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Relation Between Pyuria and Intraprostatic Inflammation
in Benign Prostatic Hyperplasia
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Abstract

Prostatic inflammation was determined to varying extents in the pathological specimens of patients who
underwent transurethral resection of the prostate (TURP) for benign prostatic hyperplasia (BPH). However we
did not know who had prostatic inflammation before we got pathological specimens, We therefore whether
there is a relationship between degree of pyuria and prostatic inflammation, Between January 1997 and
December 2006, a total of 221 patients underwent TURP due to BPH. The histopathologic results, including
inflammatory patterns, the mean value of age, serum prostate specific antigen (PSA) level, prior al-blocker
and 5 alpha reductase inhibitor (5ARI) medication, prostate volume of patients were reviewed and compared
with pyuria, The pathologic pattern of inflammation were divided as acute or chronic by predominant
inflammatory cell type; especially, the chronic inflammation was graded according to the extent and severity,
Chronic inflammation was determined 102 (46,2%) of 221 in the pathological specimens, Mean value of PSA
was 8.3 ng/ml, Mean prostate volume was 64.1 ml 164 (74.2%) patients had prior al-blocker and SARI
medication, There was no statistical difference between prostate volume and pyuria, However pyuria was
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inflammation was highly noted in BPH patients when they had white blood cell in urine over 5-7/HPF. Pyuria
HPF, white blood cell in urine
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Fig. 1. Extent of chronic inflammation was graded on 4-point scale. (A) grade 1 - scattered inflammatory
cell infiltrate within the stroma without lymphoid nodules (H&E, x200). (B) grade 2-nonconfluent
lymphoid nodules (H&E, x200). (C) grade 3 - large inflammatory areas with confluence of infiltrate

(H&E, x200).

Fig. 2. Aggressiveness of chronic inflammation was graded on 4-point scale. (A) grade 1 - contact between
inflammatory cell infiltrate and glandular epithelium (however, minimal epithelium dissociation can
be observed without disruption) (H&E, x400). (B) grade 2 - interstitial inflammatory infiltrate
associated with a clear but limited (less than 25% of the examined material) glandular epithelium
disruption (H&E, x400). (C) grade 3-glandular epithelium disruption on more than 25% of the
examined material (H&E, x400).
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ol 69.0(55-85) A, B3t PSA 3|+ 8.3 ng/ml,
UM F7)= 64.1 mIgaL, 1648 (74, 2%) ol A
1 ok W& A3kt (Table 1).
AYA 2719 F7he F Atololle= FaaA}
NN (p=0.961), AHXAY IF27, EF PSA
7t = Ao FEA R oF = et WAL AU
(p<0.001, p<0.001, p=0,018, respectively) (Table 2).
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Table 1. Characteristics of the patients

Pts. Characteristics Mean Range
No. Pts* (n=221)
Age (years) 69.0 55-85
Prostate vol. (ml) 64.1 25-131
PSA (ng/ml) 8.3 0.2-42.1
Pre-medication No. Pts

164 (74.2%)
(a-blocker + S5ARI)
Intraprostatic inflammation 102 (46.2%)

PSA: prostate specific antigen.
*Pts: patients.

Table 2. Relation bewteen pyuria and characteristics of

patients
Urine WBC count (/HPF)
Factor
p-value
PSA <0.001
Prostate volume 0.961
Pre-medication
(a-blocker + 5ARI) 0018
Histologic inflammation <0.001

WBC: white blood cell; HPF: high power field; PSA:
prostate specific antigen.
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5-770/HPF o]’ Hol= 7
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Table 3. Histologic inflammation rates according to urine white blood cell count
Urine WBC count (/HPF) No. Pts* Histologic inflammation rate (%) p-value
0-1 79 28 (35.4%)
2-4 74 25 (33.8%)
5-7 19 10 (52.6%) <0.001
8-10 9 5 (55.6%) <0.001
11-15 4 3 (75.0%) <0.001
16-20 9 7(77.8%) <0.001
21-25 8 6 (75.0%) <0.001
26-30 8 7 (87.5%) <0.001
>30 11 10 (90.9%)
Total 221 102 (46.2%)
*Pts: patients.
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