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[ =] HE MM AFABEKRFSBERATHESHGMEL, Tk 76 PIMER & FRIE TR K
EYERFEREINS ARBAE TR E R (n =54) FodE B R (n =22) , JABEEIR 95 R M & m) 2 1 g
FRF, ERBAERTHELFNIREKRTFGEF, SHARBERFGZAE X, A Logistic B )2HE A 57 f
FARERFSRBATHRBCROMER, FR BUATHRIECHRAG LFT AR EKRTH PN 2.79
ne/L(2.03 pg/L,5.08 ne/L) AR E TFAZSHA[2.54 pg/L(1.48 pe/L,2.97 ng/L) 1 (P=0.040), % X84
HEHESME R IFREARERERCHALRFTNRERFZHHCREEG Y Ha (B =0.458,95% CI 0. 065 ~
0.308,P =0.004) , Logistic B2 547 %77, f03F W I Z R T AR HA TS HEg— Mk &% B % (OR 2.086,
95%Cl 1. 046 ~4.160,P =0.037) , &5if ©FARBERFEZEREEZCREL TR RIG, TiS ZARKY
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[ ABSTRACT ] Aim To evaluate the relationship between visfatin level of peripheral blood and chronic stable coro-
nary artery disease (SCAD). Methods According to the result of coronary angiography and clinical presentation, 76
patients were divided into two groups: chronic SCAD group (n =54) with significant coronary stenosis and non-CAD group
(n=22) without significant lesions.  Serum level of visfatin was measured by enzyme-linked immunosorbent assay
(ELISA). The differences of clinical data and serum visfatin level in the two groups were compared.  The factors affect-
ing visfatin level were analyzed. The correlation between serum level of visfatin and chronic SCAD was analyzed by Logis-
tic regression model. Results Serum level of visfatin was significantly higher in the chronic SCAD group [2.79 pg/L
(2.03 pg/L, 5.08 pg/L) ] than that in the non-CAD group [2.54 pg/L (1.48 pe/L, 2.97 pe/L) ] (P =0.040).
Multivariate linear regression analysis showed serum visfatin level was affected by high-sensitivity C-reactive protein ( hs-
CRP) in the chronic SCAD group (B =0.458, 95% CI 0. 065-0. 308, P =0.004). Logistic regression analysis revealed
that serum visfatin level was an independent risk factor for chronic SCAD (OR 2.086, 95% CI 1. 046-4. 160, P =0.037).
Conclusion Serum visfatin level is significantly elevated in patients with chronic SCAD, which may be closely related to

the occurrence of the disease.
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FraBHENDERAYTHERRE BEHFZ
10 h DL E, BEIMTEHR S S KELEEHAT
&, 1T B K75 % (body mass index, BMI) , BMI =

RE/ HE (kg/m®) o Bt ¥ MOl AT AR B 4 B A
RHAATHEALRERE, EGF 0 F A A
B C K fL & A (high-sensitivity C-reactive protein,
hs-CRP) |6 2 ¥ it 2 B % ; 7] B & B o 4% A7 &, A
B B 42 % W FE I € ((enzyme-linked immunosorbent as-
say, ELISA ) 3 46 0l ifn 7 79 flg & AKF
1.4 MmFRBEHRKFENE

KER M3 mL AN N LB IEE
$L4] & 2000 r/min &% 20 min, 4 & EWERAE T
-80°C, Al TH Il & fuvk WAE R AP, XA NI
% K4907-100 ELISA 7 #7 X 7| & ( Biovision , Califor-
nia, USA ) ¥ ATt 3% 1 A AT 2
1.5 SZitEHE

K SPSS 16 B {4, IE A 2 A 0 1T B ¥R Hlx =
sERTHABLEM ol FESQHFTNITERH
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U FAn i 305 TH BUR B A B30 (% ) & 7, 41 18] iR
AR R, T ESoAhiEsS L EHAT
SE Y RS SRS, R G # AT Pearson 48
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2.1 MWAEREREZRLER

et DR 2 (n = 22) &M SCAD 4 (n =54)
PIFEARIG IR ORI SR AL R R 1, 18
£ SCAD 41 BMI S4B & TR e O 41 (P <
0.05) , Ifij HL /& i+ £ 4 b il & F AR e o 4 (P
=0.05) , HABFEFREPLA Z RN TG 2425 5
2.2 MWAMBERNIERKFENLE

TR G SR INTE N IR R IKF R 2.70 png/L
(2.01 pg/L,4.29 pe/L), 3 % 0 05 41 F1 12
SCAD A IMTEH NAEZR A58 2. 54 wg/L(1. 48
pg/L,2.97 wg/L) F12.79 pg/L(2.03 ug/L,5.08
pe/L) R AGIT#E L (P=0.040;& 1),
2.3 MiFERNREEKENZMEER
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hs-CRP 7KV 34 A 25 70 A, 506 I 678 11 R 47 0 5K
4, Pearson MIRMT IR, lg[ WIBER ] 5K 2
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<0.01) , 1 5 F 48 il ( white blood cell, WBC ) %
N EAIEM LR BEE (P =0.075) (K 2), HAthi%
SeME S0 BMI RS H i =l L 6 IH [ B HDLC |
LDLC ., [A] 78> e 2R ) W 5 13 A TR R KA OG

F1. FEOHFASEM SCAD Alfa R HF# LB
Table 1.
non-CAD group and chronic SCAD group

Comparison of clinical characteristics between

W A ji?fffﬂ fr%r(ins:c;[; b
I (%) 56.55+8.72  59.15+10.10 0.294
T (H) 16(72.7% ) 33(61.1%)  0.337
BMI(kg/m?) 23.86+1.89  25.612.21 0.002
HEFE (em) 88. 48 +6. 31 90.88 +5.48  0.006
e L (1) 8(36.4% ) 33(61.1%)  0.050
WEIRAS () 3(13.6%) 14(25.9%)  0.388
Mg 55 () 4(18.2%) 12(22.2%)  0.935
W sk (1) 16(72.7% ) 29(53.7%) 0.126
TEOIRRRF R (B 3(13.6%) 4(7.4%)  0.679
Hith = (mmol/L) 1.14(0.96,1.97) 1.48(0.98,2.54) 0.325
LB [E B ( mmol /L) 3.91£1.07 4.00+1.06 0.742
HDLC ( mmol/L) 0.96 +0.18 0.95+0.22  0.910
LDLC ( mmol/L) 2.28 £0.79 2.47+0.77 0.328

hs-CRP(mg/L) 1.02(0.38,1.71) 1.35(0.55,4.74) 0. 118

[FI R4 2R (umol /L) 18.39 +11.89  16.54 +8.20 0. 481
F 450 x 10°/1) 6.10 £1.90 6.29+1.77  0.691

143.82 +£15.80 138.87 +13.34 0.170

205.23 +47.73  203.62 +53.42 0.903

M £1 2 17K (g/1)
/MR x10°/1)

HDLC ; /= % & i 25 1 1 & B ( high density lipoprotein cholesterol ) ; LD-
LC : {62 & 5 5 111 10 [E1 B (low density lipoprotein cholesterol )
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Figure 1. Comparison of serum visfatin level between non-

CAD group and chronic SCAD group
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Table 2. Multivariate linear regression analysis of serum

visfatin level in chronic SCAD group

LU B 1 95% CI P
lg[ hs-CRP] 0. 458 0. 065 ~0. 308 0. 004
S 0. 303 0. 002 ~0.279 0. 046
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Figure 2. Correlation between serum visfatin and age, hs-CRP, platelet and white blood cell in overall patients

2.4 MIEESM®M SCAD R4ERER
DIETS & A 18PE SCAD Sy DA 78 &6 B 0 4 i
IR IR (M AR | iR B R | =i e
IAE R T Co s K S0 s H v =l L s I [
fiz HDLC \LDLC . hs-CRP J% [R] 8 > Jj 220 iz ) 0 1fi 775

WHE R ACEAE IR &, % AZ R Z 2 ZJC Lo-
gistic BRI (CRH Enter 15) #4700, &8 ik,
JE AR B (OR 8.716,95% CI 1.425 ~53.318,P =
0. 019) FiIfiL i M E 2R /K- (OR 2. 086,95% CI 1. 046
~4.160,P =0.037) Al HE/& 18 SCAD & A Ay 7
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fERRIER (R 3) .
% 3. 121 SCAD £ £/ Z T Logistic [EV3 547

Table 3. Dualistic Logistic regression analysis for chronic SCAD occurrence

ARt N AR SR A B 1H SE {H Wald 95% Cl OR {H P
PEBI (T ) -0.916 1.414 0.419 0. 025 ~6.399 0. 400 0.517
R 0.021 0. 053 0. 158 0.921 ~1.132 1.021 0. 691
I 9 B 1.297 0.924 1.970  0.598 ~22.400  3.659 0. 160
HE PR 5 1.075 1. 140 0.890  0.314~27.378  2.931 0. 345
e Mg A 5 0. 446 1.179 0.143 0.155 ~15.763 1.562 0. 705
SE I R R 0. 754 1. 347 0.314  0.152~29.822  2.127 0.575
M -0.024  1.279 0.000  0.080~11.969  0.976 0. 985
BMI(kg/m®) IEH (BMI <25) - - 2.990 - - 0. 224

A (25 <BMI <30) 1.704 0. 985 2.990  0.797 ~37.899  5.495 0. 084

JIELJHE (BMI=30) 20. 586 4019 0. 000 0. 000 872100000 1. 000
T L (AR A . =90 em, Lo =80 cm) 2.165 0. 924 5.490 1.425 ~53.318 8.716 0.019
HM=EE( >1.7 mmol/L) 0. 500 1. 098 0.208  0.192 ~14. 179 1. 649 0. 649
SEE B >5. 18 mmol/L) 0.078 1.798 0.002  0.032 ~36.685 1. 081 0. 965
LDLC JF5 ( > 3. 37 mmol/L) 0. 369 1. 454 0.065  0.084 ~24.985 1. 447 0.799
Ezgﬁ%ﬁ(%kt<LO4mm@m*ﬁﬁ3<L2 -0.074  1.008 0.005  0.129~6.688  0.928  0.941
hs-CRP 745 (=1 mg/L=1) 0. 541 0.892 0. 368 0.299 ~9. 868 1.717 0. 544
] 7R e R T (> 10 mol/LL) 0. 068 1.391 0.002  0.070 ~16. 342 1.070 0. 961
MR F KT 0.735 0.352 4.363 1. 046 ~4. 160 2. 086 0. 037
3 W # o HARRL O R FRZEAR LY, 12 P SCAD 835 4

2005 4, Fukuhara 7E/)N B P RE B 5 41 21 & 21
— AT BRI R AN Y B AL BRI R AR A3
TRt N 52 kDa, s 45 AN IE 2 (visfatin) " BiJ5
AT ZE 20 87, IR 3R O — Mg BY A9 Jik 28 Ky
T SR LB AN SRR T (pre-B cell col-
ony-enhancing factor, PBEF ) | M N Y JE TR ik i i
TR K% 4% 7 F% i ( nicotinamide phosphoribosyl transfer-
ase, NAMPT) & [A] — 7 +, i H 87 W & % A
“NAMPT/PBEF/ Visfatin” . Spiroglou 25" #f 5% k&
B, 7 BN Ik kA RE A SE B v -8 JUL A0 Y 019 K 40
Bk IR 2R . a7 2H 2L RN 26 I b 6 I s
FKV5 S g He | 20k 5 IR 2h bk 25 5 E % DT AH
Ko EXS T L IR K- S8 1 SCAD Z [\ %
#, B s x> | Bz —S 4,

AT EFEAGIEAR BN B S5 R E W28
BR1E M SCAD &SP i iy A AR R KF-BA & 7

MR AR 2K P 13X Bl 22 S HoA G it X
AN AT i 7 L A B 3R 7K F A RS2 e 0
KRR — IS fER R, APFIEEE IS — K
T R/ INREAR I PRS2 B AR — B, T HA
e NS R8P SCAD' |, (H 55 Ah—-k A F ik
] 8 65 RATF 5 U A5 14 5 2 A R B 9 5 SR S HE %
BEFE R, M98 PG 3R K15 1 502 Wi ek 22 [
AFFTEARSCHE o X T IX Rh 2 18 1 22 53¢, 7 RE 14 A e
JEHATE B IR R O A 58 e R 5, e
AIBTFE R & RS WA O 8 TR e 18
P SCAD i T &R 7> SRS IR G AR
TEABTFE R PG ML NG 2K KF- 5 hs-CRP
iR DA OG5 0 F A RO —
EREEERARSCHE . T ELAE 2L SCAD 5, NR
FOKV 37 ML hs-CRP K- B 5200, T hs-
CRP | IfiL /M5 AT A 40 R 2 5 ML S RS A 5
HOARIFTE $ 7 LT P 28 AT A O — Bl RAE R 4
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CD68 ( FL I 4 M 45 5 MR AR IC W) IR IR AL TN 1
TEP Y ECR BN R IK UM G, 238 X e 58Uk
i, UL IR R AR 2 — Bl IR I N 1, (ELR i 1 41
JUHIE G s 240 J0 O AR J2 HLAR N S 2R A0 il — R UL,
EFR ML (4 AN 2R A D — i A b 75 4, ml g
22 AR SRR T4 B AL T8 P B 9 AE 200 I U D
SRR,

TES Kok FERE AL ERR oh NI R W] 2 5 RAE
LS PN B I BE B | ~F- T UL 200 i 384 5 9 9K 240 i
R ARBEFEIESE , ML A KR 12 M SCAD
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