REIRIER, W AR B R, RS
RIFBS IR, FF 1 TR BB EEIR

WA, REAMETFESETHE- AT WBRS
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MR, LRI BN, iR FE R KT
NEWF AL R B A AR, HT 5E B &
WXE, HHER-MERKKRSL (renin-angioten-
sin system, RAS) "), FF-afF — 25 84 3% 14 A1 A9 44k 7 9%
BB, RECMEFE NG BRI, R
Xtiz 3 & B FH SO i BE U AL, ZEREREAE OGS
MmEMEAESHREPREENEM (K1), A&
4 it B — J7 T 6 /5 SR R 3, SR LB E . ks
THREA 4 KoL LBk AL 5 55— J7 TET 3 RE 451 4% 1L 48 9 IR
SISk AL, 5B RIE R B, RAS i
BOE AT RS R ZARES R, SERSRK
DUk 2 BUBE IR o ¥ U 3H T T AR A 85 1ML s AR A 48 AR
EEWFF (Losartan Intervention For Endpoint reduction
in hypertension, LIFE) “*) #1470 8 H % it B K 1 57 I
PEH (Valsartan Antihypertensive Long-term Use Evalua-
tion, VALUE) "/ 1 151 J #0825 R 3% 30 3 52, 0 41
RAS 7R Gt A 44 5 e 8 R BURME, W0 I e BB BT K
BRRHR, BIRELEERSRKERRERS R
BT REE, S0EREZIEER (low-density lipo-
protein, LDL) K =Bt H i (triglyceride, TG) F}5&
FYMXY, ERHEY RSB REELNEEN G
43F, VI5] AR B O I

JERES M RBEAAOCEMEFRER, &8
ST HEEERP RS, FIWEHRET, ZHTE
R Mg s, 321k AdipoR1/R2 J™IZ 3 AR 7E I
ENE. BRI . W 400055 2 Fh 40 200 [H]
FAMRE, Wil 5ZEEE, IRHKE AR M
AT R B R A BURE, BRI AR K A AE R
K5 WEAL I AE P B 40 F) NO & il (endothelial
NO synthase, eNOS) R NEER NO ¥, ERP 7K
ML By 1k I /) A 3R 4R R0 i A7 F- 38 JUL 40 1 A= 4 1
Pl BRERZR I8/ AT 3 Fl e & R ARHT S N Be Zh REHL s
W NO & I E I B A, — 7 i 9 1
N B4 s NAD(P) H E AL B, 35 22 0 B3l ik
SRRREAL .. MR R AR R (R A b A 40 A
F kB (nuclear factor kappa B, NF-kB) I} & &-1
(endothelin-1, ET-1) &1, TiE & M &K%
ROV AT 5 R R B Bk 2R

R T 05 P 43 8RR S B S e, I PR A 6 Y R I
R YEI RAE 07T 18] 4 351 40 JE K it % o Damia %
WA, BT kTR B AR O AR K A
FERILARA S, 2 5 3 RS U R A R AL B
FEURE R B R IR PP B (obstructive sleep



FIEJREAE 5 00 ML R

A

HERE
Obesity

4
BE - MERRRAGE

Renin-angiotensin system activation

EEEEE—

Y

BR
Leptin 1

|

BN R GRS

A\ Y

Sympathetic system activation

IKEhE R

Sodium and water retention

\4

Intra-cellular Na concentration, PH T

JHAEPY Na YEEE \PH 1

|

ERY %

Volume expansion

|

RE

Hypertension

1 oA 56 1o I F B 2 A LA

Fig 1 Mechenisms of obesity-related hypertension

apnea, OSA) H{KiE (obstructive sleep hypoventila-
tion, OSH), M B #k B AR A - KM MAE, FF8E
MARE. & CO, WM /N FkREZEE, AZIE MU
HkEE. HAORYKEALER, BAMELE
I8 P9 B2 B A LB s, A 39 30 ok oy e 1 AL BETE
BB ML A o A, AR 4R I AE 3 T AT 40 g R
BEM, M RFET R, M g, Hm
T B A A R . Miiller 251 [E
TRHE M RERE SRS SRR REX BZEM LR,
KWEFIMEF C-& W &E B (C-reactive protein,
CRP) FI[FZE AR & B R, HEN THRHE
P B S8 L AR B X I S XU B A 48 o

ik, EHEEHEEHHARD . 25k
JRr R BB FR AR R AE R A0 B3l Bk ok B A A 9 5
FHL, MEY KMA LR HEFELD. BT 3R
AT RAS BB BT & IR X AR A -R R IR &
B A BE B0 R A DL I VR R B T, AR
HTEAR B BT E BER AL 5 BB E T A& A,
DABCR K O A AE S PR B BKER B 4E (acute
coronary syndrome, ACS) T 2120 AIRYT (percu-
taneous coronary interventions, PCI) f kv Bl & T 5 o
Egeit, dEaEAERC NRHE SO UUESE (acute
myocardial infarction, AMI) 47 PCI J§J7 B BB &
70% LA bR E R ALRE, TH R ZHAE RN BT 65
%, 2001 4 Z 2007 4E, Madala %) [0 B 20 47 T
189 065 ] ACS /& i) BMI 5 ST Brdfim BLO L5

|

Vascular smooth muscle hyperplasia

M LA

\

A M 1

Peripheral vascular resistance T

(non-ST segment elevation myocardial infarction, NSTE-
MI) ¥IRFERZEMRER, SR ERWEEDE A
x%, RIREEMEREAR S (BMI 4354 25.1 ~30.0,
30.1~35.0, 35.1 ~40.0 #l >40.0 kg/m*), ¥ &k
NSTEMI )i} 8] 43 51 %% BMI 18. 6 ~25.0 kg/m” (Y &
FHIATT 3.5, 6.8, 9.4 M 12.0 4E, psh, B FHE
PEILH R A IR R 2R & AR & X T 1% 58 ZBR BT /M AR
BT BB PR, (75 IR B R TR % 2
BRAIVCTY, FEMEE . MRS S R4 A R R
AP RFER OB T, Bk B IE. T H%
%o PRIHIE B F LT A Y BMI 8GR N5 L i 1R T
SR BAHAR SR AF R A 4 2 4R BT
RAEHEAE 18 (obesity paradox), B 4Ll RKiA%K B
A, O EE B BML IR 5 I R IR IT B SR UG
RAFEAM R, HEHFERRBTE QL
WA . BHFRE N0 H R B T BE7E T RE Bk f8 & A0 7 2
FWBN, TR BT R RARA B SRR,
FRERE | o R 55 fE R PR R 5 OB E B
JEREXS T OME, L R BB E AL, ZHEE
B YEAE AT 5 &0 ER S5 R REBRIE . M A2 57
W, MG ATUR . Park %3t 2540 4 BETE AR
e LA 5 4 AE S S8 3 4 R BMIL % Ho A & JF4E 70
H, F 43 3 #4748 7 0 35 B (ultrasound cardiogram,
UCG) . #H4R %38 % (tissue doppler imaging, TDI) |
TSRk P Kk 38 P i R # B (pulse wave velocity,
PWV) WK &, ZHERSMTER, B (BMI=
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25 kg/m®) DUKABE (BMI 23 ~24.9 kg/m*) HAEIHF
R EIEN B E SIREE®#H (BMI <23 kg/m”)
M, ZO0ZERETEE (left ventricular mass index,
LEMI) HK, OEZSHEIEHAHERE, JE
Sk RERE R, BLER PWV 3K, HILZBRINN,
BMI 5 FH s AT B R O L 1 540 S o e, OB
LU AT A o Mattioli 2 $2 AR i 15 55 %
IREFEIB X R B Y], Mathieu' ™ W#5 i B LDL /K5
T U 78 3 3 Bk A A AE SO, S 0 ) R 3 U ik
J&, B SEHUMIR A R BB Kuduvalli %24 )
SMRHA BE IR 52 AE i i O o 8 3 AT e R 3 Bk £ AR R
(coronary artery bypass grafting, CABG) J5 H Bl H & %E
Y RE 23

AEAESRN, BHEEIFOEZ R AREHH
HEREZE, RARBERX T M8 &2 R,
TR ER o323 B X 2 R A PR 9 Al T 2 O TG I
ABFSE o Basili %% LR it # 3 R 4490 4F 8 1/ AR
BOER AR Ot HE H, T 40 il BE R A0 20 i 3 AE e
TR AT T R X ST, SRR B RHLHL 2
FE B B8 2 i /N AR TS s TR, 59RO e LR TR
YIS, Dokras %2V i M HEBF 58 T 2 28 09 L 45
&1 (poly cystic ovary syndrome, PCOS) 5 E.HA5h ik
SRR AL A AL TR AR B G BRHE , 45 RAESE PCOS H4 1M
B E AL Kok B & IR B AR S R K R B,
MR R L o Mizia-Stec 267138 1o X AL JE 4o
HIE® LM RA X & B, 5o e e T 3 B
PR PWV B B REAR MM RE L, Moy LRmmE. &
DR EZEBRER, W, B RO MK
BLXT LR B

I E RS RE

BFSEIESE, BMI B F AT B B R A S B 2 R
G5 K RAS WEPE, Wi SO0 IR S R ARHL,
HRERE R AR 25 5 AR R B O RE R B o AR U8 AE
FREAS BT, JBUEE B R SCTE T R R B B B R B
REYRE R, s B bR i eE & X m. EAFR,
PABRSE . KR, TR, TR SOy 3 5 3
KB L B0IE 5 B I R IR I RO B R S R A
MIRAERPT, 03 KL 10 8 b7 B 9 B A %3 15
B 0 ML R St Bk AL, TR AT
Hh S 5 BE A 4R0E 300 LB 2 RE Y B B RO 3t
REY, R, W TFRESBIERERET S, BAKE
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TREMERERREBEMEN. B FENHTF
BANAYMERER, FARBERBETHEEE
HE B TG P A R A R A AR, AT 3% B s>
%G, WRMCRMBER, BEXEENERER, &
B L. ThRE, DARO RREE. 46 AR A2
71, ARFEERATERA#H., HMZHEEET
wHZY TR, BTG EBERBWEY EE S
HWR: (1) BB RE b o R, o B8] &) b
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B . 2010 4520 B 0 I 4 %2 4 1k BB AL XU S BR sk
I SCOUTs X 45 R B/~ , FEXTIE 10 000 fi] B & N
W34 EREETT, ELFEALLERGEHEEME
Jhe BB P VG A i B T R A N ES (BEERK
FEME O UESE . FEBOEEHERRE S, ORISR %)
Y JXUBG 38 0 169% 2, PR, 7 A B A R T
Y, RESHZHEEEHRBAE 2010 £5 5451
TR AEFERIG R . B m W, FEREE 5 0 i
ERFNMRRERITTHAEMEERNER, AR
HIENGA GBI PR RAEAR R . TR & R B R
o I A O PR T R T IR R B, TR R
WIERETE

Bz, MBI E — 208, HURERAT
B IRIRA RAE R E, FF HLAE LA G b 5@ 0 i
BB L s HIk, BERET BB L E B I 4,
DAREA B AR I G K7, AR IF R HE. X FHEE
NBE, WRL K B 2 A B A E R, A REE A
B, BEXEHR/AME, B 2 H 3 H & IESRBER R
iz B, TEUWE R EHE B EL A B R IEAK . RAS &
GimmIF ., MITRELMERPEZY, DERR
KE, HIEM, SEDEE. O X T O i B T
5, LR 1. DTRWBEREMIERIT, EHAE,
WA AR G R 2 3R R AT B Mo

s % X W
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