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(FHE] B HiFAETKRID SRR FFRT SR EH b ik A& (vislatin) #4622 & & (HbAlc) 89 & F & 4L &
it’v KRERBAART TREGHMIE, HiE RR2604FCHFERFIRLEEZEETHEL .2 AN 33 M TRALEH S
FH DSl BIBEHA TS B X R EA T2 B R X R E A 334 = X gm K 4B E ) visfatin, HbAlc 7J4+ ;i@ 1t Gensini #F 49 +F
’fé’fuflkﬁﬁﬂﬁﬁ' HRERE.FAELSTEBEOBASHALERCRAE LR EFZIMGXZR, #&%ﬁ.—;mkﬁb%z%/s%iﬁxqéy\ﬁ
2+ B8R (33 4)) AE F o E (174 4)) Fo & B3R E (57 4]), 5 47 visfatin o HbAle K- F A 3 A EZF M TEL, ER £
BB BRI E 5 A P, HbAle A F £ 3 B A [(4.98+0.21) % ], 38 % 28 [ (5. 58 +0. 36) % . ﬁi%{éﬂ[(es 17 +
0.48) % 1 A X A E [ (6.63+0.80) % | = X mEA[(7.97+1.49) % | ¥ M & Bk 3h bk d £ A2 64 e £ wm I 5 (P<<0. 05) ; vis-
fatin KPR BERM L FRBREA REIBEML LB TS A K 0.73+10.42) pg/L. (1. 5010, 87) pug/L. (3. 45+2.50)
18/ (5.452.96) ng/L.(9.21£6.35)pg/L. A ¥ B RA(E XL REA NI RFREA Z XA REMRFS TR AT RA
(P<<0.05) ;B3R G2t B0 £ F R4+ FEN(P>0.05), BT RIIRAZRRERE AT, & E Ik F 4 visfatin, HbAlc K
F[(8.2544.86)pg/L.(7.35+1. 4D % 2% & T T AR FA[(3.22£2. 74) pg/L. (6. 1410. 70) % 5= 5t B 48[ (0. 73£0. 42)
pg/L.(4.9840.21) %], P<<0.01; 3k & E % F A& F 2 BA(P<0.01), visfatin,HbAlc ,hs-CRP.LDL # TC & F 5 Gensini #
% % EA8 % (P<<0.01),HDL K ¥ X5 Gensini #F 4 £ # 48 % (r=—0.535,P<C0.01), &% % # HbAlc.hs-CRP.LDL #= TC 7 F
5 visfatin 2 48 % (P<<0.01),HDL ## TG K -F %5 visfatin £ fi #8% (P<<0.01), £ 2 T X H = )2 54 F, B,i KN E )2 AR
B % %4 HbAlc.LDL.hs-CRP.visfatin ## HDL., £ visfatin,HbAlc K-F 5 B R Sh Ak AR 4L = E 2 5 Fdotn 4 FF A4 0
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Correlation analysis between visfatin, HbAlc and coronary atherosclerosis
Xuan Xuexi ,Zhang Jinying® , Tang Junnan ,Shen Deliang , Zhu Xiaodan sWang Yunzhe

(Department o f Cardiology sthe First A f filiated Hospital of Zhengzhou University ,Zhengzhou, Henan 450052, China)

[Abstract] Objective To determine the levels of serum visfatin and HbAlc in patients with coronary heart disease and ex-
plore the correlation with the severity of coronary atherosclerosis. Methods Totally 264 patients were enrolled who performed cor-
onary angiography totally,visfatin and HbAlc levels were detected respectively of 33 cases of control group,51 cases of atheroscle-
rosis group,75 cases of single-vessel disease group,72 cases of double-vessel disease group,33 cases of triple-vessel disease group.
Gensini score was used for evaluation of coronary artery lesion,and to establish a multiple linear regression analysis of the relation-
ship between each risk factor for coronary heart disease. According to the degree of coronary artery stenosis,the patients also could
be divided into the control group(33 cases) ,the non severe stenosis group (174 cases) and the severe stenosis group (57 cases) ,the
changes of visfatin and HbAlc levels were analyzed in the three groups. Results In the groups by the coronary lesion count, HbAlc
levels increased with the degree of coronary artery lesions in the control group[ (4. 98 0. 21) % ], the atherosclerosis group
[(5.58+0.36) % |,the single-vessel disease group[ (6. 17=+0.48) % ], the double-vessel disease group[ (6. 63 0. 80) % |, the tri-
ple-vessel disease group[ (7. 97=+1.49) % |,and comparisons had significant difference between any two groups(P<Z0. 05) ; Visfatin
level in the control group,the atherosclerosis group,the single-vessel disease group,the double-vessel disease group,the triple-ves-
sel disease group were(0. 73+0. 42) ug/L, (1. 50+0. 87) ug/L, (3. 45+ 2. 50) ug/L, (5. 45+ 2. 96) pg/L, (9. 21 +6. 35) ug/L.a-
mong them coronary heart disease group (the single-vessel disease group,the double-vessel disease group, the triple-vessel disease
group) is higher than the atherosclerosis group and the control group(P<C0. 05) ; the atherosclerosis group is higher than the con-
trol group, but there was no statistically significant difference(P>>0. 05) ; In according to the degree of coronary artery diameter ste-
nosis, the levels of visfatin, HbAlc in severe stenosis group [ (8.2544.86)ug/L,(7.35+1.43) %] is significantly higher than the
non severe stenosis group [ (3.22+2. 74)pg/L,(6.1430.70) % | and the control group [(0.73+0.42) ug/L, (4. 98+0.21) % ],
P<C0. 01;The non severe stenosis group is significantly higher than the control group (P<C0. 01). The levels of visfatin, HbAlc,hs-
CRP,LDL and TC had positive correlation with Gensini score(P<C0. 01). The level of HDL was negatively correlated with Gensini
score(r=—0.535,P<C0. 01). The levels of visfatin, HbAlc, hs-CRP, LDL and TC had positive correlation with visfatin (P <C
0.01) ,and the level of HDL and TG were negatively correlated with visfatin(P<Z0. 01). In multiple linear regression analysis, the
factors which finally entered the regression equation were HbAlc, LDL,hs-CRP,visfatin and HDL. Conclusion The levels of visfa-
tin and HbAlc is closely related to the severity of coronary atherosclerosis. Combined detection of visfatin and HbAlc can be used
as important indicators for evaluating the severity of coronary atherosclerosis.

[Key words] visfatin; HbAlc;coronary ahterosclerosis; Gensini score
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SR VAl HAE By 9 6 O 7 B R A R R T I R
1 #PE5HE
L1 —esek MARBEL AR 2013 4F 8 H 2 2014 4F 4 AW
1 o 8 3 HR ok B3 2 32 o R AR BN Bk i R R A I R 264 61 (B
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1.4 Sl RA SPSS20. 0 AF#EAT 0 AT b B, X F
T RR A T s 2R HHECR B A 20 308 s 4L E] HL A A
Tl & TE 2840 A L7 25 55 1 0 B AR o B R R T 2 4 A ik AT
L3¢ 5 2 TR) 5 P G A SR R LSD- 46 3 5 28 £ [ (94 AH 56 43 BT R H
Pearson #3C 43 M1 TH BRI LU R T o 4565 181 091 43 A7 R
2 B\LNEE 7387, L P<<0.05 HERHSIH%E X,
2 % S

2.1 BHABREEARHELKK KABRFESR . . HBP.DM,
TG.APOA1,APOB.CK-MB % F i b 2 % LR i 2% B X
(P>0.05),fE 1 4% . TC.HDL,LDL ., hs-CRP 4 A % [i] It % 2
S G L (P<C0. 05) . B FL 8 i BAR RS ol I 26 1.

2.2 KUY HEE visfatin, HbAle KR B 7% B E IR
KB 53 21 Hb Al e 7K 78 5% BE 4 L B He 41 | B0 37 9 28
ZH USR8 A = 3 78 2 v I o el R 2l Jok e 78 R BE 199 i
T A 22 B G i 22 B L (P<C0. 01) ; visfatin 7K -
TE 0o 20 CRA SO AR 2 B SO AR A . = SO R 4D B T
BEHe 2 A A (P<<0. 01) s BEH 4 w3 T 5 IR A . (H 22 7 B4
TR L (P>0.05), W38 2 78 He 7 4R 2l Ik P9 A2 e 7 7 i 4 4l
oL E A A visfatin, HbALe KFE B E & FAEEE a4
X HR AL (P<C0. 01) 5 JE H B Be A8 4l i/ F X B 41 (P<C0. 01),
W2 3,

x1 BEBFEFTEHLER

T F IR 4 (n=33) KEHH (n=51) BIRASE (n=T75)  WIRAH (n=72) ZLHEH (=33)
B/ 15/18 24/27 38/37 38/34 19/14
HBP(%) 42,4 49.0 54.7 62.5 72.7
DM(%) 27.3 31. 4 41.3 47. 2 54.5
(T Es, %) 52.0949. 89 56.00+10. 28 59.7249. 820 60.67411. 45° 60.45410. 43
i % (% s, mmol/L) 4.7620.33 5.4041.02 4.93+1.26 4.9240.65 7. 664, 09ubed
TC(Z=%s, mmol/L) 2.7620.63 3.5620. 85 3.8820. 84 4,350, 831be 5. 2240, 90bed
TG(z =+ s, mmol/L) 2.4240.67 2.27+2.53 1.734+1.45 2.15+2. 44 2.83+2.35
APOA1(Z=+s,g/1) 1.260.23 1.2740. 20 1.2340.18 1.2240. 16 1.28%+0.19
APOB(Z+s,g/L) 0.78%+0.15 0.8620.18 0.9020. 24 0.8820. 23 0.9320. 38
HDL(z = s, mmol/L) 1.3940. 41 1.10£0. 19° 1.0940. 220 0.9340. 16 0. 7640, 120«
LDL(Z= s, mmol/L) 1.9640. 25 2.247+0.66 2. 670,59 3,230, 60 3. 6720, 57abed
hs-CRP(Z=% s, mg/L) 0.5540. 37 1.400. 85 2.44+1. 20 7,269, 02 16. 12419, 68abed
CK-MB(z=%5,1U/L) 15. 002413, 72 15.354-4. 90 13. 6845, 31 15. 6349, 92 15.1846. 23

HBP . & il 9% s DM B IR ; TC . S B[ 85 TG =@t H i APOAL: # 8 E 1 Al; APOB: # 5% (1 B; HDL. /= % ¥ JIE 8 11 ; LDL . ik 4% )% 5 &
[ :hs-CRP . # f C 1 2 1 ; CK-MB: JLFR 8 i [7] Tt .» - P<<0. 05, 5 %F BRAL L #% . P<T0. 05, 5 B3R 4 L #5¢: P<T0. 05, 5 ¥ AR 41 LU 4K s

4. P<C0. 05, 5 R AR 4 LA



ERES 2016 F 1 A% 45 5% 2 4 221
®2 BRERBRIRIHESEEE visfatin HbAle KFEB LR (T L)
JiH X IR 4 BEHe 4l i3 g il XU A9 A8 4 = SORAR A F P
HbALe( %) 4.98+0.21 5.58%0. 36 6.17+0.48 6.630.80 7.97+1.49 28.172  <C0.01
Gensini 0 9.06+5.37 22.82£12.84" 350421532 60,3221, 18"  39.816  <C0.01
VisfatinCpg/L) 0.7340. 42 1.50£0. 87 3.4542, 50 5. 452, 96 9.2156.35%« 15,693  <C0.01

4, P<C0. 05, 5 X% FRA1 LA 50« P<<0. 05, 5BFE 4 &L ¢ P<<0. 05, 5 B 30 A8 4 b A 542 P<<0. 05, 500300 A8 41 1L

x3 BRERINENERERESAERE vislatin,
HbAlc K FERLEEE (T L)

BiH XA AREEREA EEEA F P
HbAle  4.98+0.21  6.1440.70  7.35+1.43  26.735  <C0.01
Gensini 0 19.11£10.38  58.97+16.33 119.652  <0.01
visfatin  0.7340.42  3.2242.74  8.25+4.86  24.710 <C0.01
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i H visfatin -~ HbAlc  hs-CRP LDL HDL TC
r 0.643 0.684 0.581 0.660  —0.535 0.516
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(r=—0.418,—0.459,P<0.01),
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x5 BOREREESH

AR AL R R
s it FRAEAL R B : P
B ARz
W —19. 458 12.992 — —1.498 0.138
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X 6. 886 2.177 0. 246 3.163 0.002
X3 0.556 0.162 0.241 3. 439 0.001
Xy 1.408 0.426 0.253 3.304 0. 001
X5 —11.578 5. 686 —0. 146 —2.036 0. 045
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