TO PSA 2QZEI ZQE2




El A&V XM KOO EUTOPIKN 1] OTKOVOULKT] GYECT LE
ETOLPELN TOV UTOPEL VO ETNPEALEL TNV ETLGTNULOVIKN
nov 0€om kot Tapovcioon




To PSA cwdel (Weg

= [HaAtd Oepa mov amacyoiel TovC OVLPOAOYOVE TAV®
aro 20ypdvia

E 2av 0gpa £xel cuCnTnOEl TOAL Kou 1) TapPEPUNVELDL
TNG TPAYLOTIKNG Bon0ELag mov Umopel vo TpocPEPEL
10 PSA oonyel 6e AdBoc cvoumepdouato

B @&ua e otatpiPnc pov to 1991, ko O<pa
BipAroypapiknc evnuEpmonc oto AAIKO
VOGOKOUELO TNV 1010 YpOVLd
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2uyxpovn OupoAoyia
OKTwRploc-Askeufpiog 2012//34

Death from prostate cancer

Observation vs Radical Prostatectomy
NEJM 2012

Pivot study (364 ac0. PII vs 367 mopaioAr.)

Towa emPioon petd and 15 ypovia mapakorovBnenc




American Cancer Society

1 Both PSA testing and digital
rectal examination should be
offered annually to men aged

>50 with a life expectancy of at
least 10 years.




HOAIEC OUPIAEYOUEVEG MEAETEC

g Meletn oo 1o Quebec
(Labrie, 1999)

1 MeAEtn amo 10 TvpoAro
(Bartch 2001)




Prostate Lung Colorectal and
Ovarian Cancer Screening Trial wem

2009)
E ZVUUETElOV /6.6934vopec mov ywpicOnkav cg 00O

oudoes (otnv pia yvotav AEIT ko uétpnon tov
PSA xou otnv dAAn 6x1)

Meta ano 7 ypovia TapakoAovONeNC oev Ppidnke
OLOPOPA GTNV EMPIOCT OVAUEGH GTIC 2 OUAOES
MeAetn mov €xel 0gyOel TOAD KPITIKY Y1
HEB0OOAOYIKA cPAALOTO LE KUPLO TTPOPAN LA TO OTL
TOAAOL aGHEVEIC TOV ALVNKOV GTNV OLLAOOL TNG

ropakoAovOnong petpovoav 1o PSA kat Ekavay
AEII (contamination of the control group).




EBU GUIDELINES 2012

= However the contamination in the control arm
was as high as 40% in the first year and
increased to 52% in the sixth year for PSA
testing and ranged from 41% to 46% for DRE

Thus the PLCO trial will probably never be
able to answer whether or not screening can
influence PCa mortality




ERSPC (European Randomized Study of
Screening for Prostate Cancer), NEJM 2009

=B Xvppeteiyav 162.2430vopec

B O taxtikog ereyyoc (PSA xor AEID) peidver v
mOavoTnTa OovaTov oo KopKivo TpocTaTn KOTH
20%

Xy opada 1 webavoay 261/72.95%pa to 0,3%

B XtV opdoa 2 tébavay 363/89.43Fpa 1o 0.4%

B Apa peta amxo 9 ypovia wopakolovONGeNg OTO10¢
KOVEL screening £xet mlavotnta va teddvel ano

Kapkivo Tpootatn 3/1000ko 6mo1o¢ dev KAvel
4/1000




ERSPC

= H otapopa tov 0,3%ue 10 0,4%¢tvan
20%

= [0 kd0e dvopa mov vToPdAAleTal o€
PICIKT] TPOGTOTEKTOUT] KOl GMCEL TNV
Con Tov, 47 allot ocOeveic
voParrovial otV exEuPacn ywpic
AOYO.




Gothenburg section of the ERSPC
Lancet Oncol, 2010

51 2¢ 20.000avopec tne meployng , To
PSA screening peiwoce tnv
BvntotTnTo TOL TPOCTATIKOV

Kopkitvov kot 50%puetd anod
tollow up 14 ypovev




Cochrane data base

= Ilic D et al, Cochrane Syst Rev 2013 Jan

= IleprhauPdaver otoryeio and 5 RCT's 6mov
avaAvovtal otoryeta amo 341.342060¢eveic

El 2XVUTEPAGLLOTOL

1. Amo v avaivon 5 RCT’s povo n uerétn ERSPC
goe1ce 21% peimon cancer specific mortality oe
avopeS NAkiog and 55-69¢etmv

2. 2ZVYKEVIPOTIKO OTTOTEAEGLOTO OUWOC OEV
OlKaoA0yoUV mass screening e PSA




PSA Kal screening

= Etvon wAgov cexabapo OTL pe tnv ypnon
LHovo tov PSA vadpyel vepoldyvmon
Ko vepOepamein

= Apa 10 PSA and novo tov omlel AMyeg
CWEC, Le KOGTOC TNV Depameia o€
TOALOVC aicBeveic Tov Oev TNV
YPELOLOVTOL




A0BOOC CUMTTEPOAO O

51 Mnv petpate to PSA ko unv
0oYOAEIGOE HE TO av EYETE KUPKIVO
GTOV TPOGTATN M Ol




ETTIONMIOAOYIKO OEQOMEVA VIO TOV
TTPOOCTATIKO KOPKIiVO

51 Kabe ypovo mebatvouv amd tnv voco
OUTT OEKOAOEC YIALAOEC AVOPEG

51 Etvon n ogvtepn autio Oavdtov amd
KOPKIVO GTOVC AVOPEC

51 1O va ToTEWEL KOVELS OTL T
KOADTEPT AVGT €lvon | TANPNG
aopaveln Etval Adbog OEon




PDAoEIC OTOV XEIPIOUO TOU TTPOCTATIKOU
KOpKivou (OskaeTia 90°)

B A daon: owayvoon
1. AoKTOMKN €EETOO
2. PSA

3.  A10p01kO Ve YOYPAPT LA

B B ®aon : Ocpancia
1. P1Gxn mpoctatektoun

2. Tomn aktivoloyio




PDOoEIC OTOV XEIPIOMO TOU TTPOOCTATIKOU
Kopkivou (OskaeTtia 90-2000)

B A daon: owayvoon
1. AoKTOMKN €EETOO
2. PSA

3.  A10p01kO Ve YOYPAPT LA

E B ®aon : Ocpancia
1. P1Gxn mpoctatektoun
2. Tomucr) axtivoPoAia

3.




Active surveillance

E X€ TEPUTTMOELS OOV O KOPKivog Ha pmopovce va
XOPOKTNPLO0EL GOV KKAIVIKA LN GTLOVTIKOC

m Opiouoc:
1. Twn PSA <10ng/ml
2. Gleason score <7

3. MiKpog 6€ 0YKO KapKivog




PDOoEIC OTOV XEIPIOMO TOU TTPOOCTATIKOU
KOpKivou (21 aiwvog)

B A daon: owayvoon

1 B’ ®aon: emAoyn tov
TEPIMTOGEMV TOL YPNCOLV

pP1aKNC Bepameiog

m I ®daon : Ocpaneia




AgUTEPN QaON

El MEAETES OOV TEYVIKEC LOPLOKNC
BroAoytac Tpocmabovv vo Eexmpicouy
EKEIVOVC TOVC KOPKIVOLC TTOV
yperacovtal piakn Bepameia




Development and validation of a 32-gene
prognostic index for prostate cancer
progression

Proc Natl Acad Sci USA, March
2013

Wu CL. Schroeder BE et al.
Harvard Medical School




Wu CL, et al,

= Patients and physicians must weigh the
benefits of currently available therapies against
the potential morbidity of these treatments.

= Herein we describe the development of a gene
expression-based continuous risk index and a
validation of this test in an independent,
blinded cohort of post-radical prostatectomy
(RP) patients.




Wu CL, et al,

= This 32-gene risk index model was validated in
an independent, blinded cohort of 270 RP
patients. In multivariate analyses, the risk
index was prognostic for risk of PSA
recurrence and had added value over standard
prognostic markers such as Gleason score,
pathologic tumor stage, surgical margin status,
and presurgery PSA (hazard ratio, 4.05; 95%
confidence interval, 1.50-10.94; P = 0.0057).




Wu CL, et al,

= Furthermore, RP patients could be stratified
based on the risk of PSA recurrence and the
development of metastatic disease.

The 32-gene signature identified here is a
robust prognostic marker for disease
recurrence. This assay may aid in postoperative
treatment selection and has the potential to
impact decision making at the biopsy stage.




Predicting high risk disease using serum and DNA biomarkers.

2013 May;23(3):252-60.

& There is increasing evidence that serum biomarkers
human Kallikrein 2, early prostate cancer antigen,
urokinase-type plasminogen activator/urokinase-type
plasminogen activator receptor, transforming growth
factor-f1 and interleukin-6/interleukin-6 receptor and
genetic biomarkers BRCA1 and BRCA2, Phosphatase
and tensin homolog, cellular myelocytomatosis
oncogene and NKX3.1 may predict for aggressive high
grade disease and are identifiable early in prostate
carcinogenesis.




QLOGYS T AR

$152) SUNSAS J3N3Q Suuanap

dJ2 2] SWE=) Fm.&.:” JAJUEL) NaU
0% SYUEH—|qISS0d MOU 5] 'Sak




No exalted individual, no
victory celebration, no
Marie Curie or Jonas Salk,

who in 1955, after he
created the first polio

vaccine, was asked, So
what’s next? Cancer? — as
if a doctor finished with
one disease could simply
shift his attention to
another, like a chef turning
from the soup to the entrée.
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To PSA 2QZEI ZQEZ;

El 2TNV OlQaolikl oy, IcmC VoL oMCEL Myec CmEC e
KOGTOC TNV LREPOLAYVHOCT Kot TNV vtepBepamneia

2NV TPLYaciKly emoyn ov cexabopicOel n 0gvTEPN
@ao1, Oa yivovtal moAd Ayotepeg pLilkéc
TPOCTATEKTOUEC, aALA B cwlovton acOeveic

Apa 610 pEALOV 10 PSA Ba 0onyel oty o1dyvoon
TOV TEPIMTTOOENMV LLE KOPKIVO aALd 0gV Dol
GUUUETEYEL GTNV EMIAOYT) TOV TEPIGTATIKOV TPOC
Oepameia, apa Oo colel COEC LOVO EPUEGO GOV
APYIKO EPYAAELO GTNV OAN O1OOIKOGIOL




