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[ Abstract] Objective To observe the relationship of coronary heart disease and clot forming through detecting
fibrinogen, the anticoagulation blood enzymes [l[. Methods 100 different types of coronary heart disease patients and
health controls were selected. The D-dimer, fibrinogen,anticoagulation blood enzymes [l , prothrombin time,activated
partial thromboplastin time, triglyceride, total cholesterol, low density level of apolipoprotein, high density level of
apolipoprotein were detected. The results were analyzed. Results The levels of D-dimer, fiber protein, prothrombin
time, triglyceride, total cholesterol,low density level of apolipoprotein in coronary heart disease patients were higher
than the control group. The levels of anticoagulation blood enzymes [l and high density level of apolipoprotein were
Anti-

coagulation blood enzymes [l ,D-dimer, fibrinogen, prothrombin time are closely related to the occurrence and devel-

lower compared with the control group. There were statistically significant differences (P<C0. 05). Conclusion

opment of coronary heart disease. Joint detection is conducive to the early diagnosis of coronary heart disease and the
condition judging.
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