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Terminology scheme across the WHO 5th edition: 

• The term “subtype” to replace “variant” for a distinct clinical or morphologic category within a tumour type 

• The term “variant” is reserved for genomic rather than morphologic alterations

Subtypes of prostate acinar adenocarcinoma are morphologically distinct and have prognostic 

significance (management implications)



WHO URO 4 WHO URO 5

Epithelial tumours

Glandular neoplasms

Acinar adenocarcinoma

Histologic Variants

Atrophic variant

Pseudohyperplastic variant

Microcystic variant

Foamy gland variant

Mucinous (colloid) variant

Signet ring-like cell variant

Pleomorphic giant cell variant

Sarcomatoid variant  

Epithelial tumours of the prostate

Glandular neoplasms of the prostate

Prostatic acinar adenocarcinoma

Unusual Histological Patterns

Atrophic adenocarcinoma (including aberrant p63 +)

Pseudohyperplastic adenocarcinoma

Microcystic adenocarcinoma

Foamy gland adenocarcinoma

Mucinous (colloid) adenocarcinoma

Subtypes

Signet ring-cell like adenocarcinoma

Pleomorphic giant cell adenocarcinoma

Sarcomatoid carcinoma

PIN-like carcinoma



Prostatic Acinar Adenocarcinoma 

Subtypes

PIN-like carcinoma

• Uncommon

• Resembles HGPIN or Ductal adenocarcinoma:

• large (cystic) discrete glands with flat or stubby tufts/short papillae architecture

• pseudostratified epithelium with elongated nuclei

• DDx 

HGPIN: crowded glands and lack of basal cells (HMWCK/p63)

Ductal adenocarcinoma: absence of complex papillae, cribriform glands or necrosis 

• Generally favorable prognosis; assigned Gleason score 3+3 = 6 

(3+4=7 ? if thin pap projection)

• Molecular Alteration: frequent activating mutations in the RAF/RAS pathway

Paulk A, Giannico G, Epstein JI. Am J Surg Pathol. 2018

Kaur HB .. Lotan T. Histopathology. 2021
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Radical Prostatectomy

PIN-Like Carcinoma
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Should ductal adenocarcinoma become a subtype of acinar ?

• Overwhelming majority admixed with acinar component (exception central ductal)

• Genomic studies; clonally related to concurrent acinar adenocarcinoma

• Relatively enriched for germline or somatic pathogenic alterations in 

DNA repair genes (HRR, MSI)

• Ductal histologic features are often preserved in metastatic sites

• Reporting

RP: ? > 50% or pure

NBx: even pure ductal should be reported as adenocarcinoma of prostate with ductal 

features (accounts for in grade)

Consensus: Keep ductal adenocarcinoma as a type of in WHO 5th edition

Ductal Adenocarcinoma
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HGPIN

• Earliest histologically recognizable precursor

• Low Grade PIN is no longer recognized as an entity

• Patterns: tufted > micropapillary > flat

• cribriform HGPIN controversial, diagnosis not recommended

Epstein JI et al APLM 2020 (GUPS White Paper)

IDC-P

Intraductal precursors with architectural and cytological features short of IDC-P

atypical cribriform proliferation (ACP)

atypical intraductal proliferation (AIP)

atypical intraductal proliferation, suspicious for IDC-P (ASID)

Precursor Lesions of Prostate Adenocarcinoma



HGPIN
Tufted / Micropapillary



HGPIN
cribriform

Atypical Intraductal Proliferation
AIP



Modern Pathology 2016

Intraductal Carcinoma of Prostate

IDC-P



• Kovi J et al. ; Cancer 1985
“ductal permeation by carcinoma the basement membrane remained intact “

• McNeal JE and Yemoto CE; AJSP 1996
“complete spanning of ductal/acinar lumen by several trabeculae of malignant epithelial cells” 

IDC-P
Historic Perspective



Modern Pathology  2006

27 cases of isolated IDC-P in Needle Bx
IDC-P Definition
• Malignant epithelial cells filling large acini and ducts
• Preservation of basal cells: H&E or IHC

• solid or dense cribriform patterns
• loose cribriform or micropapillary patterns 

+ 
marked nuclear atypia (≥ 6 x normal) or comedonecrosis

Outcome
• 6 RP 

• Gleason score 8 or 9 with 5 cases with prominent IDC-P
• Non-focal EPE in 5/6 and LVI in 2/6 

• 3/16 pts  without RP developed bone metastases













RP
• 15 to 30% 
• vast majority with invasive cancer
• Incidence correlates with GG, volume and PCA risk categories 
• Isolated IDC-P (without invasive cancer) exceedingly rare!

Prostate Bx
• 2.8% of all Bx
• 14% of Bx with invasive cancer 
• Isolated IDC-P in 0.06-0.26% of Bx

Incidence of IDC-P

Khani F et al. J Pathol. 2019
Rijstenberg LL et al. Histopathology. 2020
Watts K, Li J, Magi-Galluzzi C, Zhou M. Histopathology. 2013
Porter LH et al.  Eur Urol. 2017



Prostatic Intraductal Carcinoma (IDC-P)

• An advanced stage of tumor progression with intraductal spread of 
tumor (mostly)

• Justified to treat patients with intraductal carcinoma on biopsy even 
in the absence of documented infiltrating cancer



Differential Diagnosis of IDC-P

• HGPIN 

• Cribriform acinar adenocarcinoma

• Ductal adenocarcinoma

• Intraductal spread of HGTCC

• Cribriform Hyperplasia (Central zone)

• Basal Cell Hyperplasia



Cribriform Acinar Adenocarcinoma
VS

IDC-P









Prostatic Intraepithelial Neoplasia (HGPIN) 

Intraductal Carcinoma (IDC-P)

VS



IDC-P HGPIN



PIN vs DCIS (R/O IDC-P)



PIN vs DCIS (R/O IDC-P)

Atypical Intraductal Proliferation (AIP)



Atypical Intraductal Proliferation (AIP)
Histologically worse than HGPIN but lacks the diagnostic criteria of IDC-P

• 106 of 1480 consecutive and 22 retrospectively
• AIP only (2.4%),
• IDC-P only (1.3%)
• IDC-P coexisting with AIP (2%)

• PCa in 96% and 97% cases of AIP and IDC-P, respectively



• IDC-P associated PCa more aggressive pathology compared to AIP
• highest GS (GS ≥ 4 + 3; GG 3 and higher)
• Largest extent PCa involvement 

• AIP associated with intermediate-risk PCa

• AIP: ERG/PTEN status were similar to adjacent PCa in 97% and 88% of cases
• IDCP: ERG/PTEN status were similar to PCa in 96% and 91% of cases, respectively. 

• AIP represents a “lower-grade” spectrum of IDC-P
• IMMEDIATE repeat biopsy



AIP



Ductal IDC-P?



Ductal Carcinoma?



Ductal Carcinoma?



Non Invasive Ductal Ca 
Ductal IDC-P?
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• November 2014: 65 pathology experts & 17 clinicians 
(urologists, radiation oncologists, and oncologists) 
from 19 countries

• Grade Groups 1-5



Prostate Adenocarcinoma Grading

WHO 5th edition

• 2019 grading changes proposed by ISUP and GUPS are yet to be fully validated

• Specific differences in recommendations cannot be resolved on the basis of 

currently available evidence 

• Awaiting more definitive evidence, pathologists should specify which variant of 

the Gleason grading system recommendations is being used



Both societies advocate reporting

• Estimate of the percentage of pattern 4 with Gleason score 7 (GG2 or GG3)

• Presence of invasive cribriform carcinoma in Gleason score 7 and 8 cases (GG2-4)

• Acknowledged problems in interobserver reproducibility of pattern 4 (fused glands, 

poorly and formed glands more problematic than cribriform)

Prostate Adenocarcinoma Grading

WHO 5th edition



Prostate Adenocarcinoma Grading

WHO 5th edition

Cribriform pattern 4 issues

• Precise definition/reproducibility (small vs large)

• Distinction from IDC-P without IHC 

• Exclusion of IDC-P from Gleason grading may be problematic, and potentially 

unnecessary, without more extensive utilization of IHC in routine practice 







van Leenders, Geert J.L.H et al . AJSP 2020

IDC-P Grading?



Epstein JI et al . APLM 2020

IDC-P Grading?



• IDC-P grade assignment lead to GG change in 1.6% of Bx & 0.6% of RP

• Inclusion of IDC in GG might affect decision-making in individual patients

• Minimal Impact on overall prostate cancer management



Computational Pathology

Prostate Adenocarcinoma Grading



Prostate Adenocarcinoma Grading

WHO 5th edition

Role of Computational Pathology & AI

• AI-based algorithms can perform grading at the level of experienced subspecialized uropathologists

• Potential avenue for improving inter- and intra-observer variability

• AI-based algorithms could lead to more accurate quantification of patterns

• More extensive prospective validation is needed
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• 692 men with metastatic prostate cancer who were unselected for family history 

of cancer or age at diagnosis

• Multiplex sequencing assays to assess GERMLINE mutations 20 DNA-repair genes

July 2016



Homologous Recombination Genes 
(DNA Repair Pathway Defect)

Prostate NCCN 2018

• Prevalence of inherited (germline) homologous recombination gene 
mutations in men with metastatic or localized high risk was 11.8% and 
6.0%, respectively

• Germline genetic testing and genetic counseling should be considered 
in all men with high risk, very high risk, regional, or metastatic 
prostate: BRCA1, BRCA2, ATM, PALB2, FANCA

Pritchard CC, Mateo J, Walsh MF, et al. Inherited DNA-repair gene mutations in men with 
metastatic prostate cancer. N Engl J Med 2016;375:443-453



Homologous DNA Repair Pathway Defect
Prostate NCCN 2018

• Consider testing (somatic): BRCA1, BRCA2, ATM, PALB2, FANCA:
• early use of platinum chemotherapy

• eligibility for clinical trials (e.g., PARP inhibitors) 

Mateo J, Carreira S, Sandhu S, et al. DNA-repair defects and olaparib in metastatic prostate cancer. 
N Engl J Med 2015; 373: 1697-708.

Cheng HH, Pritchard CC, Boyd T, Nelson PS, Montgomery B. Biallelic inactivation of BRCA2 in platinum-sensitive metastatic 
castration-resistant prostate cancer.
Eur Urol 2016; 69: 992-5.





MMR/ MSI
Prostate NCCN 2018

• Positive MSI-H or dMMR (IHC):
• Eligibility for pembrolizumab in later lines of treatment for CRPC 

(M1 Castration Resistant)

• The prevalence of MMR deficiency in metastatic CPRC 2%-5%









• Tumor testing for HRD (BRCA1, BRCA2, ATM, PALB2, FANCA, RAD51D, CHEK2, and 

CDK12)  recommended in metastatic PCa and considered in regional PCa

• Tumor testing for MSI or dMMR recommended in metastatic CRPCa and 
considered in regional or castration-naïve metastatic PCa

• TMB testing. considered in metastatic CRPCa



Assay Company Sample Platform Clinical Application

Prolaris®,
Myriad 
Genetics

FFPE Needle 
Biopsy or 
Prostatectomy 
Tissue

Cell-Cycle Progression (CCP) Score:

Expression of 31 cell cycle genes; 
quantitative RT-PCR

• Calculate risk of BCR or metastasis post RP
• Predict death of disease in conservatively treated on needle biopsy  

Oncotype
DX®

Genomic 
Health

FFPE Needle 
Biopsy Tissue

Genomic Predictor Score (GPS):

Expression of 12 genes; (androgen 
pathway, cellular organization, cell 
proliferation  and stromal response) 
;quantitative RT-PCR

• Risk assessment prior to treatment intervention
• Predict adverse pathologic features

DecipherTM GenomeDx

FFPE Needle 
Biopsy or 
Prostatectomy 
Tissue

Genomic Classifier (GC):

Expression of 22 genes; Gene Expression 
Profiling Arrays

• Calculate risk for metastasis post RP
• Guide clinical decision for radiotherapy in adjuvant or salvage setting
• Predict metastasis post RP on needle biopsy  

PCA Commercial Gene Expression Assays

Netto GJ et al. Eur Urol Suppl 2018





Conclusions

5th edition of WHO Classification of the Urinary and Male Genital Tumours is bringing 
some refinements to Prostate tumours classification

URO 5 acknowledges that several issues in PCA classification remain controversial
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Staging urothelial carcinoma invading prostate stroma

• Originated in urethra (pT2)

• Contiguous direct invasion from transmural bladder primary (pT4a)

Courtesy of Dr. Oleksandr Kryvenko 



Should we grade IDC-P ?



Intraductal Spread of Urothelial Carcinoma 



















Conclusions

Stratifying PCA management based on integrated clinical, radiologic, pathologic and 

molecular based risk groups will assure avoidance of overtreatment and proper 

management of lethal disease

PTEN/ERG (Active Surveillance)

Presence of IDC-P on needle biopsy could trigger Germline Molecular Testing for DNA-

Repair Defect and dMMR

New targets of Rx and predictive molecular markers: Genomics and Immune Checkpoint 

Pathway

Genomic Classifiers are to be considered in the appropriate setting





HGPIN
Tufted 



HGPIN
flat



• 10/22 (45%) cases with G7 (5% Pattern 4) on Bx have
pathologically insignificant tumor in the RP

• GS, pTstage, total tumor volume, and rate of insignificant 
tumor in RP were not significantly different between GS 
3+3=6 and GS7 (5% Pattern 4)



Differential Diagnosis of IDC-P

• HGPIN 

• Cribriform acinar adenocarcinoma

• Ductal adenocarcinoma

• Intraductal spread of HGTCC

• Cribriform Hyperplasia (Central zone)

• Basal Cell Hyperplasia



Am J Surg Pathol 2016;40:e67–e82



Intraductal Spread of Urothelial Carcinoma 











Grading



• However, in some radical prostatectomy specimens the prostate cancer may consist of more than two Gleason patterns with the highest grade(pattern 5) representing the smallest 
volume, referred to as a tertiary high grade pattern. In this situation, if the tertiary grade pattern comprises >5% of the tumour volume it becomes the secondary pattern in Gleason scoring [[ISBN 
978-92-832-2437-2, WHO Classification of Tumours of the Urinary System and Male Genital Organs, Humphrey PA et al, Acinar adenocarcinoma, 138-162, 2016, Lyon, IARC]] {28177964;
32589068; 32459716; 32589068}. Although the 5% cut-off is somewhat arbitrary, higher tertiary pattern volumes are associated with a worse prognosis {18718699; 27810358; 27993581; 
28117112; 30181565}. If there is a higher grade component comprising ≤5% of the tumour, depending on the grading scenario, it may be dealt with differently in the 2019 ISUP and GUPS 
systems (see Tables 2 and 3). Some authors have advocated for more quantitative grading recognizing that the amount of high grade (patterns 4/5) tumour strongly correlates with outcome 
{10737486;12131299;26542947}.
•
• At the 2014 ISUP conference the concept of Grade Groups (GG) — alternatively referred to as ISUP Grade/Grade Groups or simply WHO Grade, in part to distinguish it from the various 
grade grouping systems used in various studies prior to 2013—was endorsed. These correspond to Gleason scores but have some advantages with respect to the communication of results to 
patients, clinicians and researchers, for instance Gleason score 3 + 3 = 6 cancers are assigned GG1 to highlight their generally favourable prognosis, while 3 + 4 = 7 cancers are placed in a 
separate GG to 4 + 3 = 7 to emphasize the higher risk of recurrence associated with the latter {23464824; 26492179}.
•
• The 2019 grading changes proposed by ISUP and GUPS are yet to be fully validated and there are also some specific differences between the recommendations from the two bodies 
which cannot be resolved on the basis of currently available published evidence (Table 3) {32459716; 32589068; 33027069}. Both organisations advocate reporting an estimate of the 
percentage of pattern 4 cancer present in prostate biopsies with Gleason score 7 (GG2 or GG3), as well as the presence of invasive cribriform carcinoma in Gleason score 7 and 8 cases (GG2-
4), since several studies have shown that these features have prognostic and clinical significance {26920466; 27457260; 26542947; 25189638; 21685037; 26939875}. However, there are 
acknowledged problems relating to interobserver reproducibility in the assessment of pattern 4 carcinoma, especially for poorly formed or fused gland patterns, with kappa coefficients for the 
former ranging from ranging from 0.27 to 0.34 (fair agreement only) {21679996; 26099009; 27028587}. Although pathologists are more consistent in recognizing invasive cribriform carcinoma 
than the other morphological patterns included within Gleason grade pattern 4, there are still issues surrounding its precise definition (especially small versus large cribriform glands), 
reproducibility, and consistent distinction from intraductal carcinoma of prostate (IDCP) without using immunohistochemistry (IHC) {21685037; 27028587; 30349027; 32815034}. Furthermore 
given the latter point, the exclusion of IDCP from Gleason grading may be problematic, and potentially unnecessary, without more extensive utilisation of IHC in routine practice {29878934; 
30720899; 32542746}. In the interim, while awaiting more definitive evidence to resolve the differences between the 2019 ISUP and GUPS proposals, pathologists should specify which variant 
of the Gleason grading system recommendations is being used in routine reporting and publications to allow meaningful analyses and comparisons of cohorts.
•
• A recent development is the introduction of computer-assisted prostate cancer grading using artificial intelligence. A series of studies has shown that AI-based algorithms can perform 
prostate cancer grading at the level of experienced, subspecialized uropathologists {31304394; 31926806, 31926805; 32701148}. Although more extensive, and prospective, validation of these 
algorithms in clinical practice is needed, they offer a potential avenue for improving prostate cancer grading. Specifically, by supporting inexperienced or non-specialized pathologists, inter- and 
intra-observer variability in grading can be reduced, as has been shown in preliminary studies {32759979; 33180129}. Furthermore, AI-based algorithms could play an important role in more 
accurate quantification of patterns due to their ability to individually count of every cell and gland belonging to a specific pattern. The first commercial offerings have received CE certification in 
2020.











Prostatic Intraductal Carcinoma (IDC-P)

• Distinctive morphology from HGPIN

• Associated with high grade invasive cancer and poor pathology at RP & 
relatively poor prognosis with other therapies

• An advanced stage of tumor progression with intraductal spread of tumor 
(mostly)

• Justified to treat patients with intraductal carcinoma on biopsy even in the 
absence of documented infiltrating cancer



CANADIAN MSKCC Pooled
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WHO Uro 4 WHO Uro 5

Epithelial tumours

Glandular neoplasms

Acinar adenocarcinoma
Atrophic

Pseudohyperplastic

Microcystic

Foamy gland

Mucinous (colloid)

Signet ring-like cell

Pleomorphic giant cell

Sarcomatoid

Prostatic intraepithelial neoplasia,

high-grade

Intraductal carcinoma

Ductal adenocarcinoma

Cribriform

Papillary

Solid

Urothelial carcinoma

Squamous neoplasms

Adenosquamous carcinoma

Squamous cell carcinoma

Basal cell carcinoma







Prostatic Intraepithelial Neoplasia (HGPIN) 

• Architecturally benign glands with malignant appearing cells containing 
prominent nucleoli

• No uniform definition as to how prominent nucleoli or how many nucleoli per 
gland

• Architecturally most common is tufting and then micropapillary with flat and 
cribriform least common. 

• No need to comment on pattern as no difference in risk of subsequent 
cancer, except maybe for cribriform







?























Non Invasive Ductal Ca 
Ductal DCIS?



Non Invasive Ductal Ca 
Ductal DCIS?



Non Invasive Ductal Ca 
Ductal DCIS?













IDCP
• 6.1.1.2: Intraductal carcinoma

• Definition
• Intraductal carcinoma of the prostate (IDC-P) is a neoplastic epithelial proliferation involving pre-existing, generally expanded, duct-acinar structures and characterized by architectural and cytologic atypia beyond what is acceptable 
for HGPIN. It is typically associated with high-grade and high-stage prostate carcinoma but in rare cases may represent a precursor lesion.
•
Intraductal carcinoma of the prostate (IDC-P) is a neoplastic epithelial proliferation that is located within and significantly expands the native prostatic ducts and acini. Morphological IDC-P may represent two biologically distinct entities. In a 
vast majority of cases it is associated with invasive high grade carcinoma and considered a late ‘colonization’-type event in the evolution of prostatic acinar carcinoma {16980940; 8669528; 9523662}. In a small subset of cases, IDC-P is 
seen in the absence of invasive prostate cancer, and may represent an in-situ carcinoma that exhibits much greater architectural and/or cytological atypia than high grade prostatic intraepithelial neoplasia (HGPIN).
• Current evidence suggests IDC-P may represent two biologically distinct entities. In a vast majority of cases, IDC-P is currently thought to be a late event in the setting of high grade invasive prostate cancer, with propensity for 
intraductal/acinar spread. Studies support IDC-P being distinct from HGPIN and showing overlap with profiles of high grade invasive prostate cancer. Early studies found that IDC-P and Gleason pattern 4/5 prostate cancer show a similar 
frequency of genomic instability as determined by loss of heterozygosity and comparative genomic hybridization, more common than that in Gleason pattern 3 prostate cancer and HGPIN {18383208, 10951489}. Several recent studies 
have shown that prostate cancer with IDC-P and/or invasive cribriform cancer is associated with higher percent genomic alteration than prostate cancer without these patterns {29295717, 28511883}. Specific somatic copy number gene 
alterations known to be associated with aggressive prostate cancer that have been observed in IDC-P studies include loss of PTEN, CDH1, and BCAR1 and gain of MYC {29295717}. Expression of SchLAP1, a long noncoding RNA 
associated with poor prognosis in prostate cancer, has been observed with >3X the frequency in prostate cancer with an IDC-P/invasive cribriform pattern {28511883}. Mutations in SPOP and TP53 as well as the transcription 
factor FOXA1 are more frequent in cases with IDC-P/invasive cribriform cancer when compared to cases without these findings {29295717} - NOT VALIDATED . ERG rearrangement is present in the majority of IDC-P {20220513}, loss 
of PTEN expression may be identified in up to ~85% of IDC-P, with the latter very uncommonly seen in HGPIN {23222491}.
• Rarely, IDC-P is found without a concomitant invasive prostate cancer or adjacent to only microinvasive prostate cancer, raising the possibility that IDC-P may represent an in situ-type lesion preceding development of invasive 
prostate cancer {20723921, 17617002, 30993692}. A single study of IDC-P cases without invasive prostate cancer or with concurrent Gleason score 6 prostate cancer identified activating oncogenic driver mutations in genes within the 
MAPK and PI3K pathways, extraordinarily rare findings in prostate cancer; discordance in either ERG or PTEN expression detected by immunohistochemistry between IDC-P and the concomitant Gleason score 6 prostate cancer was also 
noted {30993692} - NOT VALIDATED. These findings suggest that IDC-P seen in these contexts are unlikely to be a precursor to associated low-grade invasive prostate cancer but may represent a molecularly unique in-situ tumor. Others 
dispute the existence of a true in situ IDC-P {31843189}, as there are no reliable morphological features to distinguish between IDC-P with or without associated invasive prostate cancer. In prostate biopsies, lack of concomitant invasive 
prostate cancer generally represents under-sampling; follow-up radical prostatectomy specimens – when completely sampled – have virtually never displayed IDC-P alone.
• ERG gene fusion and PTEN genomic alterations and loss of protein expression may be helpful in selected patients (REF).
•
• REFS to consider (from Mark Rubin):
• PMID: 28515055 WES of 105 AA PCA from the US
PMID: 25056375. AA vs White molecular differences SPINK1 overexpression was evaluated by immunohistochemistry, ERG rearrangement and PTEN deletion by FISH, and SPOP mutation by Sanger sequencing.

PMID: 24563616 SPOP mutation frequency from 720 prostate cancer samples from six international cohorts spanning Caucasian, African American, and Asian patients,

•
From a differential diagnosis standpoint, it is most crucial, particularly in biopsies, to distinguish IDC-P from HGPIN, as their clinical associations are drastically different. For atypical lesions that do not meet the criteria for IDC-P, the term 
"atypical intraductal proliferation (AIP)" is preferred.





PIN with adjacent 
Invasive Ca.



IDC-P
With adjacent 3+4=7



IDC-P
Intraductal Spread



IDCP-P
Intraductal Spread



IDC-P?



Modern Pathology  2006



IDC-P IAP



IDC-P HGPIN



Ductal Adenocarcinoma













Clear Cribriform Hyperplasia





Basal Cell Hyperplasia









Central Zone Histology











IDC-P?



Basal cell marker immunohistochemistry is recommended 

for prostate biopsies displaying isolated IDC-P without 

concomitant invasive prostate cancer {32459716; 

32589068}

Immunohistochemistry is not considered necessary in 

cases when the distinction between IDC-P and invasive 

prostate cancer will not change the assigned prostate 

cancer grade {32459716; 32589068}.

There is wide agreement that when IDC-P is identified on 

prostate biopsy without concomitant invasive cancer it 

should not be graded, but rather, a comment should detail 

IDC-Ps usual association with aggressive prostate cancer. 

There is also agreement that when IDC-P is observed in 

setting of invasive prostate cancer, its presence should be 

noted. However, whether IDC-P should additionally be 

incorporated, based on its architectural pattern, into 

prostate cancer grading remains controversial at this time, 

due insufficient data {32692448}.


























