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Histological Injury and Its Risk Factors of HBeAg — negative Chronic Hepatitis B Virus — infected Patients with Persistently Normal Alanine
Aminotransferase Levels. Xu Zhithua, Li Wenyuan, Ye Weijiang. The First Clinical Medical College, Zhejiang Chinese Medical University ,
Zhejiang 310053, China

Abstract Objective To investigate the histological injury as well as the risk factors for the course of HBeAg — negative chronic
hepatitis B virus( HBV) — infected patients with persistently normal alanine aminotransferase ( ALT) levels (PNAL). Methods Ninty
four patients of HBeAg — negative chronic HBV — infected with PNAL were performed liver puncturing. The ALT, HBV markers, and liver
histological changes were detected. The gender, age, family history, HBV — DNA and HBsAg levels were compared between different pa-
tients with liver inflammation and fibrosis. And the Logistic model was used during the analysis of independent risk factor. Results — A-
mong 94 cases, patients with inflammatory necrosis classification = G2 accounted for 74. 5% , fibrosis grading = S2 accounted for 27.
7% . Patients in the group of inflammatory necrosis classification = G2 was older than the group of < G2, and the ALT level of = G2
group was higher, as well as a higher HBV — DNA. What is more, Patients in the group of inflammatory necrosis classification = G2 were
mainly male, and were associated with a family history of hepatitis B. Patients in the group of fibrosis stage =S2 was older than < S2
group, and the ALT level of fibrosis stage =S2 group was higher. And those patients were often associated with a family history of hepati-
tis B, but there was no significant difference among the HBV - DNA level and gender constitution. HBV — DNA and family history were
the independent risk factors of liver inflammation necrosis = G2, and family history was the only independent risk factor of fibrosis stage
=352. Conclusion The patients of HBeAg — negative chronic HBV — infected with PNAL, regardless of the ALT and HBV — DNA, must
have a liver biopsy. The patients with high level of HBV — DNA and with a family history of hepatitis B should be performed liver punctu-
ring accordingly.
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Clinical Effects of Expert A2FN in the Treatment of Adult Femoral Shaft Fractures.
al. Traumatic Orthopedic of The 309th Hospital of People's Liberation Army, Beijing 100091, China

Wu Guangsen, Zhao Dongsheng, Huang Aiwen, et

Abstract Objective To observe the clinical effect of Expert A2FN treating the adult femoral shaft fractures and evaluate its clini-
cal value. Methods From May 2010 to May 2014, there were 23 adults of femoral shaft fractures treated by Expert A2FN internal fixa-
tion in our hospital, 15 men and 8 women, aged 19 - 58 years, mean 37.27 =+ 10.34 years old. Patients were followed up 3 — 28
months, an average of 15 months. Results Totally 23 patients had been followed up, fracture healing normally, no incision and bone in-
fection, no broken nails and nail back phenomenon, no limb vascular thrombosis, muscle atrophy and joint dysfunction, etc. Conclusion

Expert A2FN is an ideal treatment for adult femoral shaft fractures. It has small surgical trauma, less bleeding, short period and high
fracture healing rate significantly.
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