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Abstract. Prostate cancer (PCa) is one of the most common 
types of malignant tumor, which places a major burden on the 
health of men, worldwide. A prerequisite to ensure good treat-
ment outcomes for patients with PCa is an accurate diagnosis. 
The present study aimed to investigate the diagnostic value 
of prostate‑specific antigen (PSA) and α‑methylacyl‑CoA 
racemase (P504S) in PCa, using the tumor‑associated immu-
nolabels. In total, clinical data was collected from 125 patients 
undergoing prostate biopsy or surgery between January 2015 
and September 2019, and stratified into: PCa (45), benign pros-
tatic hyperplasia (BPH) (60) and unconfirmed diagnosis (20). 
Immunohistochemistry analysis was performed to assess PSA 
and P504S expression levels in each group compared with that 
in the controls (the normal tissue in each group was the internal 
control). The results demonstrated that the expression level of 
P504S was significantly higher in the PCa group compared 
with that in the BPH group. Furthermore, no significant asso-
ciation was observed in the PCa group between PSA and P504S 
expression levels, and the Gleason grading groups. A total of 
20 unconfirmed diagnoses was verified via PSA/P504S. Taken 
together, the results suggest that combination PSA and P504S 
have a positive effect in identifying prostate cancer. However, 
PSA and P504S still have limitations in their diagnosis and 
the final results need to be carefully and comprehensively 

analyzed, thus further studies are required to determine their 
diagnostic values.

Introduction

Prostate cancer (PCa) is one of the most common types of 
tumor and its incidence rate has increased in recent years 
worldwide. In the United States, >170,000 new prostate cancer 
cases were reported in 2019, and the number of new prostate 
cancer cases in China had exceeded 60,000 in 2015 (1‑3). 
Notably, early detection, diagnosis and treatment can result 
in improved patient outcomes, such as improving the 5‑year 
survival rate  (4). The early clinical symptoms of PCa are 
difficult to detect, and the sensitivity of the serum marker 
prostate‑specific antigen (PSA) is low, which can result in 
false negative test results (5,6). Prostate biopsy is considered 
the ‘gold standard’ for the diagnosis of prostate cancer (7). The 
pathological diagnosis of PCa is the result of a comprehensive 
analysis of cytological features (nucleus enlargement, nucleolus 
prominence and deep dyeing of chromatin), structural changes 
(sieve glands, solid nest gland, and strip and single gland) and 
analysis of relevant tumor markers, such as PSA, P504S and 
high molecular weight keratin (8). Typically, benign prostatic 
hyperplasia (BPH) or neoplastic changes of prostate can be 
easily identified (8); however, in several cases the diagnosis 
of benign hyperplasia or cancer of the prostate is difficult, 
and may be accompanied by basal cell hyperplasia and trans-
parent cells. Basal cell hyperplasia can be mistaken for benign 
lesions, and transparent cell changes lose the morphological 
features of conventional tumor cells, such as enlarged or deep 
staining, which makes diagnosis difficult to determine from 
cytological or structural features alone  (9). Thus, cellular 
biomarkers, such as PSA and α‑methylacyl‑CoA racemase 
(P504S) may be used for further diagnostic confirmation of 
ambiguous lesions (10,11). PSA is a glycoprotein secreted by 
prostate columnar and glandular epithelial cells, and is exten-
sively used for the early diagnosis of PCa (12). Furthermore, 
it is organ‑specific and can be used to distinguish secondary 
adenocarcinomas that invade the prostate; however, it is less 
specific to tumors, thus, it is not used alone for the diagnosis 
of PCa (12). According to a previous report, P504S is also 
highly sensitive and specific in the diagnosis of PCa (13). 
It is expressed in the mitochondria and peroxisomes, and 
participates in the β‑oxidation process of both fatty acids and 
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their derivatives, which is a process associated with tumori-
genesis (14‑16). Thus, the present study aimed to investigate 
the diagnostic values of PSA and P504S by measuring their 
expression levels in PCa tissues using immunohistochemistry 
(IHC) analysis, particularly for PCa tissues that cannot be 
characterized by cytological features alone.

Materials and methods

Patient information. The present retrospective study was 
approved by the Medical Ethics Committee of Qianjiang 
Central Hospital (Qianjiang, China; approval no. 201912001) 
and verbal informed consent was obtained from all patients 
prior to the start of the study. Prostate specimens were collected 
from 125 patients (mean age, 64 years; age range, 42‑78 years) 
admitted to the Department of Pathology at Qianjiang Central 
Hospital (Hubei, China) between January 2015 and September 
2019. The inclusion criteria were as follows: i) Tissue sample 
had no obvious necrosis, cystic changes or pigmentation, 
defects; ii)  tissue sample was paraffinized and able to be 
analyzed using IHC analysis and hematoxylin and eosin 
(H&E) staining; iii) complete pathological information and 
iv) complete patient information. The H&E stained slides were 
reviewed by pathologists at the Department of Pathology of 
Qianjiang Central Hospital (Qianjiang, China) and stratified 
into three groups; BPH (n=60), PCa (n=45) and unconfirmed 
diagnosis (n=20).

IHC to detect PSA and P504S. IHC analysis was performed to 
determine PSA and P504S expression levels in prostate tissue 
samples. Tissues were fixed in 4% neutral formaldehyde for 
24 h at room temperature, dehydrated and paraffin‑embedded. 
The paraffinized samples from each group were cut into 
4‑µm‑thick sections and mounted onto adhesive slides. 
Samples were deparaffinized in xylene at room temperature 
and rehydrated in a descending ethanol series (95, 75, 50 
and 25%, respectively). Sections were incubated with citrate 
buffer (ProteinTech Group, Inc.) under high pressure at 121˚C 
for 3 min to retrieve the antigen, prior to being blocked with 
10% goat serum (ProteinTech Group, Inc.) for 30 min at 37˚C 
and incubated with 0.3% H2O2 for 30 min at 37˚C to inhibit 
endogenous peroxidase activity. Tissue sections were incu-
bated with rabbit polyclonal anti‑PSA (cat. no. 10501‑1‑AP) 
and polyclonal anti‑P504S (cat. no. 15918‑1‑AP) overnight 
at  4˚C (both 1:100 and from ProteinTech Group, Inc.). 
Subsequently, membranes were incubated with goat anti‑rabbit 
IgG antibody‑HRP multimer (1:100; cat. no. PV‑0023; BiosS) 
for 20 min at 37˚C. The slides were subsequently stained 
with 3,3'‑diaminobenzidine for 5‑10 sec at room temperature, 
prior to counterstaining with hematoxylin for 5 min at room 
temperature. The slides were dehydrated with ethanol (95, 
75, 50 and 25%, respectively), mounted in neutral resins and 
observed under a light microscope (magnification, x100).

Evaluation of IHC results. PSA is predominantly expressed 
in the cytoplasm of cells; however, it is also expressed in the 
cell membrane and stains deeper in the cytoplasm near the 
luminal edge. Similarly, P504S is predominantly expressed 
in the cytoplasm of cells. In the present study, the presence 
of light‑yellow, brownish‑yellow and tan staining of the cell 

membrane and cytoplasm of prostate cells was considered 
positive, whereas no staining or focal staining was considered 
negative. The percentage positivity was graded from 0+ to 
3+ according to the percentage of cells stained, as follows: 0% 
(0+, no expression); 1‑25% (1+, mild); 26‑50% (2+, moderate) 
and >50% (3+, strong). Results were considered positive if they 
exceeded 1+.

Gleason grading groups for PCa. The data for patients with 
PCa was stratified into five levels (1‑5) as follows: Level 1, 
single round acinus with uniform shape; level 2, single round 
acinus with slightly irregular shape; level 3, non‑fused single 
acinus with significant morphological differences; level 4, 
fusion‑sieve acinus; level 5, solid or single infiltrating tumor 
cells, or accompanied by necrotic tissue, according to the 2014 
version of the Gleason grading system (17). The evaluation 
of the disease is based on the degree of differentiation of the 
gland, with the most differentiated cases at level 1 and the least 
differentiated cases at level 5.

Statistical analysis. Statistical analysis was performed using 
SPSS software (version 23.0; IBM Corp.). PSA and P504S 
immunostaining results were analyzed using a χ2 test. P<0.05 
was considered to indicate a statistically significant difference.

Results

PSA/P504S expression levels in BPH and PCa groups. 
Regarding the BPH group, 80.00% of all cases (48/60) 
stained positive for PSA expression, while 93.33% of all 
cases (56/60) reported negative expression in P504S (Fig. 1; 
Table I). Regarding the PCa group, the positive rate of P504S 
(88.89%; 40/45) was significantly higher compared with that 
in the BPH group (P<0.001), while no significant difference 
was observed in PSA expression between the PCa and BPH 
groups (P>0.05; Table I).

Association between PSA/P504S expression levels and PCa 
amongst Gleason grading groups. PCa was stratified into five 
groups according to the Gleason grading system for assessing 
differentiation of the disease and patient prognosis. The posi-
tive rate of P504S increased, while the positive rate of PSA 
slightly decreased from groups 1‑5. However, no significant 
differences were observed in PSA and P504S expression levels 
between any of the grading scores (Fig. 2; Tables II and III).

PSA/P504S diagnosis of unconfirmed cases. Regarding the 
20 ambiguous cases, it was difficult to accurately identify 
morphology of PCa using H&E staining; however, three 
predominant structural features were observed; Atrophy (nine 
cases), basal cell hyperplasia (six cases) and clear cell degen-
eration (five cases) (Table IV). Of the nine cases of atrophy, 
five were positive for PSA/P504S expression and identified as 
cancer, while four cases were negative for P504S expression 
and identified as BPH. All six cases of basal cell hyperplasia 
were identified as BPH. One of six cases of clear cell degen-
eration was diagnosed as prostatic intraepithelial neoplasia 
(the morphology is between normal and tumor tissues, which 
has the potential to turn into cancer). In total, seven of the 20 
ambiguous cases were considered PCa by PSA and P504S.
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Discussion

PCa is a malignant tumor that predominantly affects older 
men, particularly those >60 years and the incidence rate in the 
United States increased by 0.1% in 2019 (1,18). When patients 
present with suspected PCa symptoms, such as dysuria, hema-
turia and frequent urination (10), the most common diagnostic 
method is to screen for serum PSA, as elevated PSA is associ-
ated with PCa (the normal value is generally <4 ng/ml, and 
PSA is often >10 ng/ml when prostate cancer occurs) (19); 
however, this test is only indicative and the results are not 
absolute. Prostate biopsy can directly identify the tumor 
morphology under the microscope, which is one of the most 
common screening measures (20). Prostate biopsy typically 

relies on the cytological and structural features of the tissue 
under the microscope for diagnosis; however, routine diagnosis 
is difficult as several cases of PCa mimic the morphology of 
benign prostate gland (8). Thus, it is essential to identify tumor 
markers that can distinguish between benign and malignant 
tumor types.

PSA is a chymotrypsin‑like serine protease produced 
by prostate epithelial cells (12). When the prostate is stimu-
lated, PSA expression increases and this can be detected 
in PCa tissues using IHC analysis; however, there is no 
differential expression between benign and malignant pros-
tate tissues (21), which is consistent with the results of the 
present study. Notably, PSA is an organ‑specific marker, 
thus possesses diagnostic applications (9). It can be used as 
a specific indicator to identify the tumor origin, particularly 
with metastatic tumors (12). Furthermore, high PSA expres-
sion levels are indicative of PCa, although it is not expressed, 
or only partially expressed, in a few high‑grade cases of 
PCa, cases of PCa with neuroendocrine differentiation and 
other tissues, such as poorly differentiated adenocarcinoma 
and squamous cell carcinoma of the prostate  (22). Thus, 
according to the PSA test results, diagnosis of prostate 
tumors requires a combination of assessing clinical symp-
toms and other positive markers, such as P504S and high 
molecular weight cytokeratin, rather than individual assess-
ments (10).

P504S is predominantly expressed in the cytoplasm of 
affected cells and is a marker for PCa, with a sensitivity of 
82‑100% (9,14,23), and is not expressed in healthy prostate 
tissue. In the present study, P504S was expressed predomi-
nately in tumor tissues; however, the degree of expression was 
not associated with the Gleason grading groups of the assessed 
tumors, suggesting that P504S has little effect on the prognosis 
of PCa.

Typically, diagnosis of positive high‑grade prostate tumors 
is dependent on the morphological features (single‑cell layer 
and nuclear atypia) identified by H&E staining. However, 
certain ambiguous cases, such as glandular basal cell hyper-
plasia, gland atrophy, clear cell degeneration and squamous 
metaplasia require confirmation via immunolabeling (9,24). 
In the present study, ambiguous cases with positive PSA and 
P504S expression (particularly P504S) were identified as 
cancer, while cases with no P504S expression were classified 
as benign hyperplasia. Lack of basal cells is a key feature of 
PCa; however, in >40% of renal adenomas cases and >60% 
of renal tubular hyperplasia and partial atrophy cases, basal 
cells are reduced or absent (25,26). Thus, the interpretation 

Figure 2. Representative images of PSA/P504S expression and prostate 
cancer according to Gleason grading. The positive rate of P504S increased, 
while the positive rate of PSA slightly decreased from groups 1‑5. The 
yellow‑brown areas indicate positive expression. The red arrow highlights 
the positive expression (magnification, x100). PSA, prostate‑specific antigen; 
P504S, α‑methylacyl‑CoA racemase; H&E, hematoxylin and eosin.

Figure 1. PSA/P504S expression in the benign prostatic hyperplasia group. P504S expression was negative. The yellow‑brown areas in each IHC image 
indicate positive expression. The red arrow highlights the positive expression (magnification, x100). PSA, prostate‑specific antigen; P504S, α‑methylacyl‑CoA 
racemase; H&E, hematoxylin and eosin.
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of basal immunostaining results should be considered care-
fully, as they can support the diagnosis of PCa, following 
appropriate investigation of H&E morphology and detection 
of PSA/P504S expression (27). A previous study reported that 
the final diagnosis of PCa must be supported by the positive 
staining of specific immunolabels, particularly P504S, based 
on the morphology of H&E staining (28).

It is indisputable that each diagnostic method has certain 
limitations. For example, regarding biopsy, there may be cases 
where the specimen cannot be obtained, particularly when the 
tumor is very small. Similarly, antibodies that are associated 
with tumors, including PSA are not 100% expressed in the right 
place on every occasion, which decreases their sensitivity (10). 

However, with the development of genetic testing technology, 
such as the use of next generation sequencing of urine exfo-
liated cells to detect microRNAs (29), such as miR‑21‑5p, 
miR‑141‑3p, miR‑375 and miR‑574‑3 in prostate cancer, studies 
have indicated that this technique may be used as an auxil-
iary diagnostic technique, and a method to assess long‑term 
prognosis (30,31).

In summary, according to a detailed understanding of the 
clinical symptoms and assessment of morphological features 
identified using H&E staining, the use of PSA and P504S 
serves a key roles in improving the diagnostic rate of PCa, 
particularly for ambiguous cases. However, immunolabels 
present several limitations, such as insufficient sensitivity and 
specificity, and incorrect expression of antibodies, thus they 
can only be considered as auxiliary tools for diagnosis at 
present, and further investigations are required to determine 
their involvement in diagnosing PCa.
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Table I. PSA/P504S expression in the BPH and PCa groups.

	 BPH (n=60)	 PCa (n=45)
	‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑	‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑ 
Antibody	 Negative (%)	 Positive (%)	 Negative (%)	 Positive (%)	 P‑value

PSA	 12 (20.00)	 48 (80.00)	 11 (24.44)	 34 (75.56)	 0.58
P504S	 56 (93.33)	 4 (6.67)	 5 (11.11)	  40 (88.89)	 a2.90x10‑17

aP<0.001, comparison of P504S in PCa and BPH. PSA, prostate‑specific antigen; P504S, α‑methylacyl‑CoA racemase; BPH, benign prostatic 
hyperplasia; PCa, prostate cancer.

Table II. PSA expression in the prostate cancer group, divided 
according to the Gleason grading system (n=45).

	 PSA expression
Gleason	 Number of	‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑
grading groups	 patients, n	 Negative, n	 Positive, n

1	 7	 3	 4
2	 4	 1	 3
3	 13	 5	 8
4	 12	 4	 8
5	 9	 3	 6

PSA, prostate‑specific antigen.

Table  III. P504S expression in the prostate cancer group, 
divided according to the Gleason grading system (n=45).

	 P504S expression
Gleason	 Number of	‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑
grading groups	 patients, n	 Negative, n	 Positive, n

1	 7	 1	 6
2	 4	 1	 3
3	 13	 2	 11
4	 12	 1	 11
5	 9	 0	 9

P504S, α‑methylacyl‑CoA racemase.

Table  IV. Final diagnosis following immunohistochemistry 
analysis of PSA/P504S expression in the ambiguous cases 
(n=20).

	 Final diagnosis
	 Number of	‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑‑
Category	 Patients, n	 BPH, n	 PCa, n	 PIN, n

Atrophy	 9	 4	 5	 0
Basal cell hyperplasia	 6	 6	 0	 0
Clear cell degeneration 	 5	 2	 2	 1

BPH, benign prostatic hyperplasia; PCa, prostate cancer; PIN, 
prostatic intraepithelial neoplasia.



ONCOLOGY LETTERS  20:  1418-1422,  20201422

Authors' contributions

DJY, XRZ, XS and QXC designed the present study. YL 
and XS performed the literature analysis and participated in 
data analysis and interpretation. XS wrote and revised the 
manuscript. All authors read and approved the final manuscript.

Ethics approval and consent to participate

This retrospective study was approved by The Medical Ethics 
Committee of Qianjiang Central Hospital (Qianjiang, China; 
approval no. 201912001) and verbal informed consent was 
obtained from all patients prior to the study start.

Patient consent for publication

Not applicable.

Competing interests

The authors declare that they have no competing interests.

References

  1.	 DeSantis  CE, Miller  KD, Dale  W, Mohile  SG, Cohen  HJ, 
Leach CR, Goding Sauer A, Jemal A and Siegel RL: Cancer 
statistics for adults aged 85 years and older, 2019. CA Cancer 
J Clin 69: 452‑467, 2019.

  2.	Siegel RL, Miller KD and Jemal A: Cancer statistics, 2019. CA 
Cancer J Clin 69: 7‑34, 2019.

  3.	Chen W, Zheng R, Baade PD, Zhang S, Zeng H, Bray F, Jemal A, 
Yu XQ and He J: Cancer statistics in China, 2015. CA Cancer 
J Clin 66: 115‑132, 2016.

  4.	Barry MJ and Simmons LH: Prevention of Prostate Cancer 
Morbidity and Mortality: Primary Prevention and Early 
Detection. Med Clin North Am 101: 787-806, 2017.

  5.	Rigau M, Olivan M, Garcia M, Sequeiros T, Montes M, Colás E, 
Llauradó M, Planas J, Torres Id, Morote J, et al: The present and 
future of prostate cancer urine biomarkers. Int J Mol Sci 14: 
12620‑12649, 2013.

  6.	López Estebaránz JL, Zarco‑Montejo P, Samaniego ML and 
García‑Calvo C; PREVAL Study Group: Prevalence and clinical 
features of psoriatic arthritis in psoriasis patients in Spain. 
Limitations of PASE as a screening tool. Eur J Dermatol 25: 
57‑63, 2015.

  7.	 Streicher J, Meyerson BL, Karivedu V and Sidana A: A review 
of optimal prostate biopsy: Indications and techniques. Ther Adv 
Urol 11: 1756287219870074, 2019.

  8.	Kopp  RP, Parsons  JK, Shiau  J,  Wang‑Rodr iguez  J, 
Palazzi‑Churas K, Silberstein JL, Derweesh IH and Sakamoto K: 
Prostate atypia: Clinical and pathological variables associated 
with cancer diagnosis on repeat biopsy. Prostate Cancer Prostatic 
Dis 14: 149‑154, 2011.

  9.	 Varma M and Jasani B: Diagnostic utility of immunohistochem-
istry in morphologically difficult prostate cancer: Review of 
current literature. Histopathology 47: 1‑16, 2005.

10.	 Yuan P, Wang S, Sun X, Xu H, Ye Z and Chen Z: Quality of 
life among patients after cystoprostatectomy as the treatment for 
locally advanced prostate cancer with bladder invasion. Aging 
Male 1‑7, 2019 [Epub ahead of print].

11.	 Prcic A, Begic E and Hiros M: Actual contribution of free to 
total PSA ratio in prostate diseases differentiation. Med Arch 70: 
288‑292, 2016.

12.	 Carter HB: Prostate‑Specific antigen (PSA) screening for prostate 
cancer: Revisiting the evidence. JAMA 319: 1866‑1868, 2018.

13.	 Paiva  RM, Zauli  DAG, Neto  BS and Brum  IS: Urinary 
microRNAs expression in prostate cancer diagnosis: A system-
atic review. Clin Transl Oncol 2020 [Epub ahead of print].

14.	 Jiang Z, Woda BA, Rock KL, Xu Y, Savas L, Khan A, Pihan G, 
Cai  F, Babcook  JS, Rathanaswami  P,  et  al: P504S: A new 
molecular marker for the detection of prostate carcinoma. Am 
J Surg Pathol 25: 1397‑1404, 2001.

15.	 Jain D, Gupta S, Marwah N, Kalra R, Gupta V, Gill M, Jain N, 
Lal S and Sen R: Evaluation of role of alpha‑methyl acyl‑coen-
zyme A racemase/P504S and high molecular weight cytokeratin 
in diagnosing prostatic lesions. J Cancer Res Ther 13: 21‑25, 
2017.

16.	 Lee CO, Lee KW, Kim DS, Jeon YS and Lee NK: The usefulness 
of P504S/34βE12 immunostaining for the detection of prostate 
cancer. J Urol 181: 802‑802, 2007.

17.	 Epstein JI, Egevad L, Amin MB, Delahunt B, Srigley JR and 
Humphrey PA; Grading Committee: The 2014 international 
society of urological pathology (ISUP) consensus conference on 
gleason grading of prostatic carcinoma: Definition of grading 
patterns and proposal for a new grading system. Am J Surg 
Pathol 40: 244‑252, 2016.

18.	 Ferlay  J, Soerjomataram  I, Dikshit  R, Eser  S, Mathers  C, 
Rebelo M, Parkin DM, Forman D and Bray F: Cancer incidence 
and mortality worldwide: Sources, methods and major patterns 
in GLOBOCAN 2012. Int J Cancer 136: E359‑E386, 2015.

19.	 Pérez‑Ibave DC, Burciaga‑Flores CH and Elizondo‑Riojas MÁ: 
Prostate‑specific antigen (PSA) as a possible biomarker in 
non‑prostatic cancer: A review. Cancer Epidemiol 54: 48‑55, 
2018.

20.	Loeb S, Vellekoop A, Ahmed HU, Catto J, Emberton M, Nam R, 
Rosario  DJ, Scattoni  V and Lotan  Y: Systematic review of 
complications of prostate biopsy. Eur Urol 64: 876‑892, 2013.

21.	 Al‑Kafaji G, Said HM, Alam MA and Al Naieb ZT: Blood‑based 
microRNAs as diagnostic biomarkers to discriminate localized 
prostate cancer from benign prostatic hyperplasia and allow 
cancer‑risk stratification. Oncol Lett 16: 1357‑1365, 2018.

22.	Claessens M, Van Poppel H, Goike H and Joniau S: POD4.01: 
Role of TPS, TPA and PSA in treatment monitoring of prostate 
carcinoma. Urology 72: S40, 2008.

23.	 Jiang Z, Wu CL, Woda BA, Iczkowski KA, Chu PG, Tretiakova MS, 
Young  RH, Weiss  LM, Blute  RD  Jr, Brendler  CB,  et  al: 
Alpha‑methylacyl‑CoA racemase: A multi‑institutional study of a 
new prostate cancer marker. Histopathology 45: 218‑225, 2010.

24.	Kahane  H and Bostwick  DG: Florid basal cell hyperplasia 
and other benign mimics of prostate cancer. Pathology Case 
Reviews 19: 154‑162, 2014.

25.	Skinnider BF, Oliva E, Young RH and Amin MB: Expression 
of alpha‑methylacyl‑CoA racemase (P504S) in nephro-
genic adenoma: A significant immunohistochemical pitfall 
compounding the differential diagnosis with prostatic adenocar-
cinoma. Am J Surg Pathol 28: 701‑705, 2004.

26.	Allan CH and Epstein JI: Nephrogenic adenoma of the prostatic 
urethra: A mimicker of prostate adenocarcinoma. Am J Surg 
Pathol 25: 802‑808, 2001.

27.	 Rathod SG, Jaiswal DG and Bindu RS: Diagnostic utility of 
triple antibody (AMACR, HMWCK and P63) stain in prostate 
neoplasm. J Family Med Prim Care 28: 2651-2655, 2019.

28.	Abdollah F, Dalela D, Haffner MC, Culig Z and Schalken J: 
The role of biomarkers and genetics in the diagnosis of prostate 
cancer. Eur Urol Focus 1: 99‑108, 2015.

29.	 Guelfi G, Cochetti G, Stefanetti V, Zampini D, Diverio S, Boni A 
and Mearini E: Next generation sequencing of urine exfoliated 
cells: An approach of prostate cancer microRNAs research. Sci 
Rep 8: 711, 2018.

30.	Egidi  MG, Cochetti  G, Serva  MR, Guelfi  G, Zampini  D, 
Mechelli L and Mearini E: Circulating microRNAs and kalli-
kreins before and after radical prostatectomy: Are they really 
prostate cancer markers? Biomed Res Int 2013: 241780, 2013.

31.	 Cochetti G, Poli G, Guelfi G, Boni A, Egidi MG and Mearini E: 
Different levels of serum microRNAs in prostate cancer and 
benign prostatic hyperplasia: Evaluation of potential diagnostic 
and prognostic role. Onco Targets Ther 9: 7545‑7553, 2016.

This work is licensed under a Creative Commons 
Attribution-NonCommercial-NoDerivatives 4.0 
International (CC BY-NC-ND 4.0) License.

https://www.spandidos-publications.com/10.3892/ol.2020.11658
https://www.spandidos-publications.com/10.3892/ol.2020.11658
https://www.spandidos-publications.com/10.3892/ol.2020.11658

