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3A0KaueCcTBeHHbBIE OITyXOAU IPOAOATKAIOT 3aHUMATh BTOPOe
MecTo cpepu puuuH cMeptu B CIIIA, AnIllb HEMHOTO yCTyTas
CepAEUYHO-COCYAUCTBIM 3a60AeBaHUSIM (23 1 29% COOTBETCTBEH-
HO). B 2005 r. B CIIIA Ha AOAIO 3AOKAQUECTBEHHBIX OITyXOAeM
MOYEIIOAOBOM CHUCTEMBbl IIPUXOAUAOCH OKOAO 40% BCeX HOBBIX
CAyYaeB 3A0KAQUeCTBEHHBIX OIYXOAeHM y MY>KUMH U 5% y KeH-
muH. [To onenkam, B 2005 r. B CIIIA 6oaee 500 000 ueroBeKk
YMEpAM OT 3AOKAQUeCTBEHHBIX OIIyXOAeM, NpudeM IpUMEepHO
20% cMepTeil 00yCAOBAEHBI OITYXOASIMU MOYEIIOAOBOM CUCTEMBI.

CpeaH BceX 3A0KaueCTBEHHBIX OIYXOAeM MOYelOAOBOM
CHCTeMBI HanuboAee TeCHO CBSI3aH C KypeHHeM paK MOYeBOTro
my3bIpd. B 1955 r. Holsti BnepBble ImoOKasaa, 4To BO3AeHCTBUE
TabaYHBIX CMOA Ha CAM3UCTYIO POTOBOM IMOAOCTU NPUBOAUT K
TIOBBIIIEHUIO PUCKA MAMAASIPHBIX OIIyXOAEH MOUeBOro ITy3bl-
ps y MBbIlIeld. B HacTosIee BpeMs yCTaHOBAEHO, YTO HUTPO3a-
MUHBI U IOAMIIUKAWYECKHEe apoMaTUYeCcKue YIAeBOAOPOABI,
IPUCYTCTBYIOIIYE B CUTAPETHOM ABIMe, IBASIIOTCSI KaHIlepore-
HaMU U BBI3BIBAIOT PAa3AWUYHBIE OIIYXOAM MOUYEIIOAOBOM CHUCTe-
MBI [TosgsBAsieTcs Bce OOABIIIEe AQHHBIX O TOM, YTO PUCK OHKOAO-
IUTYeCKUX 3a00AeBaHUM 3aBUCHUT OT FeHEeTUYeCKOTO IIOAUMOP-
du3Ma, KOTOPHI ONpepeAsieT MeTabOAU3M HUAM aKTHUBAIMIO
KaHIIepOTreHOB. ODTU NMPOIeCChl PeryAUPYIOT pa3AUuHBIe dep-
MEeHTBHI, B TOM 4ucAe 1uToxpom P450, rayratuoH-S-TpaHcdepa-
3a u N-ametuarpaHcdepasa. ViMeloTcsa pAaHHBIE, yKa3bIBalo-
1I1e Ha TO, UYTO PUCK 3A0KAUeCTBEHHBIX OITyXOAEeN MOJKeT OBITh
AO303aBUCHUMBIM M MOJKET CHUJKATbCSI ITIOCAe OTKasa OT Kype-
HusA. [UnlepMeTUAMPOBaHNE SIBAIETCS 110 KpaltiHel Mepe OAHUM
13 MeXaHM3MOB ITOAABAEHHUS HKCIIPECCUU IeHOB-CYyIIPecCOpoB
OITyXOA€BOT'O POCTQ, U4TO, IO AQHHBIM OHKOAOTHYECKOTO IeH-
Tpa @okc Yes, NOBHIIAET PUCK paKa MOYEBOIO Iy3bIPS, a
TaK’Ke paKa IIOUYKU U MPEeACTATeABHOMN JKeAe3bl.

HMHTepecHO OTMETUTH, UTO, IO MOUM AQHHBIM, ¥ OOABHBIX,
KOTOpPBIE TIPOAOAYKAIOT KYPUTH BO BpeMsI BHYTPUITY3BIPHOU
XUMUOTEepaluyd MAM UMMYHOTepaluu IO IIOBOAY pPeluANBa
HEeMHBA3UBHOTO paka MOYeBOTO My3bIps, 3MPEeKTUBHOCTH
AeueHUsl HUJKe, 4eM y OOABHBIX, OPOCUBIINX KYPUTh AO Aede-
HUSA. Y OOABHBIX, KOTOPBIe OPOCAaIOT KypPUTh BO BpeMs AeUeHNd,
HO BO300HOBASIIOT KypeHHe IIOCAe AedeHUs, BBIIIe BeposT-
HOCTB PellAMBa pPaka MOUeBOIO ITy3bIps.

Cancer continues to be the second leading cause of
death in the United States, just slightly behind heart di-
sease, 23% and 29% respectively. In 2005, in the USA, geni-
tourinary malignancies comprised approximately 40% of
all new cases of cancer in men and 5% in women. The 2005
estimated cancer deaths form these cancers were 20% of
the over 500,000 deaths directly related to cancer.

The genitourinary malignancy most closely associated
with a tobacco related etiology has been urothelial carcino-
ma of the bladder. In 1955, Holsti was first to report tobacco
tar applied to the oral mucosa of mice lead to an increase in
the development of papillary bladder tumors. We now
know that nitrosamines and polycyclic aromatic hydrocar-
bons are carcinogens present in cigarette smoke that can
cause various cancers in the genitourinary tract. There is
now emerging and consistent data that the risk of cancer
may be modified by genetic polymorphism which may
either affect detoxification or carcinogenic activation.
These pathways are modified through various cellular enzy-
matic processes including cytochrome P450, glutathione-S-
transferase and N-acetyl transferase. In addition, there
appears to be a dose related response with regard to risk
that may be reversible, following cessation of smoking.
Hypermethylation appears to be at least one method by
which there is silencing of tumor suppressor genes, which
ultimately increase the risk of urothelial carcinoma of the
bladder, as well as renal cell carcinoma and prostate cancer
as data from Fox Chase Cancer Center indicates.

Anecdotally, it has been my experience that patients
who continue to smoke throughout their intravesical che-
motherapy or immunotherapy for recurrent non-invasive
urothelial carcinoma of the bladder do not respond as well
as those who quit prior to therapy. Those patients, who stop
as I insist, but then restart smoking tobacco after treatment,
if successful, are more likely to get recurrent bladder cancer.

The epidemiological history of renal cell carcinoma is
far less well developed than we have seen with urothelial
carcinoma of the bladder. Up until the last decade, there
was virtually no data other than with rare hereditary types
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ONUAEMHUOAOIUS paka IMOYKU U3ydeHa Xy’Ke, UeM 3IHAe-
MMOAOTHS paka MO4eBOI'0 Iy3bIps. AO IOCAEAHETO AeCSATUAE-
THUS NIPaKTUUeCKU He OBIAO AQHHBIX O MeXaHHW3MaX Pa3BUTHUSI
paka IOYKM, 3a HCKAIOUEHHEeM PeAKUX HaCAeACTBEHHBIX
dopM 3aboreBanusd. B 1994 r. paTckuit yuensiit Mellemgaard
BIIepBLIE TOKa3aA, YTO My KUUHBI, KypuBine 6oaee 40 magexk
curaperT B FOA, BXOAST B IPYIIIY puCcKa paKa MOYKHU (OTHOIIIe-
HUe PUCKOB 2,3, 95% AoBepUTeAbHBIN MHTepBaA 1,1—5,1). B
CILLIA nepBoe AOKa3zaTeAbCTBO BAWSIHUS KypeHHUs Ha pa3BU-
THe pakKa MOYKMU OBIAO MOoAydeHO B 1995 r. AMepuKaHCKUM
tonp 3ppaBooxpanenus (Hpio-Mopk) omyGAMKOBaA AOKAAA,
B KOTOPOM COOOIIAAOCE, UYTO PUCK 3TOM ONYXOAU IOBBIIIEH Y
MY>KUMH, KypsIIuX curapeTsl 6e3 ¢uabTpa 60aee 30 reT. B
1998 r. onyOGAMKOBaHBI Pe3yAbTaThl MCCAEAOBAHUS, IIPOBe-
AeHHOro B IOskHO-KarudopHuiickom yHuBepcurtere. [Ipoa-
HaAu3uUpoBaHHl Oonree 1200 cayuaeB paka nmouku. [TokazaHo,
4TO KypeHUe IOBHIIIaeT PUCK 3TOM OIIyXOAH Ha 35%, a TaKKe
uTo 17% cAaydaeB paka Mouku B Aoc-AHAXKeAece (21% y MyK-
uuH U 11% y )KeHIINH) cBsI3aHbl ¢ KypeHueM. OTKa3 OT Kype-
HUS B TeueHHe He MeHee ueM 10 AeT CHUI)KaeT PUCK paKa
nouku Ha 30%. VMIHTepecHO, YTO C HauaAra HOBOTO THICSUEAe-
THS Ha MOMEHT oOpalleHus K Bpauy Yy KYPUABIIUKOB dalle
BBIIBASIIOT OTA@AEHHBIe MeTacTasbl. [10 cpaBHEHUIO C HEKY-
PAIIMME Yy KYPUABIINKOB BBIIIIEe PUCK CMEePTH U HUKe 6e3pe-
IUAWBHAS BBIKMBAEMOCThL IIPU paKe IOYKU B OTCYTCTBUE
OTAAQAEHHBIX MEeTacTa30B.

WccaepoBanme, mpoBepeHHoe B Kanape B 2005 1., mipoae-
MOHCTPUPOBAAO IOBHIIIIEHHEe PUCKA pPaka MOYKU He TOABKO Y
AKTUBHBIX, HO M ¥ TaK Ha3bIBaeMbIX TaCCUBHBIX KYPUABIITUKOB,
KOTOpbIe ITOABEPTAAMCH BO3AEWCTBUIO CUTapPeTHOTO AbIMa
6oaee 43 aAeT. HakoHell, yCTaHOBAEHO, YTO PUCK pakKa MOYKHU
AO303aBHUCHUM (3aBUCUT OT UYHCAA BBIKypPHBaeMBIX CUTApeT).
TMoarBeprAeHB! AaHHBIe HO>kHO-KaangopHUNCKOTo yHUBEp-
cuTeTa O CyIleCTBeHHOM CHU>KeHUM PUCKa pakKa IIOYKHu y 6po-
CUBIIMX KypUTHb 60Aee 10 AeT Hazaa.

PeTpocneKkTHBHBIE HMCCAEAOBAHUS paKa MpeACTaTeAbBHOM
KeAe3bl TO3BOASIOT MOAYUYUTH 3MHUAEMUOAOTHYECKUe AQHHbIe
110 3HAQUUTEABHOMY KOHTUHTEHTY OOABHBIX, HAXOASAIIUXCS ITOA
HabOAIOAeHUEM AAUTeABHOe BpeMsa. B 1990 r. HanmoHanbHBIN
nHcTUTYT paka CIIIA onmyOAMKOBaA A@HHBIE ITPOCHEKTUBHOTO
nccaepoBaHus. B HeM yuacTtBoBanu 17 633 My >KUWHBI B BO3pacTe
35 AeT U cTapiile, KOTOPBIX HabAtopaAu B TedeHue 20 AeT. [Toka-
3aHO CTATUCTUYECKU AOCTOBEPHOE IOBLIIIeHNe OTHOCUTEABHO-
TO PHUCKa paKa NPeACTaTeALHON >KeAe3bl Y KYPHUABIIUKOB, a
TaK>Ke Y AUI], YIOTPEOASTIONINX Oe3AbIMHbIE TaOauHble U3AEAUS
(oTHOCHTEeABHBIN pUCK 1,8 11 2,1 cooTBeTcTBeHHO). Daniell (1995)
COOOIINA, UYTO ¥ KYPHUABIIMKOB Ha MOMEHT OOpallleHu!s K Bpady
yallle BBIIBASIOT AMCCEMUHHUPOBAHHBIM paK IIPEeACTATeAbHOM
KeAe3bl, @ TaKKe HUKe CMEePTHOCTD OT 3TOM OIIYXOAH.

B 1997 r. B MeMOpHarbHOM OHKOAOTHYECKOM IleHTpe CAoy-
Ha—KeTTeprHra IpoBeASHO UCCAEAOBaHNE, B KOTOPOe BKAIOUe-
HBI 25 436 60ABHBIX 3A0KaUeCTBEHHBIMU OITyXOASIMU (12 447 My»K-
unH 1 12 989 >xenmuH). Lleas nccaepoBaHUS — U3YUUTH CMEpT-
HOCTB OT BCeX IIPUUUH B AQHHOM I'pyTirie OOABHBIX. Y CTAaHOBAECHO,
YTO BBKUBAEMOCTE KOTAQ-AN00 KyPUBIINX OOABHBIX ObIAQ HUJKE,
JeM HUKOTAQ He KypUBIINX. BEIIBA€HA 3aBUCUMOCTE MEKAY AAU-
TEeABHOCTbIO KyPeHHS M UMCAOM BBIKYPUBAEeMBIX CHUTrapeT U
BBDKHBAEMOCTBIO KOTAQ-AM00 KyPUBIINX OOABHBIX. CTaTHUCTIYe-
CKU AOCTOBEPHOe BAMSIHUE KypeHHs Ha BBIKMBAeMOCTb OTMede-
HO IIpU PaKe CAU3UCTOM PTa, MOAKEAYAOUTHOM, MOAOUHOM U IIPEA-
cTaTeAbHOM JKeae3. Hanboaee 3HaUMTEABHEBIE IOCAEACTBUS Kype-

of kidney cancer, to indicate any cause specific etiology
for this malignancy. In 1994, Mellemgaard in Denmark
was the first to demonstrate that men who smoked greater
than 40 pack-years had an increased risk for developing
renal cell carcinoma with an odds ratio of 2.3 (95% confi-
dence interval 1.1—5.1). The first evidence that smoking
may be involved in the development of renal cancer in the
United States was in 1995. The American Health Founda-
tion in New York City reported that men who smoked
unfiltered cigarettes for more that 30 years were at incre-
ased risk. However, it wasn't until 1998, when the Univer-
sity of Southern California (USC) reviewed over 1200 cases
of renal cell carcinoma that they were able to show an ove-
rall 35% increase in the risk of RCC with 17% of the RCC in
LA attributable to cigarette smoking (21% in men, 11% in
women). This increased risk, could be reduced by 30% in
individuals who stopped smoking cigarettes for at least
10 years. It is interesting that since the turn of the new mil-
lennium, data is now available which reveals that current
smokers are more likely to have distant disease at presen-
tation. Also, there is an increased risk of death and a worse
recurrence-free survival with patients presenting without
metastatic disease (Stage M0) compared to non-smokers.

In 2005, a Canadian study demonstrated not only
showed an increased risk for the development of renal cell
carcinoma in active smokers but also in those exposed to
passive cigarette smoke (second hand smoke) for greater
than 43 years, compared to those never exposed to either
type of cigarette smoke. Finally, there is now data which
indicates that there is a strong dose dependent increased
risk associated with the number of cigarettes smoked per
day and confirmation of the USC experience regarding a
substantial reduction in the risk of developing RCC, for
long term former smokers (> 10 years).

Retrospective studies of prostate cancer have an advanta-
ge of being able to evaluate much larger cohorts of male pati-
ents followed for longer periods of time, in order to define epi-
demiologic associations. In 1990, the National Cancer Institu-
te of the United States reported on the longitudinal study of
17,633 men aged 35 years and older followed for 20 years.
They reported the relative risk for the development of prosta-
te cancer was significantly elevated among cigarette smokers
as well as users of smokeless tobacco (relative risk 1.8 and
2.1 respectively). Daniell, in 1995 reported that cigarette smo-
kers were more likely to present with metastatic prostate can-
cer with a decreased cancer specific mortality rate.

In 1997, Memorial Sloan—Kettering Cancer Center iden-
tified 25,436 cases of cancer (12,447 males and 12, 989 fe-
males) specifically to evaluate the effect of death from all
causes in these patients. Their findings concluded that pati-
ents with a history of smoking had a lower rate of survival
than nonsmokers. They also noted a dose response rela-
tionship between ever smokers and cancer survival patients.
The predictive effect of smoking on survival was significant
for patients with oral, pancreatic, breast and prostate cancers.
Yet, the strongest consequence of smoking was in breast can-
cer patients with a distant tumor stage at presentation and
prostate cancer patients presenting with regional tumor
stage. That same year, Rodriguez reviewed 3 large prospecti-
ve prostate cancer studies demonstrating a modest associ-
ation between current cigarette smoking and early death
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HUSI OTMeUeHBI IPU PaKe MOAOUHON U MPEeACTaTeABHOM JKeAe3hl.
VY KypsIux 60ABHBIX PAKOM MOAOYHOM JKeAe3bl Ha MOMEHT o0pa-
IIeHus1 K Bpady dallle BBIIBASIOT OTAAA€HHBIE MeTacTasbl, a y
KYyPSIIUX OOABHBIX PAKOM IIPEACTAaTeABHON >Keae3bl — pPeruo-
HapHble. B ToM e ropay Rodriguez nmpoaHaAn3upOBaA Pe3yAbTa-
TBI 3 KPYIHBIX NIPOCIEKTUBHBLIX McCcAepoBaHMM. [TokazaHa yMe-
peHHast 3aBUCUMOCTh MeKAY KypeHHeM BO BpeMsI 3a00AeBaHUs U
paHHeN CMepPThIO OT paka IIPeACTaTeAbLHOM JKeAe3bl. [1oBbIIeHNs
pUCKa paHHelN CMepTH Y KYPUBIIIMUX B IIPOIIAOM He BBISIBACHO.

B 1999 r. I'apBapaCKui yHUBePCUTET ONyOAMKOBAA pe-
3YABTATHI IPOCIEKTUBHOTO MCCAEAOBAHUSA, B KOTOPOM y4acT-
BoBaa 47 781 MepAMIMHCKUN PabOTHUK MY’KCKOTO IIOAQ
(1986—1994 rr.). YcTaHOBAEHO, UTO Y MY’KUMH, KypPUBIIUX
15 mauek curapeT B rop 1 O0oAee B TeueHHe TocAepAHUX 10 AeT,
TIOBBIIIIEH PUCK AUCCEMUHUPOBAHHOIO paka MPeACTaTeAbHOMU
>KeAe3bl, @ TakkKe CMepTH OT 3TOTO 3ab0AeBaHMs 110 CpaBHe-
HUIO C HeKyPSAIUMU. Ba’)KHO OTMETUTB, YTO OTKa3 OT KypeHUs
B TeueHHe 10 AeT ycTpaHsIeT PA3AWUYUS MeXKAY OBIBIIMMU
KYPHUABIIUKAMU U HEKYPSAIIUMU. Pe3yAbTaThl UCCAEAOBAHUS,
npoBepeHHoro B Kanaae B 2001 1., IOATBEPAUAHU, UTO Y MYIK-
YUH C BBICOKUM HMHAEKCOM MacCChl TeAa IOBBIIIeHHWEe pHCKa
pakKa HOpeACTaTeAbBHOM JKeAe3bl NMPOMOPIIMOHAABHO YHCAY
BBIKYPUBaeMbIX CUTapeT U AAUTEABHOCTU KypeHUs.

OTpuiiateAbHOe BAUSHHE KypeHUsI Ha Pe3yAbTaThl Aede-
HUS IMOATBEPAUAU U A@HHBIE OOAee MO3AHUX HCCAeAOBaHUMU.
B 0AHOM 13 HUX IIOKa3aHO, YTO Y KyPUABIIUKOB UMeeTCs TeH-
AEHIIVS K CHUDKeHUIO 6e3pelluANBHOMN BEIXKMBAeMOCTH (OIIpe-
AEASIAACh 1O YPOBHIO NPOCTATUUECKOIO CIHeIUPUIEeCKOTO
aHTUTeHa) IOoCAe BHYTPUTKAHEBOU AyUeBOM Tepalny, 3aKAI0-
4yaBIeWcsi BO BHEADEHHUM B IPEACTATEALHYIO >KeAe3y
MIOCTOSTHHBIX MCTOUHHUKOB. KpoMe TOTO, KypeHHe IOBBIIIaA0
PHCK OCAOKHEHUM CO CTOPOHBI KHUIIEUHUKA U MOUYEBOTO
ny3eIpsA. OCAOKHEHUSI CO CTOPOHBI MOUEBOTO ITy3BIPSI BKAIO-
YaAU CUMIITOMBI pa3ppa’keHusl U OOCTPYKIIUU HUJKHUX Mode-
BBIX IIyTeHM, a TaK’Ke MMIepaTUBHbIe MO3BIBBEL. [l0 AQHHBIM
Merrick, y KypUABLIIMKOB paK MIPEACTATEABHON JKeAe3Bl BO3-
HHUKaeT B 60Aee MOAOAOM BO3pacTe, ueM y HeKypamux. Cpeau
OOABHBIX, TOAYYABIINX AMCTAHIIMOHHYIO AYUEBYIO Tepaluio,
Y KYPHABIIUKOB OTMeYaAOCh OOAee BBIpa’keHHOE MeCTHOe
pacnpocTpaHeHHe OIIyXOAeHM, a Takyke uallle HaOAIOAAAUCH
PeILUAUBEIL, UeM y OPOCUBIINX KYPUTh U HUKOTAQ He KypPHUB-
HINX. Y KYPUABIINKOB TaK’Ke HabAIOAAAACh TEHAEHITUS K CHU-
>KeHUIO BBIKUBAEMOCTH, ONIPEAEASIEeMON ONYXOABIO, M CTaTHU-
CTUYeCKU AOCTOBEPHOe CHUJKeHHe OOIel BBI)KUBAeMOCTH.
[MTokazaHo, UYTO pe3yAbTAThl A€UeHUS Y OPOCHUBIIUX KYPHUTh
NpUOAMIKAIOTCS K TAaKOBBIM Yy HEKYyPSIIUX, IO3TOMY aBTOP
IpepAaraeT HacTOSATeABHO PeKOMEHAOBATh OOABHBIM OPOCHUTH
KYPUTb BO BPeMsI AyueBOU Tepaluu.

PeTpocneKTUBHBIN aHaAU3 Y O0ABHBIX TOPMOHOPE3UCTEHT-
HBIM PAaKOM IIPeACTaTeABHOU >KeAe3bl, HAOAIOAABIIINUXCS B KAU-
HHKe 3amnapHoro yHuBepcurera (Kausaenp, Oraiio), mokasaa,
YTO MeAHaHa BpeMeHU A0 Pa3BUTHUS Pe3UCTEHTHOCTU K TOPMO-
HOTepanuu y KypsIux, OPOCHUBIINX KyPUTh U HEKYyPSAIIUX
coctaBuaa 11, 23 u 35 mec cootrBeTcTBeHHO (p = 0,00001). I'To
AAQHHBIM 3TOTO aHaAW3a, OTCYTCTBUE KypeHHUs B aHaMHe3e
SIBASIETCSI HEe3aBHUCUMBIM (PAKTOPOM, CBUAETEALCTBYIOIIUM O
OOABIIIeY IPOAOAKUTEABHOCTH >KM3HU IPU TOPMOHOpPE3U-
CTEeHTHOM pakKe IIPeACTaTeAbBHOU >KeAe3bl. ABTOPHI NPUIIAU K
3aKAIOUEHHIO, UYTO Y OOABHBIX PAcIpPOCTPAHEHHBIM PakoOM
NIPEACTaTeAbHOM JKeAe3bl, KOTOPBIM IPOBOAAT aHAPOTEHHYIO
OAOKapAy, KypeHHe He3aBHCHUMO M A0303aBUCUMO BAUSET Ha
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from prostate cancer. There was no apparent risk to for-
mer smokers.

In 1999, Harvard University reported on a prospective
study of 47,781 male health professionals from 1986 through
1994. Men who had smoked 15 or more pack-years of ciga-
rettes within the preceding 10 years were at a higher risk of
distant metastatic prostate cancer as well as fatal prostate
cancer compared to nonsmokers. Yet, importantly, within
10 years of quitting, the excess risk among smokers is elimi-
nated. In 2001, a Canadian study again was able to demon-
strate an increased risk associated with prostate cancer
development and ever smoking daily proportional to
amount of cigarettes smoked daily and duration of smoking
history, among men with a high body mass index.

More recent studies have also begun to demonstrate
the negative effect of smoking on the effective outcome
of treatment. One study looking at biochemical outco-
mes following permanent prostate brachytherapy,
demonstrated a trend toward poorer biochemical pro-
gression free survival in current smokers. In addition,
tobacco consumption has been correlated with deleterio-
us effects on post brachytherapy late bowel and bladder
function. Bladder symptoms included irritative and
obstructive voiding symptoms as well as urge related
incontinence. Also noted in the study by Merrick, was
the confirmation that smokers were diagnosed at an ear-
lier age than nonsmokers. In patients treated with exter-
nal beam radiation therapy, current smokers present with
more advanced local tumors, and have poorer local con-
trol of their cancers than former smokers and nonsmo-
kers. Current smokers also have a trend toward worse
cause specific survival and significantly worse overall
survival. The data shows that the outcome for former
smokers is close to nonsmokers and the authors of that
paper suggested encouraging all patients to stop smo-
king during their external beam radiation therapy.

Retrospective analysis of patients who developed hor-
mone refractory prostate cancer treated at Case Western
University in Cleveland, Ohio demonstrated provocative
data which revealed the median time to hormone refracto-
ry prostate cancer was 11, 23, and 35 months in patients
with current, former and never smoked tobacco history
(p = 0.00001). In their data analysis of this cohort, a histo-
ry of never smoking was an independent variable predicti-
ve of longer survival once clinical hormone refractory pro-
state cancer developed. Their conclusion was that tobacco
use independently correlates with time to hormone refrac-
tory prostate cancer and survival in a dose dependent
fashion in patients with advanced prostate cancer on
androgen deprivation therapy.

Lastly, there appears to be a clinical association in men
who have either urothelial carcinoma of the bladder or
prostate cancer with a much higher incidence of develo-
ping the other tumor. Interesting data out of UCLA once
again demonstrates that glutathione S-transferase genetic
polymorphism may play an important role in the develop-
ment of prostate cancer as was noted earlier with its noted
causal effect in developing urothelial carcinoma of the
bladder. Individuals with these less effective genotypes
are less able to detoxify carcinogenic products of smo-
king, with a higher odds ratio for prostate cancer of 4.09
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CPOKHU Pa3BUTHS PE3UCTEHTHOCTH K TOPMOHOTEPAINU U IIPO-
AONKUTEABHOCTE SKU3HH.

W HaKOHeIl, TTOKa3aHO, YTO Y MY’KYHH, OOABHBIX PAaKOM
MOYEBOTO Iy3bIPS UAU IIPEACTATEABHOMN JKeAe3hl, ITOBBIIIEH
PHUCK METaXpPOHHBIX ONyXOAeH. VIHTepecHble AQHHBIE HTOAY-
yeHbl B KaaumdopHuiickom yHuBepcurere. OHU IMOATBEp-
JKAQIOT, YTO TE€HETHYECKUH IMOAMMOP(MU3M TAYTAaTHOH-S-
TpaHcdepasbl UTPaeT Ba’KHYIO POAB B Pa3BUTHUH paka IIPeA-
CTaTeABHOU >KeAe3bl. PaHee OBIAO AOKa3aHO, YTO OH HUTI'paeT
POAb B PasBUTHUU pPakKa MOYEBOTO IYy3HIPA. AuIla C MeHee
«3(pPEeKTUBHBIM» I'€HOTUIIOM 00AAAQIOT GOAee HU3KOU CIO-
COOHOCTBIO K AETOKCHUKAIIUU KaHI€POI'e€HOB, IOCTYIAIINUX
B OpraHW3M I[IPU KYPeHUH, U UMeIOT 6OoAee BBICOKHUM PHUCK
paka MpeACTaTeAbHOM >KeAe3bl (OTHoleHue puckos 4,09,

(95% CI = 1.25-13.35). Tobacco use is clearly the most
preventable cause of genitourinary malignancies and as
clinicians we must convey the importance of smoking ces-
sation to our patients as well as hopefully educating futu-
re generations never to start using any tobacco products.

95% pAoBepuTeAbHBIV uHTepBaA 1,25—13,35). OueBuA-
HO, UTO KypeHUue gBAgeTCd Haumboaee AErKO YCTPaHU-
MOU IPUUYMHOU 3A0KQUECTBEHHBIX OIIyXOAEH MOYEIIOAO-
BOW CHUCTEMBI U MBI, KAUHUIIUCTHI, AOAJKHBI AOHECTH
HAEI0 HeOOXOAUMOCTH OTKa3a OT KypPeHHUS A0 HAlIUX
MaIUeHTOB, a TaK)XKe IIPeAYIPeXAATh Ha4YaAO KypeHUs
CpeAr MOAOAEKMU.
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