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The Causcs of Elevated Serum Prostatic Specific Antigen (PSA) Concentrations
in Nonprostatic Cancer Group

Hyug soo Ha, Weon Kyo Seo, Choal Hee Park, Chun II Kim and Seung Che Cho’

From the Department of Urology, Pathology® and Institude for Medical Science,
Ketmyung University, School of Medicine, Taegu, Korea

Elevations of scrum PSA concentrations have been widely reported due to prostatic cancer,
but other causcs have not been formally characterized or quantified. So that, we evaluated the -
causes of clevated serum PSA concentrations in men whose prostate biopsy showed no cancer.

The effects of prostate volume, inflammation, cchogenecily on ultrasound and calculi were
examined in 43 men that serum PSA concentrations greater than 4.0 ng/ml with negative biopsy.
These men were compared with 16 men who had suspicious rectal examinations, negative biopsy
and serum PSA concentrations of 4.0 ng/ml. or less.

Prostate volume (22.5%, p<0.005) and inflammation (3%, p<(.05) werc significantly associated
with clevated serum PSA concentrations (>4.0 ng/ml) than control group (<4.0 ng/m}) and age,
echogenecity on ultrasound and calculi were statistically less significant {p>0.05). In summary,
prostale volume and inflammation were the most important factors contributing 1o increase serum

PSA concentration in men that clinically undetectable prostatic cancer.
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Fig. 1. Acuie inflammation, grade 2 in prostate
needle biopsy. In acute prostatitis, neutrophils were
identified in edematous perigrandular stroma (H &
E, x400).

Fig. 2. Chronic inflammation in prostate needle
biopsy. Chronic inflammatory infiltrate was predom-
inantly lymphocytic and forming lymphoid follicles
in the periglandular stoma (H & E, x400).
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Talle 1. Mcan PSA concentration between 2

Table 4. Influence of various inflammatoty grade

groups on scrum PSA concentration
Iligh PSA Normal PSA No. High No. Normal
group® group™* PSA PSA
(>4.00 ng/ml)  (<4.00 ngml) 43pts. (%) 16pts. (%)
Mean PSA 2217 2.05 Acule tnflammation 28 (65.1) 7 (43.8)
Range 4.46--194.90 0.34~-4.00 Grade 1 24 (55.8) 6 (37.5)
Grade 2 4 (0.3) 1 (6.3)
- 1s., *+16 pts.
43 pts., =16 pis Chronic inflammation 38 (88.4) 11 (68.8)
L Grade 1 28 (65.1) 10 (62.5)
Table 2, Mean age and prostatic size between 2 _
groups Grade 2 10 (23.3) 1 {6.3)
High PSA Normal PSA

group® (n=43) group™ {n=16)

Mean age 67 (53~-84) yris 63 (40~90) yrs
(range)
Mean prostatic 45.8 22.5

size (range) (163~106.9) gm (12.0~41.0)gm

Table 3. Influence of various ultrasonopraphic
finding on serum PSA concentration

Table 5. R® predicting log {mean PSA) and final
regression coeflicients

Final
Tepression
coefficie-
nts

[ndependent variable  R™ P value

I'rostalic sizc 022543 0.0010° 0.0114
Acute inflammation  0.01231 0.0473"°  0.0145
Clironic inflammation  0.02374 0.0451"" 0,0892

No. High  No. Normal Age - 01310  0.0108
PSA (%) PSA (%) Prostatic calculi ~- 08990 0.0412
(n=43) (n=16) Nonisoechoic lesion - (.4363 0.0304
Prostatic calculi 21 (48.8) 8 (500 R+ The variance in mean PSA concentration result
Nonisoechoic lesion 32 (74.4) 10 (62.5) from mutiple regression analysis
hyperechoic 0 (0.0) 1 (6.3) + p0.001, ++ p<0.05, 44+ p<0.05.
hypoechoic 20 (46.5) 8 (50.0)

mixed echoic 12 (27.9) 1 (6.3)

m! (range 4.46~—194.90)5 1, 7 FPSAT 163 <)
X BIPSAFTEE 2.05 ng/ml (range 0.34~4.00)
21t} (Table 1).
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