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D ABsTRACT

Objective: To determine the frequency of incidental carcinoma of prostate in
patients with clinically benign prostatic hyprplasia.

Methodology: This cross-sectional study was carried out on 241 patients in
the department of urology, Institute of Kidney Diseases, Peshawar, from Janu-
ary 2018 to December 2019. All patients above 50 years of age who presented
with clinically enlarged prostate and prostate specific antigen level of less
than 10 ng/ml were included in the study. Patients with a history of surgical
intervention, or prostate specific antigen more than 10 ng/ml and with nodule
or hardness of prostate on digital rectal examination were excluded from the
study. Transurethral Resection of Prostate (TURP) was performed by consul-
tant urologist and specimens were sent for histopathology.

Results: The mean age of patients was 61.03 + 6.63 years with a range of
53 - 75 years. The pre-operative mean prostate specific antigen was 5.96 +
1.86. On histopathology report, incidental prostatic carcinoma was recorded
in 10% of patients.

Conclusion: Incidental carcinoma prostate is fairly common in our population
who have benign prostatc hyperplasia.
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I NTRODUCTION

Prostate is an organ of the male genital system which
gains importance with advancing age because of in-
creased risk of its diseases’. Frequent pathologies re-
lated with the prostate are prostatitis, benign prostatic
hyperplasia (BPH) and carcinoma prostate®. Carcinoma
of the prostate (CaP) is a common malignant condi-
tion of the prostate. After lung cancer, CaP is the sec-
ond leading cause of cancer deaths in men above 65
years of age®. Carcinoma prostate is rapidly becoming
frequent cancer in men with variable incidence in differ-
ent countries. In Sweden it is reported at highest level
and in Singapore at lowest*. Carcinoma prostate arises
in the transitional zone in 25%, central zone in 5% and
70% in the peripheral zone. The usual presentations
are the symptoms of prostatism or lower urinary tract
symptoms (LUTS) like frequency of micturation, urgency,
urge incontinence, nocturia, poor stream, intermittency,
straining with micturation and incomplete emptying of
urinary bladder. Others may be bone pain, spinal cord
compression and hematuria but the majority present
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with advanced disease® °. The recent reduction in pros-
tate cancer-specific death ratesis due to earlier diagno-
sis of aggressive cancers’. LUTS due to BPH is one of the
commonest problems of men in their 50s, and 80% of
men suffers in their 70s®.

The common urologic conditions in older men are
BPH and carcinoma prostate and the relation between
these conditions is supported by many evidences. In re-
cent studies it has been shown that BPH and CaP coex-
ist usually. Carcinoma prostate is found incidentally in
about 10%-20% of surgically removed BPH specimens®.
Frequency of incidental prostatic carcinoma was ob-
served in 6% of patients after transvesical resection of
clinically BPH™. A study conducted in patients who un-
derwent transurethral resection of prostate (TURP) for
clinically enlarged prostate showed incidental carcinoma
prostate in 2.3% of patients'. Another study conduct-
ed in Shifa International Hospital Islamabad, Pakistan,
showed that prostatic carcinoma was found in 5.8% and
prostatic intraepithelial neoplasia in 0.5% of patients™.

Prostate Cancer in unscreened populations is usually
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advanced stage disease. In contrast, incidentally detect-
ed CaP is at an early stage and has a favorable outcome
in terms of life expectancy if proper treatment is done in
time. Thus these patients can be prevented from mor-
bidity and mortality caused by the advance stage of the
disease. The objective of the current study was to deter-
mine the frequency of incidental carcinoma of prostate
among patients with clinically BPH.

I MeTHODOLOGY

This Descriptive cross-sectional study was carried
out on 241 patients in the Department of Urology, In-
stitute of Kidney Diseases, Peshawar, from January 2018
to December 2019. Ethical approval was obtained from
research ethics committee of IKD. Non-probability pur-
posive sampling was used to enrol patients. All patients
above 50 years who presented with clinically enlarged
prostate and having PSA less than 10 ng/ml were in-
cluded in the study. Patients with history of previous
surgical intervention, having PSA more than 10ng/ml
and those with nodule or hardness of prostate on DRE
were excluded from the study. Patients fulfilling the in-
clusion criteria were admitted in the ward through out
patient department (OPD). Patients were prepared for
surgery and experienced urologist did TURP. The chips
of the resected prostate were sent for histopathology.
Data regarding age, PSA level, and histopathology re-
port was recorded in a standardized proforma. SPSS

version 20 was used to analyze the data. Mean and
standard deviation was calculated for continuous data
while frequency and percentages were calculated for
categorical data. Chi-Square test was used to find asso-
ciation between categorical variables.

D ResuLts

Mean age of the patients was 61.03 + 6.63 years. Age
range was 53 - 75 years. On grouping the sample in
different age groups, majority were of 50 to 60 years
(Table 1). The mean pre operative PSA level was 5.96 +
1.86 with 54.8% patients having PSA level of less than
or equal to 5 and 45.2% having PSA level of more than
5 (Table 2). On histopathology, the incidental prostate
cancer was recorded in 10% of patients (Table 3).

I piscussion

This study shows that moderate-to-severe LUTS
due to clinically enlarged prostate were found in 108
(44.8%) patients of 50-60 years, 96 (39.8%) patients of
61-70 years and 37 (15%) patients of >70 years. How-
ever, McVary KT et al. concluded that moderate-to-se-
vere LUTS due to clinically BPH occurs in men of 50 — 59
years by approximately 25%, 60 - 69 years by 33% and
men over 80 years by 50 %'3. So it is necessary to find
out the incidence of prostatic malignancy in above age
groups. Further, after trans uretheral resection of the

Table 1: Age-wise distribution of patients (n=241)

N Range Minimum | Maximum Mean Std. Deviation
Age of the patient 241 22.00 53.00 75.00 61.0332 6.63160
Age Groups Frequency Percent
50 to 60 years 108 44.8
61 to 70 years 96 39.8
>70 years 37 15.4
Total 241 100.0

Table 2: Pre-operative PSA levels (n = 241)

N Range Minimum | Maximum Mean Std. Deviation
Serum PSA Level 241 6.00 3.00 9.00 5.9627 1.86711
PSA Categories Frequency Percent
Upto5 132 54.8
5t0 10 109 452
Total 241 100.0

Table 3: Frequency of incidental carcinoma of the prostate (n = 241)

Incidental Prostate Carcinoma Frequency Percent
Yes 24 10.0
No 217 90.0
Total 241 100.0
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prostate (TURP) of clinically enlarged prostate, the inci-
dental prostate cancer was recorded in 10% of patients
whereas the study conducted by Ornstein DK et al.
shows that patients who underwent TURP for symptom-
atic BPH were having incidental carcinoma prostate in
significant proportion (>15%)™. The increased attention
and prompt diagnosis has resulted in good detection
rates of carcinoma prostate, especially in younger age
groups. Eighty three percent of prostate cancers were
found in men who had BPH elsewhere in the prostate as
shown by autopsy data in almost all age ranges’.

One mode of early detection of carcinoma prostate
is PSA screening but that is not as reliable as histo-
pathological evidence'. Another study showed BPH as
a risk factor for carcinoma prostate after analysis of 220
men with clinical prostatic carcinoma'. Most patients
having obstructive symptoms are recently managed
conservatively or with minimally invasive techniques'.
The newer techniques such as microwave or laser ther-
apy has resulted in a drastic decrease in the number of
TURPs'™. In this modern era, studies in North America
have suggested a decrease in diagnosing previously
unrecognized carcinoma prostate during TURP?’. New
biomarkers such as Prostate Health Index (PHI) and the
4 K score were introduced as PSA is having high rates
of false-positive cases?’. Methodologically there are
limited reports comparing case series to uncontrolled
and unmatched historical published series. In the PSA
era, using a specific population, it has been shown by
the first report that there is a statistically significant de-
crease in the rate of carcinoma prostate (T1a and T1b).
Post TURP cases may have negative biopsy in occult
carcinoma prostate and these must be identified. Men
identified at autopsy as cases of carcinoma prostate
even in their 30s’ were having a prevalence of 31 per-
cent®2. Furthermore, in a Trial of Prostate Cancer Preven-
tion, it has been noticed that most of the men having
normal PSA levels were found to have carcinoma pros-
tate during biopsy performed without any clinical indi-
cation?. Multiple studies on this aspect have revealed
that the false-negative biopsy rate is in the range of 30
% or higher? 2. In our study, 10% of patients were hav-
ing incidental Ca prostate with pre operative PSA upto
10 ng/ml while no incidental Ca was noted in patients
having PSA below 5 ng/ml. In analysis of 1,106 patients
carried out by Araujo LH et al,, 51 (4.6%) patients had
incidental carcinoma prostate. The mean age of the pa-
tients was 70.6 (54-90) years, mean preoperative PSA
was 9.5 ng/ml. Of these patients, 32 (65%) had PSA less
than 10 ng/ml, 10 (20.4%) had PSA between 10-20 ng/
ml and 7(14.6%) had PSA more than 20 ng/ml?.

Carcinoma Prostate is common tumor and almost
one-third of patients when diagnosed, have distant
metastasis?’. In Germany, 12000 men died because of
carcinoma prostate, and as a whole carcinoma pros-
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tate is the second leading cause of tumor-associated
deaths in men®. In advanced stage or metastasis, the
gold standard treatment is the suppression of testicular
endocrine function. This treatment can cause remission
in 90% of carcinoma prostate patients®. The growth
rate of carcinoma prostate is controlled by androgens
deprivation. In 1941 it has been shown that androgen
deprivation (AD) is a better treatment to get temporary
control of CaP growth. Initially, bilateral orchidectomy
as an androgen deprivation was considered definitive
treatment. However, medical castration is adapted by
Luteinizing hormone-releasing hormone (LHRH) ana-
logues or by Gonadotropin-releasing hormone (GnRH)
antagonists since 1980s". When these patients are treat-
ed with LHRH analogues, there is initial increase of tes-
tosterone (flare up phenomenon). To control this initial
surge of testosterone, antiandrogens are used along
with LHRH analogues for 2-3 weeks. To achieve better
quality of life in patients with marginal metastatic load,
anti androgens can also be used as monotherapy. In
comparison to castration, anti androgens have slightly
shorter progression-free and overall survival rate®'. Bi-
lateral orchidectomy remains a better option showing
the best results with the rapid outcome and minimal
side effects®. Loss of testes has psychological impact
on patients of CaP and therefore surgical castration
is avoided in those patients®. Due to this reason, we
believe that a clear knowledge about the tool as diag-
nostic method is of utmost importance in decreasing
the morbidities as well as preventing the unfavorable
effects of missed-diagnosis of prostatic cancer®.

D concLusion

Incidental Carcinoma Prostate is fairly common in
our population.
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