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[Abstract] Objective
eficiency virus(HIV) infection. Methods

To investigate the relationship between erythrocyte Duffy antigen and human immunod-
427 cases of high-risk group in the Liangshan Prefecture Center for Disease
Control and Prevention and the Liangshan Prefecture Satation for Dermatosis and Venereal Disease Prevention and
Treatment during 2008 were divided into experimental group and control group according to the results of screening
and confirming test,and cases with inconsistent results were not enrolled in this study. The serological method was a-
dopted to identify the Duffy blood group phenotype. The difference in the distribution of Duffy blood group phenotype
between the two groups,the differences of the distribution between this report and other published reports in this ar-
ea,and HIV infection rate in different Duffy blood group phenotypes were compared. Results A total of 322 cases
were carried out Duffy blood group antigen identification,156 cases were HIV infection(experimental group)and 166
cases were non-HIV infection(control group). The distribution of the Duffy blood group phenotype had no statistical
difference between the high-risk population and the population of the same nationality in the same area (P>>0. 05).
Among 322 high-risk cases,304 cases (94.41%) were the phenotype Fy (a+b—)
had 146 cases and the control group had 158 cases;14 cases(4.35%) were the phenotype Fy(a-+b-+),in which the
b+),

which all were in the experimental group;no case of phenotype Fy(a—b—) was detected in the two groups;the dis-

,in which the experimental group
experimental group had 6 cases and the control group had 8 case;only 4 cases (1. 24 %) were phenotype Fy(a—

tribution of the Duffy blood group phenotype had no statistical difference between the two groups(P>0. 05). The
HIV infection rate in the high-risk population had no statistical difference between the Fy(a—) and Fy(a—+) high-
risk populations and between the Fy(b+) and Fy(b—) high-risk populations(P>>0. 05). Conclusion It may not be
considered from the epidemiological investigation that the erythrocyte Duffy antigen is related with the HIV infec-

tion, which needs to conduct further deep research.
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