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INTRODUCTION: Human beta-defensins (HBD) are antimicrobial peptides produced
by the gastrointestinal epithelium that contribute to the mucosal innate immune system.
Up-regulation of Human Beta-Defensin 2 (HBD-2) has been previously demonstrated in
gastrointestinal bacterial infections and inflammatory bowel disease. To better define the
role of HBD-2 in HIV infection, we compared mRNA expression of HBD-2 in
endoscopic biopsies of colonic mucosa from healthy controls, active ulcerative colitis
patients, and patients with HIV infection.

METHODS: The relative expression level of mucosal HBD-2 mRNA and HIV-1 was
measured by real-time RT-PCR in colonic biopsies from 34 patients (6 healthy controls, 5
patients with ulcerative colitis, and 23 patients with HIV infection). The HIV-infected
patients were further subdivided into 2 groups depending on their mucosal HIV viral load
(MVL). Twelve patients had MVL <10 copies and 11 patients had MVL >5000 copies.

RESULTS: None of the control biopsies had detectable expression of HBD-2 mRNA. In
contrast, 60% of the ulcerative colitis, 33% of the HIV-infected (with MVL <10 copies),
and 100% of the HIV-infected (with MVL >5000 copies) biopsies, demonstrated positive
expression of HBD-2 mRNA.

CONCLUSIONS: The up-regulation of HBD-2 expression in HIV infection seen in this
study may be a response to the mucosal inflammation that has been previously described
in intestinal tissue from patients with HIV infection. In addition, the increased expression
of HBD-2 in tissue with high versus low HIV MVL suggests a virological threshold
before up-regulation of HBD-2 expression occurs. HBD-2 expression and regulation
appears to play a role in controlling mucosal HIV infection. Further work is required to



characterize the relationship between HBD-2 and HIV infection but HBD-2 may be
considered as a potential candidate microbicide for HIV prevention.

050724
Prevention | MoPp0106 | Ian Mcgowan
10.8 277 10.8 Microbicides

Copyright © 2005 - International AIDS Society (IAS). All information and content relating to the abstracts from the 3rd International AIDS
Society Conference on HIV Pathogenesis and Treatment, such as text, graphics, logos, button icons, images, audio clips, and software is
protected by copyright. Permission is hereby granted for the non-commercial use or reproduction of the information on this web site, provided
that the use of such information is accompanied by an acknowledgement that IAS is the source of the information and the name of the author of
the article.

AEGiS is made possible through unrestricted grants from Boehringer Ingelheim, Bridgestone/Firestone Charitable Trust , Bristol-Myers Squibb
Company, Elton John AIDS Foundation, the National Library of Medicine, and donations from users like you. Always watch for outdated
information. This article first appeared in 2005. This material is designed to support, not replace, the relationship that exists between you and
your doctor.

AEGiS presents published material, reprinted with permission and neither endorses nor opposes any material. All information contained on this
website, including information relating to health conditions, products, and treatments, is for informational purposes only. It is often presented in
summary or aggregate form. It is not meant to be a substitute for the advice provided by your own physician or other medical professionals.
Always discuss treatment options with a doctor who specializes in treating HIV.

Copyright ©1980, 2005. AEGiS. All materials appearing on AEGiS are protected by copyright as a collective work or compilation under U.S.
copyright and other laws and are the property of AEGiS, or the party credited as the provider of the content. Permission is hereby granted for
the non-commercial use or reproduction of the information herein, provided that the use of such information is accomp anied by an
acknowledgement that IAS is the source of the information and the name of the author of the article.


