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Experimental and clinical studies on interferon
and its inducers
Part 2. 8-carboxyethylgermanium sesquioxide (Ge-132) in the management
of acute nonlymphocytic leukemia patients at remission phase
Mitsuhiro FukumoTo
Second Department of Internal Medicine,
Okayama University Medical School,

Okayama 700, Japan

(Director : Prof. 1. Kimura)

The clinical effects of Ge-132 in the management of acute nonlymphocytic leukemia (ANLL)
patients at remission phase were studied. Twenty-two ANLL patients with complete remission
were randomized into Groups A and B. Patients in Group A were treated with the combination
with Ge-132 (2,250mg/day ; p. o daily) and intermittent-alternating chemotherapy (dauno-
rubicin, vincristine, cytosine arabinoside and prednisolone (DVCP)/aclarubicin, vincristine
cytosine arabinoside and prednisolone (AVCP)) and patients in Group B were treated with
intermittent-alter nating chemotherapy (DVCP/AVCP) alone. Evaluable patients were 7 in
Group A and 10 in Group B. Remission duration and survival time were not significantly
different between Groups A and B. (median remission duration ; 5.7 month in Group A vs
8.1month in Group B/median survival time ; 23.9month in Group A vs 18.3month in Group B)
The rates of second remission in relapsed cases were not significantly different between
Groups A and B. (2 of 7, (28.6%) in Group A vs 3 of 10, (30.0%) in B) Ge-132 did not accelerate
the recovery from myelosuppression after intensification with the DVCP regimen. The inci-
dence of liver damage and levels of serum GOT and GPT tended to be lower in Group A than
in Group B. In this clinical study the incidence of liver damage tended to be lower in patients
treated with Ge-132. The liver damage which often develops during intensification chemother-
apy, not only limits the chemotherapy but also causes adverse effects on the quality of life of
the patient. In part 1 of this series, Ge-132 was reported to activate the neutrophil
chemiluminescence. Ge-132 seems to be useful in the management of ANLL patients not only

by the enhancement of the host defense system but also by the prevention of liver damage.



