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Recombinant protein PTD-CHMP1A inhibits malignant biological behavior of re-
nal cell carcinoma cells
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ty Evaluation, Zhejiang Academy of Medical Sciences, Hangzhou 310013, Zhejiang , China; 2. Collaborative Innova-
tion Center of Yangtze River Delta Region Green Pharmaceuticals, Zhejiang University of Technology, Hangzhou
310014, Zhejiang, China)

[Abstract] Objective: To study the influence of PTD-CHMP1A (protein transduction domain-chromatin modifying protein 1A) fusion
proteins on proliferation, migration and invasion of renal cell carcinoma (RCC) cells in vitro and the growth of transplanted tumor in vi-
vo. Methods: RCC A498 and 786-0 cells were treated with PTD-CHMP1A (1, 5, and 20 ug/ml), CHMPI1A (5 pg/ml) and PBS respec-
tively. The effect of PTD-CHMP1A on the proliferation of A498 cells was detected by MTT assay. The effect of PTD-CHMP1A on the
migration of A498 cells was detected by scratch assay. The effect of PTD-CHMP1A on the invasion ability of A498 and 786-0 cells was
detected by Transwell invasion assay. Finally, the transplanted tumor models were constructed by injecting 5x10° A498 cells into nude
mice, and the effect of 20 ug PTD-CHMP1A on tumor growth was observed. Results: Compared with CHMP1A and PBS groups, PTD-
CHMPI1A fusion proteins (1, 5, and 20 pg/ml) showed a significantly restrained effect on the proliferation of A498 tumor cells, which
was in dose-dependent and time-dependent manners. 5 pg/ml of PTD-CHMP1A fusion proteins could effectively inhibit the migration
of A498 cells (P<0.01 compared with CHMP1A group), and the invasion of A498 and 786-0 cells (compared with ChmplA group, P<
0.05), besides, PTD-CHMP1A inhibited the invasion of A498 cells in a dose-dependent manner. Furthermore, PTD-CHMP1A could al-
so observably inhibit tumor growth in vivo. Conclusion: PTD-CHMP1A fusion proteins effectively inhibited the proliferation, migra-

tion and invasion of RCC cells and the growth of transplanted tumor.
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Fig. 1 Effect of PTD-CHMP1A on A498 cell migration(x100)
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A: Effect of PTD-CHMP1A on the invasion ability of A498 and
786-0 cells. 1:PTD-CHMP1A 5 pg/ml; 2: CHMP1A 5 pg/ml;
3: PBS; B: Different dose of PTD-CHMPI1A on the invasion
ability of A498 cells
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Fig. 2 Effect of PTD-CHMP1A on invasive ability of
A498 and 786-0 cells
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A: Effect of PTD-CHMP1A on tumor growth from general view; B: Effect of PTD-CHMP1A on gross tumor volume;
C: Effect of PTD-CHMP1A on tumor weight
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Fig. 3 Effect of PTD-CHMP1A on tumor growth
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