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[ Abstract] Objective Oral fungal colonization, species distribution and resistance in AIDS patients
were detected to provide theoretical evidence for the prevention and treatment of fungal infections during
AIDS prossing. Methods The fungal colonization and drug sensitivity status were determined by throat
swabs. The oral secretion was isolated from 500 patients with AIDS and the number of CD4" T lymphocyte
cells in peripheral blood was simultaneously counted. Results There were 116 (23. 2% ) cases with
positive fungi infection among the 500 cases with HIV/AIDS. There were 87 cases (75% ) with Candida
albicans infection in the positive carriers. The oral fungal detection rate in the patients with CD4" T <
350/l was significantly higher than that in those with CD4" T > 350/pl (85.34% wvs 90. 89% , P <
0.0001). The oral fungal detection rate of individuals with HIV RNA > 500 copies/ml was significantly
higher than that in those with HIV RNA < 500 copies/ml (37.07% vs 9.64% , P < 0.0001). The oral
fungal positive rate of patients received HAART for longer than 2 years was also higher than that of those
received HAART for shorter than two years (45.56% wvs 68. 69% , P < 0.0001). Candida albicans,
Candida krusei, Candida glabrata and Candida tropicalis were resistant to most anti-fungi drugs. The
5-fluorocytosine and amphotericin B were anti-fungi drugs with the best efficiency. Conclusions Candida
albicans is the major strain of oral fungal colonization in HIV/AIDS patients. Oral fungal colonization status
is significantly related to patient’ s immune status and dependent on HAART treatment. The 5-fluorocytosine
and amphotericin B have better antibacterial effect than other drugs in this experiment.
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