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[Abstract| Objective
ease (NAFLD). Methods

To investigate the correlation between coronary heart disease (CHD) and non-alcoholic fatty liver dis-
A total of 199 patients with suspected CHD were selected and divided into the observation group (132
cases of CHD) and the control group(67 cases of non-CHD) according to the diagnosis of coronary angiography(CAG). The general
information, blood biochemical indicators, CAG, Gensini’ s score and hepatobiliary ultrasonography were observed in the two
groups. Results In the basic information of the observation group and the control group: the ratio of male to female was 98/34 and
40/27 ,the smoking rate was 53.79% and 37. 76 % , the prevalence rate of hypertension was 79. 55% and 50. 75% , the prevalence
rate of type 2 diabetes mellitus(T2DM) was 56. 06 % and 31. 34 % , TC was (4. 49=40.49) mmol/L and (4. 07=+0. 89) mmol/L.TG
was (2.28=+0.76) mmol/L and (1.4240.51) mmol/L and LDL-C was (2. 7240. 82) mmol/L and (2. 26 £0. 44) mmol/L, the
observation group was significantly higher than the control group (P<C0. 01). The incidence rate of NAFLD in the observation
group was significantly higher than that in the control group (60. 61% ws. 35. 82% , P<C0. 01). Most of the patients with CHD com-
plicating NAFLD had multi-vessel lesions in the coronary artery(P<(0. 05) ,moreover the lesion severity tended to be more severe.
Conclusion NAFLD can be used as a related risk factor for CHD and predicts that CHD is relatively severe.
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