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Clinical Significance of The Expressions of NF — kB p65 In Serum and Tissues from Breast Cancer. Yang Mingfeng, Li Zhiguo, Sun
Honggang, Dong Xuejun. Molecular Medicine Center, Shaoxing People's Hospital, Shaoxing Hospistal of Zhejing University, Zhejiang
312000, China

Abstract Objective To investigate the consistency of NF — kB p65 expression in serum and tissue,and study the relationship be-
tween serum NF — kB p65 and the development of breast cancer. Methods Expressions of NF — kB p65 in breast cancer, adjacent and
benign tumor tissues were detected by RT — PCR and Western blotting. Expressions of NF — kB p65 in surem were detected by ELISA.
The agreement of NF — kB p65 expression in serum and tissue was analyzed by Kappa test. And the clinical significance of serum NF - kB
p65 in the development of breast cancer was analyzed by investigating the relationship of the expression levels of serum NF — kB p65 with
clinical pathology results. Results The frequency of NF — kB p65 mRNA positive was (87.9% ,82.9% ) by RT - PCR and Western
blotting, and serum NF — kB p65 positive was 85.4% by ELISA. The statistically significant Kappa test indicated that NF — kB p65 ex-
pression in tissue and serum were agreement ( Kappa =0.458). The levels of serum NF — kB p65 was correlative with lymph node metas-
tasis, ER, PR and Her —2 expression (P <0.05). Conclusion The levels of serum NF — kB p65 response to that in breast cancer tis-

sues. Serum NF — kB p65 may be a biomarker of breast cancer malignancy.
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Detection and Clinical Significant of Serum GP73 in Patients Infected with HBV.
Ningbo No. 2 Hospital , Zhejiang 315010, China

Abstract To investigate the level of serum Golgi protein 73 ( GP73) and explore the clinical significant of serum GP73
in patients infected with HBV. Methods

Zhou Yaodong , Gao Guosheng,Weng Pengjian et al.

Objective
The concentration of serum GP73 in patients with chronic hepatitis B, cirrhosis, HCC and in
normal controls was assayed with ELISA. Meantime, other serum markers were detected. The relationship between GP73 and other serum
markers was analyzed. And the relationship between serum GP73 concentration and some clinical and pathological factors was analyzed in
patients with HCC. Results GP73 level in patients infected with HBV was significantly higher than that in normal controls(P <0.05).
GP73 level in patients with HCC was significantly higher than that in other patients( P <0.05) and the area of ROC for HCC was 0. 865.
GP73 had dose correlation with alkaline phosphatase( ALP) , alpha — fetoprotein ( AFP) and leucyl aminopeptidase( LAP) ( all r > 0. 300,
all P <0.05 ). While GP73 level was unrelated to the tumor size and number of nodules. Conclusion Serum GP73 level generally rises
in patients infected with HBV ,especially dramatically higher in patients with HCC. GP73 is a potential effective serum diagnosis marker for
HCC.

Key words Hepatitis B virus; Hepatocellular carcinoma; Golgi protein 73
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