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Abstract: Objective  To investigate the effect of IL.-18 on growth and apoptosis of Lewis lung cancer xen-
ograft growth in C57BL/6 mice. Methods C57BL./6 mice implanted with Lewis lung cancer cells were
randomly divided into two groups: I1.-18 treatment group and bearing tumor model group. Seven days af-
ter tumor implantation, 11.-18 and saline were given by intraperitoneal injection daily for 7 days. All the
animals health status were monitored, the volume and weight of subcutaneous tumors were measured,
the xenografts TUNEL was used to assess apoptotic index of tumor cells in the xenografts. Results IL-
18 effectively inhibits the growth of xenografts by 75% and induces apoptosis of tumor cells in the xeno-
grafts while no significant effect on the health situation of animals was observed. Conclusion 11.-18 may-
be inhibits the growth of Lewis lung cancer by inducing apoptosis of tumor cells and it may be a potential
novel therapy for Lewis lung cancer.
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Figure 1 Tumor growth curve
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Table 1 Comparison of average transplantation tumor volume, tumor weight, tumor

control rate and apoptotic index in two groups on 19th day (z * 5)
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1L-18 V5974 8 0.95+0.84% 11.902 0.004 1.53%1.43% 4.195 0.001 75 6.75+2.49% 3,74 0.002
far g A U2 8  4.30%2.35 - - 6.07x2.71 - - - 3.25%0. 89 - -
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Figure 2 The apoptosis of the 11.-18
treated group (Tunel X 400)
Figure 3 The apoptosis of the bearing
tumor model group (Tunel X 400)
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