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PEOEIITOPBI CTEPOUJHBIX 'OPMOHOB
B OIIYXOJISIX IOUHT A

HHUHHU knunuueckoii onkonozuu

HecmoTpa Ha cyuwiecTBeHHbIN Nporpecc, LOCTHUTHYThIN
32 MOCHeAHHE TOABLl B Tepanuu onyxoiu IOuura, obna-
JAIOUIEH Ype3BbIYAHHO BbICOKUM METACTATHYECKUM TOTEH-
LUMAJIOM, OTJANEHHBIE PEe3yNbTAThl €€ JIEYEHHS OCTAOTCS
MaJIOyIOBJIETBOPHUTENbHBIMH [5]. JlanbHelwee yriy6nerHoe
U3y4YeHHEe MPUPOJAbl 3TOTO 3a00JIEBAHUA, B TOM YHCile H
SHIOTEHHBIX (PAKTOPOB (TOPMOHOB, MONMMIENTHAHBLIX (ak-
TOPOB POCTA, NPOCTAHOHIOB), BIUAIOLIMX HA €rO TeYEHHE,
MO3BOJIUT OMNPEJENHTh MATOTEHETHYECKHE MOAXO/bl B CTPA-
TETUW JIeYeHUs HaHHOU KaTeropuu OombHbIX [1].

B mocnenuue rofbl CTano WU3BECTHO, YTO POCT U AU(-
depenuypoBka KkocTeil ueroBeka B HOpPME M npu Gnac-
TOMOTEHE3€ HAXOAATCA MO KOHTPOJIEM pEryisluM rop-
MOHOB  THNOTAJAMO-TUNO(PHU3APHO-TOHAAHOH  CHCTEMBI,
IWATOBUAHON M napaliuTOBUIHOH >xene3 [1—3].

IIpu 3TOM mnoNOBbIE CTEPOMAHBIE TOPMOHBI K2K YHU-
BEPCAIbHBIE OHOPETYNSTOPbl KOHTPOIUPYIOT NPAKTHYECKH
BCE JXM3HEHHO BaXKHble (QHU3HONOTHYECKHE DYHKLHUHM Opra-
HHU3Ma, B TOM uucje M popmupoBaHue ckenera [4, 8]. ITo-
BbIILIEHHbIH WHTEPEC Y MPAKTUYECKUX OHKOJIOTOB BbI3bIBAET
U3yYeHHE POJIM CTEPOMAHBIX TOPMOHOB M HMX PELENTOPOB,
T4KUX, KAK 3CTPOTEHBI, TNIIOKOKOPTHUKOWAbI M AHAPOTEHbI,
B MNPOLECCAX OMYXOJEBOrO POCTA.

Hecmotps Ha TO yTO B Hacrosiee BpeMs JOCTATOYHO
XOpowo u3yueHbl (u3HonorHUeckue 3PGHEKTbl MONOBBIX
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[5] including Ewing sarcoma [9,12]. Y.Kushida et al
[12] used this technique in 8 patients with Ewing sarcoma
of limbs to conclude that this technique reduced the
risk of recurrence. There were no recurrences within
a follow-up of 3 to 55 months, the 5-year survival
being 56.3%. E.S.Gotko [I] treated 23 patients with
adriamycin as administered by 72-hour intra-arterial in-
fusions to achieve good immediate results (pain disap-
pearance in all cases) with only 2 (8.77+5.8%) cases
recurring within a follow-up of more than 24 months.

We believe that intra-arterial infusions of antitumor
drugs in combination with radiotherapy both enhance
the local effect on the primary and provide early be-
ginning of the systemic influence on clinically unde-
tectable metastases.

It should be noted in conclusion that intra-arterial
chemotherapy in combined-modality treatment for Ewing
sarcoma increases treatment efficacy with minimal cyto-
statics toxicity, reduces the risk of recurrence and provides
early prophylaxis of subclinical metastasis development.

The encouraging immediate results obtained suggest
that reduction in radiotherapy dosage and enlargement
of indications to surgery should be considered.

O. I. Kostyleva, B. B. Bailakov, N. E. Kushlinsky,
Yu. N. Soloviev, N. A. Makretsov, Ch. M. Kasumov,
P. A. Sinyukov

STEROID HORMONE RECEPTORS IN EWING
SARCOMA

Research Institute of Clinical Oncology

Notwithstanding the significant progress in treatment
of Ewing sarcoma which possesses a great metastasizing
potential, the follow-up results remain poor [5]. Further
profound study of the disease nature, including endo-
genous factors (hormones, polypeptide growth factors,
prostanoids) influencing its course will propose new ap-
proaches to treatment strategy of this disease [1].

It was discovered recently that normal and pathogenic
growth and differentiation of human bone cells are con-
trolled by hormones of the hypothalamus-pituitary-gonad
system, thyroid and parathyroid [1-3]. Sex steroid hor-
mones as universal bioregulators control practically all
vital physiological functions of the body including skele-
ton construction [4, 8]. Study of the role of steroid
hormones and their receptors, such as estrogens, glu-
cocorticoids and androgens in neoplastic disease devel-
opment is in the focus of attention of practical on-
cologists.

Although physiological effects of sex steroids and
glucocorticosteroids on skeletal tissues have been studied
rather well, mechanism of their action is to a large
degree unknown [7, 9, 10]. Achievements in molecular
biology and experimental endocrinology over the last
decades made it possible to formulate the concept of
steroid hormone receptor proteins. These receptors bind
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Clinical Investigations

CTEPOMIOB M TJIIOKOKOPTHKOMJOB HA TKaHW CKeJeTa, me-
X4HW3M MX [JeHCTBMA BO MHOIOM OCTAeTCsl HesicHbIM [7,
9, 10]. HocTrkenuss MOIEKYNAPHOH OMONOTHM W DKCIe-
PHUMEHTAILHON 3HJOKPHHONIOTHU B MOCNIEAHIE JeCATUIIETUS
JalIi BO3MOXHOCTb CHOPMYNHPOBATL NMOJNOKEHHE O CyLe-
CTBOBAHMU OCIIKOB-PELENTOPOB CTEPOUIHBIX TOPMOHOB.

ITocneauue cneurPrUUEcKH CBA3LIBAIOT CTEPOMIbl B LH-
TO30JI6 TOPMOHOUYYBCTBUTENBHBIX KIIETOK U TPaHCIOUUPY-
I0T MX B spoO, TAE OMOCPEAyIOT TpaHchopMmauuio rop-
MOHAJILHOTO CHTHana B OMOXMMHUYECKHH OTBET KIIETKH,
BLIPQXAIOWHMICA B M3MCHEHUH UX (QYHKLMOHAIBHOIO CO-
crosiHus [2, 4].

DKCMepUMeHTANbHbIE UCCIIElOBAHUS W KIMHUYECKHE HA-
OINOIEHHS NO W3YYeHHI0 OHOTOTHUECKUX OCODEHHOCTEH
ONMyXOJICH KOCTel MOKa3aNlu,uyTo 3Ta TPYNNa 3J10KAUYECT-
BEHHbIX HOBOOOPA30BaHUI, BEPOSITHO, MOXKET OTHOCHTbCH
K UYMCIY TOPMOHOUYYBCTBUTENbHbIX OMyXoJeid, 0 YeEM CBH-
JIETENLCTBYET OOHApYXeHUe PELEenTOPOB CTEPOUIHbBIX TOP-
MOHOB B OCTEOTCHHOH capkoMe, XOHIpPOCApKOME, 3JI0Ka-
4yeCTBEHHOW (Gnbpo3Hoit THcTHOUMTOME KocTu {1, 6].

OTH JaHHble MOCIYXUJIM OCHOBAHHWEM JUIf MPOBEAEHHUSA
HCCIEAOBAHKMI MO OMPEAETICHHIO PELEeNTOPOB CTEPOHIHbIX
TOPMOHOB B onyxoisx KOuHra s OUEHKH €€ FOpPMOHO-
YYBCTBUTEJILHOCTH.

Marepuanei u Meroasl. UccmenoBasl oOpasibl 13 GOMBHBIX OMyX0JIbIO
Ounra (7 xenwun v 6 Myxuun) B Bospacte oT 15 mo 22 mer (19,0
+ 1,5 ropa), naxoampuinxess B HUW kimuudeckoit onkonornn OHL|
PAMH c mekabps 1993 r. no smsapb 1996 r. Onyxonu J10KaIH30BaJMCh
B pebpax (4), nyuesoii (3), nueuesoii (3), Gexpennoii (1), ManobepLoBoi
(1) u nomezmowHoit (1) koctsax. YToOBI OLEHNTH MCTUHHOE COAEPXKAHHE
PELENTOPOB CTEPOMAHBIX TOPMOHOB, 00pa3Lbl ONyXOJEH MCCHeLOBAIH
y OOonbHBIX, He MOMy4aBUIMX crielH(pUUeckoe JicUeHHe.

O6pazupt ortyxoneit (S00—600 Mr), nonyueHHbIe Mocrne onepauun Wil
GHONCHH, JOCTABIISUIM HA XOJIOLY B JTA0OPATOPHIO, 3aMOPAXKHBAIIH B XKH/I-
KOM a30Te¢ W XpaHuau npd —70 °C o MccrieloBaHHs PELENTOPOB CTe-
POMIHBIX [OPMOHOB.

Jst nonydyeHus LUTO30151 06pasilibl ONyXoJied U3MeNbUaal B XKHAKOM
aszore, a 3areM romorenmsupoBain npu 4°C B T3/J-Oydepe (pH 7,4
npu 20 °C), cogepxawem 10 MM tpue-HCI, 1,5 MM DATA, 0,5 MM
autHoTpeiitona (pupma «Serva», epmanus), 10% ranuepuna (o.c.u.)
no obwsemy, u3 pacuera | mn 6ydepa Ha 100 mMr Tkanu.

Lluro3zoybHylo (pakidio NONMyYau Mocie UECHTPH(YTHpOBaHHs ro-
MoreHata npu 105 000 g npu 4 °C B Teuennc 40 muH (ueHTprdyra Optima
TM TLC, «Beckman», CLLA).

B uMTO30J1X OMYyXOJIel Omnpejessifin pelenTopsl sctporeHos (PJ),
rmokokoptukouzaos (PT) u annporenos (PA). UccnegoBatie pellenTopos
MPOBOAMIH KOHKYPEHTHBIM PaJHOIHTAHAHBIM METOOM C pasieNieHHeM
¢BOBGOIHOrO U CBA3AHHOIO C PELENITOPOM FOPMOHA HA AKTUBUPOBAHHOM
yrite (Norit A), noxpsitoM aexcrpadom T-70 (pupma «Serva», ['ep-
manus) [3].

Crienm(puueckoe CBSI3bIBaAHME ONpEIENTA NPH OAHOH Hachliaowei
KoHuenTpauuu [SH]-MeueHHOTO JIMraHma B OPHCYTCTBUM M B OTCYTCTBHE
100—200-kpatHOro M36GbITKA HEMEYEHOTO TOPMOHRA, a UMeHHO: st PO —
5 HM [PH]-scrpaguon (Cankr-TTetepOypr; yiAenbHas paaloakTHBHOCTb
3000 — 4000 TBk/MoMb), KOHKYPEHT — BHITHACTHALO3CTpO («Sigmay,
CLUA); ana PIT— 30 uM [PH]- pexcamerason («Amershamy; yrensHas
pamoakTHBHOCTL  75—95  Ku/MMoOnb), KOHKYPEHT — JEKCaMETa30H
(«Serva», Tepmanus); mis PA —3 uM [PH]-R-1881 (meruntpueHoson,;
NEN, CHIA; yaenbHas paaoakTHBHOCTE 86 Ku/MMOINb), KOHKYPEHT —
HeMeueHblii MetunTpueHonon (NEN, CLIA).

WuHkybauno uurosoneil ¢ ropMoOHOM NPOBOAWIM B TedeHHe 18—20
y nipu 0—4 °C. CBs3aHHYIO € PeLENTOPOM PaJIHOAKTUBHOCTD MOCTE OCaX-
JleHUst U30ObITKa TOpPMOHA CYCTIEH3HER YIuIsd, NOKPLITOrO JEKCTPaHOM, Npo-
CYMTBHIBAJIM HAa CHUHTHILUISUMOHHOM -cuerunke LS-6500 («Beckmany,
CLIA).

Onyxond CYMTATIH PeUenToOpronokuTenbHbiMH 1o PO u PI, ecnu
KOJIMYECTBO CIeLM(PHUIECKH CBS3aHHOTO TOPMOHa COCTAaB/BUIO He MeHee
10 ¢mons Ha | Mr obiero Genxa uuTozons, no PA — npu cneundryueckom
cBs3bIBaHUM Gojiee 5 (hMonn/Mr obiiero Genmka LUTO30MS.
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steroids in cytosol of hormone-sensitive cells to translo-
cate them to the nucleus in which they mediate trans-
formation of the hormonal signal into cell biochemical
response, manifesting itself as a change in their functional
status [2, 4].

Experimental and clinical study of biological pecu-
liarities of bone tumors suggest that they belong to
hormone-sensitive neoplasms which is also confirmed by
discovery of steroid hormone receptors in osteogenic sar-
coma, chondrosarcoma and malignant fibrous bone his-
tocytoma [1, 6].

These findings were the basis for a study of steroid

“hormone receptors in Ewing sarcoma to evaluate its

hormonal sensitivity.

Materials and Methods. The study was performed in 13 tumor
specimens from patients with Ewing sarcoma (7 females and 6 males)
of age ranging from 15 to 22 years (19.0%1.5) managed at the
Research Institute of Clinical Oncology, CRC RAMS during December
1993 to January 1996. Tumor sites were ribs (4), radius (3), humerus
(3), femur (1), fibula (1) and ilial bone (1). To evaluate true content
of steroid hormone receptors the tumor specimens were taken from
patients not undergoing specific treatment.

Surgical or bioptic tumor specimens (500-600 mg) were transferred
in cold to the laboratory, frozen in liquid nitrogen and stored at
=-70°C till study.

To derive cytosol the tumor specimens were minced in liquid
nitrogen and homogenized at 4°C in TED buffer (ph 7.4 at 20°C)
containing 10 mM tris-HCI, 1.5 mM EDTA, 0.5 mM dithiotreitol
(all supplied by Serva, Germany), 10% (vol) glycerol (very high purity)
at | ml buffer per 100 mg tissue. Cytosol fraction was derived after
the homogenate centrifugation at 105,000 g at 4°C for 40 min (centrifuge
Optima TM TLC, Beckman, USA).

The tumor specimens were studied for estrogen (ER), glucocorticoid
(GR) and androgen (AR) receptors. The receptor study was performed
by competitive radioligand assay involving separation of free and
receptor-bound hormones on activated charcoal (Norit A) coated with
dextran T-70 (all reagents supplied by Serva, Germany) as described
in [3].

Specific binding was measured by one saturating concentration
of [*H]-labeled ligand in the presence and in the absence of 100-200-fold

“non-labeled ligand excess, namely: for ER 5 nM [3H]-estradiol (St.

Petersburg, specific radioactivity 3000-4000 TBq/mol), competitor: dex-
amethasone (Serva, Germany); for AR 3 nM [PH]-R-1881 (methyl-
trienolone; NEN, USA; specific radioactivity 86 Ci/mmol), competitor:
non-labeled methyltrienolone (NEN, USA).

Cytosols were incubated with hormones for 18-20 hours at 0-4°C.
Receptor radioactivity was counted using an LS-6500 (Beckman, USA)
scintillation beta-counter after precipitation of the hormone excess
with dextran-coated charcoal suspension.

Tumors were considered ER- and GR-positive if amount of the
specifically bound hormone was not less than 10 fmol per mg cytosol
total protein, AR-positive at a specific binding of more than 5 fmol/mg
cytosol total protein.

Patient follow-up was ranging from 6 to 22 months. All the patients
received treatment at the Institute of Clinical Oncology, CRC RAMS
by protocols developed previously [5].

Results and Discussion. Analysis of sex steroid and
glucocorticoid receptors in Ewing sarcoma discovered
GR (62%) most and ER (23%) less frequently. AR
was discovered in 1 case only (table 1). Mean receptor
contents in Ewing sarcoma were: GR 65.9 £ 13.9 fmol/mg
protein, ER 50.1 £ 24.4 fmol/mg protein. The content
variation was very large: from 10.5 to 137.6 fmol/mg
protein for GR and from 25.3 to 98.8 fmol/mg protein
for ER. The large variation in the receptor content
seems to be due to the tumor morphologic and biologic

heterogeneity which was also found in study of receptor
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Kaunuvecxue uccaedobanus

Cpoku HabmoneHus 3a GONbHBIMHM COCTABHIIM OT 6 g0 22 mec. Bee
MALMEHTHI [TOIYYany JiedeHHe B KJIMHUKe obweid onkonornd OHLL PAMH
COTNacHO paHee pa3paboTaHHBIM mpoTokonam [53].

PesynbTaTer n o6cyxnaenne. IIpy ananuze conepxanus
PELEnTOPOB MOJOBLIX CTCPOMAOB U TIHOKOKOPTHKOUAOB
BbIABJIEHO, UTO Yallle BCETo B nepBUYHON onyxonn FOunra
BoiaBIEIIMCL PIT (62%), pewe — PO (23%). PA 6binun 06-
HAapyXeHbl TOJIbKO B OJHOM HabmoaeHun (tabn. 1). CpeaHee
comepxanue PI' B onyxomsx ¥Ounra cocraBuno 659 + 13,9
(pmonb/Mr 6enka, PO — 50,1 £ 24,4 pmons/mr Genka.

CogepxaHue peUEenTOPOB TOPMOHOB B LHUTO30IAX KO-
nebanock B WMPOKHX npepenax: ot 10,5 no 137,6 pmonb/mr
6enka ans P u ot 25,3 no 98,8 ¢gmonn/mr Gemka s
P3. Bo3MOXHO, TakK1e LIMPOKKE NIPEAEIIb KOJeOanus ypoB-
Hell peuenTopoB CTEPOMAHBIX FOPMOHOB CBA3aHBI C MOP-
domoruueckoil U OUOTOTHUECKON TETEPOrEHHOCTHIO OIly-
XOJM, YTO HALIO NOATBEPXKAEHHE NPU HCCIETOBAHUM
BEnKOB- PELENnTOPOB B KIETKAX HEKOTOPbIX TOPMOHO3A-
BUCUMBIX onyxoneit [1, 3].

He 6buto onyxoneBblx 00pa3uos, B KOTOPbIX yAanoch
Obl OOHAPYXKHUTb BCE TPH BMIA M3YYaeMbIX PELENTOPOB
CTepOMIHbIX TOpMOHOB. Bmecte ¢ TeMm PO u PI' oano-
BPEMEHHO MPHCYTCTBOBAIU B TpeX, a PA u PI' — B onnoil
onyxonu HOwHra.

HecMoTps Ha TO YTO 4MCAO OONbHBIX, MPUBEAEHHDIX
B HACTOALIEM TMPEIBAPHTENBHOM COODWIEHUN, HEBEIHKO,
TEM HE MEHEeE HaMU NMPOBEJEHA PETPOCIEKTHBHAA OLEHKA
NPOrHo3a 3ab0NeBaHUA ¥ ITUX NAUMEHTOB C YYETOM aHa-
JN3a PELENTOPHOIO CTATYCA NEPBUYHON OIMYyXONH.

3a ykazaHHblii nepuog HabOmoaeHua y 5 (46,2%) us3
8 OONbHBIX ¢ HamMuMeM B omyxosin PI' BbIABJIEHbI OTHA-
JieHHble MeTacTasbl (Tabn. 2). M3 3 GonbHbix ¢ PO*-omny-
XOJIblO JucceMUHaLus mpouecca ormedena y 2. Cnenosa-
TEJILHO, OONIBIUMHCTBO OOJLHBLIX ¢ HATHYMEM B NMEPBUYHOI
onyxonu IOmnra PI' wnu PO umenu HeOGnaronmpusTHLIHA
NPOTHO3 OTHOCHTENBLHO PAHHEH AUCCEMUHALUH OMYXOJe-
Boro mpouecca. I1ogoOHbIe pe3yNbTaThbl M0JyYeHbl B MC-
cneposanmax H. E. Kywnunckoro u coasrt. [1], xoTopble
TAKKEe OTMETHIIM HeONArONPHUATHLIA NPOTrHO3 Y OOJIbHbIX
€ KOCTEOOPA3yIOLMMH CAPKOMAMH TIPU HAIMUKMH B OITyXOJK
PA. Bmecte ¢ TeMm BbIABIEHHBIH HamMu GaxkT y 60JbHbIX
onyxonblo IOuHra, xasanocb Obl, HAXOAWTCA B MPOTHBO-
peunH ¢ paHee NPEeACTABIEHHBIMH JAHHBIMK O TOM, 4YTO
AJs. OONBbHBIX PAKOM MOJIOYHOW M MPEJCTATENbHOM Keses
C pelenTopoTpULATENbHBIMU onyxoisaMu 1o PO u PA co-
OTBETCTBEHHO Oojiee XapakTepeH HeGIarompUsTHeI Npo-
THO3 3abosieBaHus, yeM A1 OONbHBIX C PELENnTOPnosIo-
KHUTENnbHBEIMU  onyxosmu [3]. Opnako nonaraem, uTO
TICPBUYHBIE CAPKOMbI KOCTEH, B TOM YMCIIE H OMyXOJb
IOwunra, BeposTHO, UMEIOT ONpe/IeNeHHblE 0COOEHHOCTH IH-
JOKPHHHOM PETYASLUUN MeTaboNkYeckuX NPOLECCOB B OT-
JUYHE OT paka MOJIOUHOH ene3bl. Kpome Toro, B nn-
Tepatype [3] Taioke UMEIOTCA JAHHBIE O TOM, YTO HaJMYHE
PA nipu pake ropraHu MOXKeET CYUMTATHCA HEGNATONPUATHbIM
¢axropom nporHosa. Bmecte ¢ TeM cielyeT MOMHMTH O
TOM, YTO HAJINYHE B TOPMOHO3aBMCHMBIX ONYXOJfX pe-
LENTOPOB CTEPOUJHBIX TOPMOHOB HE BO BCeX ClyyasdX CBH-
JETENbCTBYET 00 HX YYBCTBUTENLHOCTH K IHAOKPHHHOMN
Tepanuu [1, 2, 4]. B Hacrosweil paboTe HCMONb30BAH METO,
KOTODLIA TI03BONAET OOHAPYXHUTb TONBKO CHEeHH(UUECKOE
CBA3LIBAHME TOPMOHA ¢ OENKOM-PELIENTOPOM, HO OCTAETCH
HEU3BECTHOH (YHKIMOHANbHAS AKTMBHOCTb BBLIABJIEHHBIX
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Tabnuya 1 Table 1

PacnpegeneHne peLenTopnonioXUTENbHbIX

N peuentopoTpuuarenbHbix onyxoneit KOuxra

B 3aBMCMMOCTM OT nofa GonbHbIX

Distribution of receptor-positive and receptor-negative
Ewing tumors with respect to patients’ sex

Mon Pr+ Pr- Pa* P3- PA* PA-
My»ckoii 3(50) 3 (50) 2(33) 4 (67) ~ |6(100)
Males

- YXeHckui 5(71) 2(29) 1(17) 6(83) |1(17)| 6(83)
Females
Bcero... 8 (62) 5(38) 3(23) 10 (77)| 1(8) |12(92)
Total...
Mxtm 659+13,9| — |50,1+244 - 6,7 -
Mean+SD
Sex GR* GR- ER* ER- AR* AR-

NMpumeyaHue. 3aecb n B Tabn. 2 B ckobBKkax ykasaH NPOUEHT GOMbHbIX.
Note. Here and in table 2 numbers in parentheses show percentage.

proteins in cells of some inrmone-dependent tumors
(1, 3]

There were no tumor specimens with three steroid
hormone receptors. ER together with GR were found
in 3 and AR together with GR in | Ewing tumors.

Although there were too few cases studied we per-
formed retrospective evaluation of disease prognosis in
these patients with respect to receptor status of the
primary.

During the follow-up time mentioned above 5 (46.2%)
of the 8 patients with GR-positive tumors developed

- distant metastases (table 2). 2 of the 3 patients with

ER-positive tumors presented with disseminated disease.
So, most patients with GR- or ER-positive tumors had
poor disease prognosis as concerns early dissemination.
Similar results were reported by N.E. Kushlinsky et

Tabnuya 2 Table 2

YacTora metacTtasupoBaHua onyxonu HOwuHra

B 33aBUCMMOCTW OT COAEPKAHUA PeLenTOpoB CTePOMOHbLIX
ropMOHOB

Metastasis rate in Ewing tumor with respect to steroid
hormone receptor status

4 YactoTa MeTacTasnpoBaHus
vcno
PELENTOP | GonpHbix yepes yepes uepes 13— Boero
0—6 mec | 7—12 mec 18 Mec
Pr*/GR* 8 2 1 2 5(62,5)
PI-/GR- 5 1 He 6uino | He 6bino 1(20)
None None
P3* / ERY 3 2 » » » » 2 (66,4)
PO~ /ER™ 10 1 1 2 4 (40)
at 13-18
No. of |at 0-6 mo| at 7-12 mo mo
Receptors cases Total
No. of patients with metastases
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6enKoB, KOTopbie crietr(Puieckn CBA3LIBAIOTCA C COOTBET-
CTBYIOUIMMH JIMTAHAAMH.

B sakmouenue ciegyeT OTMETHTb, UTO HaJlUUYUE pe-
LENTOPOB CTEPOUIHBLIX TOPMOHOB, 0COOEHHO BbICOKasl yac-
Tora obnapyxenus PI' B onyxonu IOuHra, mossonswoor
NPeANoNOKUTb, UTO 3TH HOBOOOpa3oBaHUs MOT'YT ObITb
TOPMOHOUYBCTBUTENbHBIMU.

Hebonbuioe uncino HabmoaeHUH He NO3BOJISET CAENaTh
OKOHYATENIbHbIE BbIBOAbI. TeM He MeHee HaM MpPEACTaB-
JifeTCA, UTO JAHHOE HAMPaBAeHUE UCCIEAOBAHNI B KOCTHOH
OHKOJIOTHH MEPCHEKTHBHO W AaibHellne HAOMoAeHHS NOo-
3BOJIAT OLEHUTb 3HAUUMOCTb ONPEENIEHUS PELENTOPOB CTE-
POMJIHLIX TOPMOHOB B KIIMHHYECKOM TEYEHHH M MPOrHO3e
onyxonu IOunra.
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COUHKTEPOCOXPAHSAIOHIME OIIEPALIMHN
¥ BOJIBHBIX C HUWXKHEAMIIYJIIPHBIM
PAKOM ITIPSIMOI KHHIKH

HHH knunuuecrott onkorozuu

B nocneanue roibl Kak OTeYECTBEHHbIMH, TaK M 3apy-
OEXHBIMU WCCIEAOBATEIAMU OTMEYAETCS HEYKJIOHHOE BO3-
pactaHue 4acTOTbl 3a00EBAEMOCTH PaKoOM NPAMOMN KHIIKH.

Tak, B CIIIA n ®PT pak gaHHOH NOKaIM3aLUM 3aHUMAET
BTOPOE MECTO MO 4acToTe 3a00yeBaeMOCTH MOCJE paka
NerKuX, ONepeanB HPOKOPACIPOCTPAHEHHDIE PAK XKENTYA-
Ka, MOJIOYHOH >Kenesbl, MULIEBOAA, NMPEACTATENLHON XKe-
ne3nl [1].

B eBporieiickux cTpaHax pak NmpsAMoOil KULIKW 3aHMMAET
BTOpOE — CebMOE MeCTO, cocTapisd 2—>5% OT BCex 3110-
KauecTBEHHbIX HOBoOOpa3zoBaHuit U 25—30% oT onyxoneH
KeJTyJOUHO-KHLIeYyHoTro TpakTta [4].

HenpepbiBHO® BO3pacTaHHe YAEIbHOIO BECA paxa Nps-
MOH KHMIIKM B OOLIeH CTPYKTYpe 3710KaYeCTBEHHbIX HOBO-
obpazoBaHMii oTMeuaeTcs W B Hawed crpane. Tak, eciau
3abonesaeMocTh B 1972 r. cocraBngna 5,8 na 100 TbIC.

o

al. [1] who also demonstrated poor disease prognosis
in patients with AR-positive osteogenic sarcoma. It seems
that our findings in Ewing sarcoma patients disagree
with previously reported poor disease prognosis in ER-
and AR-negative breast and prostatic cancers [3]. This
controversy may be due to the fact that primary bone
sarcomas including Ewing sarcoma demonstrate specific
features of endocrine regulation of metabolic processes
different from breast cancer. There are also published
data [3] in favor of poor disease prognosis in AR-positive
laryngeal cancer. However, it should be noted that the
presence of steroid hormone receptors in receptor-de-
pending tumors is not always indicative of tumor re-
sponsiveness to endocrine therapy [1, 2, 4]. This study
applied a test that detected specific hormone-receptor
binding while failing to evaluate functional activity of
the discovered proteins specifically bound to relevant
ligands.

It should be noted in conclusion that the presence
of steroid hormone receptors, in particular high rate
of GR-positive Ewing tumors suggests that this neoplasm
may be hormone-sensitive. There were too few cases
studied to make a definite conclusion. However, we
believe this field of bone cancer study to be very prom-
ising, and hope that further studies will evaluate sig-
nificance of steroid hormone receptors in clinical course
and prognosis of Ewing sarcoma.

Yu. A. Barsukov, Yu. M. Timofeyev, A. V. Nikolayev

SPHINCTER-PRESERVATION SURGERY
FOR LOWER AMPULAR RECTAL CANCER

Research Institute of Clinical Oncology

There is a continuous rise in incidence of rectal cancer
both in this country and abroad.

In the USA and FRG rectal cancer is the second
most common malignancy after lung cancer, leaving
behind gastric, breast, esophageal and prostatic can-

-cers [l].

In Europe rectal cancer occupies the second through
seventh place, its rate being 2 to 5% of all malignancies
and 25 to 30% of gastrointestinal cancers [5].

Continuous rise in the rate of rectal cancer among
other malignancies is also observed in this country. The
incidence was 5.8 per 100,000 in 1972 versus 8.0 per
100,000 in 1980 and 9.6 in males, 7.0 in females in
1985 [2].

Among rectal cancers involvement of the upper am-
pulla is encountered in 22.8%, mid ampulla in 32.8%
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