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Abstract . The present investigation was conducted to evaluate the predictive value of
bone marrow examination for myelotoxicity after cytotoxic chemotherapy. A total of 25
patients with urogenital cancer underwent bone marrow examination in the Department of
Urology, Nara Medical University and its affiliated hospitals between August 1989 and
September 1991. Those parameters including myeloid counts before chemotherapy (M-
Number), reticulocyte counts before chemotherapy(Ret), WBC counts before chemother-
apy(WBC)and at nadir(N-WBC), interval of the beginning of chemotherapy and nadir(N
-Day), interval of recovering days from nadir(R-Day)and N+R—Day were examined. A
significant relationship between M-Number and WBC was observed(r=0.367, p=0.016).
A negative relationship between WBC and N-Day was observed(r=—0.257, p=0.097).
There were also negative relationships between Ret and R-Day(r=—0.337, p=0.068)and
between WBC and R-Day(r=—0.254, p=0.084). In addition, a negative relationship could
be seen between WBC and N+R—Day(r=—0.306, p=0.061). As for M-Number, however,
no relationship with any other parameters concerned with myelotoxicity after chemother-
apy was found. Thus, bone marrow examination before cytotoxic chemotherapy did not
show a predictive value for myelotoxicity after chemotherapy.
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Table 1. Patients characteristics

No. of patients 25
Sex Male 19
Female 6
Age(mean) 26-77(64.8)
Disease
Bladder cancer 8

Renal pelvic and/or

Ureteral cancer 7
Prostatic cancer 4
Retroperitoneal tumor 3
Testicular cancer 2
Urethral tumor 1

Regimen(No. of cycles)

CAP 14Q20)

M-VAC 3CH

BEP 203

Others 8(16)
CAP : CPM+DXR+CDDP
M-VAC : MTX+VLB+DXR+CDDP
BEP : PEP+VP16+CDDP
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Fig. 3. Relationship between N-Day and WBC.
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