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Inhibitory effect on growth of xenograft with Wilms’ tumor by Par-4 gene sensitizing cisplatin
Li Yunjie, Yin Liping, Lu Chao”
(Department of Pediatrics ,the First Affiliated Hospital of NJMU ,Nanjing 210029, China)

[Abstract] Objective:To study the effects of adenovirus mediated prostate apoptosis response-4 (Par-4)combined with cisplatin
(CDDP)on subcutaneous xenografts of hunan Wilms’ tumor cells SK-NEP-1 in nude mouse. Methods;Inhibition effect of
subcutaneous transplanted Wilms’ tumor model were established in BALB/c nude mice,and then the nude mice were randomly
divided into five groups,namely Par-4+CDDP group,Par-4 group,CDDP group, negative control Par-4 group and blank control group.
The volumes and weights of the transplanted tumors were measured. Transplanted tumor tissues were used to detect the expression
levels of Par-4, GRP78 and BAX protein by HE staining and immunohistochemical analysis. Results: The tumor growth was inhibited
in Par-4+CDDP group, Par-4 group and CDDP group,and there were differences in the tumor weight amorg 3 groups (P < 0.05). The
inhibition effect of Par-4+CDDP group was superior to the Par-4 group and CDDP group. There was no statistically significace in tumor
inhibition between blank control group and negative control Par-4 group. Par-4+CDDP can significantly increased Par4,GRP78 and BAX
protein (P < 0.05). Conclusion; Ectopic Par-4 in combination with CDDP suppressed the cancer-xenografted growth in nude mice,
which might up-regulate BAX protein, the result of the interraction of extracellular Par-4 and GRP78.
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Figure 1 The growth of transplanted tumor
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Figure2 The volumes of the transplanted tumors in each group
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Table 1 Tumor weight and growth inhibition of xenografts

of nude mice on the 22nd day

ZH 531 JEE () JibgE % (%)
25 FIX B (n=3) 0.399 + 0.087 -
28 Par-4 #H (n=3) 0.368 + 0.059 7.7
CDDP % (n=3) 0.159 + 0.043*" 60.15**
Par-4 # (n=3) 0.203 + 0.062*" 49.12**
Par-4+CDDP 4 (n=3) 0.120 + 0.019*#4 69.92 *#24
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Figure 3 HE staining of exenografts of nude mice in each group(x400)
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Figure 4 Immunchistochemical detection the infiltration of Par-4, GRP78 and BAX in transplanted tumor (x400)
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Table 2 Positive area percentage of Par-4, GRP78 and BAX in transplanted tumor
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BAX 0.142 + 0.028 0.145 + 0.031 0.177 + 0.017 0.201 + 0.033 0.219 + 0.009 **24
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