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ABSTRACT
Benign nodular hyperplasia and adenocarcinoma are the most common diseases encountered in the aging population.
Screening protocols and awareness programs over the years significantly reduced the morbidity and mortality. Chronic
prostatitis is the commonest inflammatory condition associated with the benign lesions. Conventional adenocarcinoma
forms the most common type of prostatic adenocarcinoma and is moderately to poorly differentiated, as graded by
Gleason's microscopic grading. The present study was hypothesized that use Immunohistochemical marker p63 along with
racemase marker may help to differentiate the benign from malignant prostatic lesions in diagnostically challenging cases
effectively.
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INTRODUCTION
The word prostate was derived from the Greek word
"Prostates", literally meaning "One who stands before"
(protector or guardian). The prostate was first described
by Venetian anatomist Niccolos Massa in1536 and
illustrated by Flemish anatomist Andreas Vesalius in 1538
[1]. Prostate gland occupies centre stage in the lives of
many elderly males. Because of its location at bladder
neck, enlargement of the gland leads to problems related
to urinary obstruction. Incidence of prostatic disease,
Benign Nodular Hyperplasia (BNH) and carcinoma
prostate increases with age [2]. A recent American
Urological Association (AUA) guidelines (2010) suggest an
increase in the incidence of Benign Nodular Hyperplasia
worldwide and predicts by the age of 60yrs, more than
50% of men will have microscopic evidence of disease [3].
Very few studies conducted on BNH patients from India
suggest BNH as the most common pathological condition
with an incidence of 92.97% [4]. Globally Carcinoma of
Prostate is the 5th cause of cancer and 4th in cancer
mortality Incidence is highest among black men in United
States [5]. Prostatic carcinoma is more common in India
compared to other Asian Countries and its incidence is
increasing by 3.5% every year due to the westernization
[6]. The combination of Digital rectal examination (DRE),
Trans rectal Ultrasonogram, Serum Prostate Specific
Antigen (S.PSA) estimation, supplemented with biopsy

procedures represents a powerful diagnostic tool in the
diagnosis
of
various
prostatic
lesions
[5].
Histopathological examination of prostatic biopsy remains
the gold standard for diagnosing all lesions including
benign and malignant conditions.
The unrelenting challenge encountered when
differentiating limited-volume prostate carcinoma and
sometimes subtle variants from its many morphologic
m1m1cs has increased the use of ancillary
immunohistochemistry in prostate biopsies. The
availability of prostate cancer-associated and basal cellassociated markers has been an invaluable addition to
diagnostic surgical pathology [7].
Hence the present study is undertaken to study the
incidence of benign and malignant prostatic lesions among
the Trans Urethrally Resected Prostate (TURP) biopsies.
Additionally, the histology of the benign and malignant
prostatic lesions was also studied. Further Gleason's
microscopic grading for the malignant lesions and p63
expression of the prostatic lesions in selective cases were
also evaluated.
MATERIALS AND METHODS
During the two year period of study between August 2010
to July 2012, 06 TURP specimens were received in the
Department of Pathology, Sree Balaji Medical College and
Hospital, Bharath University. Relevant clinical data
including age, the presenting complaints, digital rectal
examination were recorded. S.PSA values were considered
in selected cases. In our cases, the TURP specimen ranged
in volume from 8 to 20 cc. Every tissue was carefully
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examined for the presence of yellow and firm or gray
hard areas and necrotic areas. Fixation was done by
neutral buffered 10% formalin for 12 hrs and then the
specimen was submitted for processing. After processing,
4-5µ sections were cut and Hematoxylin and Eosin
staining was done.

was done for 20 cases whose S.PSA> 14ng/ml and their
immuno expression was noted. Normal prostate glands
served as internal positive control. The clinical and
histological data so obtained were analyzed and
compared with another similar study.
RESULTS

Haematoxylin and eosin stain
•
•
•
•
•
•
•
•

During the period of study (August 2010 to July 2012),
106 TURP specimens were received 1n the Department
of Pathology - Sree Balaji Medical College and Hospital,
Bharath University. Among the 106 cases of prostatic
biopsies, there were 94(88.61 %) cases of Benign
Nodular Hyperplasia, 1 (0.94%) case of Prostatic
Intraepithelial Neoplasia, 11(10.4%) cases of Carcinoma
Prostate observed.

Sections were deparaffinised and brought to water.
Stained with Hematoxylin for 5 minutes.
Rinsed well in running tap water.
Dehydrated with 1% acid alcohol- 3 to 4 times.
Rinsed in tap water-30 seconds.
Stained with 1 % aqueous eosin for 2 minutes.
Washed in running tap water - 2minutes.
Sections were dehydrated with graded ethanol,
cleared and mounted with DPX (DextrenePolysterene
Xylene).

Incidence of prostatic disorders
Benign Nodular Hyperplasia (BNH) was the most
common
histological
lesion
encountered
(94
cases-88.61%) with maximum incidence in VII decade.

Every slide was examined thoroughly for the presence of
benign, premalignant and malignant features. The cases
of prostatic adenocarcinoma were graded using Gleason
microscopic grading. Other special stains like Alcian blue
pH 1, periodic acid schiff (PAS) were performed wherever
necessary. Immuno staining with basal cell marker- p63

Carcinoma of Prostate was the second most common
type of lesion encountered (11 cases-10.4%) and one
case of Prostatic intraepithelial neoplasia (PIN) was
encountered in the present study (Table 1 and Table 2).

Table 1: Incidence of prostatic disorders.
S. No.

Type

Total Number (%)

1

Total No. Of Prostatic Biopsies

106

2

Total No. of BNH cases

94(88.67%)

3

Total No. PIN

1(0.94%)

4

Total No. of Carcinoma of prostate

11(10.4%)

Table 2: Prostatic disorders: Age incidence.
S.No

Age Group Yrs.

BNH

PIN

CA-Prostate

Total cases (%)

1

41-50

8

0

0

8(7.55%)

2

51-60

29

0

1

30 (28.30%)

3

61-70

41

1

6

48( 45.30%)

4

71-80

16

0

3

19(17.92%)

5

>80

0

0

1

1(0 .94% )

Clinical presentation

with hesitancy as chief complaint while 16 cases
presented with other complaints like burning
micturition, retention of urine and hematuria (Table 3).

In the present study difficulty in micturition (69 cases)
was the most common presentation followed by
frequency of micturition (22 cases). 14 cases presented
Table 3: Clinical presentation.
S.NO

Clinical features

BNH

PIN

ADENO CA

1

Difficulty in micturition

62

1

6

2

Hesitancy

12

0

2

3

Frequency

20

0

2

4

Burning micturition

8

0

1
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5

Retention of urine

2

1

1

6

Hematuria

1

0

2

Digital rectal examination

cases were hard in consistency. Out of 11 malignant
cases, 8 cases were hard and 3 were firm in consistency.
LGPIN was firm in consistency (Table 4).

Out of 94 benign cases, 88 cases were firm where as 6
Table 4: Digital rectal examination.
S.No

DRE

BNH

PIN

ADENO CA

Total lesions (%)

1

Firm

88

1

3

92(86.79%)

2

Hard

6

0

8

14(13.21%)

Prostatic disorders and serum PSA levels

from 11cases out of which 8 cases were found to have
high levels of S.PSA levels in the range of 21 -80ng/ml.
The lowest value of serum PSA among the carcinoma
prostate patients was 14.5 ng/ml and the highest value
noted was 109.5 ng/ml. S.PSA level obtained for PIN
patient was 17.4ng/ml (Table 5).

Among the BNH patients, S.PSA levels were obtained
from 36 cases out of which 23 cases were noted having
the S.PSA levels in the range of 4-20 ng/ml, followed by 7
cases with S.PSA in the range of 0-4 ng/ml. Among the
adenocarcinoma patients, S.PSA levels were obtained
Table 5: Prostatic disorders & S. PSA levels.
S.No.

S. PSA ng/ml

BNH (n=36)

Adeno ca (n=ll)

PIN (n=l)

1

0-4

7

0

0

2

13

0

0

3

10

2

1

4

21-40

6

4

0

5

41-60

0

3

0

6

61-80

0

1

0

7

> 80

0

1

0

(n=no. of cases)

Microscopic features in benign lesions
In the present study, 94 prostatic specimens were
showing Nodular Hyperplasia. The lesions were
composed of varying proportions of epithelium and
stroma. Corpora amylacea was seen in majority of cases.
17 cases were showing chronic inflammatory cell
infiltrate composed of admixture of lymphocytes and
plasma cells. 4 cases were associated with Basal cell
Table 6: Microscopic findings in benign lesions.

Hyperplasia characterised by basal cell proliferation and
1 case was associated with squamous metaplasia. 3 cases
of Nodular Hyperplasia were associated with foci of AAH
characterised
by
localised
well
circumscribed
proliferation of small glands admixed with larger glands.
2 cases were showing non-specific granulomatous
prostatitis with epithelia cell granulomas while 1 case
was associated with prostatic abscess characterised by
neutrophil aggregate in and around the acini (Table 6).

S.NO

Microscopic findings

No. of cases (n=94)

1

Nodular Hyperplasia(NH)

66

2

Basal cell Hyperplasia

4

3

Squamous metaplasia

1

4

Atypical Adenomatous hyperplasia

3

5

Chronic prostatitis

17

6

NonSpecific Granulomatous prostatitis

2

7

Prostatic Abscess

1
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Prostatic intraepithelial neoplasia

apparently normal. High grade PIN was associated with
carcinoma in 1 case which showed cribriform pattern of
glands with luminal bridging and a sieve like pattern.
Adjacent area showed small glands infiltrating the
stroma (Table 7).

Low grade PIN in 1 case showed features of epithelial
crowding and stratification. The nuclei were enlarged
with anisonucleosis and nuclear chromatin was
Table 7: Prostatic intraepithelial neoplasia.
S.NO

Lesions

No. of cases

1

LGPIN

1

2

HGPIN with Carcinoma

1

Microscopic prostate features in carcinoma

cases, followed by fused glandular pattern and cribriform
pattern in 4 cases and sheets of cells in 3 cases.
Cribriform pattern with central necrosis was present 1n
one case. Tumor cells arranged in glands, sheets, cords,
had nuclear enlargement, hyperchromasia with
prominent nucleoli at places (Table 8). The adjacent
tissue in these cases showed Nodular Hyperplasia in
5cases, HGPIN in 1 cases and inflammation (Table 9).

11 cases of prostatic carcinoma were identified in the
present study. All of them were adeno carcinomas
involving the prostate. All of them showed one or more of
the different growth patterns and were categorized
depending on the predominant growth pattern. In this
study, the commonest pattern was the acinar pattern in 6
Table 8: Microscopic findings in carcinoma prostate.
S.NO

Microscopic findings

No. of cases

1

Discrete glands

6

2

Fused glands

4

3

Cribriform pattern

4

4

Sheets

3

5

Cribriform with central necrosis

1

Table 9: Associated findings in carcinoma prostate.
S.NO

Adjacent prostatic tissue

No. of cases

1

Nodular Hyperplasia

5

2

HGPIN

1

3

Inflammation

2

Carcinoma prostate and gleason's score

Gleason score of 7 was the commonest pattern seen in 5
cases. Gleason score of 8 was seen in 3 cases and 6 were
seen in 2 cases. Gleason score of 10 was seen in 1 case
(Table 10). Among the 106 cases studied, 94 cases were
BNH with associated changes constituting 88.67% of
total cases. Adenocarcinoma (11) constitutes 10.4% of
total cases and LGPIN (1) constitutes 0.94% of the total
cases (Table 11).

All of these 11 malignant cases were graded using
Gleason's scoring system. Primary grade is assigned to
the dominant pattern and secondary grade to the
subdominant pattern. The two numeric grades are added
to obtain the combined Gleason's score. In tumors with
one pattern of arrangement, the number is doubled.
Table 10: Combined gleason's score-break up.
CGS

No. of cases

Gleasons score-Break up

6

2

2(3+3)

7

5

3(3+4),2(4+3)

8

3

1(3+5),2(4+4)

9

0

0

10

1

1(5+5)
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Table 11: Incidence of carcinoma with gleason's score.
CGS

NO. of cases

%

5 TO 7

7

63.63%

8 TO 10

4

36.40%

Mucin histochemistry in prostatic lesions

adenocarcinoma and 1 case of low grade PIN (Table 12).

20 cases were selected for PAS and alcian blue staining,
including 8 cases of Nodular Hyperplasia, 11 cases of
Table 12: Mucin expression in prostatic lesions.
HPE (no.of cases)

PAS

Alcian blue

BNH(8)

Positive

Negative

LGPIN(l)

Positive

Negative

ADENO CA(l 1)

Negative

Positive

Immunohistochemistry with P63-basal cell marker

(20cases) were selected for p63 immunostaining and its
expression was noted. Out of 20 cases, 9 cases showed
p63 positivity and 11 cases showed p63 negativity (Table
13).

Routinely p63, stains the basal cell nuclei of the normal
prostatic glands. Positive expression of the p63 by the
benign lesions indicates the presence of basal cell layer.
Negative staining indicates the absence of basal cell layer
in the malignant glands.

Hisotpatholoigal findings are shown in Figures 1 to
Figure 21.

In this study, patients with S.PSA value >14ng/ml
Table 13: p63 expression in prostatic lesions.
HPE (no.of cases)

p63 Expression
Positive

Negative

BNH(8)

8

0

LGPIN(l)

1

0

ADENO CA(l 1)

0

11

Total(20)

9

11

Figure 1: Nodular hyperplasia showing hyperplastic
glandular and stromalcomponents (H&E, 100x).

Figure 2: Corpora amylacea inside the glandular
lumen in case ofNH (H&E,lOOx).
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Figure 3: Prostatic abscess showing neutrophil
infiltration in and around the acini (H&E, lOOx).

Figure 6: BCH showing proliferation of basaloid cells
in solid nests and tubules (H&E, 100x).

Figure 4: Nodular hyperplasia showing foci of AAH
(H&E 100x).

Figure 7: BCH showing microcalcified deposit (H&E,
lOOx).

Figure 5: Squamous metaplasia with red infarct in
case of NH (H&E, lOOx).

Figure 8: BCH showing clear cell change (H&E, lOOx).
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Figure 9: Non specific granulomatous prostatitis
showing granulomas causing destruction of the acini
(H&E, lOOx).

Figure 10: LGPIN showing epithelial crowding,
stratification and ansisonucleosis (H&E, lOOx).

Figure 11: HGPIN showing cribriform pattern of
glands with luminal bridging and adjacent area of
infiltrating carcinoma (H&E, lOOx).

J Res Med Dent Sci, 2021, 9 (6):403-413

Figure 12: Prostatic adenocarcinoma Gleason's score
3+4=7 (H&E, lOOx).

Figure 13: Prostatic adenocarcinoma Gleason's score
4+4=8 (H&E, l00x).

Figure 14: Prostatic adenocarcinoma Gleason pattern
5 with central comedo necrosis (H&E, lO0x).
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Figure 19: Immuno expression- p63: negative in the
fused malignant glands lacking the basal cell layer
(IHC,100x&400x).

Figure 15: Prostatic adenocarcinoma showing
atypical mitosis and occasional prominent nucleoli
(H&E, 400x).

Figure 20: Immuno expression- p63: negative in the
poorly differentiated adenocarcinoma lacking the
basal cell layer (IHC,100x & 400x).

Figure 16: Intraluminal acidic mucin in lumen of
neoplastic glands in adenocarcinoma of prostate
(Alcian blue pH-1, lO0x).

Figure 21: Immunoexpression- p63: Positive by the
adjacent HGPIN (IHC, 100x).
Figure 17: Immuno expression p63 positive by the
basal cell layer in the Benign nodular hyperplasia
(IHC, 100x&400x).

.
Figure 18: Immuno expression p63 positive by the
basal cell layer in the Low grade PIN (IHC, 100x &
400x).

DISCUSSION
Prostatism is a common malady in the geriatric age
group. Benign nodular hyperplasia and Carcinoma of the
prostate are increasingly frequent with advancing age
and are uncommon before the age of forty years. A
careful examination of the prostate in unselected
autopsies
disclosed
nodular
hyperplasia.
In
approximately 20% of the men in 40 yrs of age, a figure
that increases to 70% by age 60 and to 90% by eighth
decade of life [8].In India the incidence of benign
prostatic hyperplasia is estimated to be 92.97% [7].
Carcinoma of the prostate Is the most common malignant
tumor in men over the age of 65 years. In patients with
clinically detected nodules, raised PSA, needle biopsy/
trucut needle biopsy is an established tool to confirm the
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diagnosis. It is currently estimated that in United States
of America approximately 241,740 (29%) new cases are
detected every year, of which approximately one fifth
prove to be lethal [9]. In India the incidence of carcinoma
of prostate is estimated at 8/100,000 persons [4].
Incidence of prostatic disorders
The incidence of prostatic disorders increases with
increasing age in male population. Mittal et al(l 989) in
their study compns1ng of 185 biopsies, reported BNH in
172 (92.97%) cases and carcinoma prostate in
13(7.02%) cases [10]. Novis et al (1999) in their study of
15,753 prostatic biopsies reported highest incidence for
benign lesions (55.5%) followed by carcinoma (33.4%)
[11]. In the study by Mohammed and Alhasan (2003)
they reported 235(77.6%) cases of BNH and 68(22.4%)
cases of carcinoma pros tate [12]. Cavalcanti et al (2005)
in their series of 142 prostatic biopsies reported BNH in
61 (42. 9%) patients and carcinoma prostate in
31(21.8%) cases. There were 19 cases of atypical small
acinar proliferation and 31 cases of prostatic
intraepithelial neoplasia [13]. Lokuhetty et al (2008) in
their study compns1ng of 749 prostatic biopsies, noted
an incidence of 60.6% for benign prostatic lesions and
35.2 % for malignant neoplasms [14]. In the present
study comprising of 106 prostatic biopsies, there were
94(88.67%) cases of BNH and 11 (10.4%) cases of
carcinoma prostate, 1case (0.94%)of prostatic
intraepithelial neoplasia.
Benign nodular hyperplasia was the most commonly
encountered lesion followed by carcinoma of the prostate
and is similar to that of present study. The incidence of
prostatic disorders in the present study, 88.67% for BNH
cases and 10.4% for carcinoma prostate cases , was
similar to that of the study by Mittal, Amin, 1989 [10]
which estimated the incidence of BNH as 92.97% and
carcinoma of prostate as 7.02%. In the present study, the
incidence of benign lesions was 88.67%. NH alone was
noted in 62.26% of total cases, the remaining 26.41%
benign cases were composed of NH along with other
lesions like prostatitis, basal cell hyperplasia, atypical
hyperplasia and metaplasia. The lesions showed
hyperplasia of both epithelial and stromal components.
In this study, BNH lesions were more common in seventh
decade of life presented with chief complaints of
difficulty in micturition and increased frequency of
micturition. The decline in the number of cases beyond
the age of 80 years may reflect the average life span of
people in our country.
In the present study, 4 cases (3.77%) were NH along with
basal cell hyperplasia characterised by small uniform
darkly staining basal cell forming solid nests, tubules and
cords with peripheral palisading appearance. 2 cases
showed clear cell change in BCH and calcified deposit
was seen in 1 case. The present study showed only one
case of squamous metaplasia (0.94%) associated with
red infarct in addition to NH. However, study by Mittal et
al showed metaplastic epithelium in 10.27% of cases.

J Res Med Dent Sci, 2021, 9 (6):403-413
Prostatitis
In the present study, out of 106 cases, 20 cases had
prostatitis. In cases of chronic non- specific prostatitis,
lymphocytes, plasma cells and macrophages were seen.
Bostwick [15] in his study has reported more cases of
chronic abacterial as compared to bacterial prostatitis In
this study only one case of prostatic abscess was present
but in a study by Granados et al, [16] cases of prostatic
abscess were present characterised by sheets of
neutrophils in and around the acini [17].
In the present study 2 cases (1. 89%) of non-specific
granulomatous prostatitis were noted, out of which one
of the case showed well formed epitheloid granulomas
with giant cell. There was no evidence of caseation. Mittal
et al, showed granulomatous lesi in 1.6% of his cases
[10].
Atypical adenoma tous hyperplasia
Yang et al study reported the incidence of Atypical
Adenomatous Hyperplasia ranged from 2.2% to 19.6% in
the TURP specimen [18]. In the present study, AAH was
seen in 3 cases (1.50%). These lesions seen in TURP
specimens, were small, multifocal and associated with
NH. All these cases were in the age group of 68- 74 years.
Prost atic intra epithelial neoplasia
In the present study, 2 cases showed Prostatic Intra
Epithelial Neoplasia. 1 case was LGPIN and another 1
case showed HGPIN associated with prostatic ca rcinoma.
LGPIN was characterized by epithelial crowding,
stratification but no prominent nucleoli was observed.
HGPIN was characterised by pronounced epithelial
crowding, nuclear enlargement, hyperchromasia and
luminal bridging giving a cribriform appearance.
Prominent nucleoli were also seen adjacent area showed
small glands infiltrating the stroma.
In our study, PIN was seen in the age group of 6l – 70
years. In the study by McNeal and Bostwick frequency of
PIN was highest in the age group 60 - 69yrs [19]. Brawer
showed, the incidence of PIN was higher in organs with
carcinoma than in those without. According to his study,
PIN was found in 73% of prostates with carcinoma and
32% of prostates without carcinoma [20]. The incidence
of PIN varies considerably in different studies probably
because histological diagnosis of LGPIN shows subjective
variation and many studies do not report LGPIN [18]. The
incidence of HGPIN is relatively low in cases of prostatic
carcinoma in our study because all the specimens were
TURP which does not have enough material compared to
radical prostatectomy specimen studied in other studies
[21]. It is also suggested that transition zone might not be
associated with HGPIN [20]. Moreover the incidence of
isolated HGPIN is uncommon in TURP specimens
(prevalence 2.3%) 87 It is common 1n peripheral zone as
compared to transition zone [21].
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Prostatic carcinoma
In the present study, the prevalence of carcinoma
prostate was 10.40%. This is rather low compared to
most reported series and there is wide variation in the
incidence rate of prostate cancer in different parts of the
world. The increased incidence of prostatic carcinoma in
industrialized world is partly due to increased number of
cases diagnosed by screening and case finding by serum
PSA testing [22].
Age incidence of prostatic carcinoma in different
studies
In the present study, peak incidence of prostatic
carcinoma was seen in age group of 61- 70 years which
was similar to many studies. The mean age and median
age of patients with malignant neoplasm of prostate are
70.5 and 70 years.
Carcinoma prostate and Gleason’s score
Numerous grading system has been designed for the
histopathological grading of prostate cancer. The Gleason
grading system named after D.F.Gleason is now the
predominant grading system. The prostate biopsy
Gleason score correlates with tumor aggressiveness,
tumor volume, serum PSA levels, prognosis and influence
of the treatment policy. The Gleason score is also often
used to determine eligibility of clinical trials including
those for watchful waiting [23].
Murthy et
al. in their study estimated that majority of
carcinoma prostate (46%) had Gleason's score 2-4 ie)
well differentiated tumors followed
by moderately
differentiated tumors (27%) with GS 5- 78. In the study
done by Bing et al. there were 46% of carcinoma prostate
patients presenting with GS 5-7 and 33.3% with GS
2-489.
Lokuhetty et al. reported 34.8% of carcinoma prostate
patients with a GS 8-10 and 1.16% of them presenting
with GS 2-4. Majority of the cases (63.5%) presented
with GS 5-782.
In the present study 63.63% of carcinoma cases
presented with GS 5-7, 36.40% with GS 8-10 and 9.10%
with GS 2-4. In the present study majority of the
adenocarcinoma of prostate (54.54%) were moderately
differentiated with GS 5- 7 followed by poorly
differentiated tumors (36.40%) with GS8-10. This was
closely similar to that of study by Lokuhetty et al [13]
wherein 63.95% of carcinoma patients presented with
moderately differentiated GS 5- 7 and 34.88% presented
with poorly differentiated tumors GS 8-10.
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serum PSA levels estimated. It is observed that, not all
the cases of surgical resection of the prostate, serum PSA
level estimation are requested.
(Out of 48 cases, 36 cases were benign. A total of 20 cases
showed modest elevation of PSA levels and 16 cases
showed elevation more than 10 ng/ml in benign cases.
This is because, these cases of BNH was associated with
prostatitis, abscess, infarcts and granulomatous
prostatitis.) In the present study, 9 cases of prostatic
carcinoma showed PSA levels >20ng/ml, however 2 cases
had PSA levels = l 5ng/ml. This is attributed to study in
which prostate cancers detected at lower PSA levels are
more likely to have a small volume and are of low grade.
Immunohistochemistry with p63
Prostatic lesions on routine staining sometimes cause
diagnostic difficulty especially in low volume needle
biopsies and in TURP specimens with cautery effect. In
such cases p63 renders more consistent staining than 34
E12, thereby differentiating benign from malignant
lesions effectively 89. In the present study, all the benign
lesions (9) stained positive for p63 but all the malignant
cases (11) stained negative for p63 indicating the
absence of basal cell layer.
Parson et al (2001 study observed that basal epithelial
cells in normal, benign prostatic hyperplasia, and highgrade intraepithelial neoplasia tissue stained intensely
for the p63 polypeptide, but the vast majority of
adenocarcinoma specimens did not stain [25]. This
observation suggested that staining for p63 may have
better diagnostic utility 1n differentiating benign
prostatic epithelial structures from prostate cancer.
M.H.Weinstein et al (2002) study proved that p63
immunostaining was diagnostically reliable and is
sensitive in identifying basal cells in prostatic needle
biopsies and TURP specimens. TURP specimens in which
cautery artifact can impair the ability to detect high
molecular weight cytokeratin, staining for p63 appears
superior [26]. The results of p63 staining In prostatic
adenocarcinoma in this study supports the results of
Signoretti et al (2000), who performed p63 on 130 cases
of invasive prostate cancer and found p63 negativity in
126(97%) cases [27].
Ud Din et al. noted that one of the 50 prostatic
adenocarcinomas expressed p63 in his study. Negative
p63 expression in adenocarcinomas 1n our present study
also co- relates with it [28]. Negative p63 express10n of
the malignant lesions in the present study correlates with
Signoretti et al, Parson et al, Ud in et al. studies
[25,27,28].

Serum PSA values
Normal levels of PSA are usually <4ng/ml but they vary
according to the age of the patient. PSA levels <4 ng/ml of
60 years or less and levels <6.5 ng/ml in mean age of 6080 years are normal. PSA is elevated by any change that
destroys the normal architecture of the prostate which
allows diffusion of protease into the microvascular
circulation [24]. In the present study, only 48 cases had

CONCLUSION
It is concluded from the present study that Use of
immunohistochemical marker p63 along with racemase
marker helps to differentiate the benign from malignant
prostatic lesions in diagnostically challenging cases
effectively.
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