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Prostate cancer is the most frequently type of cancer which leading death in male, Prostate-specific 
antigen (PSA) is possibly the most commonly utilized tumor marker for prostatic carcinoma screening. 
The present study was conducted to assess the diagnostic efficiency of Serum PSA in identifying of 
prostate cancer as compared to tissue biopsy. The study was conducted in the private clinics in Basra city 
All of the patients in this study have been diagnosed with prostate cancer. The study was carried out 
from February 2018 to February 2019.In total, 49 patients took part in the trial, with 30 normal 
participants serving as controls. The results of the current study revealed that the mean age of prostate 
cancer patients was 59.68±9.04 years and that of control subjects was 52.50± 6.27 years (differences 
were insignificant). PSA of the patients with prostate cancer was significantly more than that of control 
(11.04±1.73 VS 7.3±0.87 ng/ml, P< 0.01 t- test). The percent of patients with prostate cancer with 
overweight was significantly more than that recorded in normal subjects (12.24 VS 10.00% %, P< 0.01 Chi 
square). The percent of obese among patients with prostate cancer was also more than that noted in 
control group (12.24 VS 3.33%, P< 0.05 Chi square). Furthermore, the percent of smokers among patients 
with prostate cancer (69.38%) was more than that in healthy subject (20.00%) (P< 0.01 Chi square). When 
compared to a healthy (control), the patients with prostate cancer showed significant elevation of serum 
cholesterol (174± 12.01 VS 286±27.23 mg/dl, P < 0.01 t-test), LDLc (99.4±8.5 119± 7.4VS mg/dl, P < 0.01 
t-test) and triglycerides (116±13.7 VS 116±13.7, P < 0.05 t-test). While the serum level of HDLc was 
significantly decreased in prostate cancer patients compared to healthy (controls) (38.8±1.04 VS 
44.3±3.7, P < 0.05 t-test. Our data was statistically analyzed, and the results showed there was no 
correlation between serum PSA and the stage of prostatic cancer. However, of the total patients, 24.49% 
appeared with PCa, T1, 20.41% with PCa, T2, 14.29% with PCa, T3, 24.49% with PCa, T4 and 16.32% with 
PCa, T5. Prostate cancer was positively correlated with BMI, lipid profile and smoking, while no 
correlation was recorded between PSA and the stage of the disease. 

 

 

Cancer has already placed a huge burden on public health 
worldwide [1]. Over the course of the twenty years that 
have passed, researchers have noted an increasing trend 
in new recorded patients and deaths appeared from 
different types of cancers, Especially because of different 
lifestyles and behaviors in low and center of countries, as 
well as geographic and environmental aspects that 
influence the occurrence of Cancer [2, 3]. One of the most 
famous medical diseases is prostate cancer, which affects 
men. It is the most common cancer diagnosed in 
American male population [4]. In Iraq, prostate cancer 
was classified as one of the top ten cancers between 
1995-1997. 
However, (PSA) is about a (32-34) kDa single-chain 
glycoprotein (68-70) consisting of 237 amino acids, 
molecular weight (26,079) for the peptide moiety with 
five disulfide inter-chain bonds. Numerous studies and 
research have shown that PSA is a useful tumor marker 
for prostate cancer, staging, and diagnosis, with 
continuous monitoring of the patient's response to 
treatment and recurring disease detection. It is normally 
found in low amounts in the blood, many clinical studies 
have shown that The PSA test's value rises with age. [5, 6]. 

It was recently found that tall boys have a high risk of 
developing prostate cancer in adulthood, and tall boys 
have a higher risk of developing prostate cancer in 
adulthood. And have proven that obesity in adults 
increases the risk of prostate cancer. However, the 
influence of body mass index is more on adults [7]. The 
present study was done in order to evaluate the 
diagnostic efficiency of Serum PSA in identifying of 
prostate cancer as compared to tissue biopsy. 

 

The present study was included 49 patients (59.68±9.04 
years) with prostate cancer, attended the private clinics in 
Basra city from February 2018 to February 2019. Thirty 
control subjects (52.50± 6.27 years) were also included for 
comparison. Prostate cancer patients diagnosed as a 
juvenile were included in this study over 40 years of age 
were enrolled. However, the current study was certified 
by the ethical commission of the South technical 
university /  Iraq. Whole participants signed the written 
consent form before starting data and sample collection. 
BMI was measured for all participants. Participants were 
categorized to non-obese when their body mass index 
(BMI) was (19.8-24.9) kg/m2, overweight when their BMI 
was 25-29.9 kg/m2 and obese when their BMI was 30 
kg/m2 or more [8]. 
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Blood samples were taken from all study groups, patients 
and healthy ones, and tested for PSA levels and lipid 
profile using (German Roche device, Hitachi). 
The disease stage was recorded according to 
histopathological results which performed by routine 
histological techniques (H and E stain). The results were 
analyzed statistically by using the statistical program 
(SPSS). A P-value of 0.05 or less was dependent as 
statistically significant. 

 

The results of the current study revealed that the mean age 
of patients with prostate cancer was 59.68±9.04 years and 
that of control subjects was 52.50± 6.27 years (differences 
were insignificant). PSA of the patients with prostate cancer 
was significantly more than that of control (11.04±1.73 VS 
7.3±0.87 ng/ml, P< 0.01 t- test). The percent of patients with 
prostate cancer with overweight was significantly more than 
that recorded in normal subjects (12.24 VS 10.00% %, P< 0.01 
Chi square). The percent of obese among patients with 
prostate cancer was also more than that noted in control 
group (12.24 VS 3.33%, P< 0.05 Chi square). Furthermore, 
the percent of smokers among patients with prostate cancer 
(69.38%) was more than that in healthy subject (20.00%) (P< 
0.01 Chi square) (Table 1). 
In comparison with healthy control, the patients with 
prostate cancer showed significant elevation of serum 
cholesterol (174± 12.01 VS 286±27.23 mg/dl, P < 0.01 t-
test), LDLc (99.4±8.5 119± 7.4VS mg/dl, P < 0.01 t-test) 
and triglycerides (116±13.7 VS 116±13.7, P < 0.05 t-test). 
however, the serum level of HDLc was significantly 
decreased in patients with prostate cancer compared 
with healthy control (38.8±1.04 VS 44.3±3.7, P < 0.05 t-
test) (table 2). 
The statistical analysis of our data demonstrated that 
there was no correlation between serum PSA and the 
stage of prostatic cancer. However, of the total patients, 
24.49% appeared with PCa, T1, 20.41% with PCa, T2, 
14.29% with PCa, T3, 24.49% with PCa, T4 and 16.32% 
with PCa, T5 (table 3). 

Table 1: Age, PSA level, BMI and percent of smokers of 
men with prostate cancer in compared with healthy 

subjects. 
Variables cases Control P-Value 

No 49 30  

Age (years) 59.68±9.04 52.50± 6.27 Not significant 

PSA (ng/ml) 11.04±1.73 7.3±0.87 < 0.01 

BMI (km/m2) 

Normal weight 32 (65.30%) 26 (86.66%) < 0.01 

Overweight 11 (12.24%) 3 (10.00%) < 0.01 

Obese 6 (12.24%) 1 (3.33%) < 0.05 

Smokers 34 (69.38%) 6 (20.00%) < 0.01 

Table 2: The levels of PSA and lipid profile in patients 
with prostate cancer compared with healthy control 

group. 
Groups 

parameters 
Healthy control 

(=30) 
Patients 
(n=49) 

P-Value 

PSA (ng/ml) 7.3±0.87 11.04±1.73 < 0.01 

Cholesterol (mg/dl) 174± 12.01 286±27.23 < 0.01 

HDLc (mg/dl) 44.3±3.7 38.8±1.04 < 0.05 

LDLc (mg/dl) 99.4±8.5 119± 7.4 < 0.01 

TG (mg/dl) 116±13.7 123± 10.9 < 0.05 

 

Table 3: Classification of patients with prostatic cancer 
according to the stage 

Staging Number Percent 

PCa,T1 12 (24.49%) 

PCa,T2 10 (20.41%) 

PCa,T3 7 (14.29%) 

PCa,T4 12 (24.49%) 

PCa,T5 8 (16.32%) 

PCa; prostate cancer, T1; Tumor cells could be invading 
sub epithelial connective tissue, T2; Tumor invades 
superficial muscle, T3 Tumor invades pervesicatissue 
(Microscopically). T4; Tumor invades muscle T5; Tumor 
passed beyond the muscle tissue. 

 

Cancer is a leading cause of mortality. Cancer of Prostate 
is now Cancer is the most frequency cancer in males and 
after lung cancer, the second most prevalent cause of 
death. Lifestyle constituents, such as smoking, poor diet, 
and physical inactivity were positively correlated to. 
Prostate cancer [9]. 
The current study, gave further evidence that 
hyperlipidemia and high BMI were significantly associated 
with high PSA and prostate cancer as compared to control 
patients. It was recognized that cholesterol played a k 
ey role in prostate cancer as a precursor of androgens, the 
cell proliferation regulator [10]. Nevertheless, several 
experimental studies using laboratory models have 
shown that particles resemble the remnants of 
triglycerides-wealthy, have a role in stimulating 
carcinogenesis by interfering with a pathway for cellular 
signals such as the MEK/ERK and AKT pathways, that have 
a role in controlling cell growth and proliferation, 
apoptosis, interruption of the life cycle and biosynthesis 
of lipids [11]. On the other hand, high-density lipoprotein 
cholesterol (HDL-C) has recently gotten a lot of attention 
as a potential risk factor for prostate cancer growth and 
prognosis. The effect of low HDL can be explained by its 
role in the way of reducing the binding to paraoxonase-1 
(PON-1), which lead to lowing PON-1 free radical 
scavenging capacity. In addition HDL, By preventing the 
production of lipid rafts, it is possible to reduce the 
severity of cancer, which have been related with signaling 
of cancer-causing cells through Caveolin-1 (Cav-1) activity 
[12, 13]. 
This study showed significant correlation between 
smoking and prostate cancer. The precise relationship 
between smoking and prostatic carcinoma remained 
unclear. However, there have been several possible 
mechanisms by which cigarette smoking may increase the 
risk of prostate cancer. One is the ability of cigarette 
smoking to increase bioavailable testosterone which 
leads to a decrease in bioavailable estradiol and then may 
alter the hormonal environment and favor a higher 
androgenic exposure of the prostate. The possible 
mechanism was that the cigarette contained carcinogens 
[14].As in this study, the previous studies also revealed 
that no correlation between PSA and the stage of the 
disease [15, 16]. 
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Prostate cancer was positively correlated with BMI, lipid 
profile and smoking, while no correlation was recorded 
between PSA and the stage of the disease. 
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