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Abstract 

 In Japan, cancer has been the number one cause of death since 1981, and at 

present, one in three people die of cancer. Through measures to fight cancer, such as 

the "10-year comprehensive strategy against cancer" and the "new 10-year strategy to 

conquer cancer", a concept that "cancer is a disease that is caused by genetic 

abnormalities" has emerged in Japan. As the pathogenesis of cancer is clarified more 

and more at the genetic level, marked advances have been made in treatment and 

diagnosis, including early cancer detection methods and standard treatments. In 2004, 

the "Third 10-year comprehensive strategy against cancer" was developed to markedly 

lower cancer incidence and mortality, and Japan is totally committed to study and 

prevent cancer and comprehensively advance cancer medicine. One of the goals is to 

standardize cancer treatments, and the "Cancer Control Act", which was enacted on 

April 1, 2007, promotes not only cancer prevention and research, but also 

standardization of cancer medicine. Subsequently, core hospitals for cancer care have 

been established in each prefecture, and more emphasis has been placed on the roles of 

pharmacists at core hospitals. The Japanese Society of Hospital Pharmacists 

established a cancer specialist certification system, and, as a national policy, 

pharmacists who specialize in anticancer drugs are being trained. The present report 

introduces the three basic activities of pharmacists involved in cancer medicine at the 

department of the Division of Medical Oncology, Hematology, and Infectious Disease, 

Fukuoka University Hospital. 

1. Measurement of plasma concentration of oral busulfan during pretreatment for 

haematopoietic stem cell transplantation. 

2. Pharmacokinetics of arsenic trioxide in Japanese patients with acute 

promyelocytic leukemia and adult T-cell leukemia lymphoma. 

3. Desensitization therapy successful against skin rash and liver dysfunction 

induced by imatinib mesilate in a patient with chronic myeloid leukemia. 
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BU HPLC 8)  

500µL 1,6-bis(methanesulfoxy)hexane 10 g/mL

50 L 100 mg

1 mL 1000 g ! 5 min

65  100µL M

10 µL 2-  (0.3 M) 10 µL 90 50
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4 HLA
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CY 3,600mg 3 2 11 5,000/ L

13 50,000/ L 14

1.9mg/dL 20 9.6mg/dL
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0.15mg/kg/day 1.52 mol

1 1 4 60

20 0.5 1 2 3 4 6 8 12 24

40

 

Ni21 2,3-

Bal GC/MS

 

C(0)

MULTI22 W=Ci

Damping Gauss-Newton  

 

R0 Vd ke

tpi tpi=T  

AUC 24

CLt CLt=ke Vd  

 

APL ATLL 1 20

Patient 

No. 

1 

3 

2 

4 

5 

Diagnosis 

APL 

ATLL 

 

APL 

ATLL 

ATLL 

Sex 

M 

M 

F 

M 

F 

Weight 

(kg) 

61.9 

82.0 

48.3 

53.9 

39.4 

Age 

(Y) 

29 

35 

39 

66 

75 

BUN 

(mg/dL) 

13 

7 

15 

18 

19 

Scr 

(mg/dL) 

0.6 

0.5 

0.5 

0.6 

0.7 

AST 

(IU/L) 

54 

13 

38 

46 

17 

ALT 

(IU/L) 

104 

11 

50 

74 

9 

No. of 

relapse 

4* 

1 

2*† 

2 

-‡ 

CLcr# 

(mL/min) 

159 

239 

115 

92 

43 

Abbreviation: APL, acute promyelocytic leukemia; ATL, adult T-cell leukemia lymphoma;  

BUN, blood urea nitrogen; CLcr, creatinine clearance; Scr, serum creatinine;  

AST, aspartate aminotranferase; ALT, alanine aminotranferase 

# Creatinine clearance were calculated by Cockcroft-Gault equation. 

*The patients had previously received some courses of all-trans-retinoic acid, plus  

anthracycline antibiotics and cytarabine. 

†The patient had previously received 3 courses of arsenic trioxide treatment. 

‡The patient had resisted some courses of the chemotherapy received previously. 



− 125 −

 7 
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Abl CML 9 22

t(9;22)(q34;q11) Philadelphia Ph1  bcr/abl
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23

Abl ATP ATP Abl
24  

CML IFN-

76.2% 14.5%

CML 1 25  

40% 26

32% 27

28 100mg
29  
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Abbreviation: Vd, distribution volume; ke, elimination rate constant;  

CLt, total body clearance;Cmax, maximum concentration;  

AUC, area under the curve; ave, average; S.D., standard deviation 

* Number 1 patient had received 2 courses of arsenic trioxide treatment. 

† Number 3 patient had discontinued arsenic trioxide treatment at day 5.  
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