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中文摘要 Abstract 

血管動脈粥狀硬化是腦血管疾病、心血管疾病與週邊血管性疾病的主要次臨床症狀，也是一種持續的緩慢發炎過程，隸屬於細胞激素的介白素在這發炎過程中扮演重要角色。 Vascular atherosclerosis, cerebrovascular disease, cardiovascular disease and peripheral vascular disease, the major sub-clinical symptoms, is also a continuing slow the inflammatory process, cytokine IL under this inflammatory process plays an important role. 利用頸動脈內中膜層厚度（ intima media thickness, IMT ）可當作早期血管粥狀硬化的有效量化指標，本研究主要目的即欲探討介白素 2, 6, 8, 10, 12, 18 (Interleukin(IL)2,6, 8, 10, 12, 18) 的基因多形性及重要危險因子對於 IMT 的獨立與交互作用。 Used in the film thickness of carotid artery (intima media thickness, IMT) can be used as early atherosclerosis valid quantitative indicators, this study aimed to determine of interleukin 2, 6, 8, 10, 12, 18 ( Interleukin (IL) 2,6, 8, 10, 12, 18) gene polymorphism and major risk factors for IMT of the independence and interaction. 

本研究之對象為 797 位 30 歲以上接受頸部超音波檢查的社區民眾，依研究對象 IMT 之 Q3 (0.75 mm) 作為切點，將 IMT ≦ 0.75 mm 者定義為對照組， IMT > 0.75 mm 者為個案組。 The subjects of this study was 797 over 30 years of age to accept people from the community and neck ultrasound examination, according to study IMT of Q3 (0.75 mm) as the cutoff point, the IMT ≦ 0.75 mm were defined as the control group, IMT> 0.75 mm were as case group. 本研究探討之介白素基因共計有 IL2, 6, 8, 10, 12, 18 等 6 個，利用聚合酶連鎖反應（ polymerase chain reaction, PCR ）將萃取出的 DNA 增幅後，再以限制片段長度多形性（ restriction fragment length polymorphism, RFLP ）方式進行基因型判定。 In this study, a total of interleukin genes IL2, 6, 8, 10, 12, 18, etc. 6, use of polymerase chain reaction (polymerase chain reaction, PCR) DNA will be extracted after growth, then restriction fragment length polymorphisms (restriction fragment length polymorphism, RFLP) method for genotype determination. 危險因子的收集為利用結構式問卷以標準化流程收集研究對象之基本人口學特性及相關環境暴露與疾病等資料。 Collection of risk factors for the use of structured questionnaires to study standardized process to collect the basic demographic characteristics and environmental exposures and disease related information. 血中各生化及脂質指標係以禁食後八小時靜脈血測量。 Biochemical and blood lipid indicators of each system to eight hours after fasting venous blood measurements. 基因多形性及危險因子對 IMT 增厚危險性之獨立與交互作用係以邏輯式迴歸分析估計。 Genetic polymorphisms and the risk factors on IMT thickening independent risk system and interaction with logistic regression analysis estimated. 

結果顯示年齡、腰臀比、身體質量指數、糖尿病、高血壓、空腹血糖、脂質異常、 Chol/HDL-C 比值與 LDL/HDL-C 比值及高敏感度 C- 反應蛋白為動脈血管粥狀硬化的重要危險因子。 The results showed that age, waist-hip ratio, body mass index, diabetes, high blood pressure, fasting glucose, lipid abnormalities, Chol / HDL-C ratio and LDL / HDL-C ratio and high sensitivity C-reactive protein for the arteries, atherosclerosis an important risk factor. 調整年齡和性別後，對照組與個案組在各生化值仍有顯著差異。 After adjusting for age and sex, the control group and the group in all cases there are significant differences in biochemical parameters. 基因型方面，合併介白素發炎和抗發炎危險基因型後，發現 IL10 分別與 IL2, 6, 8, 18-137 合併危險基因型時會增加 IMT 增厚的危險性，同時具顯著劑量效應關係。 Genotype, the combined inflammatory and anti-inflammatory interleukin risk genotypes and found that IL10 respectively IL2, 6, 8, 18-137 merger will increase the risk genotype the risk of IMT thickening, while a significant dose-response relationship . 以逐步選取法所選出之合併 IL2, 10, 18 危險基因型後，也發現隨危險基因數的增加， IMT 增厚的危險性顯著增加，顯示在血管動脈粥狀硬化的過程中，除了考慮發炎因子外，應同時考慮抗發炎因子。 Stepwise elected to the combined IL2, 10, 18 risk genotypes, the also found that the increase in the number of genes with the risk, IMT significantly increased the risk of thickening, indicating the vessel atherosclerosis in the process of inflammation in addition to considering factor, it should be taking anti-inflammatory factor. 而此特定介白素危險基因型組合帶有至少 1 個危險基因數者，在糖尿病、高血壓、尿酸、膽固醇、高密度脂蛋白及低密度脂蛋白的正常者有顯著 IMT 增厚危險性。 The risk of this specific genotype combination of IL at least one risk gene with a number of persons, in diabetes, hypertension, uric acid, cholesterol, high density lipoprotein and low density lipoprotein in normal risk of a significant IMT thickening. 進一步探討其交互作用，顯示這些具有危險因子者若再帶有 1 個以上特定危險組合之危險基因型者，將有最高 IMT 增厚的危險性。 Further explore the interaction, indicating that a risk factor is Ruozai risk with a combination of more specific risk genotypes, there will be the highest risk of IMT thickening. 
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