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Induction of Apoptosis by 3-Methoxy-6-Allylthiopyridazine in Human
Pancreatic Cancer Cells
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Abstract — In this study we investigated the effect of 3-methoxy-6-allylthiopyridazine on cell growth in BxPC3 and PANC1
human pancreatic cancer cells. The treatment with 3-methoxy- 6-allylthiopyridazine for 48 h decreased cell viability and
induced apoptotic cell death in a dose-dependent manner, assessed by using the MTT assay and the flow cytometry, respec-
tively. These results suggest that 3-methoxy-6- allylthlopyndazme may be a good candidate for the therapeutic management

of human pancreatic cancers.
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Fig. 1 - Chemical structure of K-6(3-methoxy-6-allylthiopyridazine).
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Fig. 2 — Reduced cell viability by K-6 in human pancreatic cancer
cells. Cell viability was measured by using MTT assay.
Closed circle and closed square represent BxPC3 and
PANC1 human pancreatic cancer cells, respectively. The
experiments were performed four times. The data were
expressed as means+SEM (standard error of the mean).
The lines of the graphs were obtained using the sigmoid
regression program commercially supplied by Sigma Plot®
(Chicago, IL, USA).
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Fig. 3 - Induction of apoptosis by K-6 in BxPC3 human pancreatic
cancer cells. The number of apoptotic cells was measured
by flow cytometry. The region to the left of the Gy/G, peak,
designated Ao, was defined as cells undergoing apoptosis-
associated DNA degradation. Note that K-6 induced a
significant apoptotic cell death in the cells.
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Fig. 4 — Dose-dependent induction of apoptosis by K-6 in human
pancreatic cancer cells. Closed circle and closed square
represent BxPC3 and PANC1 human pancreatic cancer
cells, respectively. The number of apoptotic cells was
measured by flow cytometry, as described in Fig. 3. The
experiments were performed four times. The data were
expressed as means=SEM. The lines of the graphs were
obtained using the sigmoid regression program commercially
supplied by Sigma Plot® (Chicago, IL, USA).
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Table I -ICy, values for K-6 on the cell viability-decreasing and
apoptosis-inducing activities in human pancreatic cancer

cells
IC *
Pancreatic cancer cell B s0 (M) .
cell viability apoptosis
BxPC3 20.0 947

*The IC;, values were obtained using the sigmoid regression
program commercially supplied by Sigma Plot® (Chicago, IL,
USA).
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