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Buwa yactoTa ekcnpecii bcl-2 Ta p53 B HepobGnacromax (HB) NopiBHAHO 3 raH-
rnioHenpoGnacromamu (FHB) 36iraeTbcs i3 3aranbHUM cTyneHeM aHannasii Lmx
TUNiB NyXnuH. Ane npu 3ictaBneHHi noninnoigHnx N'HbB i Hb BuaABnNa0oTb 3HaAYHY
cxoXicTb npodiniB ekcnpecii bcl-2 i p53 cepea ix knitnH. BignoeigHo, BigMiHHOC-
Ti mixk THB i HB 3ymoBneHi nepw 3a Bce Bnactusoctamu Hb, siki BU3sHavaloTbcs
K AUNNoiaHi. BigcyTHiCTb YiTKMX KopensAuinHuX 3B'A3KiB MiX Kinbkictio AHK
Ta ekcnpecieto bcl-2 ym p53 cepep, KNiITUH HEMPOGIACTOMHUX NYXJIVH € NiACTaBOIO
BBaXXaTu L 03HaKM He3aneXHUMW OAMH Bif, O4HOro NPOrHOCTUYHUMU KpUTepis-
MU, 3yMOBJIEHUMMU Pi3HMMUW NAaTOreHeTUYHNMU MeXaHi3MaMN OHKOTreHesy.

Heiipo6i1acToOMHI MyXJIMHU € CTIEI U~
(GiYHMMU HOBOYTBOPEHHSIMU OUTSIYOTO
BiKYy Ta XapakKTepHU3YIOThCS HU3KOIO
YHiKaJlbHUX BAACTUBOCTEH i HEOTHO3-
HayHUM KJiHiYHUM mepebirom. He-
itpoonacroma (HB) nocuth yacto moxe
OyTH BeJIbMM arpecUBHOIO, 3 paHHIM
MeTacTa3yBaHHSM Yy KiCTKOBUU MO30K
i nimpatuuHi By3nu [5], iHomi mo6po-
SIKICHOIO Ta CITOHTAaHHO perpecyBaTu [25].
Oco6JMBO Ccif Big3HAYMTHU BUIAIKHU,
KOJIM Y Malli€HTIB 31 COPUATIUBUM MPO-
rHo3oM HB panToBO mepeTBOPIOETHCS
Ha arpecuBHY, Ja€ paHHi peUUIUBU
Ta BinnajaeHi metactasu [17].

TakuM YMHOM, BU3HAYEHHS O3HaK,
110 BKa3ylOTh Ha MOXJIMUBUI XapakTep
nepebiry XBopoOu, MOXe CTaTU IIPUBO-
JIOM 10 TIPOBEJIEHHSI arpecUBHOI Tepartii,
HaBiTh SKIIO BOHA HE BUIIpaBIaHa Mo-
YAaTKOBUM CIPUSATIUBUM MPOTHO30M,
110 TO3BOJUTH ONTUMIi3yBaTu BUXMBaA-
HicTb [13].

HuHi mupokoro BU3BHAHHS Ha-
Oysia AyMmKa, IO 3a PiBHSIMM €KCIpecii
MapKepiB, MOB’SI3aHUX i3 peryasilielo
aromnTo3y, TaKuX K bel-2 i p53, MoxHa
TTOSICHUTU arPECUBHY MOBEIIHKY TyXJIUH,
PE3UCTEeHTHICTh A0 Tepamnii. BinmosinHo,
1i MapKepu MaioThb TPOTHOCTUYHE 3HA-
yeHHs y xBopux Ha HB [6, 7, 9, 10, 12,
15, 18, 24].

[noigHicTh KJIITUH HelipobiacToM-
HMX MYyXJUH € BU3HAHUM (akTopom
NpOrHO3y, SIKM 3HAWIIOB CBOE Bilo-
OpaxeHHs y cucTeMi ctanitoBaHHsI INRG
[14, 20], xoua sIK MOHO(hAKTOp Ma€E 00-
MexeHe 3HaueHHs |1, 4].

JloriyHO MPUNYCTUTHU, LIO 3MiHU
iHTEHCMBHOCTI SIBUII aIllOIITO3Y, Y TOMY

yucii 3ymoBieHi bel-2 i p53, MoXyThb
TMPU3BOIUTHU 10 3MiH KIITUHHOTO CKJIady
HEpoOJaCTOMHUX MYyXJWH 3a BMiCTOM
AOHK y sapax myXJIMHHUX KJIiTUH —
3MIHIOBATU CHiBBIIHOLIEHHS MiX AU-
Ta MOJITJIOINHUMU KJIITUHAMU. Y 3B SI3KY
3 LIUM KOMIUJIEKCHA OI[iHKa TaKuX Mpo-
THOCTUYHUX YMHHUKIB, SIK MJIOIIHICTb,
excmpecis bcl-2 i p53 Moxe MiABUIIUTA
IOCTOBipHICTh MPOTHO3Y B OKPEMOTO
TMali€eHTa Ta CTaTu KEPiBHUIITBOM [0 TIep-
coHi¢ikarii 1ikyBaabpHOTO Tiaxony [ 1, 8,
13, 18, 21, 22, 23].

Meta po00TH — BU3HAYUTU OCOOIM-
BOCTI ekcrpecii bcl-2 i pS3 cepen KiIiTuH
HelpoOJaCTOMHUX MYXJIUH i3 pi3HUM
BMiCTOM HYKJIETHOBUX KUCIOT Yy siApax.

JlocmigKeHHsT TPOBEIeHO Ha MaTe-
piani Giormciit a00 BUIyYeHOMY IPU OIe-
paTMBHOMY BTpy4YaHHi y 36 maiieHTiB
i3 HelpoOJIAaCTOMHUMU MyXJIUHAMMU:
ranriioneitpoo6iracromamu (I'HB) —
11, neipo6imactomamu (Hb — Bmache
Helipobnactoma) — 25. licTonoriune
TUTIYBaHHS HOBOYTBOPEHb IPOBEICHO
3 BUKOPUCTAHHSIM PYTMHHOTO (3a6apB-
JIEHHSI TeMaTOKCHJIIHOM i €03MHOM)
Ta iIMyHOTiCTOXIMiYHOTO JOCJIiIKEHHS.

OTpuMaHuii MaTepian ¢ikcyBa-
nu B 3a0ydepenomy 10% dopmanini
3 pH7,4 Ta yminbHioBanu y napadgini
i3 3aCTOCYBaHHSM TicTionmpoliecopa
Histos-5 («Milestone», Itamist). 3 mapa-
(iHOBUX 0JIOKiB BUTOTOBJISLIM TiCTOJIOTiU-
Hi 3pi3¥1 TOBIIMHOIO 5 MKM 3a IOMTOMOTO0I0
Mikporoma Microm HM325 («Thermo
Scientific», Himeuuuna). 3pi3u 3a-
OapBJIOBaJIM TEMAaTOKCUJIIHOM i e0o3u-
HoM Ta a3yp ll-eo3uHoM s 3arajibHOI




OIIHKYW TyXJIMHU, TaJOLMaHIH-XpPOMO-
BuM ranyHoMm 3a Eitnapconom (pHI1,62,
37 °C, 24 ron) nyist BUSABJIEGHHS BMIiCTY
HYKJICTHOBMX KMCJIOT Yy KJiTuHax [2, 3].
I KOXHOTro BUMAAKy YaCTUHY 3pi3iB
06pobssiin PHKazow («MACHEREY-
NAGEL GmbH & Co. KG», HiMmeuunna)
st exerpakuii PHK [2]. ImyHoricToxi-
MiYHY peaklIlilo TPOBOAWIN 3 MOHOKJIO-
HaJIbHUM MUIIAYUM aHTUTIJIOM MPOTHU
bcl-2 onkonporteiny moauau («Dako»,
JlaHis1) Ta 3 MOHOKJIOHAJbHUM MUIIAYUM
aHTUTLIOM poTU pS53 mpoTeiny («Dako»,
[anist) BiImoBigHO 10 MPOTOKOJIY BUPOO-
HUKAa 3 BUKOPUCTAaHHSIM CUCTEMU JIeTEK-
uii EnVisionTM FLEX («Dako», lanis).
3pi3u godapOboByBaN TeMaTOKCHUIIIHOM
Gill. st mO3UTUBHOTO KOHTPOJIIO BUKO-
PUCTOBYBaJIM TKAHUHHI 3pa3Ku 3 BU3HA-
YEHOIO MO3UTUBHOIO PEaKTUBHICTIO, TSI
HEraTUBHOIO — MPOBOIWIN MPOLELYPY
0e3 3acTOoCyBaHHS NMEPBUHHUX aHTHUTIJI.

OTpuMaHi mpemapaTtu BUBYAIU
Ta pororpadyBaiu 3a 10MoMororo Mikpo-
ckomna Nikon Eclipse 80i 3 kameporo DS-
5SMc/L2 3a cTaHmapTU30BaHUX YMOB,
a 300paxeHHs (30iJbIIeHHS MiKpo-
ckona X400, 1280%x960 nikcenie RGB)
00po0IsIM i3 3aCTOCYBAaHHSIM CUCTEMU
aHajisy Imagel 1,46. Ha 306paxeHHsX
i3 mpenaparis, 3a0apBJIEHUX rajouua-
HiH-XpOMOBHUM TaJlyHOM, Yy 60 KIIiTHHaX
KOXHOI ITyXJIMHY BU3HAYAJIH TUIOILY TIe-
petuny siapa kinituau (Narea), iHTerpa-
TUBHY ONITUYHY IIIIbHICTD SIApa KIITUHA
(NIntDen) Ta BMIiCT y HbOMY CyMapHOi
KinbKocTi HykJeiHoBuX kucjot i JJHK.

Kinpkicts PHK obunciaioBanu sik piz-
HULIO0 MiX KiJTBKICTIO HYKJI€THOBUX KHC-
got i AHK. Ing BU3HAUEHHSI BMicTy
HYKJICTHOBUX KUCJIOT Y SIApax MyXJIMHHUX
KJIiTUH 3a OOMHUII0 Opaiu iX BMIiCT
y saapax adiMmgountiB. KIiTUHU KOXHOI
MYyXJUHU PaHXUPYBadu 3a BMiCTOM
JAHK B siapi. OTpuMaHy NOCIiA0BHICTb
MOMIISIIM HAa PAHTU 3 KPOKOM, 1110 10PiB-
HioBaB cepenHbomy BMicTy JJHK y sinpax
nmimpouuris: P1 —no 1, P2 — 1-2, P3 —
2—3iT. 1. BpaxoByouu Te, O KIITUHU
3 panrom P5 i mani cranosunu <5%,
a OIBIIICTh CepeaHiX 3HAYeHb iX aHai-
30BaHUX MTapaMeTPiB MaJi JOCTOBipHICTh
p>0,05, ix 3BegeHO B OAMH paHr P6+.
J1J1s1 KOXKHOTO paHIy BU3Havyalu cepeaHi
po3mipu sapa [1].

KaitTiHM KOXHOI MyXJIMHU TpU 3a-
OapBJIEHHI [UIs BU3HAYEHHS CYMapHOTO
BMIiCTY HYKJIETHOBUX KMCJIOT i ITPU BUSIB-
JIEHHI ekcripecii bel-2 i p53 paHxkupoBaHo
3a po3MipaMu siapa BiINOBiIHO 10 mapa-
METpiB, BCTAHOBJIEHUX Ha IMpernaparax,
B akux Busgpasgan JHK. ¥V mexax Kox-
HOTO paHTy BU3HaYalu aOCOTIOTHY Kilb-
KiCTh KJIITUH, cepeaHi 3HaueHHs1 Narea,
NIntDen, JHK, HykJIeiHOBUX KUCIOT
i BIICOTOK KIIITHH, sIIpa SIKUX €KCIIpecy-
10Th bcl-2 um p53. 3a cepenHiM BMicTOM
JAHK y simpax KAiTUHU MYXJIUH MOIiJIEHO
Ha Tpu miarpynu: D — cepeaHiit BMicT

JOHK y aapax — <1,2; D+ — cepenniit
Bmict IHK y sopax — 1,2-2,5; T+ —
cepenniit BmMict IHK — >2.5. OTpumani
uudpoBi gaHi 06poOIISIIN 32 TOTTOMOTOIO
CTAaHIAPTHUX CTATUCTUIHUX METO/IIB.

PesynbraTi mpoBeneHUX TOCTIIKEHb
nokaszanu, mo cepenHiit Bmict JHK
y Aapax KJIiTUH HelpoOIacTOMHUX
MyXJIMH y Mipy MiABUILEHHS CTyIEHS
HeoIlIacCTUYHOI TpaHcdhopmalii go-
CTOBiPHO 3MEHIIYETHCS Ta CTAHOBUTD:
y ranriaionespomax (I'H) 4,68+0,21,
I'Hb — 3,074+0,02i Hb — 2,16%0,03 [1].
IIpu uvomy yci THB, 110 6ynu nocimxe-
Hi B 1iif po6oTi, 3a BMicTom JIHK y sinpax
HanexaTtb mo rpynu T+, a Hb 3a nuum
MOKA3HUKOM PO3MOAIISIOTHCS TaKUM
yuHoM: D — 2 (8,3%), D+ — 14 (58,3%)
iT+ —8(33,3%).

Ouinka ekcnpecii bcl-2 y THB
i Hb y uinomy nponemoHcTpyBana,
110 LIeld MapKep HassBHUM B yCiX OOCIi-
JDKEHUX HaMU IMyXJMHaX, a KiJIbKiCTh
MiY€HMX MyXJIMHHUX KJITUH KOJUBAETHCS
Bin 28,7 no 100%. CepenHe 3HaYeHHS
OCTAaHHBOTO MOKAa3HUKA NOCTOBIpHO
6inbire B HB (79,640,63%), nopiBHIHO
3THB (69,6+1,42%) ( ), a miarna3oH
1OTO KOJMBaHb CTAHOBMUTH BiATIOBiAHO
49,7—98,2% Ta 28,7—100%. Excnpecia
p53 Bugasiena B 43 11 THB (36,4%)
Tay 19 3 24 Hb (79,2%). BinnosinHo,
cepesHs KiJIbKiCTh MiU€HUX KJIITUH
y TMyXJWHaX, B SKMX BOHA BM3Hayaja-
cs, cranosuna y THb — 13,9440,83%,
y Hb — 21,4+0,74% (nus. ).

I1pu mopiBHSIHHI YacTOTHU eKcIpecii
bel-2 cepen xiuitun T'HB i HB, a Takox
rpyn HbB 3 pisHuUM cepeaHiM BMicTOM
JHK y sinpax myXJAMHHUX KJIITUH i MixX
pizHumu ix panramu (Px) mocToBipHUX
BiAMiHHOCTEel He BUSABUIO. Y OijbIIOC-
Ti BUunaakiB BoHa ctaHoBuia 70—80%
( ). PiBenb Kopensuii Mixx BMicToOM
JHK igacToToto ekcripecii bcl-2 B okpe-
MUX ITyXJIMHaX KOJIMBABCS y MeXax Bil
0,2 no —0,2.

Hocninxeni Hb pisHux 3a BmMicToM
JAHK rpyn posnoainunucs 3a 03HaKOIO
ekcrpecii p53+/p53—: Hb D — 2/0,
HBb D+ — 11/3 ta T+ — 6/3. Ekcrpe-
cito p53y 'Hb (T+) BusBasaoTb cepen
KJIiTUH Pi3HUX paHTiB B OCHOBHOMY
B 15—20%, 1110 HE CTAHOBUTH IOCTOBIPHOT
pizHumi ( ). IcHy€e ctatucTUYHO
IOCTOBipHaA BiAMiHHICTh MiX BiZCOT-
KaMM KJIITUHH, SIKi €KCIpecyloTh p53,
yHB D+iHB T+ (t=6,4, p<0,01). Pazom
3 TUM Yy pe3yuabTrati nopiBHsHHsa [HB
T+ i Hb T+ 3’sicoBaHo, 110 BifCOTOK
MideHUX p53 KJIITUH SIK Y CEpPEIHbOMY
B nyxanHax (13,94+0,83 ta 11,88+0,45%
BiAMOBIAHO), TaK B iX pi3HMX paHrax
IOCTOBIpHO He Binpi3HseTbesa (t=2,1,
p>0,05). Haii6inpuy cepenHio yacT-
Ky p53 miveHux kaitTun mae Hb D+

(28,3+1,1) i3 BUpa3HOWO TEHIEHIII€IO
IO MiIABUIIEHHS y paHrax P3—P4.

[Mpu 3icraBieHHi yacTok bcl-2 mo-
3UTUBHUX KJIITUH y HeWpoOJIaCTOMHUX
MyXJUHAaX, B IKUX HasiBHA ab0 BiACYTHS
ekcmnpecis p53, BUOAHO TMEeBHi BiAMiH-
Hocrti. Tak, y THB p53+ npocTtexyeTb-
cs TEHIEHIIisl 1O 3HUXEHHS BigcoTKa
bcl-2 MiYeHUX KJTIITUH Y Mipy 301JIbIIICHHST
Bmicty IHK y ix ssgpax. ¥ TH p53+
pisHux 3a Bmictom JIHK rpyn yactora
excripecii bcl-2, 1110 cTaHOBUTh B OCHOB-
Homy 80—90%, He NEMOHCTPYE Bia-
MIiHHOCTEM, SIKi MOXYTb OYyTH pO3LiHeHi
SIK 3HAYYLI ( ). Cepen noCTiIKEeHUX
I'H p53— Big3HayaoTh CYTTEBY Pi3HUIIIO
y BimcoTkax bcl-2-mo3UTUBHUX KIIITUH,
sakux y rpyni 'H D+ BaBiui MmeH1Ie, HixX
yI'HT+.

3a pesybTaTaMy POBEIeHUX TOCTi-
I>KEHb HE BUSIBJICHO 3B’ SI3KYy MiX BMiCTOM
PHK y aapax KiiTiH HeifipoOJIacTOMHUX
nyxyuH [ 1] Ta ekcrpecieto bel-2 abo pS53.

Takum ynHOM, NIpeAcTaBJIeHi JOCTi-
JKEHHS TIPOICMOHCTPYBAJIH, 110 HEMpo-
0JIACTOMHI MyXJIMHU XapaKTepU3yIOThCs
BUPA3HOIO FETePOreHHICTIO MPU IX OLIiHII1
TUIBKY 32 TaKMMM TpbOMa MOKa3HUKA-
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mu, gk Bmict JHK y anpi, excrnpecis
bel-2 ta p53. Lle € nocTaTHIM IPUBOAOM
IUTST BUIIJIEHHS NEKiJIbKOX TPYIl cepen
HB i THB (nuB. ). Y cBoto uepry,
¢eHOTUITIYHA PI3HOMAHITHICTD KJIITUH-
HOrO0 cKJIaay HelpoOJIacTOMHUX MyXJIUH
3a JI0CJIXKYBAaHUMM O3HAKaMU 103BOJISIE
NPUINYCTUTU HEONHAKOBY BiAMOBiAb
pizHuXx MopdodyHKIiOHATBHUX TUIIiB
NyXJMHHUX KJIiTUH (KJIOHIB) Ha Teparlilo,
sIKa Ma€ iHTeTpyBaTHUCS Y BiATIOBiIb MyX-
nuHu y tinomy [19, 23] ta, BianmosinHo,
MO3HAaYaTUCS Ha pe3yJibTaTax JiKyBaHHSI.

Buma wactoTa ekcmpecii
bcl-2 ta p53 cepen kinitud HB nmopiBHsiHO
3 'HDB 36iraeTbcs i3 3araibHUM CTyTeHEM
aHarasii UuxX TUIB MyXJIWH. AJle TIpu 3i-
craBineHHi T[HB T+ i Hb T+, axi MoxyTb
OyTH BU3HA4YEHI K MOJIMJIOIAHI MyXJIu-
HU, BUSIBJISIIOTh 3HAYHY CXOXicTh podi-
JiB ekcnpecii bel-2 i p53 cepen ix KIiTUH
(nuB. ). BinnoBinHo, BiAMiHHOCTI
mix THB i HB, BusiBieHi B HalmoMmy a0-
CJIiIXKEeHHi, 3yMOBJIEHI ITepIll 3a BCE BJIac-
tuBoctsimu HB D i Hb D+, gki MoXyTh
OyTH BU3HAUYEH] SIK TUTIIOIIHI.

BigcyTHiCTh 4iTKMX KOpeasIiiHUX
3B’s3KiB Mix KinbkicTio JJHK Ta exc-
npecieto bel-2 ym pS3 cepen KiTUH Heil-
po0OJIACTOMHMX MYXJIMH BKa3ye Ha pi3Hi
rmaroreHeTUYHi MexaHizmu [11, 16], sxi
3YMOBJIIOIOTh MPOSIBU LIMX O3HAK y MyX-
JIMHHUX KJIITMHaX Ta HEMpsIMO CBiAuaTh
PO MOJiKJIOHAIbHICTh MyXJUH. Buxoms-
YU 3 1IbOTO0, eKcmpecito bel-2 i p53 MoxHa
BM3HAyaTHU SIK He3aJeXHUI Bilg BMicTy
JHK y ssapax nyXJIMHHUX KJIITUH (HakTop
nporHo3y y xsopux Ha HbB, mos’sg3annii
3 arpeCUBHICTIO MYXJIMH, PE3UCTEHTHICTIO
ix mo tepamii [7, 10, 12, 15, 18].

Heiipo6iacToMHI MyxXJIMHU Ta iX KJi-
TUHHMHI CKJIaJl XapaKTepU3yIOThCsl BUPa3-
HOIO TeTeporeHHicTio 3a BMicToM JTHK
y sAnpax NyXJMHHUX KJIITUH, eKCIPECielo
HuMU bel-2 ta p53. OuiHKa KIIITHHHOTO
CKJIaly HepOoOIaCTOMHUX IMMyXJIMH MOXe
OyTHU MiACTaBOIO 15l TPOTHO3Y HE TiIbKU
BINMOBiAi MYyXJIMHY HA Tepariio B 1iJIOMY,
a i BiporimHocTi hopMyBaHHS 3a LUX
YMOB PE3MAYaJIbHUX €JIEMEHTIB, Mpel-
CTaBJIEHUX MEeBHUM MOpdOodyHKIIio-
HaJIbHUM TUIIOM MEePeliCHYIOUNX KIITUH
MyXJIUHU.

Buma wvacTtoTa ekcmnpecii
bcl-2 Ta p53 B HB mopiBusgHo 3 T'HbB
30iraeThcs i3 3arajJbHUM CTyMEHEM
aHamaasii qux TUIB MyXJuH. AJsle TIpu
3icrasineHHi nosgiroinHux THB i HB Bu-
SIBJISTFOTH 3HAUYHY CXOXICTh MpodisiB eKc-
npecii bcl-2 1 p53 cepen ix kiniTuH. Bigmo-
BimHO, BimminHOCTI Mixk THB i HB 3ymoB-
JIeHi repi 3a Bce BiaactuBocTsiMu HB, ski
BU3HAYAIOTHCS SIK AUTLIOTAHI.

BigcyTHicTh 4iTKMX KOpeasiiHUX
3B g43KiB MixX Kinbpkictio JHK Ta ekc-
npecieto bel-2 un pS3 cepen KIITUH Hell-
poOJIACTOMHUX ITyXJIMH € MiACTaBOIO BBa-

JKaTH 11i O3HAKW He3aJeXXHUMHU OIUH Bin
OJHOTI'0 TIPOTHOCTUYHUMM KPUTEPISIMU,
3YMOBJICHUMM Pi3HUMMU MaTOT€HETUYHM -
MM MeXaHi3MaMu OHKOT€He3y.
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dkcnpeccus bcl-2 n p53 B knetkax

HenpobNacTOMHbIX ONyXonen ¢ pasnnyHbIM

cogepXxaHnemM HyKNenHOBbIX KNCT0T

A.H. Ipabosoii, M.b. 3apeukuii, U.B. [lepeneaxuna, O.U. Bacuruwun

HauwnoHanbHbili HCTUTYT paka, Knes

Pe3iome. bosee Bbicokast yactoTa axkcrpeccuu bel-2 upS3 B Heid-
pobnactomax (HB) mo cpaBHeHUIO ¢ raHrIMOHEpobIacCTOMaMK
(I'HB) coBmanaet ¢ o0uieil cTeneHblo aHATUIa3uKM ATUX TUIOB
omyxosieii. OgHaKo Mpu comnocTaBieHun noauruiouaHsix 'HB
1 HB BBIABISIIOT 3HAYUTEbHOE CXOACTBO MpoduIieit aKcrpeccun
bel-2 u p53 cpenu ux kiaetok. COOTBETCTBEHHO, OTIMYME MEX-
ny 'HB u HB oOycioBieHsl, npexjae Bcero, cBoiicTBaMu
HB, xotopsie onpeaensiiorcsi Kak AurionaHbie. OTCyTCTBUE
YETKUX KOPPEJSILMOHHBIX cBsi3eil Mexny konumuyectsoM JJTHK
U aKcnpeccueii bel-2 mam p53 cpeau KIeToK Hellpo0IacTOMHBIX
OIyXOJIeii 1aeT OCHOBAHKE CUUTATb 3T MPU3HAKU HE3aBUCUMBIMU
JIPYT OT Apyra MPOTHOCTUYECKUMU KPUTEPUSIMU, O0YCIOBICHHBIMU
pa3HbBIMU MATOTeHETUYECKMMU MEXaHU3MaMy OHKOTeHe3a.

KioueBble ciioBa: HeiipobacToMHble oryxonu, bel-2, p53,
HYKJIEMHOBbIE KUCJIOTHI.

Bcl-2 and p53 expression in neuroblastic tumors’

cells with different nucleic acids content

A.N. Grabovoy, M.B. Zaretskyi, 1.V. Perepelkina, O.1. Vasylyshin

National Cancer Institute, Kyiv

Summary. High frequency of bcl-2 and p53 expression
in neuroblastoma (NB) compared with ganglioneuroblastoma
(GNB) coincides with the total anaplasia grade in these tumors type.
However, comparison of polyploid GNB and NB reveals considerable
similarity of bcl-2 and p53 expression pattern among their cells.
Accordingly, the difference between the GNB and NB caused
by NB properties, which are defined as diploid. The lack of clear
correlation between the DNA amount and bcl-2 or p53 expression
among neuroblastic tumors cells gives reason to believe these signs
as the mutually independent prognostic criteria, which are caused
by different pathogenetic mechanisms of oncogenesis.

Key words: neuroblastoma, bcl-2, p53, nucleic acids.
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