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Effect of Jabl on Trastuzumab Treatment Sensitivity in Breast Cancer Cell
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ABSTRACT Objective To investigate the effect of Jabl on trastuzumab (Ttzm) treatment sensitivity in HER2 positive
breast cancer. Methods q-PCR was performed to detect the expression of Jabl in 26 HER2 positive breast cancer patient with
Ttzm treatment 14 patients were sensitive to Ttzm, while 12 patients were were Ttzm-resistant. The expression of Jabl was examined
by Western blotting in Ttzm-sensitive and resistant breast cancer cell lines. With the knockdown of Jabl by siRNA, the sensitivity to
the drug and the Ttzm-induced apoptosis were measured in related cell lines. Results The expression of Jabl in Tizm resistant
breast cancer patient was significantly higher than these Ttzm sensitive patient( P<0.05). In Ttzm-sensitive breast cancer cell line
C5 and C6, the expression of Jabl was significantly lower than that in the Ttzm-resistant cells. After konckdown of Jabl in Tizm-
resistant cells, C5 and C6 cells were re-sensitive to the Ttzm treatment, and the Ttzm-induced apoptosis was observed to be more
obvious. In C5 cell line, after 24 hours of Ttzm treatment, the apoptotic rates in Jabl knockdown group and the control group were
(12.8+2.9)% and (2.7+0.5) % ( P<0.05) , while in the C6 cell line, the apoptosic rates were (18.8+3.6)% and (4.1x1.1) % ( P<
0.05) , respectively. Conclusion Up-regulated expression of Jabl is associated with the reduction of Ttzm treatment sensitivity in
breast cancer cells. Knockdown of Jabl might be a potential mechanism to antagonize the Ttzm-resistance.
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Fig.1 Jabl expression in breast cancer patients
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Fig.2 Jabl expression in breast cancer cell lines
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Fig.3 Jabl expression in C5 cells and C6 cells after Jabl

knockdown
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Fig. 4  Viability of CS5 cells and C6 cells after Jabl
knockdown
Il siNC (fUgkal)
B siJabl (U
20 - B siNC (i 241)

siJabl (fHZ44H)

T

I T A%

55 Jabl BRI XT C5 4HAA T HIS NG
Fig.5 Apoptosis rate of C5 cells after Jabl knockdown
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Fig.6 Apoptosis rate of C6 cells after Jabl knockdown
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