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Correlation of TCM syndromes of coronary heart disease and coronary

calcification, coronary angiography
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[ Abstract] Objective: To investigate the correlation of coronary heart disease and coronary calcification, coronary angiography, to
provide a reference for coronary heart disease clinical syndrome differentiation. Methods: 70 cases of patients undergoing coronary
angiography underwent chest CT, TCM typing, recorded the CT results, the number of coronary lesions, the degree of stenosis. Results: In
70 patients with coronary heart disease, 58 cases of coronary calcification, calcification rate was 83%, in patients with coronary
calcification, TCM syndromes general trend is consistent with the coronary angiography lesions: Blood stagnation syndrome was more
common, phlegm resistance card was less than blood stagnation syndrome, followed by heart weakness gas card was least. In coronary,
vessel disease was the most, Single vessel disease was less than vessel disease, double vessel disease was the lest. Phlegm resistance
certificate, blood stagnation syndrome patients treated 3 branch pathological changes as the main, the heart qi weakness certificate patients
treated single vessel disease as the main. Conclusion: Coronary calcification and coronary heart disease has a significant positive correla-
tion, coronary calcification, coronary lesions can provide an objective basis for coronary heart disease TCM syndrome differentiation.
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[ Abstract] Objective: To investigate different nursing and treatment will cause HIE to which changes occurs. Methods: Clinical
data about 65 patients collected from children suffered from neonatal ischemic hypoxic encephalopathy and accepted treatment in our
hospital were reviewed. 65 patients were randomized into control groups and experiment groups based on oxygen, warmth, antiinflam-
matory, convulsions, the intake, reducing the intracranial pressure to prevent bleeding or to stop bleeding. The experiment groups including
33 patients have been given cerebrosides carnosine and the rest of the patients were treated in citicoline. The treatment was limited in two
weeks. We judged the advantages of treatments by indexing of HIE and Apgar’s score. Results: The experiment groups showed different
effects from control groups, at the same time, the patients were treated for 14d became better than others. (**=5.28, P<0.05), (mild: x*,=
14.16; moderate: x*>,=9.87; severe: x’5=5.89, P<0.05). Conclusions: Both cerebrosides carnosine and longer treatment can make the
Children who suffered from HIE conducive to the resumption easily.
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