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Effect of cigarette smoking on blood lipids
BI Xiaoyun et al
(Department of Clinical Laboratory , College of Clinical Medicine , Chongqing Medicine University)

[ Abstract] Objective : To explore how smoking can effect serum lipids. Methods : 2008 healthy adults were divided into two groups by
questionnaire, smoking group and non — smoking group. The effects of other possibly relative factors were corrected also by covariance
analysis. Results : After considering or adjusting the effects of other possibly relative factors, the changes in lipoid metabolism were
shown: serum TG level increased and HDL — C, TC/HDL — C, LDL — C/HDL — C decreased. When smoking was quited , TG decreased
and HDL — C increased. These indices were significant compared with smokers. Conclusion : The results suggest that smoking is an af-
fective factor independent of gender. Stop smoking would ameliorate the abnormality of serum lipid.
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