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INFLAMMATION AND PROSTATIC CARCINOGENESIS
— A MORPHOLOGICAL STUDY OF THE HUMAN PROSTATE

Wanzhong Wang, Department of Urology
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The Sahlgrenska Academy at Goteborg University
Se-413 45 Goteborg, Sweden

ABSTRACT: Chronic inflammation has been suggested to be dinke cancers.
Inflammatory infiltrates are often found in and amd foci of prostatic atrophy. These foci,
called proliferative inflammatory atrophy (PIA).eaproposed as precursors of prostate cancer
(PCa) or prostatic intraepithelial neoplasia (PINp-regulated cyclooxygenase-2 (COX-2)
may play a role in influencing cell proliferatiodifferentiation, apoptosis, and angiogenesis.
In the present studies, we found that CO¥&& overexpressed in the PIA lesions. Epithelium
in these PIA lesions had higtoliferation index and increased level of antijafosis protein
Bcl-2. The association between COX-2 and the fatabnic inflammation, dominant T-
lymphocytes and macrophages infiltration, was tjeahown. This study suggests that
chronic inflammation and the related oxidative ssrenight play crucial roles in inducing
COX-2 overexpression, whiatould be involved in the pathogenesis of prostaterders.
Transcription factor CCAAT/enhancer-binding prot8i(C/EBRB) plays a major role during
the initial stage of COX-2 transcription. In theepent study we report a novel finding that
C/EBR3 was overexpressed in PIA lesions and in relationCOX-2. The data also
demonstrates that chronic inflammation appearedpley a role in inducing C/EBP
expression in atrophic prostate epithelial cells.

Using a similar technique, we investigated COX-@ression in human PCa tissue and found
that COX-2 expression correlated with Gleason scbine focal chronic inflammation in the
cancer areas seems to induce COX-2 expressiong dine COX-2 expression was
significantly related to inflammation density. Thitudy provides the first evidence of a direct
link between COX-2 and angiogenesis in PCa tissues.

Morphological transition from PIA to HGPIN and P@as found in radical prostatectomy
specimens, although it was not very common. Atrogpithelial cells are easy to recognize
and clearly delineated by CK5 and GSTP1 immunoistgirOne striking finding of this study
is that clusters of cells that show nuclear atypée found in some PIA lesions. Such focal
atypical epithelial cells fulfil the criteria for GIPIN and expressed both CK5 and GSTP1.
This study suggests that PIA lesions may develapHGPIN and prostate cancer directly or
via some intermediate process.
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