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[ ABSTRACT ] Aim To investigate the alteration of plasma levels of omentin-1, visfatin in old patients with coronary
heart disease (CHD) and to explore its clinical significance. Methods Plasma omentin-1, visfatin levels were meas-
ured in 90 subjects [ 29 stable angina pectoris ( SAP) cases, 30 unstable angina pectoris (UAP) cases and 31 age-and sex-
matched healthy controls, age=60years ] using enzyme-linked immunosorbent assay ( ELISA) methods.  According to the
NYHA classification, 59 CHD were divided into three groups: functional I class for 11 cases, functional I/ class for
36 cases, functional IV class for 12 cases. Results (1) The plasma level of omentin-1 in coronary heart disease pa-

tients was significantly lower than that of the control group (717.63 +229. 11 ng/L vs 1115.49 + 361.41 ng/L, P =
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0.000) , and SAP group’ s, UAP group’ s were all significantly lower than control group (respectively 780. 32 +273. 19
ng/L vs 1115.49 £361. 41 ng/L, 652. 81 +152.94 ng/L vs 1115.49 +361.41 ng/L, all P<0.05). (2) The plasma
level of visfatin in CHD patients was significantly higher than the control group (19.22 +6.73 pg/L vs 13.31 £1. 69 pg/
L, P=0.002), the level of visfatin of SAP group and UAP group were all significantly higher than that of the control group
(17.92 +4.19 pg/L vs 13.31 £1.69 pg/L, 20.43 £8.31 pg/L vs 13.31 +1. 69 pg/L, respective, all P <0.05).
(3) With the increase of NYHA class, the plasma omentin-1 level decreased, while visfatin levels increased gradually, and
among the three groups, there were significant differences (omentin-1 respectively 1033. 87 +277. 84 ng/L, 676.58 =
137.25 ng/L, 540. 35 £59. 49 ng/L, visfatin respectively 13.00 £ 1. 19 pg/L, 19.08 +2.97 pg/L, 5.23 +11. 30 ng/L,
all P<0.05).
0.264, P <0.05), positively correlated with high density lipoprotein cholesterol (HDLC) level (r=0.271, P<0.05).
The plasma visfatin level was positively correlated with total cholesterol (TC) (r=0.292, P <0.05) , negatively correlated

(4) The plasma omentin-1 level was negative correlated with systolic blood pressure (SBP) (r = -

with HDLC level (r= -0.266, P <0.05).
levels (r=-0.280, P<0.05).
might be affected by HDLC level.

CHD. Conclusions

rence and development of CHD.

and may be related to lipid metabolism.

5039 ( coronary heart disease, CHD) f& 48 H T
TE AR S Dk o8 AR S A fel 47 s e A L 2 B0 UL sk
I SRR 5 | 80 JUE R , g B0 Bk o83 A s 4K ( athero-
sclerosis, As ) T3 A% B A8 5 DL 2SS ) O B L
fili TR Sl Dk ok R A AL, SRR Bl DK o8 A Al Al A
A —Fh Bl ok P i J57 HE AR S | 28 P S K A
TS T As IR AE KRR, ARV LI
BLEERR AN R TR T 2 S REAR A A Y R
T RPE N B AR AE SN Pl R T AR
H5 As B9 R R W28 9 ANTHr R, MR
(omentin ) Z7E 2003 47587 &2 BT 1 A2 i 20 21
IR IF53 WA () — Tl i 7 240 P TR 5 5 I B 3R P RO
2, RIRBREER 1 AR ER 2, Horp S Jed i rp 22 LY
PR 1 B AT, DFFERIT . IR 1 2 — R
AIBT AR 1~ A BF5E A B, 0 S 1M T
BRZR 1A TR, s R IR 1 ] S 57
R IKREREILAY &A=, (HMEER 1 2/25 TE
DR I SRt 8 M OCHF5E EE /0 . AR (visfatin)
J& 2005 4E 1 Fukuhara %5 % 30 5387 A4 18 17 240 i 1A
¥, EE RN ERR D 2200, A IR B AR, B
A AR OB T AR AR 2 5 90 2 S g A
WA A YA SR 2 RUE R BB 5 R
A Ko HOCHEFEIA i T N iR R A BOR AE 1
FH BT R R 2 A O S S S ek, H
WA KINIER 5t C [ A H (high-sen-
sitive C-reactive protein, hs-CRP) JoAH &1, ] fig H:
SHERIMEMIL K, REXNTHRRERRKNFIE
SEPUAR K WA 53 B, B3 4R Sk A 58 S A 1] T

(5) There was negative correlation between plasma omentin-1 and visfatin
Multiple linear stepwise regression analysis showed that omentin-1 and visfatin levels all

Logistic regression analysis showed that visfatin may be independent risk factor of
(1) Decreased levels of omentin-1 and increased levels of visfatin may be involved in the occur-
(2)Omentin-1 and visfatin separately may be protection and proinflammatory cytokines

(3) Visfatin may be an independent risk factor for coronary heart disease.
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1.1 MRMNERSA

HE012EFTAZNR AETHAFHE_E
e 1 1 5 R 30 Bk 1 % B8 R B Bk CT M 3 % (CT
angiography , CTA) % W] # 15 T b & 0 B £ 5 B 4
59 Bl (R AL B 536 i, k23 il 5 ik
B 4 B A 31 (I 1E ) xR 4L, S B 20 1,
LBl RO A XA E R =60 B, R
g KAERK R HA A2 MTA, RER LK
8 (stable angina pectoris, SAP) 41 29 ] , £~ f& & A &
2% 9 (unstable angina pectoris, UAP) 41 30 ] ; % = &
%700 B 7% % 4 (New York Heart Association, NY-
HA) QI FE R F A 3 N TEA 0
e 12 11 ), o hae I R4 36 6,08 3 #
RAN12 B, TAFARAEGHEEF mERES,

TR mE B4~ E4 8
RE (W PR ARG HURA WEREERT); %
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FA,
1.2 SR

FE AL BB R AR R AL B 1 W AR L 1%
BB 2009 45 F AL R A0 A A4 H| 3T B 4 AT OE
W, O TR AR IR 1928 4E £ B A G IE R F
2AR W B NYHA 2 Fik | B4 Z0% ) 58 2 4k 09
EHRER OGN TR 4 R, ZFAA
O 5 AR 4% BB 1979 4 WHO #8769 708 2
Wi AR R 1990 S e E ¥ 2 F )2 FITHE S
ATEHRFEET R EH, FH=60 &,
1.3 {US[gEMIkF

802 6 A BN, 1 EiEF RIS £ 7=
ELX800 4 H i B 47 7 4 $, 1 Bio-EK Instrument
Inc A 8] & 7= ; W & & B B % % B M E (enzyme-
linked immunosorbent assay, ELISA ) & 7| & & W f§ &
ELISA & £, 34 v K b 4 /R A A RFR A B 3243
1.4 FRZALIE

A FA R RARTHERZE 10 h UL L, 2
FlME &S ARE E, I H K48 2 (body mass
index , BMI) , 4 BUAT &% ik fn U 2 o & #0 AF B 2h 6k L
C R JL & A ( C-reactive protein, CRP) % 45 #7 ( H 4
B E ARESRR), F XS # KD 3 mL &
N7 Z %M 7.8 ( ethylenediamine tetraacetic acid,
EDTA) %05 % , #% 47,2000 /min & /% 20 min J& , 4
B EWERAKEFET -80°C, AT & F N d ¥ W AE
1 MAMEE,
1.5 MmMEMEER1 RAEZENNE

KA ELISAZMEmEWER1 XAKEEN
W, PUEER 1 ARISEE A 50 ~1000 ng/L, 1 fE &
S E A 1 ~20 pg/L,
1.6 IMiE CRP & I AgHYNIE

CRP R i fig A 1 34 72 2 B2 A 3o B 2 B 30 & 4
e A bR, B g B AR,
1.7 Seit=4biE

BiJ SPSS 17.0 Fit 8tk M G it #2047, & 4
BREHA#HATESAUEL LT 2 FHERE, ITEXH
Pla s Fox, WA R R A X B3, B4 54
REAMIFER B 3 AHRBUHREAELEREF
Z T (ANOVA) ; 48 % P 44 % Jf| Pearson 4 % 4~
Wik, ZHEFRNRAZ TEEES B AL
KB Z T6 Logistic Bl A 2T P& F & 5 &0 KW
ML AR M, WA P<0.05 A ERALITFEL,

2 % R

2.1 WRASXRANRKE LR

5% BREZHAR 1L, 50095 20 BMIL I 785 Ak JIE [ e
(total cholesterol, TC)  H il =M ( triglyceride, TG ) |
CRP 7K1 1. 25 Th i1, o %% 2 i 2 1 LT B2 (high
density lipoprotein cholesterol , HDLC) K5 2T ,
PHL A 28 AT G T2 78 L (1 P <0.05) 5 HoAtb 6 br
AR i A R 2 EIB TR (low density lip-
oprotein cholesterol, LDLC ) |, %+ N ¥ % [ ( alanine
transaminase , ALT) | K 2% % iR 2 3 5 B4 il (aspartate
aminotransferase , AST ) | [fil. /)R & % ( blood urea nitro-
gen, BUN) | Ifil 7§ LI ( serum creatinine, SCr) , P 41
] b5 22 S R Gi it A L (¥ P>0.05) (K 1),

% 1. CHD A5 BAK AL
Table 1. Comparison of clinical data between CHD group

and control group

moH HEZH (n=31) CHD #H(n=59) P
FBrLe () 20/11 36/23 -

AR () 75.85 +8.99 73.90 +8.39 0.321
BMI( kg/m?) 22.32 £2.61 24.05 £2.92 0.007
SBP( mmHg) 132.84 +12.55 134.83+14.31  0.515
DBP( mmHg) 75.81 £7.92 74.81 £10.31 0.641
TC( mmol/L) 4.20 £0.57 4.72 £0.86 0.004
TG ( mmol/L) 1.20 £0.48 1.55+0.62 0.006
LDLC ( mmol/L) 2.72 £0.78 2.85+1.03 0.542
HDLC ( mmol/L) 1.20 £0.22 1.03 £0.23 0.001
ALT(U/L) 15.82 £6.19 20.74 = 14.96 0.080
AST(U/L) 20.92 £4.94 22.76 +8.81 0.283
BUN ( mmol/L) 6.10 £1.99 6.16 £2.24 0.899
SCr( mmol/L) 79.33£30.40  87.58 £23.69 0.159
CRP(mg/L) 3.66 +1.02 7.51£2.30 0.003

SBP ;. i 4 [ ( systolic blood pressure ) ; DBP: &F 5K J% ( diastolic blood

pressure)

2.2 BEEIERIEA S RBAIGKRER LR

SAP 41 UAP 41 XJHRZH 3 41 Hb#5, SAP 41\ UAP
ZHIMTE TC TG, CRP 8% AL ¥ T, Z R A 5%
T2 (¥ P <0.05) ,HDLC %% BE2H i A%,
ERAGIEE L (P <0.05); UAP 41 TC, TG,
CRP HDLC 5 SAP B TR EXEF (H P>
0.05), HAthFghr,3 dlim] iz R TG F 5 L
(B P>0.05)(F£2),
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% 2. SAP H UAP A5 RANGKF#HLE
Table 2. Comparison of clinical data between SAP group, UAP group and control group

W H FFHEA (n =31) SAP #H(n=29) UAP 41 (n =30) P {H P, fH P A
B/ () 20/11 20/9 16/14 - - -

SBP(mmHg) 132.84 £12.55 133.38 +13.28 136.23 +15.23 0. 880 0.338 0.428
DBP( mmHg) 75.81 £7.92 73.61 £10.91 75.97 £9.73 0.379 0.948 0.349
TC( mmol/L) 4.20 +0.57 4.68 +0.91 4.75 +0.83 0.020 0.007 0.715
TG (mmol/L) 1.20 +0.48 1.510.61 1.60 +0. 64 0.037 0.008 0.574
LDLC( mmol/L) 2.72+0.78 2.82+1.20 2.87 +0.86 0. 685 0.524 0.823
HDLC ( mmol/L) 1.20 £0.22 1.05 +0.24 1.01 £0.22 0.010 0.001 0.497
ALT(U/L) 15.82 £6.19 20.52 £15.90 21.00 +14.27 0.157 0.119 0. 895
AST(U/L) 20.92 +4.94 21.88 +8.43 23.62£9.22 0.629 0.176 0.391
BUN( mmol/L) 6.10 +1.99 5.63 +1.68 6.68 £2.60 0.394 0.295 0.063
SCr( mmol/L) 79.33 +30. 40 88.26 +25.89 86.92 +21.78 0.192 0.263 0. 846
CRP(mg/L) 3.66 +1.02 5.79 £2.01 6.83 £2.72 0.036 0.002 0.316

P, {809 SAP 4 5%t FRALHL A s P, (B9 UAP 2145 % B HLA ; P, B4 SAP 415 UAP 4l HE:,

2.3 BVRASIWEBAMBEMES 1 HEEEKTE
7%

LR ZH I IR 1 K B 5 I T X R A, 22
SAEGFR (717,63 £229. 11 ng/L H 1115.49 +
361.41 ng/L,P =0.000) ., Jef.Co¥p5 4 1l 3% PN i F /K-
WERTXRA, 2R A5 T7 2 X (19.22 £6.73
pe/L 1 13.31 £1.69 ug/L,P =0.002) .

2.4 BOEIERTASBAMEMEE 1, N5
EIKFLbE

SAP 4H UAP A MK MR 1 K5 %5 B4 L
B R (780, 32 £273. 19 ng/L F 1115.49 +
361.41 ng/L, P = 0.003;652. 81 + 152.94 ng/L [t
1115.49 £361.41 ng/L,P =0.000) ; UAP 4 IfiL 3% ¥
R 1 KV 5 SAP H LKA TR H2E R85
P2 X (652.81 + 152.94 ng/L [t 780.32 +
273.17 ng/L,P >0.05) .

SAP 4H UAP A I3 N i 3 7K 7 5 % BEZH L 3%
IR E TR (17.92 £4.19 pg/L b 13.31 +1.69
pe/L, P =0.002;20.43 +8.31 pg/L [ 13.31 +1. 69
pe/L,P=0.000) ; UAP 41 Ifil 3¢ P9 JI§ & 7K -4 SAP
WA TR EE B2 R T 24 X (20.43 +8.31
pe/LH17.92 £4.19 pg/L,P>0.05),

2.5 BWOFEOIIAETIABE MR MESR 1, WAEEk
FrbE
HRE NYHA 70 o8 s s 41508 3 A4

J&,0TiRE T A mBE MR 1 K FRLLRe I T
AW ET T, ZRA RIS E L (1033.87 =
277. 84 ng/L It 676. 58 +137.25 ng/L,P =0.000) ;
OINAE T ALK M E 1 KL IBEIV 94
ETh R ZERA YR (1033, 87 +277. 84 ng/L
It 540. 35 +59.49 ng/L,P =0.015) ;.0FhEE T . 1T
R IMIE W ZE 1 KRGO DIRE IV 4l 8 25 T,
ZSF A G B X (676.58 + 137.25 ng/L L
540. 35 +59.49 ng/L,P =0.000) .

M NEZ K NCIIEE T A OYRe T,
M ZECIEEN R A ZF# F s, U6
TgA50oae 0, R4, Z5FH 8 &M%
(13.00 + 1.19 pg/L £ 19.08 +2.97 pg/L, P =
0.002) ;-LUIRE T HA S OYRENV R HE, 257
A EM(13.00 £1. 19 pg/L kL 25.23 +11.30 pg/
L,P=0.000);CEhae I\ MMZH 5068 V4
B B SINT B EVE(19.08 £2.97 pe/L 11 25.23 +
11.30 pg/L,P =0.002) .
2.6 WIMRAMEMEER 1 . HIEZEKESIER—
RBHXR

JeE O R MK I ZR 1 /KF5 SBP &2 1 2%
FAHE(r= —0.264,P <0.05) , 5 HDLC & B & 1F
K (r=0.271, P <0.05), 551 4 i BMI,
DBP TC TG .LDLC .CRP Z [H] % A5 A1, 09
BEMBEANIEEAKTS TC BB EFIEMK (r =
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0.292,P <0.05),5 HDLC £ W ERA L (r = -
0.266,P <0.05) , 5 5] 4F# BMI . IiLJE .\ TG, LD-
LC .CRP JoAfetE,
2.7 MEMEER1 SHEHRKENXER

Pearson FHICHE o458 s , ek U A I
MEEZR 1 K-S IR R K2 B fAHE (r= -
0.280,P =0.032),
2.8 MEMER 1. AEEXMEZNS TEER
FHEFS

SrRIAMIE R 1 AR R MR AR & DLAE IS 1
%1, BMI, SBP. DBP. TC. TG, LDLC . HDLC, CRP,
ALT AST BUN ,SCr ki B, it fT 2 n etk 5 45
[T, 3% o =0. 05 ZKHE, 25 5 i 7R 1L B2 1
KR EAZ HDLC (P = 0. 006) /K HI 520, 8119 7
FEH Y =240. 100 +563. 067X s geppee s 3 MK PG
A[BESZ HDLC (P =0.025) f5m, I AR Y =
25.529 = 7. 720X s
2.9  Logistic BIA%#7

VISEASAEAE IO A PR AR S R P 1) A% |
BMI  IfiL [ | i g . CRP 55 [ 2 )= , #4T Logistic []14
IYHT G55 R N IE & L CRP K /Y 75 A2 HDLC
TRV B AR A e 0o & A R B ST FE R R 3R (R 3)

* 3. ELE5BLFEHEXMER Logistic B34 17
Table 3. Logistic regression analysis for correlation between
variables and CHD

(k- OR 95% CI P
HDLC 0. 007 0.000 ~0. 194 0. 003
CRP 2.030 1.387 ~2.972 0. 000
WIEE 1.948 1.302 ~2.914 0. 001
3 3 i

RS R FEOL TR F R R —,
As I RE A 5 5 2 O S Al 2 B T o Ik K2
e BN SRR AL R AR R Z R R &S
YERIRYZER 3 Koasi A% , B8 45 N 3R Z 8] Y 2. 2% 5
£ bR TG G R: 3R Ah, RAE B IR 7
FAHARRB EYARICY), i C R L4
Jirt ATV A0 S G B DXL L Al S A 2 (interleukin,
IL) JREN FBREMEIRSE, 25 T O &
S REY,
3.1 BUOVEEMIREIHXR

Ji 105 Rl -2 Ul — b B 2 #2321 2 1

J07 R -2 5 R S IR 2 A ISR R BT
FAR ORI A A, IR 12— ke St 3Rk
T I 15 2L 2 i 105 200 B TR, I A B R 2R
Je—FUE B R A E T EA IR &
PR 1 mRNA JEZAE O MR R 17 2H 21
FIK 0B AFLN Bk ME A 7 41 8L rb 2R kK
SRR L AN 15 2H 2R g 2% B g U 2 25 )
HE W8V & SRR IR R E A

BEAEBF T T A B 2L I PO 3R 1 7K 7
BOE RO IR W3 R R MK R 1 KRR
S A ST R R R SRR i R B A
AR Bl Ik 5 A A (acute coronary syndrome, ACS) .
ALIMTE IR 1 KP4 SAP W41 3 TR, 255
AgeitE L, BaAFs I ACS 24 M 3K 9
JREZR K5 SAP 41 e Te 28tk ABIE5E Kk e O
AL IR 1 K- 5T X R, H2E Rl
Geite i 3 UAP ALK M ER 1 KP4 SAP A
TR H2E R TG B, SR E TR 2
WAHAT s XU i R 1 KPR T R
A RES T Y AR A G (H S B Y 2 G2 TE W
WRHR,

ARFFER I MK PEZR 1 K5 13 HDLC 7K
V-5 EARDG , HE MR R 1 AT RIS A T 2
fir/ 9 R R AE I (Aky) OB AR L2 5 TR AR
i Sk K RS R . AT AR ST R B R )
B o 35 Ake (% 8 R 1k ok 3 5iR B B 3R 1 U
L , IR 2R 1 KOS 1 FRAK 5 1R 5 R k4T (insulin
resistance , IR ) A8 3R A7 50 T IR Pk g e 5 R
HMAE A BERS I SRR 1 TC , 30 8 25 1 % 1k
FEAR T30 TG S RENG , TG KV T BT T AR 2
FERE & H (very low density lipoprotein, VLDL) ¥4 758
HDL,f#f VLDL /K°F b7}, HDLC &M%, T deifset
WAEBIMIK MR 1 5 HDLC /K72 EHE, B
52 O ESE HDLC J2 I35 B 28 1 28 4k 4 37 AH 5
PR X S fF 50 SCRFFAT 20 BT AR 25 51 400 oo J5 3%
1 ATRESE e O 1« PR R 77 (BRI RE A5 1F
VT SO A B DR 3R B b, 1 7 D i PR AVE 5T
iE— RS

Duan 55U BFSE ORI, EMAM M 1 38
LTS B E LI 3 A 22 R U A TR
( phosphatidylinositol 3 kinase/serine/threonine-specif-
ic protein kinase , PI3K/ Akt ) {5 5 % 538 [ 4 4100 il 1.
T LA B Ak o R R A Y A, R AR
K- 1 o0 5 2% 2 3l DK 55 A i I PR &R DRt TR0
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# | TREE A HIE AL TE R . Xie 55 P BT &
BRI ZR 1 A% T «B 2 AR T AL
[A-F ( receptor activator for nuclear factor kappa B,
RANK) {5 5 S 1 1 oA ok 3 3l JDk s A Fl B 25 2%
Bl KSR 3 B AE Ak Y B B AR, 5
JOK R A 2 phy 22 T D DR 58 0 27 Ak AR 72 | Sl Kok i
(e S GV o) G R BIERE S SRl SR fAl e
S A AR B AR X B ™ o, B A S i 1S
KBk 2 8 T R, AT 28 SBP Fti55, DBP T
W, BKIE 2204 K 55 I F/ Nl kgL, Il SBP . DBP
T, ATWPFRE R, ME MR 1 KPS
SBP £ I 2 GG, RIS 4 iy, i R 1 7K
SRR, B Pk A AL R P RE AR ., Shibata 55
FEXS— 2 B AL O 2B BB I8 SCRFFRAT TR 45 21
BRI, X e R 3l B A A A B WL AN —
AT R TR S KBS Fh T A R B4, 2 KR 5
PBESR 1) B R 2 S e 1 A S AR 3l Jik o 3 b 3 ik
SRR RE A DX Y S AT, SR T, R TR Bl K U Y
PR A 2 Bl ok o A Al A i, Ty HLAlL 5 4 — 3
Yoy TR REVESE A G, MIERN R S ok,
AL AT RERIRE — R PR AP ME T, PR, IR 1 7
SR FERE AL A e R R A B A R MR, M
Wb PHFFORIESS . TR T MR 1 51k i)
KRBGTE D BARHLHIEATERE

PR FE I ¥ o (tumor necrosis factor-a, TNF-
o) S5 T FeIME L 1 3258 ( congestive heart failure,
CHF) B &AL B AMTITAIR Sk af o™ &
PRI ZR 1 ] 3 L 70 1 TNF-o 1755 108 S Ak
IMAFJAE K K IFEHRAE . Zhong 1 38 K I M
FEEZR 1 ] BRI o BEL W 40 L 5 5 e 4 A%
5 5% kB (extracellular signal-regulated kinase/nu-
clear factor-xB, ERK/NF-kB ) il 1 & Ml il TNF-o 4
Y20 b B 1 B4 R 18] 2 B 23 5 1 (intercellu-
lar cell adhesion molecule-1,ICAM-1) Il %& 2 f 2k Bt
43F 1 (vascular cell adhesion molecule-1, VCAM-1)
M5, AWFRERPIBEE NYHA 53-8 T,
PIIREER 1 KB R AR, SR IBEER 1 /9T R ] A
50T B I AT 5, X i — 2D 1 B 5
1 AEE O 1Y & TR AR v T g A AR
Mo HEAE PR ATERE . FATAMRER 1 4
AT REIE AL BT ERK/NF-B 38 #5401 TNF-o0 (1977 42
K HAN T VCAM-1 S5 RAE R 71977 A AT X e
O L ) B JE R B AR P HARAE R P R A
FRHE— BT ST XA Ry 0 g 3 38 B IR YT SR AT
7 0]

3.2 BUORENERNXER

PR 2R B & IR o5 — b i 10 400 e PR 5, ]
AE-S AR R | MR E 5T AL A SR R R A E, K
NEZR FE M NNEAR DT HE o1, 5 5 T AR A
o Lecleraq % TA kA iR 2502 — Pl iy 42 14 R vz ()
+, AT LA 3 TNF-o (IL-8 | IL-6 55 A 4E K 1 [ K,
AT 1L 55 92 995 1) %2 2 % J] . Dahl 260 % B
WHEZRTE CHD 85 19 30 ok ot A 5 A 56 e i) v R 4
JRLFTE g4 B rh 34 2R Gk H 2O WU BE (acute
myocardial infarction, AMI) f 2 i 24 B¢ B Jmy 356 op
AMNIER RIS, R RE AE B N IER
PIFRIB ARG, $27R IR R AT BEA 5 T e B A
FeE P B AMI Y & A6 T HLAE SR 0 AN B0 1k vh &
HHEBEEMEM, 0 Lim SRR EBMNIERBA
BRI E R, PR, 78O 048 P 1Y & A
-3 AN PR A R e P S e P e N R 2
Gy AB BT R BRI A ] A IR R AR 10
M AE GG KA S R, FOl—F Meta 04711 %
IO L P J8 8 A = B BRI IR ROk P, A
WIREAA &I CHD I3 N s K 3% 5 T
XHARZH , UAP 23K N R 32K F-4 SAP A T iR
P ABTC D 25 5, B R TR R O A8 AR N AR TE
WIRZR IS 3 RI8, WIRR AT RES 5 T Ol i) &
A HSIZRENREAZMTE LR, NERAA
o £y LA, RS RRAR M AE A 5T R LA
B2 T ARBE AL b IR o S T Bl S A BTG 32 1A y
(PPARY) mRNA /K- F1gi 5 2 2 (K9 1 (IRS-1)
1% SR BRI T A 7K - el AL i 15 2R gt 1, 3 T
PAATRE AR AR NEUAR P, PR 2R T REE
fie HEAA [ BE 1 C1F45 & & H 2 (SREBP2) Al HMG
CoA 0 Ji i 2 105 A 81 1 4% Py EL 31 Pt A3, 68 a2 1L
[ B (A5 HDLC) ZKF TR SN IR 2 AT ki ok
BB 5 TG A Bl r 3 (BULAS) B ™ 2 AR
Ak, TAEREAS TG A5 5Z 252 00 (W] i B 14 5 J1H [ fe
R, Mu %20 & SN IR # K F 5 BMI, TC,
TG LDLC 2 IEAHE, 5 HDLC A%, A5k
B I3 NG 2 K- 5 TC /K F 2 B3 IE A G, Sl
i HDLC B & M ¢, Z2ongi kg 2 ml 3 73 Hr 45
TARIR ML IR 2 KV AT fEAZ HDLC ZK-F- i 52
Logistic [ 73#r 45 575 IR 28 9 600 #2157 1
SRR, BB S R R NIRRT BES 5 IR
ZEL A B AR B AR SR 5 R e o Y R A

Kim S50 i 5256 % BP9 iR 3% ATl 3 1 A5 5
155 556 5305 I 1 3 (signal transducer and activa-
tor of transcription 3, STAT3 ) H i 2 2 B FR 1L , 15 hin
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HAZHAL L DNA S5600 P, 2E1 LA 1L-6 1Y%k,
5L &L CHF B I 1L-6 \TNF-a KV 12 2 & T
XFREAL, H 1L-6 \TNF-o 7K P15 220 25 58 11535 (Left
ventricular ejection fraction, LVEF ) & I & i #H
1) I IL-6  TNF-a 7£ CHF (1 & 5 WL 3 o
REEHEFEAEM, W NS KA vl gE i i i
T STAT3 Hrig R w2 fb ok L 1L-6 45 25E N+
IR, 250 EBNERSR, Kin 555
BN B 2 AT LA S 38T A5 T 1 480 (reactive
oxygen species, ROS) I NF-kB, M 11384 /i 4 it 26 B
43 F ICAM-1 \ VCAM-1 7£ IfiL 45 PN Bz 40 it v il 6 35
S P i 2R b v BB A O AR ROS 1 NF-kB i
M3 VCAM-1 iRk k2 5.0 J) 2 i 1 & i
P AR R, BEE NYHA 43 9% 0 B T, i
KNI R AT RB#i T, HOoDiRe T R4l 0T
RETL TNl O IhfE IV G4 21 1) e 44Tt 3 22
5 OUESE T NARZE KT RS 50 01 520 1) & g ik
P, A J5 BEAVE RO D BE ™ B R JE (W PEA 48 AR (E A5
HE— L MEE

3.3 MEEE1 SHEZEMNMEXYE

AW KB ZE 1 W H TNF-o i 5301
R AR A0 B it A 46 0 Ok R BT R AE T Zhong
U R 5 % SR WA O S 2% 1 ] il o BH KT ERK/
NF-kB T8 18 40 ] TNF-o A5 00 P9 Bz 40 B 26 [T 2
F-RI ICAM-1 \VCAM-1 py5ik, MNAEZR ] LiHZE
Fh 9 i 1 (40 1L-6 \ TNF-o  IL-8 \MCP-1 %) iy %
IRMARECR M, Kim 557 §F5% & 30 A A % 7T LA
T I BT ROS 19 NF-kB , #4180 201 it 285 Bt 23 1
BRI ICAM-1 \VCAM-1 7EIMAE N B2 4R iy Rk, #E
DR ZE 1 RIS BR 20T BeiE i bR AR R s Aok A
T VCAM-1 IL-6 S Z R RAE TRk, M S
DRI R R, AT &I, 762245
R0 ) B P, R R 1 5 AR E K P
5 UM O R 78 S0 R O ) R Y K R
AR MR 1 NI RY R A HEEEM A
HYERRMR M, & BB UR & S A BAE
HMARES & , A rE P,

25 LTI FRATT A RIFFE A T 68 A I PR A I ot 2
WREZE 1 AR 2K 1R SRR L RS A i | I R e
LI Y B Y PR AT 0 LB (HR I AR A — S8 )
FRAME . (1) AT 2 — A IO Y, (L BE A% 3R I 1M 3
MIREZE 1 AR K S50k A O R AN BB UESE Il
WBEZE 1 K R PN B 2R K B T v
TR R IR S AR A PR 5 (2) REAS Bl /)N, 2E— 25 F
FEMTEY REEA G ; (3) I WF 58 I N BE R 2 4 R

e EZ HE 24,
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