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Effect of Various Disinfectants against HBV DNA and HBV Surface Antigen. Qiu Feng, Zhou Weimin, Yin Wenjiao, et al. Insitute of
Viral Disease Conirol and Prevention, Chinese Center for Disease Control and Prevention, Beijing 102206, China

Abstract Objective To evaluate the effect of laboratory used disinfectants against HBV DNA and HBsAg. Methods Viral sus-
pension test was applied to the evaluation. HBsAg was detected by ELISA and HBV DNA was measured by real — time fluorescence PCR.
Results  For the sera with high concentration of HBV DNA and HBsAg, after 1 hour incubation with 1% Virkon, both HBV DNA and

HBsAg turned negative. However, chlorinated disinfectant and 75% ethanol were merely effective against HBV sera with low concentra-

tion. Hydrogen peroxide had little effect towards all kinds of HBV sera. Conclusion The treatment by 20 - 40 — fold volume of 1% Vir-

kon for an hour was recommended when HBV positive sera splashed in the laboratory.
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Correlation between Visceral Fat Area and Diabetic Retinopathy in Diabetic Patients. Liu Yiying, Wan Qin. Affiliated Hospital of South-
west Medical University, Sichuan 646000 ,China

Abstract Objective To explore the relationship between visceral fat area and diabetic retinopathy. Methods Patients with type 2
diabetes mellitus (T2DM) who were treated in our hospital from September 2017 to May 2019 were selected and divided into the simple
T2DM group and the diabetic retinopathy group( DR). Among them, 887 patients with simple T2DM and 214 patients with DR, including
156 patients with non — proliferative phase (NPDR) and 58 patients with proliferative phase (PDR) were selected. The diagnostic criteria

for diabetes were in line with the T2DM diagnostic criteria proposed by the American diabetes society (ADA) in 2014, and the staging
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