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Expression of GOLPH3 in NSCLC and Its Prognostic Significance. Tang Jilan, Wen Xinnian, Bai Jing. Guangxi Liuzhou Iron and Steel
(group) Company Hospital , Guangxi 545002 , China

Abstract Objective To explore the expressions of GOLPH3 and its prognostic significance in non — small — cell lung cancer
(NSCLC). Methods One hundred seventy — seven lung cancer tissue specimens were subjected to detect the expression of GOLPH3 by
immunohistochemistry. The expression of GOLPH3 in lung cancer tissue and its relationship with clinicopathological parameters were ana-
lyzed by chi — square test. Survival rates were estimated by Kaplan — Meier method. Univariate analysis was performed by Log — rank test.
COX regression model was used to perform multivariate analysis and hazard ratio (HR) calculation. Results The results of immunohisto-
chemistry showed that expression of GOLPH3 was mainly located in the cytoplasm of lung cancer cells. The expression of GOLPH3 protein
had a significant correlation with clinical stage ,lymph node metastasis, size of tumor and pathologic types (P <0.05). The survived analy-
sis showed that patients with positive expression of GOLPH3 protein had a significantly shorter survival time than those patients with nega-

tive expression of GOLPH3 (P <0.05). Conclusion GOLPH3 may play an important role in lung cancer progression. GOLPH3 was in-

dependent prognostic factors for NSCLC.
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Effect of Tanshinone Il A on Microinflammation in Patients Undergoing Peritoneal Dialysis. Shou Miaolin, Li Subo, Zhang Xiaoyun. De-
partment of Nephrology, Xiaoshan District First People's Hospital of Hangzhow, Zhejiang 311201 ,China

Abstract Objective To observe the effect of tanshinone [[ A on microinflammation in patients undergoing peritoneal dialysis (PD)
and explore its clinic significance. Methods Sixty cases of PD patients were enrolled in this study. All the patients were divided into:
control group(n =30) and tanshinone Il A observation group(n =30). The clinic and biochemical indicator were compared between the
two groups. The IL -6 and CRP was detected by ELISA analysis. Results The IL -6, CRP, D/Pcr, KT/V, Ccr, urine volume, ultra-
filtration volume, ALB, Ca, P, and iPTH had no significant difference between the two groups before treatment (P >0.05) ,which was
not changed in control group after treatment (P >0.05). However, the IL -6 and CRP was significantly decreased after treatment in ob-
servation group (P <0.05). The D/Per, KT/V, Cer, and ultrafiliration volume was increased after treatment in observation group (P <
0.05). The urine volume, ALB, Ca, P, and iPTH was not changed in observation group after treatment (P >0.05). Conclusion Tan-
shinone Il A could significantly inhibitted microinflammation in patients undergoing PD, which could also improve the D/Pcr, KT/V, Cer,
and ultrafiltration volume.

Key words Tanshinone Il A ;Peritoneal dialysis;Microinflammation state
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