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ABSTRACT

Background: The possibility that G-CSF recruits leukemic cells from the GO to S phase,
which may lead to a greater susceptibility to cytotoxic drugs, such as ara-C, has been
presented in Harada’s study. Methods: In this study, we referred to the protocol of
Harada ef a/ 1 to try G-CSF combined marrow-ablative chemotherapy and autologous
PBSCT, for the treatment of AML patients in CR1 status. Between January 1997 and
March 1998, six AML patients (3: children, 3: adults) in CR1 status were autografted
and followed up to 3 years. Results: The major regimen telated toxicity was composed
of mucositis and diatrhea without death. The time of ANC recovery to 500/L and
1,000/1. was 11~48 and 16~81 days, respectively. The mean time of platelet recovery
to 20,000/L and 50,000/L was 21~233 and 35~370 days, respectively. The platelet
recovery time to 50,000/L was markedly prolonged for more than 100 days in four
patients (60.7%). Moreover, four patients (66.7%) experienced a relapse of leukemia after
transplantation, with a mean interval of 147.5 days after PBSCT. Two patients were
in CR status for 53 and 51 months after PBSCT, respectively. Conclusion: The G-CSF
combined matrow-ablative chemotherapy and autologous PBSCT resulted in a markedly
delayed platelet recovery and no advantages for decreasing the relapse rate of AML.
But, further studies will be warranted. (Immune Network 2002;2(1):49-52)
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Table I. Main characteristics of the patients before transplantation

No (name) Sex/age AML Regimen
(at transplant) subtype Induction Consolidation (Mobilization)

1 (KSO) F/9yt6mo. M2 Ida+BHACH+6TG. Ara-C+VP-16+G-CSF
Ara-C+Mitox+G-CSF

2 (CJW) M/13yt M2 Ida+BHACH+6TG. Ara-C+VP-16+G-CSF
Ara-C+Mitox+G-CSF

3 (NC)) M/4yt7Tmo M2 Ida+BHAC+6TG. Ara-C+VP-16+G-CSF
Ara-C+Mitox+G-CSF

4 (SKS) F/47yz. M4 Ida+Ara-C. Ara-C+Ida+G-CSF
Ara-C+Mitox+G-CSF

5 (PKH) M/ 38yt M1 Ida+Ara-C. Ara-C+Ida+G-CSF
Ara-C+Mitox+G-CSF

6 MJK) M/ 44yt M1 Ida+Ara-C. Ara-C+1da+G-CSF

Ara-C+Mitox+G-CSF

Ida; Idarubicin, BHAC; N4-behenoyl-1-B-D-arabinosylcytosine, 6-TG; 6-Thioguanine, Ara-C; Cytosine arabinoside, VP-16; Etoposide,

Mitox; Mitoxantrone

Table II. The G-CSF combined myeloablative high dose chemotherapy regimen

Day* G-CSF Chemotherapy
12, 11 Sug/Ke 6 hr IV
10 Sug/Ke 6 hr IV Ara-C 100 mg/m’ 24h CI;
9 Sug/Ke 6 hr IV Ara-C 100 mg/m’ 24h CI; Bu 4 mg/Kg PO
8 Sug/Kg 6 hr IV AraC 100 mg/m’ 24h CI Bu 4 mg/Kg PO
7 10pg/Kg 6 hr IV AraC 100 mg/m’ 24h CI Bu 4 mg/Kg PO
6 10ug/Kg 6 hr IV AraC 100 mg/m’ 24h CI Bu 4 mg/Kg PO
-5 20ug/Kg 6 hr IV Ara-C 100 rng/m2 24h CI; VP-16 15~20 mg/Kg IV over 8h
-4 20ug/Kg 6 hr IV Ara-C 3.0 g/m” over 3 h bid; VP-16 15~20 mg/Kg IV over 8h
3 Ara-C 3.0 g/m® over 3 h bid;
-2
-1
PBSCT day

*Day before peripheral blood stem cell transplantation (PBSCT), Ara-C; Cytosine arabinoside, Bu; busulfan, VP-16; etoposide
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Table III. The details of infused cell doses, duration of hematologic recovery, and outcome of transplantation

Infused cell dose

Time to trecovery (days)

Outcome

No.
MNC CD34+Cell

ANC (500/1L) ANC (1000/1L) Platelet (20000/1L) Platelet (50000/11L)

of transplantation

1 8.9 5.7 15 26
2 17.5 20.1 17 17
3 8.2 2.2 48 81
4 7.0 9.3 11 16
5 7.3 9.2 16 21
6 6.5 8.8 11 16

31 123 CR (+1615 days)
21 35 Recur (+123 days)
233 370 CR (+1553 days)
34 73 Recur (+106 days)
86 - Recur (+121 days)
34 103 Recur (+241 days)

MNC; Mononuclear cell count (x10%/Kg), CD34+cell; CD34 positive cell (x10°/Kg), ANC; Absolute neutrophil count, CR; Complete

remission
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