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Abstract: Objective To observe the therapeutic effect of recombinant adenovirus-mediated heat shock protein 70(Hsp70) gene
expression on tumor-bearing mice of pancreatic cancer,and to investigate its influence on immune function. Methods Mouse tumor-
bearing models of pancreatic cancer were established and were randomly divided into tumor-bearing group,control group and treat-
ment group. Antitumor effect was evaluated by comparing tumor size of the three groups at different time points. Hsp70 protein ex-
pression in transplanted tumor tissue was analyzed by Western blot. ELISA method was used to detect cytokines IL.-2,INF-vy,1L.-4
and 1L-10 level in peripheral blood. The proportion of CD4" and CD8™ cells of spleen mononuclear cells were evaluated by flow cy-
tometry. Results Compared with the tumor-bearing group and the control group,tumor growth in the treatment group was signifi-
cantly inhibited(P<C0. 05 or P<C0. 01) CD4 " and CD8"

tumor-bearing group and the control group(P<C0. 01). Serum cytokines I1.-2,INF-y content in the treatment group increased signif-

cells ratio in the treatment group was significantly higher than those in the

icantly(P<C0. 01) and IL.-10 content reduced significantly(P<Z0. 01). Conclusion Hsp70 gene expression mediated by recombinant
adenovirus can inhibit tumor growth in mouse xenograft models of pancreatic cancer and its mechanism is related to stimulating the
immune system.
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