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Correlation between Urine Levels of Transforming Growth Factor B, and Laminin and Breast Cancer. Chen Dongxiang, Xu Rugqing,
Sheng Bo et al. Department of Oncosurgery ,The First Affiliated Hospital of Yangtze University , Hubei 434002 ,China

Abstract Objective To investigate the relationship between urinary transforming growth factor 1 and laminin levels and breast
cancer. Methods The urine levels of TGF - B, and LN were measured by enzyme linked immunosorbent assay ( ELISA ) in 60 patients
with breast cancer,32 patients with breast benign disease,and 32 healthy controls. Results The urine level of LN of the breast cancer
group was significantly higher than those of the breast benign disease group and the control group( P <0.05). Comparing the breast benign
disease group and control group with the breast cancer group, the urine level of TGF — B, had no significant difference( P >0.05). Howev-
er, the urine levels of TGF - B, in patients with more advanced were significantly higher( P <0.05). In Spearman rank correlation analy-
sis

the urine levels of TGF — B, and LN were significantly positive correlated with the clinical stage and lymph node status(r =0.598/

kil

0.560,P =0.001; r=0.647/0.602,P =0.000/0.000) , and meanwhile they were significantly negative correalted with the ER and C -
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erbB -2(r=-0.263/-0.311,P =0.042/0.016;r = - 0.288/ -0.330,P =0.026/0. 010 ). Conclusion

Urine TGF - B, and LN

content in the Patients with breast cancer clinical stage and lymph node metastasis were positively correlated, suggesting that TGF - 3, and

LN we closely related to the pathogenesis,invasion and metastasis of breast cancer.
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Relationship between Expression of P53,P16 and Chemosensitivity in Gastric Carcinoma. Geng Ming, Wang Lin, Liu Xiaohong, Cao
Yongcheng, Jing Hongbiao. Department of Pathology ,General Hospital of Jinan Military Unit,Shandong 250031 ,China

Abstract Objective To investgate the relationship between expression of P53, P16 and sensitivity to chemotherapeutic — drugs in
gastric carcinoma. Methods 75 samples of gastric cancer obtained from operating room were prepared to single — cell suspension and
separately exposed to HCPT, CDDP, 5 — Fu, ADM, MMC for 48 hours. The sensitivity of gastric cancer cells to chemotherapeutic drugs
was evaluated with MTT assay. Expression of P53 and P16 was detected by immunohistochemistry. Results The sensitivity of gastric car-
cinoma cells to chemotherapeutic drugs was different. Inhibitory rate of tumor cells exposed to 5 — FU(43.4 £9.2) ,CDDP(41.9 +£8.7)
and HCPT(40.6 +8.3) were significantly higher than those of cells exposed to ADM(31.6 £7.8) and MMC(28.7 £7.3) (P <0.05).
Positive rate of P53 and P16 in gastric cancer was 81.33% and 38.67% respectively. P53 positive cells showed resistance to 5 — FU,
ADM and HCPT. P16 expression was significantly lower in the resistance to 5 — FU and CDDP than that in the the sensitivity. Conclusion

P53 and P16 may contribute to primary drug — resistance of gastric cancer. MTT chemosensitivity test could constitute the prediction on ap-
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