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=Abstract=

During the past two decades, a dramatic progress has been made in the
treatment of childhood acute lymphoblastic leukemia(ALL). The long-term sur-
vival of childhood ALL has been improved from around 20%in the beginning
of 1970’ to as high as 60-70% currently. It is largely due to the improved
combination chemotherapy, preclinical treatment of the most sanctuary area,
the central nervous system, improved survival of poor-prognosis subgroup by
intensive chemotherapy and salvage of relapsed patients with better che-
motherapy regimens and with bone marrow transplantation.

To date, the use of other therapeutic approach than muitiple combination
chemotherapy has been unconceivable. Consequently, review of important
outocmes of the recent chemotherapeutic regimens will give us a future direc-
tion and help to refine present treatment protocol.
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Table 1. Clinical & Immunophenotypic Subgroups of ALL at Presentation

Nul CALIA B T

Feature Unis (n=21) (=481) (=11) {©O=9])
(%) (%) (%) (%)
WBC (X10°/L) > 50 57 12 0 65
Age (yr) < 1 29 1 0 62
-1< 10 29 82 73 62
> 10 43 17 27 39
Sex (Y%omale) 43 54 91 70
Platelets (X10°/L) <100 57 74 46 70
Hemoglobin (g/dl) <80 57 63 18 18
Splenomegaly 57 36 27 69
Hepatomegaly 57 53 18 71
Mediastinal mass (% present) 0 1 0 52
Lymphadenopathy (% present) 33 37 55 74
CNS disease 10 2 46 10
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1970-72 #903 499
1966-70 #803 423

Years from Diagnosis

Fig. 1. Survival of 9,254 children with ALL by different time and protocol of CCSG
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Fig. 2. Surivival of children with ALL by 5 Prognostic groups of CCSG
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Fig. 4. Comparison of adverse events after randomization to 2 years versus 3 years of maintenance
chemotherapy of ALL (CCG-161/162/162A/163M).
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Fig. 5. Comparison of DFS after Isolated CNS relapse between CSRT and CRT with IT triple therapy
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