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RESULTS OF DIFFERENT APROACH TO THERAPY IN ADULT 
ACUTE LYMPHOBLASTIC LEUKEMIA 

TREATMENT OF HAIRY CELL LEUKEMIA (HCL) WlTH 
RECOMBINANT INTERFERON (rIFN) AND 2- 
DEOXYCOFORMICIN (DCF) 
S. Lepkov 
Cancer Research Center, Moscow, Russia 
40 pts are included iu tbis study, 34 males and 6 females aged 30 to 70 
years (mean 48). Spleen was enlarge 25 pts, liver - iu 15 pts. 32 pts had 
1eukopeaiaHairycellcouutin blaodvariedfroml2%to98%.AUptshad 
thromboqmpema. Bone marrow in all cases coutained a high percentage of 
hairy cells. 90% of pts had B-HCL, 1 pts - T-HCL, 2 - mixed B-T-HCL. 
All pts received rIFN 3-6 MU daily. The first sign of the treatment 
etfectiveuess appeared after a full dose 40-60 MU. It was au iacrease of 
platelet count. After 2 months of the treatmerit 32 pts achieved PR None of 
the pts achieved CR before 4 mouths of trearmem and a till dose of rIFN 
120-150 MU. 20 pts achieved CR 13 pts -PR, 4 pts died of iufectious 
during the treatmerit, and 3 wem irmspomible. 5 pts, one wit$,resistant to 
rIFN HCL aad 4 with relapses of HCL received DCF, 4 mg/m every other 
week. All pts achieved CR afbx 4 injections. CR has been more then 1 year 
in 4 cases. 1 pts had a relapse HCL and achieved tba 2d CR after the 
treatmeat with DCF. 

G. I. Kaletin. Russia, Moscow, Oucological research center 
47 previously untreated pts received three diffemat treatmeut programs 
depending ou prognostic signs, which were immyaological subtype, WBC 
couat, and t(9;22). Croup I (low rick, 16 pts) received inductiou therapy 
with Vcr, Pred, arid Lasp (Lop). Croup II (ii rick, 22 pta) 
L.op+Dauno. Croup III (high rick, 9 pts) received ROAP. Cousolidatiou 
therapywasalsodifferentinthethreegroups.CRr;rtewas88%ingrwpI, 
73% in group II, and 33% in group III. Median remission duratioawas 
13,22, arid 6 mouths, resp. 5 years disease-free survival was 23%, 43%, 
and O%, resp. The results of the treatment iu group Il are better than in 
group I. More iuteasive induct& aud cousolidatiou therapy iu group II in 
our opinion accouuts for it, and we decided to iuteusify treatmerit iu the 
group I. 

ACUTELEUKEMIAINELDERLY.TREATMENTWITHORALIDARUBICIN. 
?I.Musso,E.Iannitto.G.Quintini,E.Porretto,R.Perricone,V. 
Abbadessa,A.Cajozzo.Chair ofHematology Palermo Italy. 
JeusedoralIdarubicin(IDA,Pharmacia)totreat13elderlypa 
tientswithAML(age range 67_81,M/F:6/7)nobodyofwhomcould 
betreatedwithintensivetherapy,llpatientswerevaluable. 
IDAwasgivenorallyatadoseof 20mg/m2 for 3days(q21-28) 
untillachievingapossible CR.Bloodcells counts andrenal- 
hepatic functiontestswereperformedatleast3times aweek. 
ECGandechocardiographyweredonebefore eachIDAtake.Four 
patients achievedCR(lafterone single course)in 3patients 
wenoted failure of tratment,4 achievedPR.Inallbutone pa- 
tient(nonresponder)theWBC count fellunder lOOO/mmc.Theme 
diandurationofneutropeniawas 8dd,WhilePLT count under 50 
xl03/mmcwereregistredformedian14dd.Nauseaandvomiting 
were frequentbuteasilycontrolledwithantimetics.No alte- 
rationof renal,hepatic functionwere registred,wenotedlow 
grade of cardiac toxicity(WHOl)inonly 2patients.Itwas no- 
ted 2patients fever >38'C successfultreatwithantibiotics. 
We concludethatoral IDAinduce responce rate likelowdose 
of ARA-Cwithlesstoxicity,nocardiactoxicityand a better 
patientscompliance. 
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RB and PSJ GENE PRODUCT EXPRESSION in LEUKEMLA 

Sahin 8. Seyrek E. Paydas S. 

Cukurova Uni . facul ty of Med. Dept. of Oncology Turkey 

In this study we looked at the expression of the P105- 

RE and mutant P53 gene product Jn Peripheral blood 

cells of 51 acute and 16 chronic leukemia by immuno- 

cytochemistry using the Anti-PI05 MoAb and anti-P53 

MoAb. 

We found absence of or barely detectable levels of 

PI05 in 8 of 35 AML,J of 13 ALL, 5 of 8 CLL,and 4 of 

5 CML.Mutant P53 presence was observed in 13 of 33 AML, 

3 of IO ALL,1 of 5 CLL,and “one of 3 CML.Both PIOS-RE 

loss and mutant P53 presence were detected in 4 of 43 

acute leukemia.Clinical parameters of REI-/ and/or P53 

(+) leukemia were also correlated. 

We concltide that cumulative role of these 2 tumor sup- 

pressor genes in leukemogenesis should be studied in 

larger groups with more advanced methods. 
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ETHER PHOSPHOUPIDS AND AZA-DERNAllVES AS NEW ANllHEOPLASllC DRUGS 
Pdtx+e P, ‘&u!omb H., Hudtet M., Dkmede ‘L., SubeMe ‘AM., Broquat C., Mencia+luecta J.M. 
and Braqud P. lnstlut Henri Beaulow, 91952 LES ULIS (France) ; ‘lstiluto Rie Fatmacdogiie 
‘M. Nqri’, 20100 MllANC (iidy) ; tabmtcire de Cin&ique et da Cultures Celb!aires, H&i Cku, 
75004 PARIS (France). 

antknwpktic drvgs am 
call membrane. 

to change the dynamii strudural of the tumor 
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P53 and pGp EXPRESSIONS in-ACUTE LEUKEMIA 

Seyrek E. Sahin 8. Paydas S. Ersoz C. 

Cukurova Uni _ Fax1 ty of Med. Dept. of Oncology Turkey 

The aim of this study was to correlate P53 gene muta- 

tions and pGp incidence with clinical parameters in a- 

cute leukemias.Elastic cells were seperated from blood 

samples by Ficall Hjipoque and kept at -20 c.MoAbslNo- 

vocastra) were used for P53 and pGp detection.Positi- 

vity rates were calculated by counting 700 cells on se- 

mears. 76 cases were’ positive for P53 out of 37 acute 

leukemias( 11 ALL,26 AML].Positivity was between 5-100% 

The pGp incidence was 16%(6 cases) for the same 37 ca- 

ses.Positivty was between 30-lOO%.Cases(+) for pGp we- 

re all relapsed cases.Among the 9 relapsed cases l+lpCp 

incidence was 66%.Both P53 and pGp were positive Only 

in 3 cases.We concluded that P53 mutations may play in 

leukemegenesis and pGp positiviby in previously “egati- 

ve cases may indicate ffig resistance and/or transforma 

tion to a more malignant clone. 


