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T B AR LA I 5 F 1(sVCAM-1) (T4 40 JE R Z5 By 2 F 1(SICAM-1) Z Rl egAa %, ik RALE LB
B S E A H R xF 80 4] UA &% (UA 21) .68 #4452 B S 4258 (SA) B (SA 4) & 60 448 BT BB & (3T BB 40 )
7 Visfatin sVCAM-1 sICAM-1 7K -F 64 T AL 2 47 4 ), B) B 3 ALAE 0 L4 6 R A b F 3547, £ UA 4, KA
Pearson #8 % #36 % fo 7 Visfatin 5 sVCAM-1.sICAM-1. &4 C B % & (hs-CRP) & H At A& 4k 2 35 AR 34748 £ bk
S, BB UA 2B 7% Visfatin sVCAM-1.sICAM-1 K -F 2 %3 T SA A& B 40 ( P<0.05.P<0.01), UA 43k
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[ ABSTRACT] Aim To observe the change of serum Visfatin level in patients with unstable angina (UA) ; To in-
vestigate the correlation between serum Visfatin and soluble vascular cell adhesion molecule-1 (sVCAM-1) , soluble inter-
cellular cell adhesion molecule-1 (SICAM-1). Methods The changes of serum Visfatin, sVCAM-1 and sICAM-1 lev-
els were detected by using quantitative sandwich enzyme-linked immunosorbent assay in 80 UA patients (UA group), 68
patients with stable angina (SA group) and and 60 healthy subjects (control group). Other clinical biochemical indexes
were routinely detected at the same time. In the UA group, the relationships between serum Visfatin and sVCAM-1, sl-
CAM-1, high-sensitivity C-reactive protein ( hs-CRP ), other biochemical indexes were analysed by Pearson correlation
test. Results The levels of serum Visfatin, sVCAM-1 and sICAM-1 in UA group were significantly higher than those
in SA group and control group (P<0.05, P<0.01). 1In the UA group, serum Visfatin level was significantly positively cor-
related with sVCAM-1 (r=0.332, P<0.01), sICAM-1 (r=0.479, P<0.01), hs-CRP (r=0.521, P<0.01), but there
was no significant correlation between serum Visfatin and waist circumference, body mass index, blood pressure, other bio-
chemical indexes. There were no significant differences in serum Visfatin, sVCAM-1 and sICAM-1 levels between the SA
group and the control group (P>0.05). Conclusions The level of serum Visfatin is significantly increased, and is
positively correlated with sVCAM-1, sICAM-1 and hs-CRP in UA patients. It is suggested that serum Visfatin is closely

related to vascular endothelial injury and plaque instability, so it may be a marker of vascular endothelial injury.
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Sl KRR RE AL o — ik SR 1 R AP, 2 Fh A
FEAM A RIEN 72 5 Hrb, RERER T2
Bl oRTRE B A0 T RN A J (AL T B g 2L A B ok A
ABTEREAS W HL TR AWF I R, BB — B2 AR
SRR RERE AL AR B2 Y fa 6 R R S B i A A
FUUESER B, 15 107 202U A2 BE 1 i 47 19 & 5, T
HEA N R, o3 W 22 M AE R 9E 8EPT R AE
BT, GeRR“ BRI A -7 X Sl A 52 5 T sl ks
FEREALTE AN ) [ B, DA PA) B 45 0 30 B e ) AN A
SEE R4 Hh Y IEBR 15 2 visfatin ) J2 3T 46
SRR BRI IR 1, BR T 5 B BOHE PR %% VI AH
KA ITE N BB ok o83 A Bl Ak AN 2 BB v A i 1)
TR I P MR T 2 T 28 B A3 A A
B A 2R 2 S B KR FERE AL I LR B R | 2
M N B ARG AR AR SO AR E B0 4
J# (unstable angina, UA ) £ 3 L3 P IE A5 5 K 7K F
A AL AR LA B A5 AT 3 A L A 40 i 266 FEE 23 1 (soluble
vascular cell adhesion molecule-1,sVCAM-1)  A] % PE
20 it (8] 5 FFE 53T 1 (soluble intercellular cell adhesion
molecule-1,sICAM-1) FIk BF S HEET T T 5T

1 X&5F*

1.1 #RITH

V2013456 A £ 2014 £ 5 A ERH UA &
HIE0 B, T N B H A A 212 FHLESR
S STRHGAEAMAER S KEAMEDL ik
T UA Wi e v, 2 32 8% 7 ")
Bk CT M R4 25 48 % T @k 50 k% %
e, w2013 £ 6 A F 2014 F 12 Ak X
g #4 2 AG % (stable angina, SA) & # 68 A, FT
HNEEFAHFE 2007 FHEEFLBUERE
AL W AGIT e F SA WL Wi frvg, 2L
32 FlHZ T JRF B CT f 4 & & k2,36 68 %
TRWRSRERRE, HRiTE. (1) FEER
Wi(2) B A REMERM; (3) AR FE R ERM,;
(4) k5 (5) tl R Gk ; (6) B R ; (7) H A
BRECHER, BEFH A EEAH TR E
e 60 1y Xt B4, 3t BB 4L ok B ARk
RN
1.2 Visfatin,sVCAM-1,sICAM-1 B E

K E B KL B BRI BR S AT
BH BRI Bk, H BN L%
BRI E K ,30 min AA B QILE L (B A

1000 ¢) 15 min, # X k= o &, 7 # T -70°C # 1%
WOk AR ARZE 1A Wl E, A Visfatin sVCAM-
1. sICAM-1 BB A M 3% 7| & 39 1 B % [E Aviscera Bi-
oscience /A & , P& & i 5 4 F & . SKO0121-01 ( #1h A
1% 4% ~8% , # [7] 1% £ 8% ~12% , HL#% 96T, R 4k
£ 0.2 ng/L) .SK00251-01 ( 41k 1% 2 4% ~8% , 4k |f]
BE 6% ~ 10%, H ¥ 96T, R & F 7.8 ng/L) .
SK00250-02( #t 4 1% % 4% ~ 6%, # |7 % £ 8% ~
12% , #lL#% 96T, R % 7.8 ng/L)
1.3 MmA#EFEIERG N

FRMEMEANA B KL, B THFK,2h A
# o % JH Beckman 5800 7Y ifn 4 4 1k = - M7 L3 AT
A AR AR AR,
1.4 HRIEHNE

& i 48 %% ( body mass index, BMI) it & /2 K .
BMI= 1A &/ % %" (kg/m®) . W & &, & & 45 # 2
0.1 em, A EH # %] 0.1 kg, 18 kg/m> < BMI<24
kg/m’> H IE % ,24 kg/m” <BMI<28 kg/m> % # &,
BMI=28 kg/m’® 4 B A,
1.5 SitESH

Kl SPSS 19.0 %t 1t 8t x £ AT 48 it &
B,ORAHERHYEEAS BEA A, Axts
R, M LR KR 7 Z AT A g B T EUR BER
JH X2 # 36, fuF Visfatin 5§ sVCAM-1 sICAM-1., &
B C R % A (high-sensitivity C-reactive protein , hs-
CRP) K H i 48 4% t 48 % M 24 5k | Pearson 4 %
i, P<0.05 hZRARITFENL,

2 & B
2.1 —BiEERER
UA 41 SA 21 X RELH [a]4F 4 PRSI BMI AR |

23 G I LEF DR R S5 46 bR L8R, 22 8 St 12
B (P>0.05), UA 411 SA 4[]0 46 J& ( systolic
blood pressure, SBP ). #F 5k H ( diastolic blood
pressure, DBP) hs-CRP /K*FJCHA i 22 % (P>0.05) ,
{E 34 B R TR (P<0.01; 3£ 1)
2.2 & Visfatin sVCAM-1,sICAM-1 7k Ry ZE4L
UA 4 IMiL% Visfatin sVCAM-1 sICAM-1 7K F- 1)
BER T SA 4L R, 25 A S it L (P<
0.05,P<0.01;%2) ,SA @ M7F Visfatin sVCAM-1
sICAM-1 K P 5 X% BMAM LA R EEZF (P>
0.05) .
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Table 1. Comparison of general clinical data in the three

2.3 UA AAMFE Visfatin 5 sVCAM-1,sICAM-1 R E
fl e AREIAE K S AT

groups (s ) UA 411135 Visfatin 7K F 5 sVCAM-1_ sICAM-1
5 A (UAég) (SA 22) (XW“’;R) hs-CRP HJ52 B IEAH K (P<0.01;% 3 K 1), 5
n= n= n=
24 = o — ik
(2 63.25+£8.46  62.07+8.51 61.98+8.93 JE [l BML,SBP | DBP | & /IR [ i H- il — R | LDLC |
/4 (i) 44/36 37/31 39,21 HDLC JULIF R IR 25 W2 MU 2532 70 B S5 A0 S ( P>
JEEH] (em) 102.13+11.54 102.70£11.32 101.27+10.36 0.05)
BMI( kg/m?) 24.19+3.07  24.23+2.92  23.49+2.78
SBP ( mmHg) 135.55+23.62" 134.95+22.47* 124.61+17.95
DBP ( mmHg) 84.18£13.43" 84.04+13.28° 78.31x10.29 % 3. UA IiE Visfatin 5 & 15476 Pearson 18X 547
SUHEEE (mmol/L)  4.89£1.29 4.83+1.23 4.74+1.15 Table 3. Pearson correlation analysis between serum Visfatin
Him ;@E(mmol/L) 2.32+1.50 2.33+£1.49 1.65+0.54 and various indexes in the UA group
LDLC ( mmol/L) 2.80+0.79 2.65+0.67 2.69+0.65 —
HDLC( mmol/1.) 116023 1.17£0.21 1.28+0.24 £ B 7N R R P1d
JULF (mg/ 1) 74.19£21.06  73.69+20.58  73.80+22.19 SsVCAM-1 0.332 <0.01
R .35+94.83  370.19+95. .94£95.
:)Tjﬂ‘ia(mmol/L) 372.35+94.83 370.19+95.82 368.94+95.28 JCAM.1 0.479 <0.01
23R MBE (mmol /L) 5.41+1.01 5.46+1.06 5.19+1.04
hs-CRP (mg/L) 11.08£7.79°  9.935.14°  4.62+1.82 T 0.190 >0.05
LDLC . fI% %% & g 25 (A HH [& B ( low density lipoprotein cholesterol ) ; BMI 0.203 >0.05
HDLC ; = % % JI§ 2 (A 0 [& B (high density lipoprotein cholesterol) , a SBP 0.197 >0.05
N P<0.01, 5% RAIAH L, DBP 0.184 >0.05
pyilaEifd 0.151 >0.05
% 2. 3 {AIM7F Visfatin, sVCAM-1,sICAM-1 7K F L5 Him = -0.208 >0.05
Table 2. Comparison of serum Visfatin, sVCAM-1 and sI- LDLC 0.169 >0.05
CAM-1 in the three groups HDLC 0.176 >0.05
m H UA 4 SA 41 i e 2 JULEF 0.018 >0.05
Visfatin ( pg/L) 6.24+1.95° 5.59+1.27 5.53+1.23 PRI 0.059 >0.05
sVCAM-1(pg/L) 378.36+112.14" 334.71+80.14 321.42+73.17 25 g [k 0.122 >0.05
sICAM-1(pg/L)  301.92+112.23" 242.58+76.07 218.63+62.48 hs-CRP 0.521 <0.01
a A P<0.05,b 4 P<0.01,55 SA 41 Kt HR4H oA,
700.004 RE&1£-0.110 600.00 20.00 o RekiE=0271
600.001 °° o co ° X 500.00 1500
5 500001 oo o @ o ° 3 400.00 ~
;T) 400.00 © o % o :‘; 3T ;aoo.oo ;E 10.00
z ° 58 o = ° H %
% 300,001 LAY o : ° 3 200.00 2
° :o: o © 5.004
200.001 3 < 100.00
100.001 o i 0.00 0.007

Visfatin( u g/L)

Vistatin u giL)

Vistatin(u g/L)

1. UA 4B 7% Visfatin 5 sVCAM-1,sICAM-1.hs-CRP #8314 5 47 85 25 B
Figure 1. Scatter diagram of correlation analysis between serum Visfatin and sVCAM-1, sICAM-1, hs-CRP in the UA group
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AMFFREE R BoR, UA 2 J8 35 s N AR D7 &=
FKOF W Gl e T I 6 B X 5 H A A BRI 5T 45
A —2, PR Visfatin FTRES 5 T shlkols R 1LY
TR, I 5 o AR AL IXE R B AN RS T 2 DA OG .

PIFEBFGEIN A Visfatin 3= B AE Y JIE A B 2H 20

FRA HA RS FZAEE R, SR RE 2 BURE R AR
2R GRS M R VR BR B DIAROC T (H i
(IBIFTE & B0, Visfatin ELA EH2 042 3l ks A 1 AL A
FH,WFSEIESE I T 2 (1) Dahl 2812 % 80, 75 5680005 5
BB PRk A AL BE R | Visfatin TCi8 /2 mRNA
SR KA S HE ARG 28 K - 25 I d 4 v e e
PEH UL R IR Visfatin E 5 E A T8 S IR
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CD68" F gAML 5 (2) i i X Stk O LR FE 0 24 B
WAl AU s et IR Visfatin 635 B E T,
(3) Visfatin A 5 5 B0 A% 4 g 5L 0T 4 @ 2R 1B 9
(matnx metalloproteinase-9, MMP-9) f4) 43 b J% 1% P&
i, 75 ] I A% AT B AN A 2K 8 iR IR

FEI% o YK, ELAG W 0 o R ROAEAE T
(4) Adya S5 FEPR AT 5% BN B 6 ik 9 Rz 4
KPR Visfatin 0] % 5 00 N R 40 i AR KR A0
MMP2/9 ik 345 S 5L 5 4 I 2 A B 2 20 il [ 7
FEIR TR, X il ik MAPK/P 13K 3l B 52 i, 78
ABFFE, UA 1Y Visfatin 7K F 5 hs-CRP 7K 2
S EARSE UM Visfatin 5 98 5E K2 B S5 YIAH 56, A
MFATTHED Visfatin J& X —fE RAEFGHTH T, 7T LS
B IKoR R B Ak BE B () AN AR 15 RO 8O kAR
P, Visfatin P02 % T UA BB HA EZMIGIR
B, R4 Visfatin HA RS BHAEH (OB R
BE MG Visfatin (48 4k, H AT IF IR L5 /A — ﬁl
T HERR AT Visfatin KBS0 | ASBF 55065 T
WE DRI PO A S8 1 e o SR 3

R4y 7t VCAM-1,ICAM-1 E-E B E 210N
B AR T 9 2 3K 2 T B0 Ik ok A A A e A A
HEAIRSIF R, PSR AN B W 20 iR 3l &
RN T N B2 A, #ﬁﬁ?rﬁmﬂzk%#@{tﬂﬁki l
WA SE G 43T AVE Ry I A8 P B 4340 A b s
DRI CUESE, il A M 501 sVCAM-1 \51-
CAM-1 7K -5 5ef.0095 o & 25 VIAR G Y, w] LI Ry el
LV G XU T R U7 AR5 TR 3RATT R K B, 7
UA B Hilig sVCAM-1 sICAM-1 (353K &5
T SA BH JAEH X HEE , iH sVCAM-1 sICAM-1 5
IS PN B2 45 S BES i R R e M DIAH G, Lee
SRR R, TE BRI P B A R Visfatin 8 5
B NF-kB %5 VCAM-1 ICAM-1 E-JE£RFEIX,
SEON B DI REREAS . ASHIF ST 8 A 5G4 B & B UA
BE MG Visfatin 7K 5 L7 sVCAM-1,sICAM-1 [
FORE W W IEM I, Axelsson 251 % BL7EAE M o)
REL Uy R T, Visfatin 5117 sVCAM-1 KAl 7 AH
5,0 Lu 2600 WL BRAES T DhBE B g |, Vis-
fatin 5 If{E E-BEEEZR AT 37 A0 G, X 2Ll RAF 5T
HE—2BUFBA T Visfatin 5 1055 N S DURER#6 2% D)
FHIEHY

T Visfatin 5ACHE M  MASZ BRI LR, 2
AR IR I IR DF R 45 SR A — 20, HATIA il g
Visfatin %& [H |3 30 T 19-4689G/T & K £ A A
KU AEARBESE B L Visfatin 7K F- 5 8
BMI\Eﬂﬁ\,u\HH.@% HIH = e AR R A R

e R I A L e s R I L UL R R A
FoR DL e SR

1T Visfatin ZIRERY 22881 2, H AT A9 HF
FERMAFZ A —B AR R K
Visfatin -5 ML P AT B DI ARG , ol 3 20l bRt
WAL BEH AT E , & UA I REVREY , XX —
B R 7 ATR AT fife , ATt B2 R 1 SRk AT 5 LA K
FHUBEL I RATF ST, Visfatin 15 76800055 22 8] Fr) A1 2R 56
F AT B — RS
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