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THE ACTIVITY OF ETOPOSIDE (VP16) IN COMBINATION
CHEMOTHERAPY AGAINST HUMAN
BLADDER CANCER CELLS IN VITRO

Tomotaka Hattori, Mitsuhiro Satoh, Yasunori Terashima,
Taiji Nishimura and Masao Akimoto
From the Department of Urology, Nippon Medical School

The activity of Etoposide (VP16)in combination chemotherapy against four human transitional
cell carcinoma cell lines of bladder (TCCaB) was determined by in vitro colony formation assay.
Four anti-tumor agents (methotrexate: MTX, vinblastine: VBL, adriamycin : ADM, cisplatin :
DDP) were used for combination chemotherapy with VPI6.

The ADM+ VP16 combination exhibited a strong synergistic antitumor effect against the human
TCCaBs compared with other combinations in this study.

The combination chemotherapy of ADM+VPI6 may be useful as a new chemotherapeutic

regimen for advanced bladder cancer.

(Acta Urol. Jpn. 37: 995-998, 1991)
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Table 1. Dm (50% inhibition dosage) M of four
TCCaB cell lines against MTX, VBL,
ADM, DDP and VP16

MTX VBL ADM DDP VPI6

T24 123 0.10 0.07 168 212
5637 28 030 028 111 233
TCCSUP 68 008 033 1.5 287
NBT2 N.D. 005 067 38 233

N.D.: not determined
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Fig. I. Fraction affected (Fa) for the growth
inhibition of bladder cancer cell lines
by a mixture of methotre xate (MTX)
and etoposide (VPI16).

When CI<], antagonism is indicated.
CI=I1, summation is indicated.
CI>1, synergism is indicated.
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IVP16+VBL

Fig. 2. Fraction affected (Fa) for the growth
inhibition of bladder cancer cell lines
by a mixture of vinblastine (VBL) and
etoposide (VPI16).

|VP16+ADM

Fa

Fig. 3. Fraction affected (Fa) for the growth
inhibition of bladder cancer cell lines by
a mixture of adriamycin (ADM) and
etoposide (VP16).

‘ VP16+DDP |

Fig. 4. Fraction affected (Fa) for the growth
inhibition of bladder cancer cell lines
by a mixture of cisplatin (CDDP) and
etoposide (VPI16).
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