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[ Abstract] Objective To investigate on the clinical characteristics of HIV/AIDS patients with
cytomegalovirus infection. The percentage of cytomegalovirus infection was determined by different
laboratory parameters including blood anti-CMV-IgM and blood/urine CMV DNA. Methods The quantity
of blood anti-CMV-IgM and blood/urine CMV DNA were detected by CILA and FQ-PCR. The number
of CD4" T cells and HIV RNA in peripheral blood were also simultaneously determined to evaluate the
efficiency of HARRT. Results  There were 148 positive cytomegalovirus carriers among 431 HIV/AIDS
patients. The percentage of cytomegalovirus infection was 34.34%. The number of CD4" T cells of HIV/
AIDS patients with co-infection of cytomegalovirus was lower than that of patients with HIV but without
CMV infection. The statistical results showed significant difference (y'= 62.14, P << 0.0001). By contrast,
the percentage of HIV RNA load of AIDS patients without cytomegalovirus infection who were treated by
HAART was significantly higher than that of those with both HIV and cytomegalovirus infection (84.81%
vs 33.78%) (' = 114.93, P < 0.0001). The results of CMV infection shown by blood anti-CMV-IgM and
blood/urine CMV DNA indicated that the positive percentage of urine CMV DNA was the highest rate
(90.54%) of detecting cytomegalovirus infection among those of blood anti-CMV-IgM and blood/urine CMV
DNA. In addition, the clinical features of patients with both HIV and cytomegalovirus infection were not
significantly different. Eye diseases and fundus changes were the major symptoms. Conclusions =~ Whether

people with HIV infection are co-infected by CMV or not is related to the immune status of AIDS patients
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and dependent on HAART therapy. The urine CMV DNA should be conducted to detect the cytomegalovirus

infection and the routine fundus examination should also be carried out so that the possibility of detection of

cytomegalovirus infection could be improved at early stage of CMV infection in AIDS patients.
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