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ANALYSIS OF PROGNOSTIC FACTOR IN 52 CASTRATION-RESISTANT
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The prognostic factor was retrospectively analyzed in 52 castration-resistant prostate cancer treated with
docetaxel (DTX) in our institutions from April, 2006 to August, 2009. The treatment outcomes were

decided with prostate specific antigen (PSA) progression-free survival and overall survival. These were
calculated by Kaplan-Meier methods and tested with Log-rank test. Median PSA progression-free survival
was 8.8 months and median overall survival was 24.1 months. Prognostic factors on PSA progression were
PSA value before DTX treatment and rate of PSA decrement after DTX treatment. Prognostic factors on
overall survival were Gleason score (GS), PSA value before DTX treatment, rate of PSA decrement after
DTX treatment and positive of bone metastasis in Log-rank test. Odds ratio of PSA =20 ng/ml before
DTX treatment was 2.99 and PSA decreasing rate <<30% was 3.65. These were statistically significant (p

<0.001) risk factors in the overall survival.

(Hinyokika Kiyo 58: 7-11, 2012)
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Table 1. Patient characteristics

n 5241
£ 372 .95% (62-85)
GS 6 31 (5.7%)
GS7 1661 (30.7%)
GS 8 541 (9.6%)
GS 9 LIk 28f1 (53.8%)

CRPC & ZHrsnTs2 b DIX B _
15 CoHE oo B (3-81)

HLfi 31.9 ng/ml
(5.1-119.2)

Hrff180E] (9-45)
1551 (28.8%)
2041 (38.4%)
1551 (28.8%)
261 (3.8%)

DTX iGH#HI PSA

DTX # 5.4

75% A PSA L F

50% LI _E75% il > PSA I
50% A0 PSA K

PSA K T&F

(28.8%), 50% Lk 1275% Al DAL FI1X2061 (38.4%),
50% Al O TIX 156 (28.8%), KT LZ&aho720
X261 (3.8%) Th-orz. #H5REOFIAEIL18[A
(9~45) TdH -7z (Table 1). MBIV HHE
(BR ¥R 19 | 37 BR A 3 B Ailr) 2% 4 B0, O A4 T 4
(EBRT) %3 5, )VE B (MAB) 754561 TH -
72 FOBROEEIZRAT 2 A O —Lps196), =5
ZNVIARNTTVF =D, T AT ART VN2
Bl, FTERFAFU3IBITH o 7.

DTX &% O PFS O LfEix8. 87 A (0 ~27),
Y omIfEIZ4. 17 H (4 ~47) THo7z
(Fig. 1).
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A% 20 ng/ml L E (p<<0.001), DTX {&#EH%D PSA
T HEA30% K (p<0.001), BEBEME p<
0.05) THEI2M < (Fig. 3A~D), CRPCEZHr&h
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Fig. 1. Progression-free survival (PFS) and overall

survival (OS) from DTX treatment were

calculated by Kaplan-Meier methods.  Me-

dian progression-free survival and overall

survival were 8.8 and 24.1months.
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Fig. 2A. Progression-free survival of PSA <20 ng/
ml and = 20 ng/ml before DTX treat-
ment were calculated by Kaplan-Meier
methods and tested by Log-rank test.
Median progression-free survival of PSA
<20 ng/ml and =20 ng/ml before DTX
treatment were 9.0 and 6.0 months (p <
0.05).
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Fig. 2B. Progression-free survival of PSA  de-
creasing rate < 30% and = 30% after
DTX treatment were calculated by
Kaplan-Meier methods and tested by Log-
rank test. Median PSA progression-free
survival of PSA decreasing rate << 30%
and =30% after DTX treatment were 7.9
and 4.5 months (p<<0.001).
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Fig. 3A. Overall survival of GS =7 and GS =8
were calculated by Kaplan-Meier methods
and tested by Log-rank test. Median
overall survival of GS =7 and GS =8
were 25.7 and 21.4 months (p<<0.05).
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Fig. 3B. Overall survival of PSA <20 ng/ml and
=20 ng/ml before DTX treatment were
calculated by Kaplan-Meier methods and
tested by Log-rank test. Median overall
survival of PSA <20 ng/ml and =20 ng/
ml before DTX treatment were 27.8 and
22.7 months (p<<0.001).
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Fig. 3C. Overall survival of PSA decreasing rate <
30% and =30% after DTX treatment
were calculated by Kaplan-Meier methods
and tested by Log-rank test. Median PSA
progression-free survival of PSA decreasing
rate. < 30% and = 30% after DTX
treatment were 29.0 and 15.1 months (p<

0.001).
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Fig. 3D. Opverall survival of bone metastasis diag-
nosed and not diagnosed were calculated
by Kaplan-Meier methods and tested by
Log-rank test. Median overall survival of
bone metastasis diagnosed and not diag-
nosed were 17.8 and 23.9 months (p <
0.05).

95% CI'1.92~11.35, p<0.001) Td 57z (Table?2).
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PLE (OR 2.99, 95% CI 1.32~9.38, p<0.001),
DTX iG# D PSA KT #£%30% Kiili (OR 3.65,
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Table 2. Risk factor associated with overall survival
evaluated by Odds ratio

Odds

ratio

Risk factor 95% CI P value

Gleason score =8 1.21

Duration until DTX treatment
after CRPC diagnosed =12 0.98

0.42-2.12 0.63

0.62-1.98 0.82

months

PSA =20 ng/ml before DTX 999 1.39-9.38  <0.001
treatment

PSA decreasing rate <<30% 3.65  1.92-11.35 <0.001
Bone metastasis positive 1.27  0.42-3.84 0.89

PSA =20 ng/ml before DTX treatment and PSA decreasing
rate <30% were statistically significant risk factors in the overall
survival.
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