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PROSTATITIS
Acute Prostatitis:
*
Most cases due to gram negative bacilli, usually E. coli.  Often related to a bladder infection or manipulation of the urinary tract (e.g. catheterization).

*
Fever, chills, perineal pain, dysuria, tender prostate.

*
Suppurative inflammation +/‑ abscesses.

Chronic Prostatitis:
*
Usually develops insidiously, may follow acute prostatitis.

*
Often difficult to establish cause, usually it is abacterial.

*
Mixed inflammatory cells, inspissated secretions, duct stones.

*
Atrophic glands commonly found associated with inflammatory foci.

Granulomatous Prostatitis:

*
Usually idiopathic.  Important to rule out infectious causes, such as tuberculosis.

*
Idiopathic ‑ may be related to localized duct obstruction with inspissated secretions.  See a non‑necrotizing granulomatous inflammation, often centred on glands.

*
Can produce a hard palpable nodule that mimics prostatic carcinoma.

Note:    Prostatitis can cause an elevated serum PSA


*  *  *  *  *


BENIGN PROSTATIC HYPERPLASIA (BPH)
Frequency:

*
Autopsy studies - BPH present in 70% of men by age 60.

*
Frequency increases with age.

*
Rare before age 40.

Etiology:

*
Not well established.  Appears to involve both testosterone (T) and estrogen (E).  Possibly the elevated E/T ratio that occurs with aging sensitizes the prostate to the growth effects of testosterone/dihydrotestosterone (DHT), either through an increase in DHT cytoplasmic receptors, or an increase in the enzymatic conversion of T to DHT.  (In the prostate, DHT is the active metabolite of T).

Gross:

*
Enlarged gland with prominent circumscribed nodules in the central region.  Narrowing of the prostatic urethra.  Uncommonly, a nodule in the posterior midline bladder neck may act like a "ball‑valve".

*
The gland can weigh up to 60 to 100 grams.

Histology:

*
Nodular hyperplasia of glands and fibromuscular stroma.  Pure stromal nodules also occur.

*
Infarcts relatively common in BPH.  Often see squamous metaplasia adjacent to the infarct.

Clinical:

*
May be asymptomatic.  Can cause urinary obstruction with frequency, nocturia, hesitation, and dribbling.  This occurs most often in the 60 to 70 year age group.  Corrected surgically with a transurethral curettage or, less commonly when the prostate is very large, with a simple suprapubic prostatectomy.

*
Urinary retention predisposes to infection.

*
Secondary bladder hypertrophy with trabeculation of the bladder wall, and diverticuli, may develop.

*
Severe chronic obstruction may lead to bilateral hydronephrosis.

*
10% of transurethral resection specimens contain incidental prostatic adenocarcinoma, but BPH is not considered to be a premalignant lesion.

Note:
BPH is a hyperplastic, NOT neoplastic, condition.

BPH often causes an elevated serum PSA



PROSTATIC CARCINOMA
Almost always adenocarcinoma.  Rarely, primary transitional cell carcinoma arises from the prostatic ducts.  Usually transitional cell carcinoma involving the prostate is secondary to spread from a urinary bladder primary carcinoma.


PROSTATIC ADENOCARCINOMA
Frequency:

*
Second leading cause of cancer deaths in men.

*
Rare under the age of 50.  Frequency subsequently increases with age.  80% of cases occur in men older than 65 years.

*
At age 50, a man has a 9% to 10% lifetime risk of developing clinically significant prostatic carcinoma, and a 3% risk of dying of the disease.

*
Without methods of early detection, 30% will have disseminated disease at time of clinical presentation.

*
With use of serum PSA and multiple ultrasound guided biopsies, more patients with prostatic carcinoma are identified prior to the development of clinical signs or symptoms.

*
At autopsy, 30% of men over the age of 50 have prostatic adenocarcinoma.  Most are small incidental tumors.

*
Especially prevalent in black American men.  Uncommon in Oriental men.

Etiology:

*
Principal factors are:  1) age; 2) race; and 3) endocrine system.

*
Unidentified environmental influences?  Higher incidence in Japanese men who have moved to North America.

*
Possible increased relative risk (3X) if there is a family history of prostatic carcinoma in first-degree male relatives.

*
Tumor cells dependent on testosterone for growth.

Gross:

*
Often difficult to see grossly.

*
Irregular indurated, yellowish nodules, often multifocal.

*
Most often found in the posterior, peripheral zone.

*
Occasionally the tumor is centrally located.

Histology:

*
Crowded microacini infiltrating through the stroma.  Usually well or moderately differentiated.  May form poorly differentiated sheets and cords of tumor cells.

* 
Malignant glands lined by a single layer of cuboidal epithelium with pale cytoplasm.  Tumor cells have uniform round nuclei with prominent nucleoli.

*
Perineural infiltration common.

Behaviour:

*
A well differentiated tumor confined to the prostate gland has a good prognosis.

*
Capsular penetration and seminal vesicle involvement increases the risk of regional lymph node metastases and worsens the prognosis.

*
Osteoblastic bony metastases.  Commonly involves the pelvic bones, vertebrae and ribs.

*
Disseminated disease ‑ 80% dead in 5 years.

*
Androgen withdrawal therapy (AWT) results in shrinkage of tumor.  


5 year survival of Stage D disease imporves from about 10% to 30% with AWT.  Unfortunately AWT for metastatic disease is not curative because the tumor eventually becomes androgen independent.

Clinical:

*
In contrast to BPH, prostatic carcinoma usually does not present with urinary obstruction, unless it is a large tumor, with involvement of the central gland.

*
Posterior, peripheral tumor detected by rectal examination ‑ diagnosed on needle biopsy.

*
30 to 40% of prostatic needle biopsies are positive for carcinoma.

*
Incidental non‑palpable tumor ‑ diagnosis made on transurethral prostatic resection tissue from a patient with clinically benign prostatic enlargement; about 10% of these specimens contain unsuspected prostatic carcinoma.

*
Serum prostatic specific antigen (PSA) is elevated in 70% to 80% of patients who have prostatic adenocarcinoma.  It may be elevated in organ confined disease and this may be the earliest indication of prostatic carcinoma.

*
Multiple transrectal ultrasound‑guided spring‑loaded biopsy‑gun biopsies used in patients with an elevated serum PSA.  If PSA > 4 ug/L, a are biopsy positive for carcinoma.  If PSA > 10 ug/L,  50% to 60% are biopsy positive.

*
Serum prostatic acid phosphatase elevated when tumor is no longer organ confined.


Prostatic Adenocarcinoma ‑ Staging
Stage A 
‑
Incidental carcinoma discovered in tissue removed for clinically benign disease (e.g. transurethral prostatectomy for BPH).  NON‑PALPABLE on rectal examination.

A1
‑
Incidental microscopic focus of tumor.

A2
‑
Tumor diffusely involves the tissue.

Stage B
‑
PALPABLE nodule confined to the gland.

B1
‑
Tumor confined to one side, small (< 2 cm).

B2
‑
Tumor confined to one side, large (> 2 cm).

B3
-
involves both right and left sides.

Stage C
‑
Local invasion BEYOND THE PROSTATIC CAPSULE.  Lymph nodes not involved.

C1
‑
Without seminal vesicle involvement.

C2
‑
With seminal vesicle involvement.

Stage D
‑
METASTATIC disease

D1
‑
Metastases to pelvic lymph nodes.

D2
‑
Distant metastases, usually to bone.
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