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[ Abstract] Objective To investigate the expression of HIV related antigens in nasal mucosa and
the immune state of AIDS patients complicated with nasosinusitis. Methods The peripheral blood and
nasal mucosa tissues were collected from 9 nasosinusitis patients without HIV infection and 11 AIDS
patients with nasosinusitis. The count of CD4" T cell and the percentage of monocyte subsets were analyzed
by flow cytometry, respectively. Plasma viral load were detection by RT-PCR assay. Histological features
of nasal mucosa sections were observed by HE staining. Expression levels of gp120 and p24 were detected
by immunohistochemistry. Results The results of HE staining for HIV-nasosinusitis patients showed a chronic
inflammation of respiratory tract mucosa. Interstitial edema with a large number of inflammatory cells invasion
and acidophilic granular proliferation were seen. Compared to nasosinusitis patients without HIV infection, the
HIV-nasosinusitis patients showed weakly positive of gp120 and negative of p24 expression, and the

percentage of monocytes subgroup with regulating functions was increased significantly. Conclusions
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The affected tissues in AIDS patients complicated with nasosinusitis might contain a small amount of

HIV and peripheral monocytes ratio was increased significantly. The HIV storage in nasal mucosa cells could

contribute to the mechanism of nasal mucosa damage and opportunistic infection for HIV infected patients.
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