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Histopathologic Study of non-Cancerous Lesion of the Prostate

Dong Won Min* + Woon Sup Han

Department of Pathology, College of Medicine, Ewha Womans University
Depariment of Anatomic Pathology, Choon-Chun Provincial Hospital*

Benign prostatic hyperplasia and prostatic carcinoma are the most frequent and important
two lesions of the prostate. Sometimes we encounter the situations to solve the problems for
the differential of cancerous lesions form various histopathologic changes in the microscopic
examination of the prostate tissue obtained by curettage or resection in the patients of benign
prostatic hyperplasia. This study was undertaken to make an accurate histopathologic diagnosis
of the prostate through the recognition of various microscopic changes similar to those of
prostatic cancer and to understand the possibility of precancerous lesion in the dysplasia of
the prostate.

Authors reviewed total 1,023 cases of prostatic tissue obtained during the last ten years from
1981 to 1990 at Ewha Womans University Tongdaemun Hospital, Wonju Christian Hospital
and Yong-Dong Severance Hospital.

The results are as follows :

1) Among total 1,023 cases, 922 cases were benign prostatic hyperplasia and 101 cases were
prostatic carcinoma.

2) Dominant age groups are seventies and eighties decades.

3) Nonspecific inflammation is found in almost cases of benign prostatic hyperplasia and
the incidence of granulomatous inflammation was 2.7%, that of nonspecific granulomatous
inflammation was 1.8% and that of tuberculosis was 1.0%.

4) The incidence of stromal nodule in benign prostatic hyperplasia was 30.5%, basal cell
hyperplasia, 29.7%, sclerosing adenosis, 2.1% and dysplasia, 3.5%.

5) Among total 983 cases of prostate, 54 cases(5.5% ) were dysplasia. The incidence of dyspla-
sia in benign prostatic hyperplasia was 3.9% and that in prostatic carcinoma was 29.5%. The
incidence of grade III dyplasia was 0.3% in benign prostatic hyperplasia and 13.1% in prostatic
carcinoma. Therefore, dysplasia can be considered as the premalignant lesion of the prostate
and the possibility of presence and occurance of associated carcinoma in the grade TII dysplasia
is highly present.
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Table 1. Age distribution of cases with benign prostatic hperplasia and prostatic carcinoma

A Benign prostatic hyperplasia Prostatic carcinoma Total

&¢ No. of cases(%) No. of cases(%) No. of cases(%)

<50 4( 04) 1( 1.0) 5(C 0.5)
50—59 91( 9.7) 5( 5.0) 96( 9.4)
60—69 350( 38.0) 19( 18.8) 369( 36.1)
70—79 361( 39.3) 57( 56.4) 418( 40.8)

>79 48( 5.2) 6( 5.9) 54( 5.3)
Total 922(100 ) 101(100 ) 1,023(100 )

Table 2. Types and degree of inflammation in benign
prostatic hyperplasia

No. of cases(%)

Inflammation
(n=922)
Nonspecific inflammaton 922(100.0)
Mild 729( 79.1)
Moderate 147( 15.9)
Severe 46( 5.0)
Granulomatous inflammation 27( 2.9)
Nonspecific 17¢ 1.8)
Tuberculous 9( 1.0)
Fungal 1C 0.1)

Table 3. Histopathologic changes associated with
benign prqstatic hyperplasia

No. of cases(%)

Histopathology

(n=922)

Metaplasia
Transitional 165(17.9)
Squamous 118(12.3)
Infarct 35( 3.8)
Stromal nodule 281(30.5)
Basal cell hyperplasia 274(29.7)
Sclerosing adenosis 19( 2.1)
Dysplasia 36( 3.9)
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Table 4. Incidence of dysplasia in benign prostatic hyperplasia and prostatic carcinoma

Benign prostatic hyperlasia Prostatic carcinoma Total
No. of cases(%) No. of cases(%) No. of cases(%)

(n=929) (n=61) (n=983)

Dysplasia 36(3.9) 18(29.5) 54(5.5)

Grade 1 26(2.8) 7(11.5) 33(3.4)

Grade 1I 17(1.8) 4( 6.6) 21(2.1)

Grade III 3(0.8) 8(18.1) 11(1.1)
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Fig. 1. Transitional cell metaplasia(H-E, X100).

i

Fig. 2. Squamous metaplasia(H-E, X100).
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Fig. 3. Infarction with coagulative necrosis(left) and adjacent squarmous metaplasia(right)(H-E, X100).

Fig. 4. Stromal nodule showing increased stromal cellularity with palisading of the stromal nuclei(H-E, X40)
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Fig. 5. Baal cell hyperplasia showing pilling up of the basal cell layer(H-E, X200).

Fig. 6. Sclerosing adenosis showing well-circumscribed proliferation of glands, compressed tubules with interve
ning thin cord of fibrosis(H-E, X40).
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Fig. 9. Epithelium in grade Iil dysplasia. Many large, prominent nucleoli are present, in addition to the features
of grade 1l dysplasia(H-E, X 400).
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