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Effects of estrogen and tamoxifen on the expression of BP1 in MCF-7, a human

breast carcinoma cell line
WANG Yang , ZHENG Wei-qgiang ( Department of Pathology, Changhai Hospital, Second Military Medical University, Shanghai
200433, China)

ABSTRACT Objective:To investigate the espression of BP1 gene after estrogen and tamoxifen effected on breast cancer cell line
MCF-7 respectively. Methods: With screened concentration of estrogen (10 ™ mol/L) and tamoxifen (10 ° mol/L) by MTT assay
treated with MCF-7 72 hours,then detected the expressions of BPl mRNA by in situ hybridization method and bel-2 protein by immuno-
histochemistry. Determined quantitatively apoptosis cells of MCF-7 by TUNEL method. Results: The percents of BP1 mRNA espression
of MCF-7 cells in E2 treated group and TAM treated group were (95.0% +3.94% ) and (58.5% +5.27% ), and those of bel-2 pro-

tein were (80.9% +1.73% ) and (37.8% +2.39% ), howere ,the expressions of BP1 and bcl-2 were (76.1% + 6.54% ) and

BB T2 (1975-) B AEBE B IR, B3 . E-mail ; docwy@ sina. com. (63.5% +3.28% ) in conirol group respectively. There were all
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significant difference between each two groups( P <0.05). There was a significant difference in apoptosis index in either group treated

with E2 (0. 67 £0.27) or TAM (6.7 £0.76) in comparing with that of the control group (3.2 +0.79) (P <0.05). Conclusion ; The

expression of BP1 mRNA was possibly regulated by ER mediated signal transduction pathway in ER positive breast carcinoma cell line,

and BP1 might play an important role in tumorgenesis of breast carcinoma through up-regulate espression mediated by E2 and apoptosis

inhibition. BP1 might serve as a poor prognostic markers of breast carcinoma.

KEY WORDS MCF-7 cell; BP1 gene ;
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BTKFE&EH,
1.1.4 ZffasEsx . 4% MCF-7 41 fEs% 5% F A 5. 9¢/
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mol/L_ 10 "° mol/L .10 " mol/L,
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mRNA REBHFEF®E, ZH E2 M B FRK, FK
MMAJE bel-2 XX BHME",

ZEEH(TAM) B—RIE R EMERENRDY
W, R TIEMEMET ERERIERAER
MR MEARKET, E ATEBABRENR
ST HEB AL TERERRESEI-E, —KIAN, TAM
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bel2 WREMMBHARA T KERE. RITEL
5% P4y 5 B S BE4H AL F1 TUNEL W T bel-2 B
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Experimental study on Weiyan Keli in treatment of chronic atrophic gastritis

WANG Shao-ming' ,LIN Cai-jing‘ ,YANG Chun-bo’,
Fujian Second Peoples Hospital , Fuzhou 350001, China)

SHI Zuo-lin' ,ZHUANG Jie' ,RUAN Jun-shan' (1. Fujian Provincial Hospital ;2.

ABSTRACT Objective: To research the mechanism of Weiyan Keli ( WK) in treatment of chronic atrophic gastritis (CAG). Meth-

ods: CAG model of rats was made by synthetical methods .

The rats were randomly divided into normal control group, model group and

treatment group. The weight and pathohistologic change of CAG in the rats were observed. Results: After treatment with WK for 10

weeks, the change of the weight in the treatment group was not significantly different from that in the model group. Epithelial cellular

morphosis and atrophic degree of gastro mucosal gland were obviously improved. Inflammation cells were reduced significantly. Con-

clusion. WK has the satisfactory effect in treating CAG.
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