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Effect of sulforaphanecombine with tea polyphenols on expression of protein kinase
A anchored protein 95 and cyclin E2 in tissues of lung cancer

QU Hong-lan
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Abstract: Objective To investigate the effect of sulforaphane combined with tea polyphenols on the expression of protein kinase A
anchored protein 95 and cyclin E2 in lung cancer tissue. Methods The 56 cases confirmed by pathology and operation therapy for
lung cancer patients were randomly divided into treatment group and control group. The levels of protein kinase A anchored protein
95 and cyclin E2 were determined by ELISA method. Protein A kinase anchoring protein 95, the expression of cyclin E2, and
statistics of microvessel density (MVD) were determined by immunohistochemical method. The protein kinase A anchored protein
95 and cyclin E2 protein expression in tissues were detected by Western blotting method. Results The content of protein in the
tissues of patients with lung cancer A kinase anchored protein 95 and cyclin E2 was higher than that of combination group, and the
difference was statistically significant (P<0.05). The expression of cancerous tissue of lung cancer patients A kinase anchored protein
95 and cyclin E2 was positive, and the MVD was higher than that in control group (P<0.05). The cell protein kinase A anchored
protein 95 and cyclin E2 protein in tissue in the control group were higher than those in treatment group by Western blotting
(P<0.05). Conclusion The expression of cell protein kinase A anchored protein 95 and cyclin E2 increases in tissues of patients
with lung cancer, which is positively correlated with cancer, and sulforaphane combined with tea polyphenols has inhibitory action.
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Table 1 Expression levels of protein kinase A anchored

protein 95 and cyclin E2 in tissues in each group

ms i H A 95 W E 21 IR 1 B2 Wk
KFApgmL™) KFApgmL™)

I 33.47+5.43" 1.09+0.32"

Xt 73.671+6.74 2.9440.61

XA "P<0.05

"P<0.05 vs control group
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Table 2 Comparison on relationships between expression of

protein kinase A anchored protein 95 and cyclin E2

with vascular ( x*s, n=28)

yi) H¥NE A HiE s 95 i it 53 1 E2
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xif HR 67.0%  9.14+1.12 56.5%  9.01+1.13

XA "P<0.05
"P<0.05 vs control group
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Table 3 Expression of protein kinase A anchored protein
95 and cyclin E2 ( x£5)
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