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[ Abstract ]
(SCr) levels and the severity of coronary artery disease in patients with coronary atherosclerotic heart disease
(CAD). Methods
ation in the cardiology department from February 2018 to February 2019,and they were divided into the CAD

Objective To analyze the correlation between serum homocysteine (Hcy) ,serum creatinine

Collected the information of 146 patients who underwent coronary artery angiography oper-

group and the non-CAD group according to the results of angiography. Compared the general clinical data of
the two groups,calculated the Gensini score,and analyzed the correlation between Hcy,SCr levels and Gensini
score. Results The levels of Hcy and SCr in the CAD group were higher than those in the non-CAD group
(P<C0. 05). Binary logistic regression analysis showed that Hcy was an independent risk factor for CAD
(OR=1.331,95%CI:1.115—1.589,P =0.002). Hcy and SCr increased with the increasing of Gensini score,
Hcy and SCr levels had a positive correlation with Gensini score (P <Z0. 05). Conclusion Hcy and SCr are

positively correlated with the severity of CAD.
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J W RBEPR G\ LDL, Hey 4 CAD b 37 5 K [ &K
HDL & CAD By £Ed #: & (P<<0. 05) . L3 2,
2.3 Hcy % SCr 5 Gensini #2548 & M5 47
Hey M SCr 5 Gensini U4 [B] Y947 4 1E A &1
MR E ST R r=0. 290, P <C0, 001 Ml r =0. 204,
P=0.014,
®1 WHEH-MAMRENLIERLER

CAD 41 3k CAD 41
iH t P
(=121 (n=25)

TG £s, 4 69. 93412, 861 63.91414.013 1692 0.18

B/ %/ 80/41 9/16 2.367  0.019
W (%60 ] 92(76.03) 9(36. 00) 3,997 <<0.001
R (V)] 50(41. 32) 4(16.00) 2.139  0.017
A ILEIR L (%0 ] 92(76.03) 17(68. 00) 1,452 0.092
TC(z +s ;mmol /L) 4.22341.212 4.0141. 306 0.77  0.732
TG(x s »mmol/ L) 1. 2840, 46 1.20+0.3 0.841  0.918

HDL( %5 ;mmol/ L) 1.42740.748 2.34£1.78  —2.426  0.023

LDL(z +s ;mmol/L) 2.93+1.12 2.75+1.06 3.217  0.002
Hey(x = ,pmol/ 1) 16.724+7.9 10. 164, 82 532 <C0.001
SCr(z = ,pmol /L) 90. 0843, 11 69. 9412, 41 2.221 0,024
CRPGr =+5,mg/L) 1L14+2.1 0.39740.47 3,501 <<0. 001
BNP(z +5,pg/mlL) 127.554+260.18  27.11+26.97  4.16  <0.001
xr2 Z 7t logistic @34
95%CI

i H B FrifEiR Wald P OR —————

TR R
BEIRJR —2.200 0.842  6.828 0.009 0.111 0.021 0.577
HDL —1.184 0.417 8.056 0.005 0.306 0.135 0.693

LDL 0.926  0.364 6.453 0.011  2.523 1.235 5.154

Hey 0.286  0.090 10.005 0.002 1.331 1.115 1.589
SCr 0.076  0.021 0.194  0.052 1.009 0.969 1.051
CRP 0.723 0.590 1.501  0.220 2.061 0.648 6.555

W 0,142 1.833  0.006  0.938  1.153
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