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The curative effect of adefovir dipivoxil combined with pegylated interferon a-2a on treatment of chronic hep-
atitis B in HBeAg low potency ZHAI Xing-ju. Department of Infectious Diseases, the People's Hospital of Gongyt
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[ Abstract |

Objective To observe the curative effect of adefovir dipivoxil combined with pegylated interferon
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a-2a on the treatment of chronic hepatitis B in HBeAg low potency. Methods The control group(n =84) was treated
with adefovir dipivoxil, and the observation group(n =84) was treated with adefovir dipivoxil combined with pegylat-
ed interferon alpha-2a. All the patients were treated for 48 weeks and the clinical curative effect and safety were com-
pared between the two groups. Results In the observation group, the negative rates of HBeAg and serum HBeAg
were 78.6% and 59. 5% , which were significantly higher than those in the control group(56.0% and 20.2% ) (P <
0.05). In both of the two groups, HBV-DNA loads was significantly lower after the treatment than that before the
treatment( P <0.05) , but there were no significant difference between the two groups after the treatment( P >0.05).
The HBeAg titer and hepatic tissue HBVeeeDNA load were significantly lower in the observation group than those in

the control group( P <0.05). Conclusion Adefovir dipivoxil combined with pegylated interferon a-2a is effective in
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the treatment of chronic hepatitis B in HBeAg low potency.
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Comparison of the clinical effects between mechanical and handsewn esophagogastric anastomosis on esopha-
gus cancer ZHAO Yan-jiang, HUANG Hong-ru, LAN Lang, et al. Department of Thoracic Surgery, the First Peo-
ple's Hospital of Hechi City, Guangxi 546300, China

[ Abstract] Objective To study the clinical effects of mechanical anastomosis and layered anastomosis by
hand on esophagus cancer. Methods The indexes related to the operation and the incidence of complications were
compared between the mechanical anastomosis group( by mechanical anastomosis, n =73) and the hand anastomosis
group (layered anastomosis by hand, n =65). All the patients were performed the operation of esophagus cancer from
February 2010 to March 2016, and their clinical effects were evaluated and compared between the two anastomosis
methods. Results The esophagogastric anastomosis time, total operation time and hospitalization time of the mechan-
ical group were shorer than those of the hand anastomosis group, but the hospitalization expenses was higher than that
of the hand anastomosis group( P <0.01). The incidence of total complications of the mechanical group was lower
than that of the hand anastomosis group( P <0. 05). Conclusion Mechanical anastomosis is simple and shortens the
operation time and makes the patients recover rapidly in the operation of esophagus cancer.

[ Key words] Mechanical anastomosis; Hand anastomosis; Esophagus cancer operation; Complications



