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IR or Age = 6year DNRxd 1B M ] Maintenance
or T-ALL CRT.
HR Roca v L R BE]ERIE) ] Maintenance |
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IA: VCR iv 1.5 mg days 1, 8, 15, 22 HR-1, -2: DEX po 20 mg/m2 days 1-5
PSL po 60 mg/day days 1-28 MTX 24hr div 5,000 mg/m2 day 1
ASP div 5,000 u/m2 days 12, 15, 18 ,21, 24, 27, 30, 33 ASP div 25,000 U/m2 day 6
DNR div 30 mg/m2 days 1, 8, 15, 22 IT-MTX/Ara-C/PSL day 1
IT-MTX days 1,12, 33 (HR-1) VCR iv 1.5 mg/m2 days 1,6
1B: CPA div 1000 mg/m2 days 36, 64 (HR-1) CPA div 200 mg/m2 days 2-4 (5 doses, q12 hr)
Ara-C iv 75 mg/m2 days 38-41, 45-48, 52-55, 59-62 (HR-1) Ara-C div 2,000 mg/m2 day 5 (2 doses, 12 hr)
6MP po 60 mg/m2 days 36-63 (HR-2) VDS iv3 mg/m2 days 1, 6
IT-MTX days 45, 59 (HR-2) IFO div 800 mg/m2 days 2-4 (5 doses, q12 hr)
M: MTX 24hr div 5,000 mg/m2 days 8, 22, 36, 50 (HR-2) DNR div 30 mg/m2 day 5
6MP po 25 mg/m2 days 1-56 HR-3: DEX po 20 mg/m2 days 1-5
IT-MTX days 8, 22, 36, 50 Ara-C div 2,000 mg/m2 days 1, 2 (4 doses, 12 hr)
H: VCR 1.5mg iv days 8, 15, 22, 29 ETOP div 100 mg/m2 days 3-5 (5 doses q12 hr)
DEX 10 mg/day po days 1-21 ASP div 25,000 U/m2 day 6
ASP 10,000 u/m2 im days 8, 11, 15 ,18 IT-MTX/Ara-C/PSL  day 5
DOX 30 mg/m2 div days 8, 15, 22, 29 Maintenance: MTX po 20 mg/m2 weekly
CPA div 1000 mg/m2 days 36 6MP po 50 mg/m2 daily
Ara-C iv 75 mg/m2 days 38-41, 45-48
6TG po 60 mg/m2 days 36-49 Duration of therapy: 104 weeks after diagnosis.

IT-MTX days 45, 59
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Induction-SR: VCR 1.5 mgiv days 1, 8, 15, 22 HD-MTX: MTX 24hr div 5000 mg/m2 days 1, 15, 29, 43
DEX 6 mg/day po days 1-28 6MP po 25 mg/m2 days 1-56
PEG-ASP 2,500 u/m2im, day 4, or5or 6 IT-MTX days 1, 29
IT-Ara-C day 1, IT-MTX days 8, 29 SDI/ADI:  VCR iv1.5mgdays 1, 8, 15
Induction-HR: VCR 1.5 mgiv days 1, 8, 15, 22 DEX po 10 mg/day days 1-7, 15-21
PSL 60 mg/day po days 1-29 PEG-ASP im 2,500 u/m2, day 4, or5or 6
PEG-ASP 2,500 u/m2 im, day 4, or Sor 6 DOX div 25 mg/m2 days 1, 8, 15
DNR 25 mg/m2 div days 1, 8, 15, 22 CPA div 1,000 mg/m2 day 29
IT-Ara-C day 1, IT-MTX days 8, 29 Ara-C iv 75 mg/m2 days 29-32, 36-39
SC: VCR1.5mgiv day1l 6TG po 60 mg/m2 days 29-42
6MP po 75 mg/m2 days 1-28 IT-MTX days 1, 29,
IT-MTX days 1, 8, 15 (ADIonly) VCR iv1.5mg 43,50
IC:  CPAdiv 1000 mg/m2 days 1, 29 (ADIonly) PEG-ASP im 2,500 u/m2, day 43
Ara-Civ 75 mg/m2 days 1-4, 8-11, 29-32, 36-39 (ADI only) IT-MTX day 36
6MP po 60 mg/m2 days 1-14 and 29-42 Maintenance: 12 weeks/cycle
VCR iv 1.5 mg/m2 days 15, 22, 43, 50 VCR iv 1.5 mg/m2 days 1, 29, 57
PEG-ASP im 2500 1U/m2 days 15, 43 DEX po 6 mg/m2 days 1-5, 29-33, 57-61
IT-MTX days 1,8 MTX po 20 mg/m2 weekly, days 8, 15, -, 78
SIM/AIM: VCR 1.5 mgiv days 1,11, 21, 31, 41 6MP po 75 mg/m2 daily, days 1-84
MTX iv 100 mg/m2 days 1, 11, 21, 31, 41 IT-MTX day 1
IT-MTX days 1, 31 Duration of therapy: 2 years (female ) and 3 years (male)
(AIM only) PEG- -ASP im 2500 1U/m2 days 2, 22 from the start of Interim Maintenance 1.
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COPP=cyclophosphamide, vincristine, procarbazine, prednisone
MOPP=mechloretamine, vin¢ristine, procarbazine, prednisone

ABVD =doxorubicin, bleomycin, vinblastine, dacarbazine

A-COPP=doxorubicin, cyclophosphamide, vincristine, procarbazine, prednisone
COPP/ABV=cyclophosphamide, vincristine, procarbazine, prednisone, doxorubicin,

bleomycin, vinblastine

OEPA=vincristine, etoposide, prednisone, doxorubicin
OPPA=vincristine, prednisone, procarbazine, doxorubicin
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£3 /NE Hodgkin U > NFE - 5 FERERER

SEMRIE H SEEFREFER (%) P value

s B 79.2 0.26
7R 86.3

= 0~9 5% 88.5 0.027
10~5% 754

il I~IIA 89.7 0.004
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B fE4R Fi3 85.0 0.037
A 74.6

R R = 80.5 0.58
A" 82.5

side 3 & O dacarbazine I2ZE L 729, BR ELIETRH
FZ0EBEFENEON, RFARRBHABCLZZIED
TRFEM A, procarbazine HHEIZ X B B IR ORIE 7R
TE SRR SN,
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bazine, prednisolone  (BEACOPP) %17 #) 8 va 8 I i 1tk
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I—ZA QDB TSR Z T, 5 FERBIUEE
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BNTIE 6 I—ZAD VAMP/COP D DB IT5TLEMAIIC
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HEAEDLEDHEA LN, BFRRETHREL TVWS,
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TSR+ BHERER MK L IE B DERT

#&4 /MR Hodgkin U > /NE - FREFLEEMIT (Cox ERIH)

FHmE B B R Y27k (C195%) P value
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Eldh 10 2L E 0.92 2.50 (1.03~6.09) 0.04
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F/-, INSERERCRRIC, BEHAMHE (ks
fo, TEIRFEE, DEEE) KDOWTOREERBEDHE
RO TU %, Bhatia 5 D 1,380 # @ /12 Hodgkin 1J >
NEOHEY TR, ZRBAFBERIFERORENS 15
FMTTI% EMEI N~ (ERES 3.9%, HIF 2.8%,
3k Hodgkin V) > /@72 &£ 03%). 7=, /MR Hodgkin
UZNBIZBWT, HREHERN Ri230Gy L E), 7
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HEINEW,
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WWEDETEBER - ETFINTBS T, ERERERK
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Retrospective analysis of 157 patients with pediatric Hodgkin lymphoma
in Japan: investigation by four pediatric cancer study groups

Yuhki Koga'?, Masaaki Kumacar* 3, Tetsuya Takmmoro® 3, Jun-ichi Mivava® 4,
Atsuko Nakazawa®®, Keizo HOrBE" °, Ryoji Kosavasti * ¢, Masahito Tsurusawa® 7,
Hiroko Inapa' 8, Tetsuya Mort*?

! Japanese Pediatric Leukemia/Lymphoma Study Group
2 Department of Pediatrics, Kyushu University
% National Center for Child Health and Development
¢ Atami Public Health and Welfare Center
® Nagoya Medical Center Clinical Research Center
% Sapporo Hokuyu Hospital
? Department of Pediatrics, Aichi Medical University

3 Department of Community Medicine, Kurume University School of Medicine

Key words : Hodgkin lymphoma, Children, Retrospective study

Hodgkin lymphoma is an easily curable malignancy in the pediatric age group and is less frequently observed in Japan.
No study with a large sample size of Japanese patients has been conducted. From 1985 to 2000, 157 Japanese patients with
Hodgkin lymphoma were retrospectively analyzed based on their clinical characteristics, treatment regimen, and treat-
ment outcome by 4 pediatiric cancer study groups. There were 107 male and 50 female patients with a median age of 10
years 1 month (range: 1 year 8 months to 17 years 8 months). Clinical stage I lymphoma was observed in 37 patients,
stage Il in 62, stage III in 40, and stage IV in 18. Fifty patients presented with B symptoms (32%) . Most patients (n=125,
82%) received more than 6 courses of combination chemotherapy mainly comprising cyclophosphamide, vincristine,
procarbazine, prednisolone (COPP), doxorubicin, bleomycin, vinblastine, and dacarbazine (ABVD). The 5-year overall
and event-free survival rates were 81.5% and 94.8%, respectively. High-risk disease and age (>10 years) were consi-

dered to be poor prognostic factors.
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