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DIFFERENTIAL THERAPY OF ACUTE LYMPHOBLASTIC 
LEUKEMIA (ALL) IN ADULTS 
Volkova M., Kaletin G., Tupitsyn N., Frenkel 
k5 Fl ' hman E. 
M;l~cowe%.u3eia 

Oncological Research Center, 

Betwe& 1987 And 1992 44 pts with ALL recei- 
ved differential therapy depending on the most 
significant prognostic eigns. All pts were di- 
vided into 3 groups. Group I included pts with 
pre-pre-B ALL, WBC( 50x10 /l and Ph'-negative 
karyotype (low risk); group II (intermediate 
risk) included pts with Ia-li3e antigen on 
blast cella, TALL, WBC, 50x10 /1 and Ph'-; 
group III (high risk) included pts with B- and 
pre-B ALL and all pts with Ph'+t(9;22). Pts in 
group I received Vcr, Pr, L-asparaginase, in 
&oup II Vcr, Pr, L-asp. and Adr, in group III 
ANLL type of therapy - AdoAP. CR was achieved 
in 92,3% in group I, 77,3% in group II and 
33,3$ in group III. Our previous results with 
the use of unificated program for all grou s 
of pts (Vcr, Fr, L-asp. and Adr) were 100 2 ,58% 
and 0% CR, resp. 3 years survival is 31%.Among 
the pts with CR 3 year8 disease-free aurvival 
is 35%(unificated program: 21% and 252, reap.). 
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TWO TREATMENT l?EGIMES WITH INTERFERON ALPHA 2bP 
iIFN1 IN F'h+ C:HRONIC MYELCIID LEUKEMIA (C:ML) F'TS 

Murro H, Berares R, Rodriguez Fuchs II:; Hospital 
Israel ita, Buenos Aires, FIrgent ina. 

‘Twenty-cane previously untreated Fh+CML pts were 
randomized to receive (A:,:IFN SMU/d 'SC 3 days-a 
week:,cor <R):IFN same dose 5 days-a-week, after 
induc’tion therapy with IFN 5 MlJ/daily.Seventeen 

pts were evaluated for ~romplete/partial hemato- 
logic .?c cytogenetic response (C',P,H6',C:F::),aa for 
evolution according to initial risk.. Group A: 7 
pts, follow-up 14 mos (:range ‘3-2411, 2 sustained 
ICCF , 2 transient C:CF:, ‘2 FIX, 1 blastic acrisis. 
I& oup El 2 10 p t 5 , f-up 1E mo5 (range 10-21 mos:), 
2 sustalned ICC:i7.,3 transient C:CF:, 3 FIX:, 2 treat 
merit failure. A good correlation between risk: 
factors (especially cytogenetic abnormalities 
zsther than Fh')and respunse to therapy + evalu- 
t ion was oobserved in both groups. Despite the 
small # Iof patients evaluated and the short 
f-up time, it wzemcj convenient to select dif- 
ferent treatment reqimens related to initial 
risk in aorder to achieve complete and sustained 
suppression cnf Fh' clone in Fh+ C:ML pts. 
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ALBUMIN DECREASE IS A DELETEROUS PROGNOSTIC 
SIGN IN CHRONIC LYMPHACTIC LEUKEMIA (B-CLL). 
MAHON G.,DICATO M., RIES F. 
Research for Cancer and Blood Disorders 
Centre Hospitalier, L- 1210 Luxembourg. 
A study on 46 B-CLL patients(pts)with an exten- 
sive multivariate analysis of biological para- 
meters including total WBC,B-CELL count,plate- 
let count,hematocrit,complement fractions, 
immunoglobulin level and others has shown that 
Albumin(A)g the strongest correlation to 
stage (p< o,ooo45).In a complementary study 
trying to correlate A level to outcome,20 pts 
were studied consecutively;9 of them died. A 
levels measured repeatedly over time showed 
that 7/9 pts had decreased levels (4 4g/l).All 
other pts had normal levels.Overall,in these 9 
pts there was no clear decrease of A over the 
year preceding death,but in most a trend to 
decrease could be seen.Probably more pts will 
have to be studied to answer this particular 
point.A decrease in A level at any stage is a 
very poor prognostic sign with a significance 
of p<o,oo46.At this point a pathophysiological 
explanation is still conjectural. 

HEFRTIC INF!LTRRTION IN HAIRY CELL LEUKERIA. EFFECTS OF THE TRERTNENT WITH 
INTERFERON RLFA+h (IFNl lINTRON 41. 
Bezares R.F., Rodriguez Fuchs CA., Hosqueda S., Rrra R. 
IHasp. Rlvarez, ?olic!inico Bancario; Buen~s hires, Rrgentina! 

Hepatic infiltration in HCL is frequent, but usually enderdiagnosed because 
fznchsna! hepatic tests are not altered, and pre-treatment stadificatior! 
pruredures are nut offen perfurled. Though the effect of IFN Alfa-2b in the 
bone ~arruw ii? pts. with HC? is we!1 known, there i5 little inforwtion about 
its effects on ether HC infi!trated tissues. Between January 1980 and Beceaber 
19??, !a pti. rith HCL were adritted in tro Heaatclogy unifs. The wan age *as 
48.8 years c!d and the H/F relation was 5/!. 14/S pk. wre treated with IFN 
Rlfa-20 alone or corbined with another treatrent. Treatment dDse was 3 HIU/day 
for 90 days, then 3 tl!L! three rises a week until one year #as cwpleted. 5/1B 
pts. died; 28 due to disease progression before the IFN administration and 3/S 
for sepsi.. Pre-treatment hepatic biopsy aas perforred in 13/l@ p!s.: 2!!3 
shcved ncrma! hepatic parenquima rithcut infliltration, uhi!e !1!13 !B%! 
showed differan! degrees rf hepat ic involvement due to the disease. Host 
frequent histo!ngic findings were infi!tration and sinusoid dilataticr: together 
uith ~crta! infi!trAiun and fibrosis, ~11 cf which were presen! at different 
degrees iz a!! pts. with hepa!ic injure. Seudopeliosis *as observed 1~ ?!!! 
pts. !t4%!. HBF ~a5 perfcraed in 6 pfs. after 3ne year cf !reafaent with 
R!fa-ZFN: uhxh proved the disappearance of the HC ?nfi!tration. Ne concluded 
fha! the HC hepafic infilfratien i.5 frequent and that R!fa-!FN is useful to 
e!:iainatE hepatic infil!:aticn after !2 aonths of treataent. 
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MYOFIBROSIS IN CHRONIC MYELOID LEUKEMIA 
C.M. Dascalescu, L. Petrov, I. Macavei. 
Haematology Department, Oncological Institute, Cluj-Napoca, Romania 

This study aimed to evaluate the incidcncc, dcgrce, morphological aspects 
and possible clinical significance of myelofibrosis (MF) in 63 patients with 
chronic myeloid leukaemia. For the bone marrow biopsy preparation, the 
usual methods of fixation, decalcification, paraffk embedding and 
sectioning were used. Tine sections were stained with haematoxil>n-cosine 
and special stains for reticuline and collagene fibres. The degree of MF was 
assessed retrospectively and was defined based on a working histological 
(light microscopy) classification. MF was obscrvcd in 66,7 % of the 
patients ; 47,7 % had mild or modcrate MF and 52,3 % a scvcre enc. In 12 
cases in which sever;.1 bone marrow biopsies were performed, the 
histopathologic evolution could be assessed. MF can display different 
patterns : “network-like”, linear, circular or mixed. The sudied histological 
aspects suggest the involvement of the cellular factors (especially those 
released from megakaryocytcs) and of the vascular ones in the genesis of 
MF. The marked MF correlates with a significant splenomegaly, worsening 
anacmia and ahigher percentage ofblasts. The degree ofMF influences the 
clinical, evolutive and haematological pecularities of each case, without 
influencing significantly the incidence of specific complications and the 
average survival period. 
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CYTOGFNETIC ABE!RATIcNS IN THEBAPY RELATED MYEtOID 
LUEKEMIA (T-ML) IN CHILDREN 
Stark B. , Jeisson M., Gobuzwa R., Shohat M., Lustig 

s ., Goshen Y., Yaniv I., Kaplinsky C., Cohen I.J., 
Zaizw R. Cancer Cytogenetic Lab., Sambur CTR for Ped. 
Hem. One., Beilinson Med. CTR, Sackler Faculty of 
Medicine, Tel Aviv University, Israel. 
T-ML, and T-ALL developed in 5 and 2 children 
respectively, out of 543 survivors (>2 yrs) of 
childhood cancer treated in the Sambur Center for Ped. 
One. between 1969 to 1991. The cytogenetic findings and 
previous theraw of 3 children with T-ML is presented: 
&e(y) First -?reatment Latent T-ML t2mnnosome 

Diag. MN Irrad Chemo Period(y) 
2.5 ALL CR Ctx 5.5 CMMOL -1 
1.3 NBL MIBG Mel,Ctx 5 MDS-ML -7, inv(3) 

VP-16, Cis (q2lq26) 
1.5 ALL/Bra VP16 (donor) 

test-R1 Abd VM26 2.5 MDS-A@& add(ll)(plS) 
Monosomy 7 and 3q21, 3q26 breakpoints involvement are 
assoicated with alkylating agents and radiotherapy. 
Qipodophyllotoxins lead to another type of T-ML, 
(M4,5), occurring earlier, associated with der(llq23), 
occasionaly with 11~15. In the presented case 11~15 
occured as the sole chromosomal finding in T-ML that 
developed in BMT. donor cells following vp16, ~~26. 


