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Fig. 1. Geographical and temporal localization of CDAD patients within the Chiba Cancer Center Hospital.

Table 1. Underlying diseases

Hematological neoplasms (N =45)

Malignant lymphoma 21 cases
Acute myeloid leukemia 9

Acute lymphoblastic leukemia
Multiple myeloma

Adult T-cell leukemia
Myelodysplastic syndrome

N Wb d

Solid tumors (N =15)

Lung cancer
Gastric cancer
Rectal cancer

Soft tissue sarcoma
Esophageal cancer
Uterine cancer
Prostatic cancer
Brain tumor
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Table 2. Prior treatment before onset of Clostridium difficile -associated diarrhea

Hematological Solid tumors Total
neoplasms
(N=45) (N=15) (N=60)
Antimicrobial agent(s) alone 8 cases 8 cases 16 cases
Cancer chemotherapy alone 10 0 10
Antimicrobical agent (s) plus Cancer chemotherapy 27 3 30
Antimicrobial agent(s) plus Radiotherapy 0 2 2
No treatment 0 2 2
Table 3. Antimicrobial agents used before onset of Antineoplastic Drugs No. of patients
Clostridium difficile—associated diarrhea P £ 0 2 ‘,‘ 6.5 ? 1.0 l? 1.4
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Fig. 2. Antineoplastic drugs used before onset of CDAD.
Comparison between hematological neoplasms and
solid tumors.
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Sustained outbreak of Clostridium difficile—associated diarrhea among patients
with hematological neoplasm: A clinico—epidemiological study at
Chiba Cancer Center Hospital, 1993~1997

Chikara Sakai, Kyoya Kumagai and Toshiyuki Takagi

Division of Hematology and Chemotherapy, Chiba Cancer Center Hospital,
666-2, Nitona—cho, Chuo—ku, Chiba 260-0801, Japan

A clinico—epidemiological study of Clostridium difficile—associated diarrhea (CDAD) complicating

malignancies was performed. A total of 61 episodes of CDAD were identified during the period between
January 1993 and December 1997 at the 316-bed Chiba Cancer Center Hospital. Forty—four episodes
(72.1%) of CDAD had occurred in a single ward (E 4—ward) and, interestingly, all but one CDAD in E
4-ward developed in patients with hematological neoplasm even though there were always 10 to 13
inpatients with lung cancer in the same ward. Of 45 cases of hematological neoplasms, 37 (82.2%) had
received cancer chemotherapy and 10 were treated with antineoplastic drugs alone before the onset of
CDAD. Furthermore, anthracyclines and vinca alkaloids, which often induce colonic stasis, were given
exclusively to the patients with hematological neoplasm. The combination of nosocomial infection,
frequent usage of antimicrobial agents and cancer chemotherapy most likely accounts for the sustained
outbreak of CDAD among the patients with hematological neoplasm in E 4-ward of the Chiba Cancer

Center Hospital.



