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Studies on Association of PON1 and LP - PLA, in Coronary Heart Disease.
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According to the coronary angiography results,
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To study the relationship between serum PONI and LP — PLA, activity of coronary artery lesions and plaque

the patients were divided into

coronary heart disease group(n =88) and control(n =32). Serum PON1 and LP - PLA, activity among groups were compared. Relation-
ship between PON1,LP — PLA, activity and coronary lesions degree and plaque stability was analysed. Results The serum PONI activity
of coronary heart disease group was significantly lower than the control group (P <0.05). PONI activity decreased with increasing coro-

nary lesion count( P <0.05). The unstable plaque group was obviously lower than that of PON1 activity in the stable plaque group (P <

0.05). LP - PLA, activity increased

LP — PLA, activity levels in the team significantly were higher than the control group(P <0.05).
with increasing coronary lesion count( P <0.05). LP — PLA, activity was positively correlated with total cholesterol and LDL levels.

Conclusion Serum PONI and LP - PLA, activity correlated with the incidence of coronary heart disease and coronary artery lesion count.
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PONT activity can be used as observation index of coronary plaque stability.

Key words PONI;LP — PLA, ;Coronary heart disease
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