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Diagnostic implication of TuM2-PK, tPSA, fPSA/tPSA ratio and PSAD for prostate cancer in PSA gray area
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Abstract Objective: To explore diagnostic significance of TuM2-PK, tPSA, fPSA/tPSA and PSAD for prostate cancer in PSA gray area.
Methods: Two hundred and fifty—two cases with prostatic cancer (PCa), benign prostatic hyperplasia (BPH) and prostatitis whose tPSA
levels were between 4 ng/mL and 10 ng/mL were chosen. Plasmatic TuM2-PK and serum fPSA, tPSA were examined. Prostate volume was
determined by transrectal ultrasound. PSAD and fPSA/tPSA were calculated. The diagnostic significance of TuM2-PK, tPSA, fPSA/tPSA
and PSAD for PCa in PSA gray area were analyzed using SPSS19.0. Results: Compared with BPH group and elderly prostatitis group,
TuM2-PK, fPSA/tPSA and PSAD in PCa group were significantly changed (P<0.05); There was no significant difference in tPSA among the
three groups. The AUC of these indexes in descending order was TuM2-PK, PSAD, fPSA/tPSA, and tPSA. While the cutoffs of TuM2-PK,
tPSA, fPSAAPSA and PSAD were 24.30 U/mL, 6.60 ng/mL, 0.16 and 0.15 ng/(mL-cm?®), the sensitivity and specificity of diagnosed PCa
were 88.9% and 92.1% ,72.2% and 44.9% ,80.5% and 60.2% ,83.3% and 71.8%, respectively. Conclusion: TuM2-PK, fPSA/tPSA and
PSAD can increase sensitivity and specificity in the diagnosis of PCa in PSA gray area. And compared with fPSA/tPSA and PSAD, TuM2-
PK is more accurate in diagnosing PCa.
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Tab1 Comparison of different parameters in patients with different prostatic disease

2151 n I BMI/(kg/m?)  TuM2-PK/(U/mL) tPSA/(ng/mL) fPSAAPSA  PSAD/ [ng/(mL-cm?)]
Hi5 gl 53 72.51+7.11 24.30+2.31 27.72+6.53 8.26+1.61 0.16+0.05 0.21+0.08
HF IR AU 80 71.42+8.31 23.49+2.87 11.01+3.14% 7.96+2.01 0.22:+0.09% 0.09+0.03*
R MR8 I A= 2 119 70.34+7.93 24.16+2.73 10.352.12% 7.85+1.89 0.20+£0.07* 0.10£0.04*
F 1.46 1.96 433.00 0.88 10.69 115.30
P 0.23 0.14 0.00 0.42 0.00 0.00

SRR LA L , #P<0.05
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Tab 2 Comparison of diagnostic value of TuM2-PK, tPSA, fPSA/tPSA and PSAD for prostate cancer
T H AUC bz P 95%CI I SHE U % Tt %
TuM2-PK /(U/mL) 0.948 0.019 <0.05 0.911, 0.985 24.30 88.9 92.1
tPSA /(ng/mL) 0.499 0.057 >0.05 0.387, 0.611 6.60 722 449
{PSA/tPSA 0.610 0.042 <0.05 0.594, 0.758 0.16 80.5 60.2
PSAD /[ng/(mL-cm®)]  0.801 0.038 <0.05 0.726, 0.875 0.15 83.3 71.8
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Fig1 Receiver operating characteristic (ROC) curves of
TuM2-PK, tPSA, fPSA/tPSA and PSAD
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