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Abstract: Objective To observe the inhibitory effect of suramin combined with paclitaxel on growth of transplanted LA795
lung adenocarcinoma in mice and explore its mechanism. Methods 32 T739 mice inoculated subcutaneously with 1LA795 lung ade-
nocarcinoma cells were randomly divided into the control, paclitaxel, suramin and combination group,with 8 mice in each group. The
growth of transplanted carcinoma were observed. Mice were sacrificed after 24 d feeding,and then the subcutaneous transplanted
carcinoma were peeled. Angiopietin-2(Ang-2) and microvessel density(MVD) of transplanted carcinoma tissue were detected by im-
munohistochemistry. Results The growth of transplanted carcinoma in the paclitaxel, suranmin and combination group were sup-
pressed significantly.and the lowest growth was found in the combination group. The mass of transplanted carcinoma in the control
group was greater than those in the other 3 groups(P<C0. 05) ,and those in the paclitaxel and suramin group were greater than that
in the combination group(P<Z0. 05) ;Carcinoma inhibitory rates in the suramin, paclitaxel and combination group were 22. 638 % ,
25.629% and 54. 109 % , respectively,and the Q value was 1. 274(>>1.15). Ang-2 expression of transplanted carcinoma tissue in the
suramin and combination group were both lower than those in the control and paclitaxel group(P<C0. 05). MVD of transplanted
carcinoma tissue in the control group was higher than those in the other 3 groups(P<C0. 05),and that in the paclitaxel group or
suramin group was higher than in combination group (P <C0. 05). Ang-2 expression or MVD in transplanted carcinoma tissue
showed positive correlation with the carcinoma mass(r=0. 468,0. 526, P<C0. 01). Conclusion Suramin may down-regulate Ang-2
expression in carcinoma tissue,inhibit the formation of microvessel in carcinoma and play a synergistic inhibitory role in growth of
transplanted 1LA795 lung adenocarcinoma in mice with paclitaxel.
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