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Study on correlation between ERa gene Pvull .Xba [ and ERP gene Rsa | .
Alu | digestion polymorphism with coronary heart disease”
WU Qin ,MA Guifang ,SUN Jinxia , SONG Xianghe .YANG Liucai ,LI Shihong , DING Fengyun®
(Medical Technology College , Jiangsu Vocational College of Medicine ,Yancheng , Jiangsu 224005, China)

Abstract: Objective To investigate the correlation of ERa gene Pvull . Xba | and ERB gene Rsa [ ,Alu] digestion polymor-
phism with coronary atherosclerotic heart disease(CHD) risk factors in Yancheng area. Methods A total of 124 cases of CHD and
163 persons undergoing physical examination served as the CHD group and CON group. The enzyme method was adopted to detect
TG and TC. The direction method was adopted to detect HDL and LDL. ERa gene Pvull ,Xba | and ERB gene Rsa [ ,Alul diges-
tion polymorphisms were detected by adopting RFLP-PCR. Results The ratios of smoking history, family history,complicating hy-
pertension and diabetes,and the level of body mass index, TC, TG and LDL-C in the CHD group were significantly higher than
those in the control group,the difference was statistically significant(P<C0. 05). The various indicators had no statistically differ-
ence between male and female(P>>0. 05). The frequency distribution and geographic distribution of ERa gene Pvull , Xba [ and
ERB gene Rsa [ , Alu [ digestion polymorphisms had no difference between the two groups,all conformed to Hardy-Weinberg ge-
netic equilibrium and had the group representativeness. pp,xx,RR and AA genotypes in the CHD group were maximal, while PP,
XX, rr and aa genotypes were minimal;; Pp, xx,RR and AA genotypes in the CON group were maximal, while PP, XX, rr and aa gen-
otypes were minimal. The distribution frequency of p and x genes in the CHD group was significantly higher than that in the control
group, the difference was statistically significant( P<C0. 05). Conclusion The estrogen gene polymorphism might be a target spot
for effectively treating CHD,and p and x gene distribution frequency may be related with CHD risk factors.
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7:30—8:30 L HIRA T A R 4 i F ki 6 109 mmol/L
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it 124 87(70.2) 27(21. 8) 10(8. 1) 201(81.0) 47(19.0)
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