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ABSTRACT

Prostate gland is an accessory gland of the male reproductive system.Prostate begins
development from the mesenchymal tissue, surrounding the urogenital sinus in the 3™ month of
gestation. Epithelial buds invaginate from the posterior sinus on either side of verumontanum.
Concurrently, Wolffian ducts develop into seminal vesicles, epididymis, Vasdeferens and
ejaculatory ducts that are stimulated by fetal testosterone. Histologically all malignant lesions
encountered were Conventional Adenocarcinoma of Prostate. The commonest pattern seen was
acinar followed bycribriform and fused glandularpattern. Conventional Adenocarcinoma forms the
most commontype of prostatic carcinoma and they are moderately differentiated byGleason’s
microscopicgrading. Serum Prostate Specific Antigen (PSA) levels increases proportionately with
advancing clinical stage. Studies have shownthat serial increase in serum PSA is associated with
incidence of occult carcinoma.In the present study, the TURP specimen received was ranged in the
volume from 8 to 20cc. Every tissue was carefully examined for the presence of yellow and firm or
gray hard areas and necrotic areas. After fixation and processing, 4 -5y sections were cut and
Hematoxylin and Eosin staining was done. In the present study all the benign lesions stained
negative except for cases were the PSA value is more than >50ng/ml with p53 IHC and in
prostate carcinoma positive indicating epithelial marker positive for prostate gland. In coclusio, the
IHC expression of p53 is significantly up- regulated in malignant lesions and have importance in
prognostic factors and disease survival.
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1. INTRODUCTION

Ageing is an inevitable phenomenon with both
structural and functional changes in the organs of
human body. One of the organ undergoing these
senile changes is prostate gland. Because of its
location at bladder neck, enlargement of the
gland leads to problems related to urinary
obstruction. Incidence of prostatic disease like
Benign Nodular Hyperplasia and Carcinoma
Prostate increases with age 1.A recent American
Urological Association (AUA) guidelines [1]
suggest an increase in the incidence of Benign
Nodular Hyperplasia worldwide and predicted by
the age of 60 yrs, more than 50% of men will
have microscopic evidence of disease 2..Very
few studies conducted on prostate carcinoma
patients in India suggest Benign Nodular
Hyperplasia and Prostatic Carcinoma as the
most common pathological condition with an
incidence of 82.97% and 17.03% 3.

Globally Carcinoma of Prostate is the 5th cause
of cancer and ranking 4th in cancer mortality in
men. Incidence is highest among black men in
United States. 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.

The combination of Digital rectal examination
(DRE), Transrectal Ultra sonogram, Serum
Prostate Specific Antigen (SPSA) estimation,
supplemented with biopsy procedures represents
a powerful diagnostic tool in the diagnosis of
various prostatic lesions4. Histopathological
examination of prostate biopsy remains the gold
standard for diagnosing all lesions including
inflammatory, benign and malignant conditions
6,8,9.

The unrelenting challenge encountered in
differentiating limited volume of prostatic
carcinoma and sometimes subtle variants from
its many morphologic mimics has increased the
use of ancillary immunohistochemistry in prostate
biopsies. The availability of prostate cancer-
associated and epithelial cell- associated
markers has been an invaluable addition to
diagnostic surgical pathology5, 10, 13, 15

2. MATERIALS AND METHODS

During the study period between August 2015 to
September 2017, 100 TURP specimens were
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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 and S.PSA values
were considered in selected cases.

In our cases the TURP specimen received was
ranged in the volume from 8 to 20cc. Every
tissue was carefully 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
specimen was submitted for processing. After
processing, 4 -5y sections were cut and
Hematoxylin and Eosin staining was done.

2.1 Inclusion Criteria

1. Prostate TURP specimen received from
urology department were included in thestudy.

2.2 Exclusion Criteria

1. Patients not for the

wereexcluded.

willing study

2. All females were excluded in the study
because prostate is not present.
3. Patientwith congenital abnormalitieslike

prune bellysyndrome, prostatepolyps.
2.3 Hematoxylin and Eosin Stains

Sections were deparaffinised and Stained with
hematoxylin for 5 minutes and rinsed well in
running tap water. Dehydrated with 1% acid
alcohol for 3 to 4 times, wash and then stained
with 1% aqueous eosin for 2 minutes, then
Washed in running tap water for 2minutes.
Sections were dehydrated with graded ethanol,
cleared and mounted with DPX
(dextrenepolysterene xylene).

3. RESULTS

Among 100 cases of Prostatic biopsies, 77 cases
were benign lesions, 10 malignant cases and 13
inflammatory conditions observed.

Benign lesions of prostate was the most
common histopathological lesion encountered
(77cases) with maximum incidence in the age
group of 50 -70 yrs. Inflammatory lesions in
prostate (prostatitis, prostatitic abscess) was the



s econd most common type of lesions
encountered (13 cases) of inflammatory lesions
was encountered in the present study. Prostatic
carcinoma was the third most common type of
lesions encountered (10 cases).

3.1 Age Incidence

In present study, the youngest patient was 40
years old and the eldest was 81 years and above
old. The Mean age and the Median age of the
patients with benign prostatic disorder were 58. 2
and 59.9 years, whereas the mean age and
median age of the patients with malignant
neoplasm of prostate was 62.5 and 68 years. In
the present study both the benign and malignant
lesions were common in sixth decade.

In the present study 60 -70 years age group was
the common age group having 47% followed by
51 - 60 years (27%) age group, 71- 80 years
(17%) and above 80 years ( 5%) in age group.

3.2 Clinical Presentation

In the present study following symptoms was
noted, among that difficulty in micturition (86
cases) was the most common presentation
followed by frequency of micturition (65 cases).
54 cases presented with hesitancy as chief
complaint while 32 cases presented with other
complaints like burning micturition, retention of
urine and hematuria.

3.3 Digital Rectal Examination

Out of 100 cases, benign cases 60 were firm, 3
in malignant cases, 5 in inflammatory cases, 2
were hard in inflammatory cases, 6 in
malignancy and 10 in benign cases and 7 were
cystic in benign, 6 in inflammatory and 1 in
malignant cases.

3.4 Rostatic Disorder and Serum Psa
Level

Among the Benign Nodular Hyperplasia patients,
serum PSA was obtained for 100 cases out of
which 30 were noted to have the PSA value in
the range of above 50ng/ ml, remaining cases
less than 40 ng/ ml. The lowest value of serum
PSA among the carcinoma prostate patient
was 45 ng/ml and the highest value noted was
398ng/ ml serum PSA level. Serum PSA level
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obtained for adenocarcinoma patient was in the
range of 250 -300ng/ml with a P value <0. 008.
In inflammatory lesion out of 13 cases 3 had
serum PSA value above 50ng/ml with p value
<0.010. In benign lesions out of 77 cases 10
cases had serum PSA value above 50ng/ ml with
P value <0.006.

3.41 p53 IHC expression in
carcinoma

prostatic

In our study out of 10 prostatic carcinoma cases,
the p53 expression is seen by the brown color on
the epithelial nuclei on immunostaining with p53
antigen. T hese cells are taken as positive. The
number of positive stained nuclei compared to
the negative stained nuclei ( unstained) was
evaluated for IHC scoring .

v' It was observed that all carcinoma cases
were positive for p53 expression.
v" IHC score 1 (< 10% nuclei stained) was

seen in nil cases, IHC score 2 (10- 33%
nuclei stained) in 2 cases (30.3%), IHC
score 3 (>33% nuclei stained) was in 6
cases (70.7%).

3.4.2 p53 expression and serum psa level

In our study out of 100 cases 30 have increase in
PSA level more than 40 ng/ml. IHC P53 staining
was done for cases with increase in PSA value,
showed positive for P53 staining with varying
intensity of expression in IHC stain. Scoring was
done depending upon the percentage of IHC
stain intensity and number of positive stained
nuclei.

3.5 Histopathalogy Images

No Of Cases

H Prostatis

H Prostatic Abscess

M Prostatic Hyperplasia

M BPH With Focal Adenosis
M BPH With Non Specific

Prostatis

H BPH With Adenomatous
Hyperplasia

M Prostate Carcinoma

Fig. 1. Incidence of prostatic lesions
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Number Of Cases

4%

AGE GROUPS

M 40-50
i 51-60
61-70
M 71-80
i Above 81

Fig. 2. Age distribution and prostatic disorder chart

H Benign lesions
70

a0 B Malignant lesions

Difficulty in| Frequency | Hesitancy  Burning | Retention | hematuria
micuriton micturiton | ofurine
micturition

Fig. 3. Incidence of clinical presentation in prostatic lesions

70
60 H 1 firm
50 H 2 hard
40 H 3 cystic
30
20
10

0

Benignlesions Inflammatory Malignant
lesions leasions

Fig. 4. Clinical presentations in prostate lesions
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Fig. 5. Grading of IHC

P53 NEGATIVE CASES PSA LEVEL

ELESS THAN 50
H 50-250
M251-350
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Fig. 6. Correlation of prostatic lesions with p53 and PSA level
Malignant Lesions

Case no: 1

Fig. 7. LPF (100x) H228/16 prostatic carcinoma Fig. 8. HPF (400x) H228/16 prostatic
with individual irregular small glands and carcinoma shows tumor cells infiltrating the
presenting as nodule with Gleason’s score stroma with adjacent prostatic glands

3+3=6
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Pl b
A - “.
Fig. 9. LPF (100x) H Fig. 10. HPF (400x) H228/16 Prostatic

carcinoma shows positive for p53 epithelial carcinoma positive for p53 epithelial marker
marker with low intensitystaining

Case no:2

Fig. 11. LPF (100x)
carcinoma shows compressed glands and carcinoma shows malignant cells infiltrating
malignant cells infiltrating the stroma with the stroma

Gleason’s score 4+4=8
: e
J )
£ A

& £
& .g‘ ‘ Y t‘]

Fig. 13. HPF (400x) H188/16 prostateic carcinoma show P53 positive epithelial cell involving
more than 50% of the tissue with high
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Case No:3
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Fig. 14. LPF (100x) H984 / 16 Prostatic
carcinoma shows hypernephroid cells and
small acinar cells infiltrating the stroma with
gleasons score 4+4=8

Fig. 16. LPF (100x) H984/16 prostatic
carcinoma show P53 positive epithelial cell
involving more than 50% of the tissue with

high intensity

4. DISCUSSION

Lower urinary tract symptoms (LUTS), previously
known as 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 prosta te in an unselected
series of autopies disclosed nodular hyperplasia
in approximately 20% of men in 40 yrs of age, a
figure that increase to 75% by the age 60 yrs
and to 90% by 80 yrs of life. In India the
incidence of benign prostatic hyperplasia is est
imated to be 29.97%.Carcinoma of prostate is
the most common malignant tumour in men
over the age of 65 years. In patients with
clinically detected nodules, raised PSA; needle
biopsy / tru- cut needle biopsy is an established

Fig. 15. HPF (400x) H984 / 16 Prostatic
carcinoma shows tumour cells infiltrating the
stroma

52

Fig. 17. HPF (400x) H984/16 prostatic
carcinoma show P53 positive epithelial cell
with high intensity staining

tool to confirm the 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. In India the incidence of
carcinoma of prostate is estimated at 28/ 100,
000 persons 3.

Incidence of prostatic disorders increases with
increasing age in male population in this study
comprising of 185 biopsies reported Benign
Nodular Hyperplasia in 172 (92.97%) cases and
carcinoma prostate cases in 13 (7.02%) cases
24,

Study of 15753 prostatic biopsy reported highest
incidence for benign lesions (55.5%) followed by
carcinoma (33.4%) 79. In the study by
Mohammed and Alhasan 2009 they reported 235



(77.6%) cases of Benign Nodular Hyperplasia
and 68(22.4%) cases of carcinoma of prostate80,
82,84. series of 142 prostatic biopsy reported
Benign Nodular Hyperplasia 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
intraepi thelial neoplasia 81.

Study comprising of 749 prostate biopsies, noted
an incidence of 60.6% for benign prostatic
lesions and 35.2% for malignant neoplasm 82.In
this study comprising of 106 prostate biopsies
with result of incidence of 88.67% for benign
prostatic lesions and 10. 4% for malignant
neoplasm.

4.1 Atypical Adenomatous Hyperplasia

Study reported the incidence of atypical
adenomatous hyperplasia ranged from 2.2% to
19.6% in TURP specimen 26. In the present
study AAH was seen in 3 cases (1.50%). These
lesion seen in TURP specimen, were small,
multifocal and associated with NH. All cases
were in the age group of 68 - 74 years incidence
of prostatic carcinoma in different studies 26,28.
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 patient with
malignant neoplasm of prostate are 70.5 and 70
years.

4.2 Carcinoma Prostate and Gleason’ s
Score

Numerous grading systems have been designed
for the histopathological grading of prostate
cancer. The Gleason’s grading system named
after D. F. Gleasons grading system. In prost ate
biopsy Gleason’s score correlates with tumour
aggressiveness, tumour volume, serum PSA
levels, prognostic and influence of the treatment
policy. The Gleason score is also often used to
determine eligibility of clinical trials including
those for watchf ul waiting 63.

Murthy et al. [2] in their study estimated that
majority of carcinomatous prostate (49%) had
Gleason’ s score 2 -4 ie) well differentiated to
moderately differentiated tumors (27%) with GS
5-78. In the study done there were 46% of
carcinoma prostate patients presenting with GS 5
-7 with 33%. reported 34.8% of carcinoma
prostate patients with a GS 8 -10. Majority of the
cases (63.35%) presented with GS 5 -7 82. In
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the present study 63.63% of carcinoma cases
presented with GS 5 - 7 and 36. 40% with GS 8 -
10.

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 GS
8 -10. this was closely similar to that of study. 81
where in 63.95% of carcinoma patients
presented with moderately differentiated GS 5 -7
and 34.88% presented with poorly differentiated
tumors GS 8 - 10.

4.3 Serum Psa Values

Normal level of PSA are usually <4ng/ml but they
vary according to the age of the patient.PSA
levels <4ng/ml of 60 yrs or less and levels
<6.5ng/ml in mean age of 60 -80 years are
normal. PSA is elevated by any change that
destroys the normal architecture of the prostate
which allows diffusion of prostate into the
microvascular circulation. 8. In the present study
only 70 cases had serum PSA level estimated. It
is observed that not all the cases of surgical
resection of the prostate, serum PSA level
estimation is required .14,15, 3.

Out of 100 cases, 77 cases were benign. A total
of 30 cases showed elevation of PSA level and
70 shows PSA <40ng/ml. This is because these
cases of Benign Nodular Hyperplasia was
associated with prostatitis, abscess, infracts and
granulomatous prostatitis. In the present study
13 cases of prostatic carcinoma showed PSA
level >50ng/ml, however this is attributed to
study in which prostate cancers detected at lower
are more likely to have a small volume and are of
low grade27,28,.

In the present study all the benign lesions
stained negative except for cases were the PSA
value is more than >50ng/ml with p53 IHC and
in prostate carcinoma positive indicating
epithelial marker positive for prostate gland.
Study observed that epithelial cell stain more
with intensity in prostate carcinoma cases. This
observation suggested that staining for p53 have
poor prognosis in high intensity % cell staining,
moderate intensity % cell staining and low
intensity % cell staining. It differentiate benign
lesions from malignant lesions. Study proved that
p53 immunostaining was diagnostically reliable
and sensitive in identifying epithelial cells in
prostate needle biopsies and TURP specimens.
TURP specimens in which cautery artifact can



impair the ability to detect high molecular
weight cytokeratin, staining for p53 appears
superior. 26

The results of p53 staining is prostate
adenocarcinoma in this study supports the
results who performed on p53 on 130 cases of
invasive prostate cancer and found p53 positive
126(97%) cases 34. noted that 50 prostatic
adenocarcinoma expressed p 53 in his study.
Positive p53 expression of the malignant lesions
in the present study correlates with studies done.
The rate of p53 alterations increases with
prostate cancer progression [3]. Patients given
targeted treatment can increase their survival
period through the association of
immunoreactivity of p53 marker with increased
tumor grade.

5. CONCLUSION

Benign Nodular Hyperplasia and Adeno
carcinoma of prostate are the most common
disease encountered in the aging population.
Screening protocols and awareness programs
over the year significantly reduced the morbidity
and mortality. Use of immunohistochemistry p53
marker helps to differentiate the benign from
malignant prostatic lesions in diagnosticall y
challenging cases effectively. The mutation in
p53 gene (a tumor suppressor gene) is an
important IHC marker in malignant cells. So the
IHC expression of p53 is significantly up-
regulated in malignant lesions and have
importance in prognostic factors and disease
survival. More research and developments is to
be done in this area of tumor suppressor genes
and cancer cell biology [4-34].

CONSENT

As per international standard or university
standard, patients’ written consent has been
collected and preserved by the author(s).

ETHICAL APPROVAL

The study was approved by the Institutional
Ethics Committee

ACKNOWLEDGEMENTS

The encouragement and support from Bharath
University, Chennai is gratefully acknowledged.
For provided the laboratory facilities to carry out
the research work.

Preethi et al.; JPRI, 33(21B): 46-56, 2021, Article no.JPRI.66763

54

COMPETING INTERESTS

Authors have declared

that no competing

interests exist.

REFERENCES

1.

10.

1.

AUA Practice Guidelines committee: AUA
guideline on management of benign
prostatic hyperplasia; guidelines at a
glance for urologists; 2011.

Murthy PD, Ray U, Morewaya J, Sengupta
SK. A study of the correlation of prostatic
pathology and serum prostate- specific
antigen (PSA) level: A prospective from
papua new Guinea. Png Med J. 1998;
41(2):59-64.

Thomas DJ, Robinson M, King P, Hasan
T, Charlton R, Martin J. P 53 expression
and clinical outcome in prostate cancer. Br
J Urol. 1993;72:778-781.

Kumar VL, Majumder PK: prostate gland :
structure, function and regulations.
International urology and nephrology.
1997;27(3)221-43.

Bid HK, Konwar R, Singh V. Benign
prostatic hyperplasia; is it a growingpublic
health concern forindia? Indiand Med Sci.
2008;62:373 -4

Robbins and cotron pathologic basis of
disease, 8thedition. 2010;996 -1002
Manna AK, Pathak S, Gayen P, sakar DK,
Kundu AK. Study of immunohistochemistry
in prostatic lesions with special reference
to proliferation and invasiveness. Indian J
Surg. 2011;73(2);101-6.

Bruchovsky N, Goldenberg SL, Gleave M.
Intermittent therapy for prostatecancer.
Endocrine related cancer, 1997;4(2):153-
77.

Juan Roasi. Rosai and Ackermans
surgical  pathology; 10thedition. 2011;1:
1287-1309

Robert Young H, John Srigley R, Mahal
Arvin B. Thomas Uibright M, Antonio L.
Cubilla-tumors of the prostate gland,
seminal vesicles, male urethra and penis
armed forces institute of pathology, Atlas
of the tumour pathology. Third series,
fasciles. 1998;28:289-345.

MC Conell JD. Epidermioogy, etiology,
pathophysilogy and naturalhistory of
benign prostatic hyperplasia, walsh, retik,
vaughan, wein, campbells urology,sed,
w>bsaunders company: Philadephilia.
2002;1297 -1337.



12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

Stacey E. Mills, Sternbergs diagnostic
surgical pathology, fifth edition. 2009;187-
208.

Steven G, Silverberg, Principles and

practice of surgical pathology and
cytopathology, 4thedition. 2006;189 -
267.

Bostwick DG, amin MB, Male reproductive
system. In: Damjanov |, Linder J editors,
Andersons pathology, 10 th ed, Missouri
Mosby. 1996;1:2197 -2222.

Cheville Cj, Bostwick Dg, Postatrophic
Hyperplasia Of The Postatrophic
Hyperplasia Of The Prostate — A histologic
mimic of prostatic adenocarcinoma. AM
J Surg Pathol. 1995;19(9):1068-
1076.

Amin BM, Tamboli P, Varma M, Sirigley RJ
Postatrophic Hyperplasia of the Prostate
Gland- A detailed analysis of its
morphology in needle biopsy specimens.
AM J Surg Pathol. 1999;23(8):925-
937.

Buhmeida A, Pyrhénen S, Laato M, Collan
Y. Progno stic factorsin prostate cancer.
Diagnostic Pathology. 2006;1:4

DOI: 10.1186/1746-1596-1-4.
Theodorescu D, Broder SR, Boyd JC, Mills
SE, Frierson HF. P53, bcl- 2 and
retinoblastoma proteins as long-term
prognostic markers in localized carcinoma
of the prosta te. J Urol. 1997;158:131-
137.

Shurbaji MS, Kalbfleisch JH, Thurmond
TS. Immunohistochemical detection of p53
protein as a prognostic indicator in prostate
cancer. Hum Pathol. 1995;26:106 -
109.

Kuczyk MA, Serth J , Bokemeyer C,
Machtens S, Minssen A, Bathke W. The
prognostic value of p53 for long-term and
recurrence-free survival following radical
prostatectomy.Eur J Cancer.1998;34:679-
686.

Papadopoulos |, Rudolph P, Wirth B,
Weichert Jacobsen K. P53 expression,
proliferation marker Ki - S5, DNA content
and serum PSA: possible biopotential
markers in human prostatic cancer.
Urology. 1996;48:261 -268.

MillerA. Benign prostatichyperplasia,
nutritional and potential therapeutic
options. Alt Med Rev.1996;1:18-
25.

Preethi et al.; JPRI, 33(21B): 46-56, 2021, Article no.JPRI.66763

55

23.

24,

25.

26.

27.

28.

29.

30.

31.

32.

33.

34.

Kerby RS, Christmas TJ, Brawer MK .
Prostate cancer edn2. London: Mosby.
2001;28

Al- Nuaimy WMT, Al- Allaf LIK, Alnaimi HA.
Histomorphometric study of prostate
tumors in elderly patientsin mosul
province.6th scientific conference of
nursing college. 2009;30-42.

Moul JW, Bettencourt MC, Sesterhenn IA
et al.: Protein expression of p53, bcl-2, and
Kl- 67 (MIB- 1) as prognostic biomarkers in
patients with surgically treated, clinically
localized prostate cancer. Surgery. 1996;
120:159-166.

Nielsen AL, Nyholm HC. P53 and c - erb- 2

protein  expression in endometrial
adenocarcinoma of endometrioid type. Am
J Clin Pathol. 1994;102:76-
79.

Erdem O, Erdem M, Dursun A, Akyol G,
Erdem A. Angiogenesis, p53, and bcl- 2
expression as prognostic indicators in
endometrial cancer: comparison with
traditional clinicopathologic variables. Int J
Gynecol Pathol.  2003; 22(3):254-
260.

Weir ED, Partin AW, Epstein Jl.
Correlation of serum prostate specific
antigen and quantitative immune
histochemistry. The Journal of Urology.
2000;163(6):1739-1742.

Ganega EM, Hutchinson B, Reuter VE,
Gaudin PB. Immunophenotype of high
grade adenocarcinoma and urothelial
carcinoma. Mod Pathol. 2000;13( 11):1186
-1191.

Abrahamsson PA, Lilja H, Falkmer S,
Wadstro LB. Immunohistochemical
distribution of the three predominant
secretoty proteinsin the parenchyma of
hyperplastic and neoplastic prostate
glands . The Prostate. 1988;12(1): 39-46.
Gallee MPW, Jong EV, Korput JAG.
Variation of prostate specificantigen
expression in prostatectomy specimens.
UrologicalResearch.1990;18(3):181-187.
Roxanne N. Molecular Markers May
PredictMortality Riskin Prostate Cancer.
Ann Intern Med. 2009;150:595 -603/
Stricker HJ, Jay JK, Linden MD, Tamboli
P, Amin MB: Determining prognosis of
clinically localized prostate cancer by
immunohistochemical detection of mutant
p5 3. Urology 1996;47:366-369.

Schlomm T, Iwers L, Kirstein P, et al.
Clinical significance of p53 alterations in



Preethi et al.; JPRI, 33(21B): 46-56, 2021, Article no.JPRI.66763

surgically treated prostate cancers. Mod Available:https://doi.org/10.1038/modpatho
Pathol. 2008;21:1371-1378 1.2008.104.

© 2021 Preethi et al.; This is an Open Access article distributed under the terms of the Creative Commons Attribution License
(http://creativecommons.org/licenses/by/4.0), which permits unrestricted use, distribution, and reproduction in any medium,
provided the original work is properly cited.

Peer-review history:
The peer review history for this paper can be accessed here:
http://www. sdiarticle4.com/review-history/66763

56



