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Table 1 Proposed classification of prostatic inflammatory infiltrates by Nickel et al.
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Fig.1 Scoring of chronic inflammation in prostate biopsy cores and tissue compartments. A, Severe stroma
inflammation in a prostatic needle biopsy. H&E X 100. B, Moderate periglandular inflammation. H&E X
100. C, Weak glandular inflammation. H&E X 200. D, Distribution of main tissue compartments involved by
chronic inflammatory cell infiltrates in prostate biopsy cores.



BALARETAEARHERIC B 1T B RERT

Table 2 Baseline characteristics of the preliminary study group.
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Control Cancer
n=30 n=30
All* GS=6 GS=7 GS=8 P value
(n=6) (n=12) (n=11)
Age (years) 0.6677
Median 70.5 705 71 75 68
Interquartile range 66.0-740 650-780 680-780  66.5-79.0 64.25-735
PSA (ng/ml) 0.0048
Median 74 11.02 8.62 11.64 73.32
Interquartile range 6.0-1005 7.14-7332 6.80-9.29 815-21.63 8.79-137.41
Prostate volume (cm?) 0.0723
Median 40 34.25 2375 359 345
Interquartile range 29.50-58.90 21.50-43.40 15.00-34.30 18.50-40.70 31.40-45.75
11S 0.2523
Median 2 2 25 2 3
Interquartile range 0.0-2.0 0.0-3.0 0.0-30 0.0-35 0.0-3.75
At least one core with 0.5839
inflammatory lesion (%) 21 (70) 19 (63) 4(67) 7 (58) 7 (64)
Key: PSA, prostate-specific antigen; GS, Gleason score; IIS, inflammatory intensity score.
" a case with unknown Gleason score.
Table 3 Baseline characteristics of patients with prostate cancer - Score 3/4
evaluated by inflammatory intensity score. -
11S 5 .8
Age (years) 0.8000 @ 1
Median 73 3 725 = 4
5CO Glfllzgr quartilerange  680-780 67.5-780 68.0-78.0 02501 S .2 Scorc3/4 HR=0.368, 95%CI: 0.033 — 4.067, P= 0.4146
PS<2 53 23 30 o |
PS=2 1 1 0 T T T T T T T T
Gleason score 0.9165 o 20 40 60 B8O 100 120 140
i? ;g 13 12 Survival Time (months)
=8 21 10 11 No. at risk
c¢T 0.4524 Score 0/2: 24 18 12 7 5 0
1 392 14 18 Score 3/4: 30 25 18 11 6 1 1 0
10 6 4 Fig.2 COverall survival rates of two score categories
3 12 4 8 calculated from the date of pathological diagnosis.
cN 0.0630
50 24 26
1 4 0 4
PSA (ng/ml) 0.7408
Median 144 154 129
Interquartile range  83-27.8 88-27.7 83-229
Follow-up periods (months) 04971
Median 42 415 425
No. of deaths 3 2 1

Key: IIS, inflammatory intensity score; ECOG-PS, Eastern
Cooperative Oncology Group-performance status; PSA,
prostate-specific antigen; NE, not estimable.
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0.033 ~ 4067, P=04146) T®H» o7z,

EHFERICRIFTHEEDOKRE
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(Table 4) . H.Z& = AT O 5 F, ECOG-PS & platelet
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FRITIIECTIEB DI 7 20 0 1272 DRI ARFE T D - 726
IS O — K 037 ©, AFEBICRIZTEERE
B34 ENIREDO e h o 72,

Table 4 Univariate analysis of survival predictors based on the
overall survival duration.

Univariate
Baseline characteristics HR 95% CI P value
Age 0.994 0.825-1.197 0.9485
cT classification 1432 0.124-16.601 0.7738
cN classification NE NE NE
Gleason score 0421 0.037-4.728 04831
PSA (ng/ml) 1 0.972-1.029 0.9907
ALP (U/L) 1.002 0.992-1.012 0.7155
LDH (U/L) 1.006 0.981-1.032 0.6295
Hb (g/dL) 1.092 0.510-2.336 0.8209
Plt (x10"/14) 0.711 0.502-1.007 0.0545
Ca (mg/dl) 0.409 0.021-8.155 0.5585
ECOG-PS 7.304 0.993-53.734 0.0508
BMI (kg/m?) 0.959 0.640-1.437 0.8374
IS 0.368 0.033-4.067 04146

Key: HR, hazard ratio; 95% CI, 95% confidence interval; NE,
not estimable; PSA, prostate-specific antigen; ALP, alkaline
phosphatase; LDH, lactic acid dehydrogenase; Hb, hemoglobin;
Plt, platelet; Ca, calcium; ECOG-PS, Eastern Cooperative
Oncology Group-performance status; BMI, body mass index; IIS,
inflammatory intensity score.
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Fig.3 Reported effects of inflammation on proliferative inflammatory atrophy and prostate

cancer development.
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CHRONIC INFLAMMATORY INFILTRATES IN PROSTATE NEEDLE BIOPSY AND
PROSTATE CANCER : A PRELIMINARY STUDY
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Abstract:

(Background] There is accumulating evidence that carcinogenesis of some cancers is associated with

inflammation. That is also estimated in prostate cancer (PCa), but the precise mechanisms remain unclear,

and there have been few studies on the relationship between inflammatory intensity and survival. (Methods)

We enrolled 30 men with benign prostatic disease and 100 men with PCa diagnosed by core biopsy. All

cores were visually assessed by light microscopy, and inflammatory intensity score (IIS) was calculated
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using Nickel's classification. Cox’s proportional hazards model was used to estimate associations. [Results)
Similar chronic inflammatory patterns were observed in controls and PCa patients. Chronic inflammatory
infiltrates (CIIs) were mainly observed in stromal and periglandular areas in both cohorts. Of note, 70% of
controls and 63% of PCa patients had at least one biopsy core with ClIs. Survival curves of PCa patients with
score 0/2 and 3/4 I1IS classification did not differ significantly (hazard ratio for death, 0.368; 95% confidence
interval, 0.033 to 4.067, P=0.4146). By univariate analysis, ECOG-PS and platelet value were considered
possible predictors, but multivariable analysis was not available due to few dead cases. Hazard ratio of IIS
was 0.37, but a significant predictor for survival outcome was not observed in this small study. [Conclusions)
CllIs were common in prostate needle biopsy in benign prostate and PCa patients. IIS was not a significant
predictor for survival in this small study. (Nishinihon J. Urol. 82 : 588-595, 2021)

key words : prostate cancer, needle biopsy, inflammatory intensity score, survival
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