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JOCTOBEPHAS TIONIOXKUTEIEHAS KOPPETISILINS MEXKIY KOHLIEHTPAIIH-
ei1 tPA u conepxanneM PO B onyxonax (R=0,29, p=0,009). Taxum
o6pazoM, TTONMyJeHHBIe TAHHEIE KOCBEHHO MOITBEPKIAIOT [T0I0XKM-
TENLHYIO 3aBACHMOCTD SKCIIpecci tPA B OITyXOJISIX MOJIOYHO!M JKe-
JIe3B1 OT 3cIporeHoB. JlocToBepHo Taroke 1,65-KpaTHOE CHIDKEHHE
koruentparmu PAI-1 B PB*-onyxomnsx o cpaBreHno ¢ PO,

Beeogwl. 1. Konnentpauuu uPA u PAI-1 B orryxoneBoit Tka-
HH, KaK IIPABUIIO, CYIIECTBEHHO BEHIIIE, YEM B OKPYXaOHIEH
TKAH1 MOJIOYHOM Xeme3sl. KOHIEHTPATINS aKTHBATOPA TKAHE-
BOTO THUIIA, HANIPOTUB, B HEM3MEHEHHOU TKaHH, KaK NPaBIIo,
BBIIIIE, YeM B OTIYXONEBOY.

2. C ypenuueHHEM CTaIuy 3a00JIeBaHus KOHIICHTpauy uPA
u PAI-1, ¢ omsoit cropowsy, n tPA — ¢ opyrolt, n3MeHAI0TCd B
TIPOTUBOIIONIOXKHOM HANIPABIEHWH.

3. KonueHTpatus tPA B IpOTHOCTHYCCKH OJIaronpyusTHBIX,
MOTEHUHANLHO TOPMOHO3ABHCHMEIX PO -0IyX0msax 1oCTOBEP-
HO BbIE, 4eM B PO™-0nyxonsix.
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OIIBIT IPMMEHEHIS JTEKAPCTBEHHBIX
KOMBIHAIIVINI HA OCHOBE APAHO3bI
PU JIEYEHUU JVCCEMUBUPOBAHBOM
MEJIAHOMBI KO2XKHU

HUM xaunuveckoli oHKoa021L

3ab0eBaEMOCTE MENTAHOMOMN KOXH 34 NMOCIENHUE AeCATHIE~
THS OTUYAeTCs YCTOMYHBBEIM pocToM. B 1935, 1 cnyyait mena-
HOMEI npuxomwica Ha 1500 gyenosek, B 1985 1. — Ha 150, a B
1996 r. — Ha 87 uenonek. Ha 2% B TOL pacTeT U CMEPTHOCTh
[11]. Bexusaemocts GonbHEIX ¢ 1 crapueit ¢ 1950 r, yBemuun-
nack Ha40% [11], onHaxo 30—40% mauneHTOB MPY YCTAHOBJe-
HAM DWATHO3a yKe OKA3BIBAIOTCSA B CTAOMM, TpeOyIomIeH cuc-
TEeMHOTO BozaeitcTaus [1].

Jleuenve prcceMMHUPOBAHHON MENAHOMEI MPOOIKAET OC-
TABATHCST OMHOM M3 HEPEIIeHHbIX MPODJIEM COBPEMEHHO OHKO-
qorun. Kpaiire HeGHaronpusTHOE W IUIOXO MPOTHO3UPYEMOE

tumortPA and ER (R=0.29; p=0.009). Our findings are there-
fore an indirect evidence in favor of positive dependence of
tPA expression on breast cancer cells upon estrogens. There is
also a statistically significant 1.65-fold decrease in PAI-I con-
tent in ER-~positive tumors as compared to ER-negative ones.

Conclusions. 1. Tumor uPA and PAI-1 concentrations are as
a rule significantly greater than in intact breast tissue. In con-
trast, tPA content is greater in intact than in neoplastic tissue.

2. Concentrations of uPA and PAI-I on the one hand, and
tPA on the other hand, are changing in opposite directions
with disease advance.

3. Concentration of tPA in prognostically better, poten-
tially hormone-dependent ER-positive tumors was signifi-
cantly higher than in ER-negative ones.
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Incidence of cutaneous melanoma demonstrated continuous
growth over the last decades. In 1935 the incidence was 1 case per
1500, cf. 1 per 150 in 1985 and 1 per 87 in 1996. The melanoma
mortality increases by 2% every vear [11]. The survival of stage I
patients increased by 40% as compared with 1950 [11], while 30%
to 40% have disease requiring systemic treatment at diagnosis [1].

Treatment of disseminated melanoma is a significant med-
ical problem to be solved. The extremely severe and poorly
predictable disease course with early and rapid dissemination,
considerable resistance to radiation and drug therapies make
melanoma treatment very difficult.
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Kavnumeciue uccaedoBaniuis

TeYEHHE, XapaKTepuaylonieecs: paHHel 1 65ICTPoil TUcCeMUHA-
LHel, 3HAUUTENBHAS Pe3UCTCHTHOCTD K JYYEBOMY U JIEKapCT-
BEHHOMY BO3IEHCTBHAM CO3IAIOT GOJIBIIIFE TPYIHOCTH B O0oprGe
C DTUM 3a00NeBAHIEM.

3a mocnenrue 10—15 ner B XMMHUOTEPAHK JUCCEMUHIPOBAH-
HOM MeJIaHOMEI JOCTUTHYTHI ONIpeIeieHHbIe yerexi. OnHAKO TT0J-
HAas1 PErPECCHs OIIYXOITH PETHCTPHPYETCS PEIKO M ITHTENIHHO HeE CO-
XPAHSETCS, a S-JIETHAA BEOKIBAEMOCTE COCTARsIeT MeHee 5% [12].

HanGonee akTUBHBIME TIperiapaTaMy SIBJISIOTCA Jakapba-
3HH, MPOU3BOAHAIC IIATHHLI M HUTPO3OMOYEBHUHEI, CHOCOD-
HbIE B MOHODEKUME BBI3BATh PETPECCHIO, KAK ITPABUIIO YACTHY-
Hyl0, Y 15—25% GonbHbIX [3, 5—8].

O derTHBHOCTS TOMIXUMUOTEPATTIM HECKOJIBKO BHILLE 33 CYET
COYCTAHUA TIPEIapaToB ¢ PANTHYHBIME MEXaHH3MAaMHK IEHCTBHSI 1
IOCTHIAET, TI0 JAaHHKIM Pa3HbIX aBTopoB [2, 3, 9], 25—37%. Yacroe
BKITFOUCHYIE B CXEMB] JICYCHHST BUHKAIKATIONIOB TPV OTHOCHUTEITh-
HO HeBbICOKOi achhexTrBHOCTH nocemauX (8—10%) obpscHseTC
OTCYICTBHEM IIPH STOM CYILIECTBEHHOIO YCHIEHHST TOKCHIHOCTH [4].

C yyeM M3NOXEHHOTO BHIIINE, HECOMHEHHBIN HHTEpEC NPen-
CTABJISIIOT CO3NAHME HOBBIX, AKTHBHLIX IIPY JHCCEMUHUPOBAH-
HOIT MEJTaHOME KOXXH LIMTOCTATHKOB, 4 TAKXKE Pa3paboTKa Ha UX
OCHOBE JIEKApCTBEHHBIX KOMOMHAUMM, CIIOCOOHBIX YAYYIIUTE
PE3YILTATHI JEYESHNA STOW IPYIITH TIAL[HEHTOR,

Apano3a — TIPOM3BOAHOE MOHOCAXApHHa apabiHO3El ¥ HUAT-
po3oMoueBrHE — cuATe3upoBada B POHIL M. H. H. broxuna
PAMH. IlpoBeneHHble UCCASHOBAHMS IToKazanu, yro 3ddex-
THBHOCTb APAHO3bI B PEKUME MOHOXUMHOTEPAIINH TIPAKTUICCKA
He ommyaercs oT 3hdexTUBHOCTH JaKkapOa3uHa Ipyu JUCCEMHU-
HuposanHoi Menanome [10]. Pemrernmem DapMaxonorinieckoro
komuTteta Munsapasa PO B gexabpe 1996 r. apaHosa BBeIcHA B
peecTp NeKapCTBEHHBIX CPENCTR VIS JICUCHUS MEJIAHOMBI KOXK.

Hacrostnas paboTa IpeacTaBiIsieT cODOM OIBIT NPUMEHEHUST
IBYX JICKAPCTBEHHEBIX KOMOHHALIMY, BKIIOYAIOIINX apaHOo3y, ¥

OONBLHBIX ¢ IUCCEMUHMPOBAHHOM METAHOMOI.

Marepuanst u MeToasl. B rccnenoBanye BKAIOYCHO 38 GONBHEIX C AHCCEMHIHM~
POBAHHOM MENaHOMOM KOXH, KOTOphiM B 1996—1997 rr. nposenero 86 xypcon
TIONMXVIMHOTEPATINH ¢ BKIOUEHIEM apaHossl. Y BeeX MALVIEHTOR ANardo3 Bepu-
uraposan Mopdonornuecky. [lepBuuHas Onyxousb PACIoNArasach Ha Koxe Ko-
HevHoctelt y 20 6onpHEBIX, Ha TyoBre — y 18. Y 22 (58%) n3 38 GonbHEIX 1Mocie
PaAVKANBHON OTIepatMK IO JUCCEMUHALIMH GOJIE3HH NPOIIIO MeHee | roaa.

20 GonbHpix (-1t rpymnibl HoayYany federve ro cxeme It upcroraraH, 70—90
Mr/M? BHYTPUBEHHO (B/B) KATeJIBHO C THNepruapaTaluei — |-it feHs, BAHKPHC-
THH, 2 MI' B/B cTpyitHO — |-ii IeHb, apaHo3a, (000 mMr B/B cTpyitHo — 2, 3, 4-i1
. MHTepBANLI MeXIy KypcaMi COCTAaBMsuiM 3—4 Hen. Bcero B aToM pexime
nposegeo 49 xypcon neuenus (0T 2 1o 7, B cpentem 2,3).

18 GonBMLIX 2-if TPYIIE! MOYYANH JeueHHe 1Mo cxeme [l HaKTHHOMHLIMH,
0,5 mr /B cTpyiiuo 1, 3, 5, 8~1f mHY, BUHKPUCTHH, 2 MT B/B CTpyitHO — 1, 8-if 1u,
apaHo3a, 1000 mr B/B cTpyiiHO — 1, 2, 3-if gHU.

MHTepBans Mexay Kypcamu COCTaBsiu 3—4 Hel. Bcero B aTOM pexume
TIpOBEAEHO 37 KypcoB JIeueHHs! (B CPENHEM IO 2 Kypea).

B Ta6n. | mpeacTaBNero pacnpeaeneHmre GOMbHBIX B 00eHX rpynmnax 1o mnomty,
BO3PACTY, XapaKTepy NPeUIeCTBYIOWEro JIEUeHyst ¥ JIOKaIH3aln MeTACTA30B.
Kax BuzHO, 06e rpyrinst GONBHBIX OBIAM TIPAKTHIECKH HACHTHUUHEL,

Pesyabrarer n o0cyxnende. B tabn. 2 npeacTaBaeHbl Pe3yib-
TaTHL JIeIeHMsT 38 OONBHBIX ¢ XHCCEMUHMPOBAHHOM MENTAHOMOMN
KOXXH IBYMSI JIEKAPCTBEHHBIMI KOMOWHALIMSMY, BKITHOYAIOLIH-
My apaHo3y. IlonHoM PerpecCcHy ONyXONMu He JOCTUTHYTO HA Y
onHoro 6omsHoro. B obeux rpynmax HabMIOAanych TOJBKO Yac-
TWIHBIE PErpeccru, NPy 3ToM 3¢ DEKTHBHOCTD JIEKAPCTBEHHBIX
PEXUMOB OblIa MPAKTHIECKY OnuHaKoBoit (1-s1 rpyrma — 30%,
2-g tpyrma — 33,3%). O61mast 3hGeKTHBHOCTh XMMHOTEPATHH
JIBYMSI KOMOMHAIIMSIMH TIPETIApaToB O PEe3ybTaTaM JICUCHHUS
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Tabnuya 1 Table 1
Xapakrepucruka 60fbHbIX
Patient characteristics
lNMokaszartenb 1-g rpyrna 2-g rpynna
Yneno 6onbHbI
No. of patients 20 18
BoapacrT, rogpt / Age, years 48 (32—69) 52,5 (35—72)
Mon: m/x / Gender: m/f 8/12 8/10
PagrkansHO onepupoBaHbi 20 18
Radical surgery '
MpodunakTnyeckas
XUMUoTepanna 5 8
Preventive chemotherapy
MpeAwecTsyiowas
XyMuoTepanmns 3 5
Pravious chemotherapy
Jlokanusauyist METaCTa30B:
Metastasis sites:
Kosxa / skin 5 5
MOJKOXHas! KneTdyarka 8 7
subcutaneous cellular tissue
nepudepnieckre
nMcboyansl 11 12
peripheral lymph nodes
nerkve / lungs 4 3
neyeds / liver 3 7
kocty / bones 2 —
MopaxeHne 2 cuctem U
Bonee
Involvement of 2 or more 14 12
systems
Characteristics Group 1 Group 2

There was a certain progress in chemotherapy for dissem-
inated melanoma over the last 10-15 years. However, com-
plete tumor response is short-lasting and rare, while the
5-year survival is less than 5% [12].

Dacarbazine, platinum and nitrosourea complexes are
most active drugs able to induce response (as a rule partial) in
15% to 25% of patients as given alone [3,5-8].

Response rate to polychemotherapy is somewhat greater
(25% to 37%) due to combination of drugs with different
mechanisms of action [2,3,9]. A relatively small increase in
toxicity due to vinca alkaloids may account for the frequent
use of these rather low effective (8-10%) agents in combina-
tion therapy regimens [4].

Considering the above-said, it is important to develop new
effective cytostatics and drug combinations on their basis to
improve results of treatment for disseminated melanoma.

Aranose is a derivative of a monosaccharide arabinose and
nitrosourea that was synthesized at the N.IN.Blokhin Memorial
CRC of RAMS. Response rate of therapy with aranose alone
for disseminated melanoma was practically similar to that of
dacarbazine [10]. The Pharmacological Committee of RF
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38 6onpHbIX cocTarmna 31,5%. Crabumuza- | @ 6 1 mua 2

Table 2

IMS TIPOLIECCa OTMEYeHa Yy 26,3% (10 /38), 3P DPeKTUBHOCTb OBYX PEXMMOB XUMUOTEpanNun, BKNIOYHAIOUINX apaHo3y
nporpeccupoBanue — y 42,1% (16/38). Response rates for two aranose-containing chemotherapy schedules

Cpennee BpeMs IO TPOTPECCUPOBAHUS Y

6 . Cxema Yucno Monuas YacTtuyHag Crabunus- [lporpeccu-
ONBHEIX, JEICHHBIX € S(I)d)eKTf)M, cocra- neyeuuda | GoJsibHBIX | perpeccud, % perpeccusa, % auuda, % poBanrue, %
Buito 7,6 Mec, co crabuwimsanueil mpouecca -
— 4.1 Mec (M3-32 HEOONBLIOTO YHMCAa Ha- _ + 6
’ N ( ! 20 6 (30,0£10.5) (30,0+10,5) | (40,0x11,2)

OniogeHuii B CPAaBHMBAEMBIX TpYyIIIaX CTa-
THUCTUYECKHUY aHANIU3 BBISIBIEHHBIX Pasiv- I 18 . 6 (33,3+11,4) 4 8
quii He HpOBO}II/ITICH). (22,3+10,0) (44,4+12,2)

ITpy aganuse 3hhekTHBHOCTH JIEYEHUS B | Beero ... 38 12 (31,647.5) 10 16
3aBUCHMOCTH OT JIOKUIM3aLl OHYXOJEBBIX Total ... T (26,3%7,1) (42,1+8,5)
TIOpXEHNi HANGONee JYBCTBATENbHBIMA K Therapy No. of Complete Partial Stable Progressive
XMMWOTEPAIIMy OKa3alviCh METACTa3bl B MAT- | schedule | patients | response, % response, % disease, % | disease, %

Kue TKaaw (KOXY, TIOIKOXKHYIO KIETJaTKy) |
niepupeprrueckue auMboyaner. Tak, 3 12 G0NBHEIX, TEYEHHBIX C
athpexToM, y 9 OTMEYECHO OPAKEHUE MITKHX TKAHEH 1/WITH TIM-
doyanos. OTHOMY MAlHCHTY ¢ H30JMPOBAHHBIM ITOPASKSHUEM
TMchOY3NoR TI0Ce 3 UMKIIOB XUMUOTEPATIY KOMOMHAUMEH apa-
HO3a + LHCINATHH + BHHKPHUCTAH OBIIA BEITIONHEHA OTIepalys —
TropmpiieyHas nuMbaneHakTOMUSL. [Py THCTONOTNYECKOM UCCe-
JoBaHuy 0bHapyxxeHa IV creneHs ieueoHoro naromopdosa. OTHo-
CHTENBHO PE3HUCTEHTHEIMY OKA3ATUCh METACTA3EI B IIEYSHb — Jac-
THYHas perpeccrs 3adukcuposada y 3 u3 10 donpHbx. YacTunas
PErPecCHsT METaCTa30B B JIETKIe OTMeueHa B 1 cnyyae i3 7. TIpw mo-
PaXEHMH KOCTEH NIeueHre OBUT0 HeaHEKTHUBHO, TAK XKe, KAK 1 [Py
BOBJICUEHIH B TIPOLIECC IBYX CHCTEM U GoJIce.

Tpy aHanuse 3¢hHEKTUBHOCTH PEXUMOB XHMHUOTEPATINH,
BKJTIOYAIOLIVX apaHO3y, B 3aBMCUMOCTH OT NTPEALUECTBYIOIIETO
JIEYEHUST OTMEYEHA YaCTUYHAS PErpeccrsi OMyXOJNH TOJBKO Y
2 (25%) w3 8 GONBHBIX, KOTOPHIM DAHEE TIPOBOLMIOCEH CIICLH-
(pruecKoe neveHue.

TOKCHYHOCTb JBYX PEKHMOB XHMHOTEPAIlUy, BKIIOUAIONTHX
apaHo3y, npeacTasieHa B TabJ. 3. Beero nposeneHo 86 KypcoB
JIe4eHusl, B TOM yuche 1o cxeme | — 49, no cxeme 1T — 37.

OCHOBHBIM NMPOSIBIICHNEM TOKCHUHOCTH IBYX CXCM JICIEHUST ObI-
JIY TOLHOTA K PBOTA, KOTOPBIC TIPH UCITOIIB30BAHMY CXEMEI, BKITIO-
yaroureil UCIiaThy, Habmomanvcs B 2 pasa yame (81,6% npotus
40,5%). BrusiHue XuMHOTEPaNiK Ha KPOBETBOPEHHE OBUTO BECHMA
YMEpPEHHBIM: 4acToTa Jiefikorennn I—11 crenenn cocrapuna 14,3 vt
18,9% nipm I 1 11 cxeMax cooteercTBeHHO. Eine pexxe Habmomanack
TpoMboumTonenus 1 crenenn — 8,2 u 5,4%, anemust [—I1 crenenn
oTMeueHa ToNeKo TIpH cxeme 1 (6,1%). HedpoTokcnuHocTs, BBIPa-
JKAIOWAsICS B HE3HAYNTENBHOM TIOBBIIUEHAN YPOBH MOYEBHUHEL
U/VNTV KPEATUHHHA U CBSI3AHHAsI C BBEICHYEM LIUCIUIATAHA, COCTA-
puna 12,2%. HelipoToxcnysocTh TAKKe HaOIIomanack TOMBKO TIPH
WCITO/I630BAHAH KOMOWHALMH C IMCIUIATHHOM (6,1%). Bee mo6ou-
HBIE PEAKUMH OBITN OBGPATHMEIMY, HALUEHTH! TIONYYAIH JIeYEHE
AMOYJIATOPHO Y HEOOXOXUMOCTH B TOCITMTANIN3ANN 13-32 OCIOX-
HEeHI XUMUOTEPAITUH HE BO3HIKANIO.

Brmwoas1. 1. DdhekTBHOCTS JEKAPCTRBEHHBIX KOMOMHALHIA,
BICTIOYAIOLIVIX APAHO3y, NPY ANCCEMUHHPOBAHHOM MeIaHOME KO-
KU COCTaBsAET B cpereM 30% YaCTHYHbIX PErPECCHIT OITYXOMH.

2. Jleaenne Gonee 3(hGEKTUBHO B KAYECTBE MEPBOM THHUN
XUMUOTEPAITHH.

3. TOKCHYHOCTD WCITONB30BAHHEIX PEXKIMOB YMEPEHHAS, 1
NEUEHME MOXET OBITh PEKOMEHIOBAHO IS NPAKTHYECKOTO
MPUMEHEHUS] B aMOYIaTOPHEIX YCIOBUSIX,

Health Ministry approved aranose as a drug for the treatment of
disseminated melanoma in December 1996.

This paper describes our experience in the use of two ara-
nose-containing combinations for the treatment of dissemi-

nated melanoma.

Materials and Methods. The study was performed in 38 patients with dis-
seminated cutaneous melanoma who received a total of 86 cycles of aranose-
containing polychemotherapy during 1996-1997. The diagnosis was verified
morphologically in all the cases. Primary tumor sites were extremities in 20 and
trunk in 18 cases. Time from radical surgery to disease progression was less than
one year in 22 (58%) of the 38 patients.

Group 1 (20 patients) received therapy by schedule I consisting of cisplatin
70-90 mg/m?2 by intravenous (i.v.) drip with hyperhydration on day I, vin-
cristine 2 mg by i.v. bolus on day 1, aranose 1000 mg by i.v. bolus on days
2,3,4. Intercycle intervals were 3-4 weeks. A total of 49 (2-7, mean 2.3) cycles
were given in this group.

Group 2 (18 patients) received therapy by schedule I consisting of dacti-
nomycin 0.5 mg by i.v. bolus on days 1, 3, 5, 8; vincristine 2 mg by i.v. bolus on
days 1, 8; aranose 1000 mg by i.v. bolus on days 1, 2, 3. Intercycle intervals were
3-4 weeks. A total of 37 (mean 2) cycles were given in this group.

Table | demonstrates case distribution by gender, age, previous treatment
and metastasis site in each group.

As seen the groups were well balanced with respect to these characteristics.

Results and Discussion. Table 2 summarizes results of the
treatment of 38 disseminated cutaneous melanoma patients
with the aranose-containing combinations.

Complete response was not achieved in any of the cases.
Partial response at a similar rate (30% in group 1, 33.3% in
group 2) was only achieved in both groups. An overall
response to chemotherapy with the two drug combinations for
38 patients was 31.5%. Stable disease rate was 26.3% (10/38),
progressive disease rate was 42.1% (16/38). Mean time to dis-
ease progression was 7.6 months in responders and 4.1 months
in patients with stable disease (no statistical analysis of differ-
ences was performed due to very few cases studied).

Analysis of treatment efficacy with respect to tumor site
discovered that soft tissue (skin, subcutaneous cellular tissue)
and peripheral lymph node metastasis were most responsive to
chemotherapy. For instance, 9 of 12 responders had soft tissue
and/or lymph node involvement. One patient with isolated
lymph node lesion underwent surgery (axillary lymph node
dissection) after 3 cycles of aranosetcisplatin-+vincristine
chemotherapy. The patient had grade TV therapeutical patho-
morphosis of the tumor as found by histology. Liver metastases
were rather resistant with 3 of 10 patients achieving partial
response. Partial response of lung metastases was detected in 1
of 7 cases. The treatment had no effect on bone disease, nor in
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Tabnwnuya 3 Table 3
TOKCHUYHOCTE ARYX PEXMMOB XMMUOTEepanumn
Toxicity of two chemotherapy schedules
Cxema I, Cxema i,
Bua, TOKCUYHOCTU yucno % yMcno %
KypCOB KypcoB
Toulora, pgota 40/49 81,6 15/37 40,5
Nausea, vomiting
Jleiikonerung 1—II
cTeneHn 7/49 14,3 7/37 18,9
Leukopenia grade |—II
TpomBouuToneHus
1 cTeneHn
Thrombocytopenia 4/49 8,2 2/31 5,4
grade |
AHemus 1—Il cTeneHu
Anemia grade —II 3/49 61 - 0
HedppoTOKCUYHOCTL .
Nephrotoxicity 6/49 12,2 0
HeWlpoToKCUYHOCTL
Neurotoxicity /49 6.1 0
Toxicities Schedule |, % Schedule %
cycles 11, cycles

MpuMeyauu e B uuciurene — KOJMIECTBO KYPCOB ¢ TOKCHUHOCTBIO, B
3HaAMEHAaTeIe — 061.uee YHCIO KypPCOB.

N o te. Numbers in numerator are cycles with toxicity, numbers in denominator are
cycle totals.
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BIVAHVE NTMMYHOOEHOTUIIA BJACTHBIX
KJIETOK HA ITPOTHO3 OCTPOIO
HEJIMM®OBJIACTHOTO JIEMKO3A

HHH kaunuyecrcoli onxoao2uy

B nocnennre nBa OAeCATHICTHS] HAKOIMINCH TAHHBIE O TOM,
WTO, KPOME MOP(OIATOXUMHIIECKOM XapaKTEPHUCTHKK OITACTHBIX
KIIETOK, OTPAKAIOLUSH BAPHAHT JIEIK03a, B IPOTHO3E 3a00IeBAHMT
ONIPEESICHHYIO POJIb UIPAIOT LIHTOreHETHIECKYe abeppaniiy 1

30

cases with the affection of two or more systems. Analysis of
response to aranose-containing chemotherapy with respect
to previous treatment discovered that partial response was
achieved only in 2 of 8 (25%) previously treated patients.

Table 3 summarizes toxicities of the two aranose-containing
chemotherapy regimens. A total of 86 cycles were given includ-
ing 49 cycles by schedule I and 37 cycles by schedule II.

Main toxicities in both schedules were nausea and vomiting
which were reported two-fold more frequently during cisplatin-
containing therapy (81.6% vs 40.5%). Hemopoietic effects were
moderate and consisted of grade I-II leukopenia (14.3% vs 18.9%,
for schedules I and IT respectively) and grade I thrombocytopenia
(8.2% vs 5.4%, for schedules ] and IT respectively); grade I-IT ane-
mia was seen in schedule I only (6.1%). Nephrotoxicity as a mild
rise in urea and/or creatinine related to cisplatin was 12.2%.
Neurotoxicity was also characteristic of cisplatin therapy (6.1%).
Allside effects were reversible, the chemotherapy was given on an
out-patient basis and required no hospitalization.

Conclusions. 1. Response to aranose-containing chemother-
apy combinations in cases with disseminated cutaneous
melanoma was partial and reached an average of 30%.

2. The regimens were more effective as first-line
chemotherapy.

3. The therapy has moderate toxicity and may be recom-
mended for out-patient treatment.
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EFFECT OF BLAST IMMUNOPHENOTYPE ON
PROGNOSIS OF NON-LYMPHOBLASTIC
LEUKEMIA
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Over the last two decades the investigators gathered evi-
dence in favor of the fact that beside morphocytochemical
characteristics of blasts reflecting leukemia type, cytogenetic
aberrations and immunological markers play a certain part in




