
5 DEFECTIVE PLATELET AGGREGATION IN CHIL­
DREN WITH ALL DURING INDUCTION AND MAIN­
TENANCE CHEMOTHERAPY. 

H. Gadner, C. Kersten, E. Odenwald, H. Riehm. Dept. of Pe­
diatrics, Free University of Berlin-West, Germany. 

Platelet aggregation was studied in 40 children with previous­
ly untreated ALL. The studies were performed in 5 groups: 
during the two-phase m-Ultiple drug induction therapy, the three 
phases of cyclic sequential maintenance therapy (6-MP, MTX 
and VCR/PRED pulses) and after cessation of chemotherapy 
(Klin. Padiat. 189: 89, 1977). 
There was a significant inhibition of the collagen-induced plate­
let aggregation (p <0. 001) during the two months' period of in­
duction chemotherapy. By the use of ADP as platelet aggrega­
ting agent the impairment of function was less evident (p < 0. 
The alteration of platelet function persisted during the first 
cycle of maintenance therapy (6-MP) and reappeared regular­
ly during the VCR/PRED pulses to a lesser degree (p <O· 05). 
The aggregation was normal during the MTX- and all further 
6-MP-cycles. Our findings indicate that antileukernic drugs, 
especially VCR may act as platelet aggregation inhibitors. 
Bleeding episodes have not been observed during the periods 
of altered platelet aggregation. A critical evaluation of the re­
sults is difficult because of the possible influence of other 
factors. 

6 EFFECT OF SUDOPTHL\L FOLATE NUTRITION ON 
GlWHTI! IN I1\FA:-i"CY, 
Y. Ila to th, I. Zelrnvi, E. Topper, T. Klein, 
Dept. or Pediatrics, Deilinson Cen­
ter, Petah Tikva, Tel Aviv University Medi­
cal School, Israel. 

The effect or su'iopti1nal folate intalce on the crow­
inrant was studied in a population of' infants :fed 

a diet based on boiled, pasteurized cow's nilk. From 
the ar;c of' 2 months, one r:roup of' infants received a 
daily supple1nent 1 mCT folic acid, while the other 
received a placebo. Supplcn1cntation has doubled tl1e 
red cell folatc concentration. High folate levels were 
associated 1vith a mar:!::cd increase in weiGllt and lenGth 
attained at 0 1:i.ontlts as well as the rate of' weight 
and lenr;th c;ain from 2 to 6 months, In the second half 
of the f"irst year tl1e differences between tile two 
aroups were no evident. The hcmoalobin concen­
tratio11 and incidence of' anemia were si1nilar in the 
supplemented and unsupplerncnted croups throughout the 
first year. The incidence of" infection in the two 
c;roups did not dif"fer sic;nif"icantly. The ac;e c;roup 
2-6 months is characterized by a hiGh rate of growth 
and, accordinr,ly, hir,-h .folate requirements. If', at the 
sa1:1c time, the f'olatc supply is marffinal, sltortage of' 
folate may become a factor to crowth. 

7 PLASMA ,urn R:::D CELL ?OLA.To; IN BREAST-FED 
AND C01< 'S MILK-FED INFANTS AND CHILDRJ<:N 
DU.RING TIE ?rn.iT NO YBARS OF LIFE. 

J. Ek. Dept of Pediatrics, Rikshospitalet, Oslo, 
Norway. 

The plaslll.3. and red cell folate concentrations and 
other pertinent parameters have been studied in 35' 
breast-fed and 10 infants fed home-made cow's milk 
mixtures. -Breastfed infants had significantly higher 
folate cone. in ulasma and red blood cells than the 
artificially fed.infants and the adult referance ma­
terial. A significant positive correlation between 
plasma folate at one age and that of red cells at a 
later age in the first year of life was observed.-The 
cow's milk-fed infants had significantly lower haemo­
globin cone., red blood cell counts and haematocrit 
values than the breast.fed infants at 3 months of age, 
and significantly higher relative reticulocyte counts 
at 4 and 5 months of age. A significant positive cor­
relation between the haemoglobin cone. and the red 
cell folate cone. at 6 months of age was found in the 
artificially fed infants. -The observed differences 
between the and artificially-fed infants 
are probably due to loss of folate during the prepa­
ration of the cow's milk mixtures. Reduction in the 
folate cone. during boiling could be prevented by ad­
ding ascorbic acid. 'rhe artificially fed infants may 
be regarded as folate deficient. 
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8 Tino;.mocYT:,-AGGllEGATION IN Tiffi JU\IDOm;. 
\{. Plcncrt, B. J. Frenzel, Department 
of Pediatrics, the University of' Jena, GD.i:l. 

The ar;c;rec;ation of" thrombocytes was studied by the 
countine chamber technique accordinc; to Gross ct. al. 
in mature and immature newborns durinr;- the first J 
weeks of life. The number of ar;:;rcr;atcs is decreased 

the f'irst week of' lif'e f'ollowcd in the course 
of' the 2nd week by an increase even surpassinri; normal 
values. The number of' :lrce thrombocytcs, however, in­
dicates a decreased ar.0rcGation even the Jrd 
week. - The rapid increase in the number of ar;grcr;-atcs 
may be caused by the appearance of' a new population of 
thrombocytcs immediately after birth, this hypothesis 
is supported by the results of thrombocytc counting. 
The of free thrombocytes point to the possibi­
lity t11at aggregation may be influenced by a further 
agedcpcndcnt 1necl1anisrn. 

9 CHANGE IN CELLULAR PHENOTYPE FROM LY}U'l!OID TO 
ERYTHROID IN A CASE OF ALL 
R. Wegelius, G. Borgstrom, C. G. Gahmberg, and 

L. C. Andersson. Childrens Hospital, Folkhalsan Institute of 
Genetics, Department of Bacteriology and Immunology, Transplan­
tation Laboratory, University of Helsinki, Finland 

Acute leukemia was diagnosed in a three months olc.! boy. Bloo<l 
leukocyte count was 97xl09/l, 92% of the cells were morpl1olo­
gically small lymphoblasts which according to surface marker 
analysis were of the conunon-ALL non-B) type. Remission 
was achieved with initial treatment. During relapse five months 
later a morphologically different leukemic cell appeared in the 
bone marrow, blood and liquor. This cell type which dominated 
during the terminal stage of the disease was larger and had an 
abundant basophilic cytoplasm. PAS, sudan and myeloperoxidase 
staining gave negative results. Neither T nor B lymphocyte 
markers were seen but a strong surface expression of glyco­
phorin A was found by indirect immunofluorescence and immune 
precipitation from surface labeled leukemic cells with specific 
rabbit anti-glycophorin antiserum. Bone marrow karyotype 
analysis gave in about 80%: 47,XY,+8,t(4:11) indicating that 
this blast cell represented a malignant clone. As glycophorin 
A is expressed exclusively on erytl1roid cells and their 
precursors, this finding indicates a change from a lymphoid to 
an erythroid phenotype of the leukemic cells during the course 
of the disease. 

10 ABNORMAL GLUCOSE TOLERANCE IN CHILDREN WITH 
ACUTE LYMPHOBLASTIC LEUKEMIA (ALL):THE EFFECT OF 

INDUCTION CHEMOTHERAPY. C.Dacou-Voutetakis, S.Haidas, 
P.Georgiopoulou, J.Palis, L.Zannos-Mariolea and N.Matsanio­
tis. First Department af Pediatrics af Athens University, 
Athens, Greece. 

The effect af antileukemic chemotherapy on glycemic and 
insulin response was investigated in 15 children (ages 2-
12) with ALL after an oral glucose load.The glucose loading 
was performed prior to,and on days 8 and 19 of chemotherapy. 
The patients were randomly assigned to either Group I, 
receiving prednisone and Vincristine, or Group II receiving 
the same drugs and L-asparaginase (L-asp) from days 9 
through 19 of treatment. At diagnosis and prior to initia­
tion of therapy, 6 af 15 children (40%) had chemical diabe­
tes according ta the criteria of Guthrie. In all 6 children 
the carbohydrate tolerance improved after 1 week of predni­
sone and vincristine treatment,despite the expected diabe­
togenic effect of steroids. This probably indicates that 
the abnormal glucose tolerance noted in ALL is due to the 
disease process itself.No difference in glucose tolerance 
or insulin response curves was detected between Group I and 
Group II in the different phases of the study.No diabeto­
genic effect of L-asp.was observed in this study. 
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