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Malfunction of bone mineral density in patients with
prostate cancer, who receive intermittent hormone
therapy

S.0. Vozianov, O.A. Chernichenko, V.S. Sakalo,
Y.M. Bondarenko, A.V. Sakalo, Y.Y. Kuranov,

P.G. Yakovilev, P.M. Saliy, Y.V. Zhilchuk

We observed 56 patients with nonmetastatic prostate cancer treated
with intermittent androgen-suppressive therapy (2011-2013 years).
Patients were determined and compared bone mineral density by den-
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sitometry during treatment and during the «off — treatment» hormone
therapy. Summarizing the results, we may suppose that intermittent
androgen-suppressive therapy has less negative impact on bone miner-
al density than continuous androgen-suppressive therapy in patients
with nonmatastatic prostate cancer. The reduced bone mineral densi-
ty occurs during treatment and improvement — in the absence of treat-
ment while intermittent androgen-suppressive therapy. Changes in
bone mineral density are directly proportional to changes in total
testosterone in patients with prostate cancer.
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Ponb cyauHHoro esporenianbHoro ¢akropa pocrty
(VEGH) Ta winbHOCTIi MIKPOCYAMUH Y NMYXJIMHHIN
TKaHUHI XBOPUX HA repPMIHOreHHI NyXJINHN fEYKa

A.B. Cakano', JI.M. 3axapueBa?®, B.C. Cakano', O.H. BoHgapeHko', C. Yepbomyxa’,

10.10. Kyparos?, I1.M. KoBanboB?
' 1Y <«Iucruryr yposorii HAMH Vkpainus, m. KuiB
> KuiBChKHil MiChKUit KJIiHIYHIA OHKOJIOTIYHUI TEHTP

(DaKTopI/I HeoaHTioreHesy BiJ[irpaloTh IIPOBiJIHY POJIb B MeTacTa-
3yBaHHI 3JI0KiCHUX IyXJIMH, B TOMY YUCJI i IyXJINH SI€YKa.

Merta nocCHisKeHHS: BU3HAUCHHS IPOTHOCTUYHOTO 3HAYCHHS
excnpecii VEGF i miinpnocti Mikpocyaus (II1X0M BU3HAYEHHS
CD-34-vascular density), a Takox BUBYEHHS iXHBOIO 3B'SI3KY 3
KJIIHIYHUME [TapaMeTpaMy TepMiHOTEHHUX ITyXJINH S€4Ka.

Marepiamu ta Meroqu. Criocrepirasnn 51 nariemnra, skum 6y-
Jla BUKOHaHA opXidyHikyJekTomis B KiiHini onkoyposorii 1Y
«Iucruryr yposorii HAMH VYkpainn» na 6as3i Kuiscbkoro
MICBKOrO KJIHIYHOTO OHKOJIOIIYHOIO LEHTPY IPOTATOM
2008-2012 pp. Cepenniii Bik XxBopux ckianas 28+5,2 poky (Bix
17 mo 59 pokiB).

Pesyibratu. Ceminoma Busiiiena y 23 (45%), HecemiHOMHI
repminorenni myxiuan seuka (HTTIA) — y 28 (55%) xBopux.
3rigno 3 kiaacudikamiero TNM y 19 piarnoctoBana I, y 14 — 11
(7 — 3 ceminomo10 i 7 — 3 HeceMiHOMHUMY ITyXJIuHaMK ), y 18 xBo-
pux — III xsriniuna cTaznis (BUSBJIEHI MeTacTasu B peTPOIEPUTO-
HealbHUX JiMdoBy3max, aiMbOBY3IaxX Cepe/lOCTIHHSA i JIeTeHi).
Cepenuiit pienb CD-34 xosnmBascst B Mexxax 20,0+7%. Ycra-
HOBJIEHI (hakTopH, 1110 MOB’s13aHi 3 BUcokoio ekmnpecieio CD-34:
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piserb ADII Gisbie 20 ur/mia (p<0,05), pisers XT'T Gisbiie
25 MMO /™M (p<0,05), Heceminomua Gy/10Ba EPBUHHOT My XJIH-
uu (p=0,016) Ta 3aHenGana crazist 3axsoproBanust (II1 cramis
nopisusino 3 I, p<0,05). [Ipu imynoricroximiunomy pociizzkeHni
VEGF BcranosiieHa eKcIpecist pi3HOTO CTYIIeHsI BUPasKeHOCTi B
56% xBOpHWX, cepemHiii piBeHb ekcmpecii ckmramaB 19+3%
(0-80%). Excripecist GyJia BigcyTas y 44%, cepesiHboi iHTEHCHB-
Hocti — y 40% Ta Bupaxkena — y 16%. [HTeHCHBHICTD ekcripecii
VEGF siporigno ne nmos’s3ana 3 pisaem XI'T (cepeaniit piBenn
XIT npu VEGF-nosutusnomy ckianas 35,6+14,5 MMO,/mi
nporu 45,9+17,9 MM O /mit ipu VEGF-neratusnomy, p=0,821).

BucHoBok. YcraHoBIeHa NpsIMa KOPEJIATHBHA 3aJIe’KHICTD
Mix piBHeM HeoBackyJigpusanii nepsunnoi nmyxuunu (CD-34) ta
piBHEM crienudiYHUX ITyXTMHHAX MapKepiB, a TAKOXK CTAII€I0 3a-
xBopioBas. [Ipu HeceMiHOMHUX MyXJIMHAX PiBeHb HEOBACKY-
JiIpu3allii BUIMii, Hisk npu ceminomi. OcobiuBe 3HAYCHHST J1JIst
piBus excrpecii CD-34 mae migsuienns pisas XI'T. [TigBuinen-
na piBua XI'T mMoxke posIiHIOBaTUCDH SIK He3aJIeKHUI POrHOC-
tuunuil pakrop izenrudikanii XBOpUX 3 BUCOKUM PU3UKOM Me-
TacTa3yBaHHSI.
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