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[Abstract] Objective To analyze the change trend of HIV genetic subtypes and compare the
first CD, " T cell counts of newly diagnosed HIV infected patients in Liuzhou from 1998 to 2012, and
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provide a reference for AIDS prevention and control. Methods Newly diagnosed HIV-infected
patients from 1998 to 2012 in Liuzhou were selected through national HIV/ADIS comprehensive
response information management system. Their plasma samples were used for RNA gene extraction,
amplification, sequencing and genotyping. Coharan-Armitage trend test was used to analyze the ratio
trend of genetic subtypes and phylogenetic clusters of HIV and Wilcoxon Rank Sum Test was used to
compare the first CD, T cell counts (CD.) of the different subtype HIV infected patients. Results A
total of 1 877 newly diagnosed HIV infected patients were included in the study. From 1998 to 2012,
the proportions of CRFO1_AE and CRFO01_AE (Cluster 1) increased from 78.4% (76/97) to
91.5% (1 441/1 574), from 63.9% (62/97) to 74.0% (1 164/1 574), and the proportion of CRF07 BC
decreased from 17.5% (17/97) to 4.6% (72/1 574), respectively (Z=4.632, P<<0.001; Z=2.455, P=
0.014; Z=-5.943, P<<0.001). The median and interquartile range of the first CD, of the patients
infected with subtype CRFO1_AE (Cluster 1), CRF01_AE (Cluster 2), CRF07 BC and CRF08 BC
were 230 (83-375), 215 (48-351), 365 (254-503) and 334 (206-479) cell/nl, respectively. The first
CD. levels of the patients infected with subtype CRFO1_AE (Cluster 1) or CRF01_AE (Cluster 2) were
significantly lower than those of CRF07 BC (Z=-4.795, P<<0.001; Z=-4.238, P<<0.001). Conclusion
The genetic subtypes of HIV were mainly CRFO1_AE in newly diagnosed HIV-infected patients and
this subtype proportion was in increase and the first CD, levels of the patients were low in Liuzhou
during 1998 to 2012.
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