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Gene Expression Omnibus ( GEO) database was retrieved to analyze the expression of G3BP1 mRNA in breast
cancer resistant cell lines. 41 specimens of Luminaldike breast tumor were collected and divided into three groups:
primary endocrine resistance group secondary endocrine resistance group and sensitive group. The expression of
G3BP1 protein in each group was analyzed by immunohistochemical staining. Results GEO database showed the
expression of G3BP1 mRNA in endocrine therapy resistant cell lines was higher than that in sensitive cell lines ( P
<0.05) . The expression of G3BP1 protein in primary endocrine resistance group was higher than that in secondary
endocrine resistance group ( 84.62% wvs 30.00% P <0.01) and sensitive group (84.62% uvs 28.60% P <
0.01) . Conclusion G3BPI is closely related to endocrine therapy resistance in breast cancer. The high expression
of G3BP1 may lead to primary endocrine resistance.
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Expression and clinical significance of Spl

in keratinocytes of psoriasis vulgaris
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Wang Dongmei’ Liu Jiarui’ et al

Abstract Objective

dermal keratinocytes of psoriasis and normal controls to verify its correlation with the pathogenesis of psoriasis and to

Differential expression of the transcription factor Spl was compared in skin tissues and epi—
explore its clinical significance. Methods Tmmunohistochemical staining real-time quantitative PCR and Western
blot were used to detect the expression and distribution of Spl in mRNA and protein levels in skin tissues of psoria—
sis vulgaris group and normal control group; After processing Spl gene in Hacat cells the cell proliferation function
was detected. Results Immunohistochemical staining showed Spl expression was higher in the psoriasis group than
that in the normal control group. The psoriasis group was widely expressed in the nucleus of each layer of the epi—
dermis mainly in the spinous layer and basal layer. Molecular studies showed the expression of Spl in mRNA and
protein levels of psoriasis group was significantly higher than that of normal control group ( P <0.05) . After treat—
ment with gene knockdown technology Hacat cells were subjected to absolute cell counting and CCK-8 counting.

The cells in the knockdown group grew slowly and the number of cells decreased suggesting that Spl could promote
the proliferation of keratinocytes. Comnclusion There may be a correlation between Spl and the pathogenesis of
psoriasis. The high expression of Spl in the skin lesions of patients with psoriasis may participate in the pathogene—
sis of psoriasis by promoting the proliferation of keratinocytes. At the same time the expression of Spl can provide
some reference values for evaluating the biological behavior and treatment effectiveness of psoriasis.
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