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Project Summary

Title of Project Molecular staging of prostate adenocarcinoma
Key Words prostate, adenocarcinoma, molecular staging
Project Leader Lee Kang Hyun

Associated Company |[None

Objectives: To determine whether detection of molecular marker expression has

potential for molecular staging in prostate cancer (PCa) and construct Prostate Cancer
Data Base (DB).

Methods: This study comprised 160 patients who received the treatment of prostate
cancer at National Cancer Center between March 2005 and December, 2007.
Prostate—specific antigen(PSA), prostate stem cell antigen (PSCA), prostate specific
membrane antigen (PSMA), and human kallikrein-2 (hK2) were included as target
markers  for  prostate cancer cells in  blood. We employed reverse
transcriptase—-polymerase chain reaction (RT-PCR) to detect target markers
mRNA-bearing cells in peripheral blood. We also constructed tumor tissue microarrays
and analyzed specific protein expression in tissue by immunohistochemistry (IHC)
including PSA, PSCA, PSMA, Alpha-methylacyl-CoA racemase (AMACR), Epidermal
growth factor receptor (EGFR) and bcl-2. We tried to examine the relationship
between clinicopathologic parameters, biochemical recurrence (BCR), and molecular

markers expression.

Results: PSA, PSCA, PSMA, and hK2-mRNA was detected in the peripheral blood of
13 (85%), 18 (12.7%), 16 (11.3%) and 4 (2.8%), respectively. Patients with seminal
vesicle (SV) invasion and high grade tumor tended to be PSCA and PSMA positive in
blood, but which was not statistically significant (P > 0.05). IHC analysis showed that
EGFR was positively stained in 48.3% in patients with high PSA (=20ng/ml)
compared with 23.1% in those with low PSA (<10ng/ml), which demonstrated that the
serum PSA was significantly related to EGFR expression in tumor tissue (P=0.036).
There was also a significant difference in EGFR (P=0.042) and bcl-2 positivity

(P=0.043) according to whether or not the tumor was prostate—confined.




Follow—-up data were available for 119 patients who underwent radical prostatectomy.
There were no deaths at the time of analysis. The median follow-up was 16.9 months
(range 1-33 months). During the follow—up period, BCR developed in 16 patients
(13.1%) after radical prostatectomy. Univariate analysis identified the following
prognostic factors, increasing the risk of BCR: PSA>20ng/ml (P=0.02), GS=7
(P=0.01), SV invasion (P<0.01), RT-PCR PSCA positivity (P= 0.03), and RT-PCR
overall positivity (P=0.02). Multivariate analysis showed that SV invasion (HR, 8.137;
95% CI, 1.91-34.52; P>0.01) and RT-PCR PSCA positivity (HR, 11.96; 95% CI,
1.33-107.38; P=0.02) were significant predictors of BCR.

Conclusions: We established NCC Prostate Cancer DB including clinicopathologic
information, blood and prostate tissue. By RT-PCR and IHC analysis of tissue
microarrays, we can detect molecular markers expression in blood and tumors.
RT-PCR PSCA positivity in peripheral blood is independent prognostic factor for
predicting BCR following radical prostatectomy.




SRR

1.

WoE o WK o WOH T o _
oy o WO < Y R X %A
) . v - !
TE ST S o Tgws
TrEEE LD F owgEl Tt
oy N - X R K
CRREC s oW EZ g T
—_ ~ ~  —
o X W B o SR OB Ay
B H X T T A, M o
wow X ® Al g =g
NI S < v XK >
- 0
o I o, M g T DwmaeW w*
9 P mo XE _ A& o oH iy w0 W o
o o T2 = X gE B W R
ST LT w3 0w TToE of
I GEE xR e Z 0
of & o I e 5 L FF 2 Ex
T W oz S ge2 Do
No =0 2 o ol X 7 9 B ol
oo o KR (S = m of K S iy
TG gy T Bow o m® O T
T W RGN e K
o ,_lv_Al W oR ! .o T B RS X =
o, N ° T oW T )
Dy 23 BT low 5
mﬂﬂwmmei ﬁ%o HMEO} = NIy
g ®X — o x._o%ﬂmuom EX
k) —_ — ~ Eo | Y ° | Eo 3
< M X o o = o o/ - o) Mo = o up
~ o) w R = W ooy @ X o b
wa a —_ Oﬂl R —_— ;AE —_
o N e =Eg o Wy T
=% oW — _ [l ae © o O oo o= T
o oot g zT ;i | E._o fri ﬂAI zi o = o
- 4% ol 4 B T % % M M = %wr
@ T o I do ~ W o o) TR L
FPpPs e sm 2EFRTE_ ol
go® _a T Byl T
e ol = M M.L = WL z ‘_U_u Br Vi T o o) WI_M m
g oo EmE LE g8 RN g
Mt B RS wy Y E g Tk ZE X g
T < = 2 = —
%ﬁBmwmﬂ@% S I
Mo - A 5 qﬁ o 1 7 2o = TN TR T o o
L I B SRS 63
ﬂuﬂbﬁbﬂﬂL.*onmoUr.ﬂw_ ! Lo _

2]

TRIzol reagent (Invitrogen,

=]
RS

Freiburg,

(Pharmacia,

RNeasy kit (Qiagen, Hilden, Germany)=

Z29] RNA

-

Percoll gradient

=

=

RNA
T}

X

o

=

1o 2 A
.

-70Cel

°
=

1

[e)

gt

(o3}
P

7}

=

S
e 2
49

Carlsbad, CA)& +¢

]

=
=

=

879 £ 2] RNAY £
A

EDTAA 2%

o
ATAEY WS R 2

T

2.

7L AT
Germany) ¥

A H AL



RNA (15 g)¢} 05 g9l oligo d(T) (Promega, Heidelberg, Germany)& 1lul® ¥H3 AlZ]
ok 70CAl Al 10 ZF vES Al 3 SA] Aol WA gkoh, 2ol RNA A, 4ule] |1t
L 9k=9 (consisting of 250 mmol/L. Tris—HCl (pH 7.5), 358 mmol/L. KCl, 15 mmol/L
MgCl2, 50 mmol/L  dithiothreonine(DTT), 2u L of distilled water, 1uL of dNTP (10
mmol/Leach) (Boehringer Mannheim, Mannheim, Germany), lul. (10 units) of RNase
inhibitor (Boehringer Mannheim), and 1lulL of M-MLV reverse transcriptase
(Promega)) & F7tstth. A1 &7k d4liEe & 37CAlA 903 whEAIZl & HF
cDNAE -20Ce| ® &AL =A] PCRol|l o] &3t

RT-PCRZ A ¢ EﬂZ.}E
RT-PCR 49 W=+ el ER 3| Asle] =
Aoy, Txwd Mxe ok JlsEntet Zo] fEsta Alx & FA%rt. LNCaP
NERS Pz%wﬂﬁﬂ thSe] w2 sl 0:107, 1:107, 10:107, 100:10°, 2 1,000:10.
RNA %7 2 RT-PCRS Al &gt}

12
g

ol

}—‘

Lane : LNCap cell / 10’ PBMC
1: 100,000
2 10,000
3 1,000
1 2 3 4 5 6 7 4o 100
5: 10
6: 1
7 : PBMC only

Figure 1. RT-PCR assay sensitivity test: dilution of LNCaP cells into 10" peripheral
blood mononuclear cells (PBMC) of normal donors.

PCRA= 9| 24,

10 ul®] PCR productS 6x loading dye 2ul®} 492 Fo 1.5% agarose gel in TBE
buffer [0.1 mol/L Tris (pH 8.4), 90 mmol/L boric acid, and 1 mmol/L. EDTA)°l| assay
st} A4S ethidium bromide® 93 & PCRAHES UV-transilluminator?l o] <%
I FHE 9 FGS Ay g EAHS PCRAFES a4 A 9 7] 98NS A E

gt

o

Figure 2. Detection of PSCA-mRNA. (A) single PCR, (B) nested PCR in 4 samples
(a—d)
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2 A Aldsity, byl 2] 23S ubdstel & gebyl § SLAB kit (Dako Co,,
Carpinteria, USA)E o]&3slo] Y 2 318 A5 Aoy, WA Jitstpihaz
Z2 9] peroxidase &= {lofiL, B dLEHS 1A WA A v 5ol WS <
Ak & Adx} A (AMACR, PSA, PSMA, 2 PSCA)E 4ToA 18AI7F Hb-gA 7131, <
AgA (linking antibody)Z AA¥H #Hlo] o 8lS &Sl vpg2x IgGo sk Aol a4
(goat anti-mouse IgG)E AEL3ta, ZEEoM|I XNFuzwgo] Hitstags
(horseradish peroxidase)&-3HAE *7stth. A2 diaminobenzidine (DAB, Dako)S

o] &35ty ISt AE 7S DABE S et & A dlR2T 232 o] S Hole
bl SHTE MAHSIY HbgS FAAZITL ZF vES Alolol&= QA & F A A
(phosphate buffered saline, PBS)& A&}, wH$ FAFS uEAdS T Ao A3 s}t
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Figure 3. Tissue microarray construction (each 3 mm in diameter); Sections of each
prostate tissue array block are transferred to glass slides. (A) H&E stain, (B) PSCA

stain
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TATA EA.
N sample®] PSA, PSCA, PSMA, kallikreinel ™3 RT-PCR9 ZAxe Aek A<
serum PSA level, pathologic stage (extraprostatic extension, seminal vesicle invasion
and metastasis), Gleason score, ~L2]i s}t o] A} Fof ¢4 A obe] At
AlE Chi-square (or Fisher’s exact test)& ©]&3}o] 3helalc},
AYd ot oz T4 Aa&H =9 dupd Hol& 45T + e 93 AdAE &
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level 18] 31 Gleason score 59 ZA¥E Logistic regression modelE ©]-&3lo] 43k
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4 dxzaE o]&3te] RT-PCR AN 7IHe WIHEE ggste] A4 dgdet 3a d o
oA PSA, PSMA, PSCA ¥ kallikrein®] mRNAZ #elgtoan ol o] e A@A

dEAxe] EAE A er AT ¢ U (Figure 4).
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Figure 4. Detection of specific mRNA bearing cell by RT-PCR technique
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Table 1. Patients characteristics (n=142)

Variables No. of patients (%)
PSA (ng/ml)
< 4 7 (4.9)
4-10 47 (33.0)
10-20 35 (24.6)
> 20 53 (37.3)
Gleasonscore(preop.)
non-available 4 (2.8)
2-6 63 (44.4)
7 40 (28.2)
8-10 35 (24.6)
Clinicalstage
¢T1INOMO 17 (11.9)
cT2NOMO 80 (56.3)
c¢T3NOMO 30 (21.1)
c¢T4NOMO 0 (0)
LN+ or M1 3(2.1)
HRPCa 12(10.5)
Treatment
RP 84 (59.1)
NHT+RP 38 (26.7)
Hormonal Therapy 3(2.1)
Chemotherapy 15(10.6)
RT 1(0.7)
Others 1(0.7)

HRPCa, hormone-refractory prostate cancer; RP, radical prostatectomy, NHT, neoadjuvant

hormonal therapy; RT, radiotherapy
3) dxd oA RT-PCR 2}

1429 o] it 32} Fo] PSAE 139 (85%), PSCAE 189 (12.7%), PSMA+ 167 (11.3%),
2] 3 kallikreine 49 (2.8%)°lA RT-PCR ¥4 42745 Ho 4714 Fo g /lgte A<
RT-PCR overall positivity 7} 409 (28.2%)2.2 Q15 2lt} (Table 2).
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Table 2. Patients characteristics (n=142)

Variables No PSA(+) PSCA(+) PSMA(+) kallikrein(+) overall(+)
n=13(8.5%) n=18(12.7%) n=16(11.3%) n=4(2.8%) n=40(28.2%)

PSA (ng/ml)
< 4 7 1(14.3) 1(14.3) 0(0) 0(0) 2(28.6)
4-10 47 8(17.0) 8(17.0) 7(14.9) 1(2.1) 17(36.2)
10-20 35 000) 4(11.4) 3(8.6) 3(8.6) 8(22.9)
> 20 53 4(7.5) 5(9.4) 6(11.3) 0(0) 13(24.5)
Gleasonscore
non-available 4 0(0) 0(0) 0(0) 0(0) 0(0)
2-6 63 8(12.7) 7(11.1) 8(12.7) 1(1.6) 21(33.3)
7 40 3(7.5) 7(17.5) 4(10.0) 3(7.5) 11(27.5)
8-10 35 2(5.7) 4(11.4) 4(11.4) 0(0) 8(22.9)
Clinicalstage
cTINOMO 17 000) 1(5.9) 1(5.9) 0(0) 1(5.9)
cT2NOMO 80 10(12.5) 9(11.2) 9(11.2) 2(2.5) 23(28.7)
c¢T3NOMO 30 3(10.0) 7(23.3) 6(20.0) 2(6.6) 15(50.0)
cT4ANOMO 0 0(0) 0(0) 0 0(0) 000)
LN+ or M1 3 0(0) 0(0) 0(0) 0(0) 0(0)
HRPCa 12 0(0) 1(8.3) 0(0) 0(0) 1(8.3)

HRPCa, hormone-refractory prostate cancer
4) 2AH AYAAAEES AW B BA A9 RT-PCR A% 943234 54

A4 APHAEAES Ald e e 1224e2 A FA IA4E W)= (TINOMOZE
157 (12.3%), ¢T2NOMO 7|7} 78% (63.9%)e1om e gut 29 Fgo] 4= 3l
H cT3NOMOZF 299 (238%)elth = A ¥4 =2+ AdayS Add 4570 389
(31.196)°] 31t} (Table 3).

Table 3. Patient characteristics (n=122)

Variables No. of patients (%)
PSA (ng/ml)
< 4 7 (5.7)
4-10 45 (36.9)
10-20 33 (27.0)
> 20 37 (30.3)
Gleasonscore(biopsy)
2-6 62 (50.8)
7 40 (32.8)
8-10 20 (16.4)
Clinicalstage
c¢TINOMO 15 (12.3)
cT2NOMO 78 (63.9)
¢ T3NOMO 29 (23.8)
cT4NOMO 0 (0)

11



Treatment

RP 84 (68.9)

NHT+RP 38 (31.1)

RP, radical prostatectomy; NHT, neoadjuvant hormonal therapy

XA AgddAES Al e Ao A - 54 wE RT-PCR 234&
A HE PSCA® PSMA® /X Gleason score 7¢]38}9} H]1lslo] Gleason score’f
8-10%1 4ol A Z+z} 33.3%, 333%°.= A YElY o™ RT-PCR overall positivity©
50%2°.2 Gleason score’t =2 ¢ =4 HAHE A4FS HA = W w9
A A= pT3NOMON A 34.9%2] RT-PCR overall positivityS Ho] @A) =3k%
AyrRtg =2 A4S 1At A4S A& A5ode PSCAY FAE7) 214%e =2 A
HebA] &2 o 13.0%° Hlal =& A Bioy FAASE FYsA= FAH

(Table 4-5).

Table 4. Comparison of RT-PCR positivity with clinicopathologic parameters (n=122)

Variables No PSA(+) PSCA(+) PSMA(+) kallikrein(+) overall(+)
n=13(8.5%) n=18(12.7%) n=16(11.3%) n=4(2.8%) n=40(28.2%)

PSA(ng/ml)
< 4 7 1(14.3) 1(14.3) 0(0) 0(0) 2(28.6)
4-10 45 8(17.8) 8(17.8) 7(15.6) 1(2.2) 17(37.8)
10-20 33 0(0) 4(12.1) 3(9.1) 3(9.1) (24.2)
> 20 37 4(10.8) 4(10.8) 5(12.3) 0(0) 11(29.7)
Gleason score
non-available 31 4(12.9) 4(12.9) 4(12.9) 2(6.5) 8(25.8)
2-6 36 4(11.1) 6(16.7) 5(13.9) 0(0) 12(33.3)
7 49 5(10.2) 5(10.2) 4(8.2) 2(4.1) 15(30.6)
8-10 6 0(0) 2(33.3) 2(33.3) 0(0) 3(50.0)
Path. stage
pTONOMO 4 0(0) 1(25.0) 1(25.0) 0(0) 1(25.0)
pT2NOMO 74 10(13.5) 9(12.2) 8(10.8) 2(2.7) 22(29.7)
pT3NOMO 43 3(7.0) 7(16.3) 6(14.0) 2(4.7) 15(34.9)
pT4NOMO 1 0(0) 0(0) 1(100) 0(0) 0(0)
Surgical margin
+ 29 3(10.3) 4(13.8) 5(17.2) 1(3.4) 11(37.9)
- 93 10(10.8) 13(14.0) 10(10.8) 3(3.2) 27(29.0)
LV invasion
+ 11 1(9.1) 2(18.2) 2(18.2) 0(0) 4(36.4)
- 111 12(10.8) 15(11.7) 13(11.7) 4(3.6) 34(30.6)
SVI
+ 14 1(7.1) 3(21.4) 2(14.3) 0(0) 5(35.7)
- 108 12(11.1) 14(13.0) 13(12.0) 4(3.7) 33(30.6)
NHT
+ 38 4(10.5) 7(18.4) 4(10.5) 2(5.3) 10(26.3)
- 34 9(10.7) 10(11.9) 11(13.1) 2(2.4) 28(33.3)

LV, lymphovascular; SVI, seminal vesicle invasion; NHT, neoadjuvant hormonal therapy
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Table 5. Relationship between RT-PCR positivity and -clinicopathologic parameters
(n=122)

PSA(+) PSCA(+) PSMA(+) kallikrein(+)  overall(+)

serum PSA 0.092 0.814 0.617 0.160 0.634
Gleason score 0.826 0.440 0.343 0.474 0.684
Path. stage 0.776 0.545 0.719 0.817 0.746
SV invasion 1.000 0.412 0.682 1.000 0.762
LV invasion 1.000 0.670 0.624 1.000 0.738
Surgical margin 1.000 1.000 0.346 1.000 0.369
Hormonal therapy 1.000 0.336 0.775 0.588 0.438

LV, lymphovascular; SVI, seminal vesicle invasion
5 AP A o) P A5 A

A4 dHAdAES Al e 32 T B om dYHd I oEo F&ol
T3 W7] o9 A+ 449 (36.1%) 02 o]k AP wro =z 3

A2 = serum PSA>20ng/ml, Gleason score=>7, 934 =7
A2 gl e RT-PCRE o8 2x doMe] FAAe H=
= HolA &oktt (Table 6-7).
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Table 6. Univariate analysis of predicting factors for extraprostatic extension

HR 95%CI1 p-value

PSA >20ng/ml” 4767 2.087-10.885 <0.001
Gleason score>7" 4.396 1.956-9.882 <0.001
Clinical stage=cT3" 3.853 1.615-9.194 0.002
RT-PCR

PSA(+) 0.831 0.240-2.876 0.770

PSCA(+) 1.400 0.491-3.991 0.529

PSMA(+) 1.315 0.434-3.982 0.628

kallikrein(+) 1.950 0.265-14.360 0.512

overall(+) 1.622 0.734-3.585 0.232
5P <005

Table 7. Multivariate analysis of predicting factors for extraprostatic extension

HR 95%CI1 p-value
PSA >20ng/ml" 3.783 1.518-9.429 0.004
Gleason score>7" 2.702 1.093-6.678 0.031
Clinical stage=cT3" 3.008 1.138-7.954 0.026
RT-PCR overall (+) 1.878 0.749-4.710 0.179

P <005

13



6) W %2 3}3st HAHImmunohistochemistry)

AEE AgA 2@ HJAAH @ APdd A Ao AMACR (Alpha-methylacyl-CoA
racemase), PSA, PSMA, PSCA, EFGR, % bcl-2¢] 23S Wstst AMS Eato] I
AstR o Zkzho]l Ao thst YA == PSASF PSMAZF Zh2F 97.6%, 89.6%°0.2 =7
Ugtow EGFRZ bel-27F 7h7F 32.3%, 175% 2.2 YA yERS T

Table 8. Results of Immunohistochemistry

Immunohistochemistry No Incidence of positive staining (%)
AMACR 111 82 (73.9)
PSA 85 83 (97.6)
PSMA 115 103 (89.6)
PSCA 99 60 (60.6)
EGFR 99 32 (32.3)
bel-2 97 17 (17.5)

AL Ao A 9] EGFRY PSA<10ng/ml, PSA 10-20ng/ml, PSA>=20ng/ml oA 7}
7y 23.1%, 375%, 48.3%9] THS Hol PSA7F =&55 Hdo] ou| A STt o
(P = 0.036) ®Welgts wWriet #AAsNA= pT2et pT3 W7ol zh7; 27.0%, 44.1%7F &
Asto] WY Wr|7t =SS ddEo] =2 Fo=z IHAY (P=0.042). F3
bcl-29] W& pT29F pT3olA 2+2F 10.3%, 29.7%7F &dste] EGFRY #o] W77t =
STE =2 2dE HAn (P=0.043). 1 ¢ A9 A]¢] AMACR, PSA, PSMA, PSCA
o] WFH 3l serum PSA, Gleason score, pathologic stage Abolol+= W& o] ZFo]E HolX]

Table 9. Comparison of immunohistochemical results with clinicopathologic parameters

AMACR PSA PSMA PSCA EGFR bcl-2
Variables + Z + Z + _ + — N _ " Z
n=82 n=29 n=83 n=2 n=103 n=12 n=60 n=39 n=32 n=67 n=17 n=80
PSA(ng/ml)
< 4 6857 11430 6(1000  00)  5(71.4) 2286) 6(857) 10143)  00)  7(100) 1(14.3) 6(85.7)
4—10 32(74.4) 11(256) 28(96.6) 1(3.4) 37(86.0) 6(14.0) 19(50.0) 19(50.0) 9(23.1) 30(76.9) 4(10.8) 33(89.2)
10-20 23(79.3) 6(20.7) 24(100)  0(0)  30(968) 1(32) 13(542) 11(458) 9(375) 15(625) 5(21.7) 18(78.3)
> 20 21(65.6) 11(34.4) 25(96.2) 1(3.8) 31(91.2) 3(8.8) 22(73.3) 8(26.7) 14(483)" 15(51.7) 7(23.3) 23(76.7)
Gleason score
2-6 45(80.4) 11(19.6) 40952) 2(4.8) 540915) 585 27(540) 23(46.0) 13(252) 38(745) 7(135) 45(865)
7-10 37(67.3) 18(327) 43(100)  0(0)  49(87.5) 7(125) 33(67.3) 16(32.7) 19(39.6) 29(60.4) 0(0)  35(77.8)
Path. stage
pTONOMO 00) 20000 201000 0(0)  2(50.0) 250.0)  00) 11000 00)  1100)  00)  2(100)
pT2NOMO 49(73.1) 18(26.9) 50(96.2) 2(3.8) 62(89.2) 7(10.1) 33(54.1) 28(45.9) 17(27.0) 46(73.0) 6(10.3) 52(89.7)
pT3NOMO 32(780) 9(22.0) 30(100)  0(0)  38(927) 3(7.3) 26(72.2) 10(27.8) 15(44.1)° 19(55.9) 11(29.7)° 26(70.3)
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pT4NOMO 1(100)  0(0)  1(100)  0(0)  1(100) 00  1(100)  0(0) 00)  1(100)  0(0) 0(0)
P < 0.05

A2 AEd dAsS Al B 3 1229 T o= F g ol #E Ve THA
A T s datr] fg @ PSA HANE 13] o)A Aldg A 119% S iy
o w AslstA Ads stk 1199 F3F #F )2 16971E (1-33714) o=
#HZ7 F 169 (13.1%)0ll A B 3ksta] Aol

sttt @GR 3AEA S E3
PSA=20ng/ml, Gleason score=7, 434 # %, RT-PCR PSCA(+), RT-PCR overall(+)°]
XA AP AL = Ay3stA Ao gisk o= QxE FelE o (Table 10) ©]
% A AFF RT-PCR PSCA(H)E H5HAQ oA5A= glstaltt (Table 11). %8
Kaplan-meier #2412 %3 9x ddoe RT-PCR Z¥o] wE Ayztshz e
PSCA (+)# overall(+) 4% % T x7] A3A Aol =4 T s F<ls)
At} (Figure 5, log rank P<0.05).

BL

Table 10. Univariate analysis of prognostic factors for biochemical recurrence
following RRP (n=119)

Variables HR 95%CI p-value

PSA >20ng/ml" 3.73 1.19-11.64 0.02
Gleason score>7" 6.74 1.49-30.45 0.01
LVI 1.778 0.394-8.026 0.45
Margin 0.577 0.155-2.147 0.41
SVrI* 10.90 3.64-32.68 <0.01
RT-PCR

PSA(+) 0.855 0.11-6.59 0.881

PSCA(+)" 3.64 1.11-11.91 0.03

PSMA(+) 2.51 0.77-8.18 0.12

Overall(+)" 3.598 1.21-10.73 0.02

* P < 0.05; LV, lymphovascular; SVI, seminal vesicle invasion

Table 11. Multivariate analysis of prognostic factors for biochemical recurrence
following RRP (n=119)

HR 95%CI1 p-value
PSA =20ng/ml 3.247 0.65-16.11 0.15
Gleason score=7 1.904 0.33-10.82 0.46
SVI* 8.137 1.91-34.52 <0.01
RT-PCR PSCA(+)* 11.96 1.33-107.38 0.02
RT-PCR overall(+) 0.782 0.16-3.66 0.75

* P < 0.05; SVI, seminal vesicle invasion
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Figure 5. Kaplan—-Meier estimates of likelihood of remaining free of biochemical recurrence
as related RT-PCR PSCA positivity (A) and RT-PCR overall positivity (B)
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