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Objectives: The purpose of this study wasto evaluate, according to aclassification proposed by aworking group,
the extent and type of atrophy lesionsin radical prostatectomy specimens obtained from patients with prostatic
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carcinomaand benign prostatic hyperplasia(BPH), and to compare the prevalence and types of atrophy between
two investigated groups.

Methods: Histologic analysisof 1096 slidesfrom 50 patientswith carcinomaand 277 slidesfrom 31 patientswith
BPH was performed to evaluate, according to the new prostatic atrophy classification, the number of foci and
type of atrophic lesions.

Results: Age, Gleason grade, and TNM showed no significant correlation with the number of proliferative
atrophy (PA) and proliferative inflammatory atrophy (PIA) foci (p > 0.05). PIA was significantly more frequent
in prostates with carcinoma (1.63 vs 1.27 atrophic lesions per dlide) (p < 0.001), whereas PA displayed an
increased frequency in BPH (2.28 vs 0.76 atrophic lesions per slide) (p < 0.001).

Conclusions: We confirmed that PA and PIA are common findingsin prostates with and without carcinoma, but
the question of whether inflammation produces tissue damage and PA or whether some other insult induces the
tissue damage and atrophy directly, with inflammation occurring secondarily, istill unresolved.

Editorial Comment

Inthisstudy, the authorsfound that patientswith benign prostatic hyperplasia(BPH) had asignificantly
higher number of prostatic atrophy foci compared with patients with carcinoma. On the other hand, in patients
with carcinoma, inflammatory prostatic atrophy was more prevalent compared with prostatic atrophy without
inflammation, and slides from these patients contained asignificantly higher number of inflammatory prostatic
atrophy foci compared with slidesfrom BPH patients. The authorsrecogni ze that slideswith carcinomacontained
peripheral and transitional zones, whereas slides with BPH were mainly composed of transitional zones. Thus,
the obtained different prevalence of atrophy in malignant and benign cases could partially reflect the difference
in distribution between various anatomic compartments of the prostate.

In a study on autopsies, we found inflammatory atrophy in 66% and atrophy without inflammation in
22% of analyzed cases (1). We did not find any association between the presence of inflammatory atrophy and
the likelihood of cancer, and no topographic association between atrophy and prostate cancer foci as well as
high-grade prostatic intragpithelial neoplasia(PIN).

The link between atrophy and /or inflammatory atrophy and prostate cancer is theoretically attractive
but controversia (1-8). It has been difficult to verify aclinical connection between the lesions. A recent report
associating extension of prostatic atrophy to serum PSA elevation added anovel interest to thisintriguing lesion
(9,10).

References

1 BillisA, MagnaLA: Inflammatory atrophy of the prostate. Prevalence and significance. Arch Pathol Lab Med. 2003;
127:840-4.

2 BillisA: Prostatic atrophy: An autopsy study of a histologic mimic of adenocarcinoma. Mod Pathol. 1998; 11: 47-
54.

3. DeMazoAM, Marchi VL, Epstein JI, Nelson WG: Proliferativeinflammatory atrophy of the prostate. Implicationsfor
prostatic carcinogenesis. Am JPathol. 1999; 155: 1985-92.

4.  AntonRC, Kattan MW, Chakraborty S, Wheeler TM: Postatrophic hyperplasiaof the prostate. Lack of association with
prostate cancer. Am J Surg Pathol. 1999; 23: 932-6.

5. Bakshi NA, Pandya S, Schervish EW, Wojno KJ: Morphologic features and clinical significance of post-atrophic
hyperplasiain biopsy specimens of prostate. Mod Pathol. 2002; 15: 154A.

6. PostmaR, Schréder FH, van der Kwast TH: Atrophy in prostate needle biopsy cores and its relationship to prostate
cancer incidencein screened men. Urology. 2005; 65: 745-9.

7. BillisA, FreitasLL, Magna LA, FerreiraU: Inflammatory atrophy on prostate needle biopsies: |s there topographic
relationship to cancer? Int Braz JUrol. 2007; 33: 355-63.

8 Mikuz G AlgabaF, Beltran AL, Montironi R: Prostate carcinoma: Atrophy or not arophy that isthe question. Eur Urol.
2007, 52: 1293-6.

864



Urological Survey

9. BillisA, MeirellesLR, MagnaL A, Baracat J, Prando A, FerreiraU: Extent of prostatic atrophy in needle biopsiesand
serum PSA levels: isthere an association? Urology. 2007; 69: 927-30.

10. BillisA: Inflammatory atrophy on prostate needle biopsies. |s there topographic relationship to cancer? (L etter to the
Editor) Int Braz JUrol. 2007; 33: 566-8.

Dr. Athanase Billis

Full-Professor of Pathology

Sate University of Campinas, Unicamp
Campinas, Sdo Paulo, Brazl

E-mail: athanase@fcm.unicamp.br

Expectant management of prostate cancer with curativeintent: an update of the JohnsHopkins
experience

Carter HB, Kettermann A, Warlick C, Metter EJ, Landis P, Walsh PC, Epstein Ji

Department of Urology, The Johns Hopkins University School of Medicine and The James Buchanan
Brady Urological Institute, The Johns Hopkins Hospital, Baltimore, Maryland, USA

JUrol. 2007; 178: 2359-64; discussion 2364-5

Purpose: We updated our experience with a strategy of expectant treatment for men with stage T1c prostate
cancer and evaluated predictors of disease intervention.

Materials and Methods: A total of 407 men with amedian age of 65.7 years (range 45.8 to 81.5) with stage T1c
(99.8%) or T2a (0.2%) prostate cancer suspected of harboring small volume prostate cancer based on needle
biopsy findingsand prostate specific antigen density have been followed in aprospective, longitudinal surveillance
program with a median followup of 2.8 years (range 0.4 to 12.5). A recommendation for treatment was made if
disease progression was suggested by unfavorable followup needle biopsy findings (Gleason pattern 4 or 5,
greater than 2 biopsy cores with cancer or greater than 50% involvement of any core with cancer). Cox
proportional hazards regression was used to eval uate the affect of multiple covariates on the outcome of curative
intervention.

Results: Of 407 men 239 (59%) men remained on active surveillance at a median followup of 3.4 years (range
0.43t0 12.5), 103 (25%) underwent curative intervention at amedian of 2.2 years after diagnosis (range 0.96 to
7.39) and 65 (16%) were either lost to followup (12), withdrew from the program (45), or died of causes other
than prostate cancer (8). Older age at diagnosis (p = 0.011) and an earlier date of diagnosis (p = 0.001) were
significantly associated with curativeintervention.

Conclusions: Recognizing that over treatment of prostate cancer is prevalent, especially among elderly patients,
aprogram of careful selection and monitoring of older men who are likely to harbor small volume, low grade
disease may be arational alternative to the active treatment of all.

Editorial Comment

The preliminary results of this study were published in 2002 (1). In the conclusion of this update, the
authors, considering that over treatment of prostate cancer is prevalent, especially among elderly patients, a
program of careful selection and monitoring of older men who are likely to harbor small volume, low grade
disease may be arational aternative to the active treatment of all. Of 407 men, 239 (59%) men remained on
activesurveillance at amedian follow-up of 3.4 years(range 0.43 to 12.5) and lessthan half 103 (25%) underwent
curative intervention at a median of 2.2 years after diagnosis. The recommendation for treatment was made if
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disease progression was suggested by unfavorable follow-up needle biopsy findings based on extension of the
tumor and Gleason grading.

The pathol ogy report has adecisive importance for the selection of patientsfor expectant management.
In patients with stage T1c prostate cancer and prostate-specific antigen (PSA) < 0.15 ng/mL, the biopsy should
not show Gleason pattern 4 or 5, greater than 2 biopsy cores with cancer or greater than 50% involvement of
any core. Patientsthat fulfill these criteriahave a 79.9% probability for harboring insignificant tumors (lessthan
0.5cm?®) (2). Insignificant, however, does not mean latent (dorment or indolent) tumor. It meansasmall volume
tumor with favorable pathologica findings. low-grade Gleason score, confined to the prostate and no positive
surgical margins. Unfortunately, so far there is no marker for the biological behavior of prostate cancer.
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