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The application of the serum total GGT activity in detection of the severity of coronary heart disease”
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Abstract ; Objective
GGT activity. Methods

To retrospectively analyze the relationship between the severity of coronary heart disease and serum total
The subjects were divided into unstable angina pectoris group (UA,n=465) ,stable angina pectoris group
(SAP,n=665)and the control group (angiography negative,n=126). The level of serum total GGT activity was measured by enzy-
mic method, the level of serum homocysteine (Hcy) was measured by circulating enzymic method, the level of serum hs-CRP was
detected by immunoturbidimetry and the levels of fibrinogen (FG) were also detected. The differences between the three groups
were compared. All patients were followed up for one year, subsequent cardiovascular events (including myocardial infarction,
death) were recorded.and the relationship between the total GGT activity and cardiac events was analyzed. Results The levels of
total GGT activity[ (43. 74418, 78)U/L], Hey[ (23. 74 +8. 78)mol/L] in UA group were significantly higher than SAP group
[(30.13411.43)U/L,(15.134+11. 43)mol/L, P<C0. 05]. There was no significant difference in FG and hs-CRP between the two
groups (P>>0. 05). The levels of total GGT activity, Hey, FG, hs-CRP in SAP group were significantly higher than the control
group(P<C0. 05). The rate of subsequent cardiovascular events was higher in the patients with elevated level of total GGT activity
(>60.56 U/L). Conclusion Combined detection of GGT, Hcy, FG,hs-CRP can better understand the degree of coronary heart dis-
ease,especially the total serum GGT activity and Hey. Total GGT activity is closely related to the degree of coronary heart disease,
and the follow-up shows that the incidence of cardiac events is higher in the patients with high GGT activity.
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