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Study on relations between adiponectin and its gene polymorphism and Yao coronary heart disease of Guangxi district
LIU Yun-duan (Department of Laboratory, Yulin Red Cross Hospital in Guangxi District, Yulin, Guangxi
537000,China)

[ Abstract] Objective To investigate the difference of serum levels of adiponectin and its gene polymorphism in
Yao patients with CHD of Guanxi district and Han CHD patients and Yao normal people in same region. Methods
The levels of serum adiponectin in Yao CHD patients, Han CHD patients, Yao normal people and Han normal people
(each of 100 cases) were detected by enzyme-linked immunosorbent assay (ELISA) method,and APN-+45 and APN-
11377 genotyping were conducted by using PCR-RFLP. Results The levels of adiponectin in two groups of CHD pa-
tients were significantly lower than same race normal group,the difference were statically significant (P=0, 000; P=
0. 000). The adiponectin levels of two CHD groups was not statically significant difference (P=0.067);(2) The
APN-+45 and APN-11377 of four groups conform the Hardy-Weinberg population genetic equilibrium law (all P>
0.05);(3)The TG and GG genotype frequency of APN+45 In two CHD groups were higher than same race normal
group, but the difference of Yao CHD group and Yao normal group was no statically significant (y* =8. 122, P=
0.017;%°=5.121; P=0.077) ,and the difference of Yao CHD group and Han CHD group were not statically signifi-
cant(xz =1.750;P=0.417) ; (4) The CG and GG genotype frequency of APN-11377 in two CHD groups were higher
than same race normal group, the difference of Yao CHD group and Yao normal group was statically significant(y* =
12.522,P=0. OOZ;X2 =17.275; P=0. 000) ,and the difference of Yao CHD group and Han CHD group were not
statically significant(y*> = 0. 363; P = 0. 834). Conclusion ~As with Han CHD patients, serum low APN level and
APN-11377 loci may be risk factors of Yao CHD patients.
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¥ 20 uL.BspHI NYIE§ 1 uL,bulfer 3 uL,JGH/K 6 pL.37 C
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%1 APN+45F-11377 EEC S5 F 5

FEI A 51975 T BE (bp)
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