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A survey on test results of HBsAg, ALT and anti-HIV, anti-HCV , anti-TP antibodies
among voluntary blood donors in Chongqing from 2008 to 2012
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Abstract; Objective To analyze the test results of hepatitis B virus surface antigen(HBsAg) , alanine aminotransferase( ALT)
and anti-hepatitis C virus (HCV), anti-human immunodeficiency virus (HIV), anti-treponema pallidum (' TP) antibodies among
voluntary blood donors, and to provide basis for recruiting low-risk voluntary blood donors and reducing blood abandonment.
Methods
(ELISA) screening in Chongging Blood Center from 2008 to 2012 were collected and were subject to HBsAg, ALT and anti-HIV,

551 133 blood samples derived from voluntary blood donors which had accepted enzyme-linked immunosorbent assay

anti-HCV,anti-TP antibodies detection. Laboratory information management system ITSWELL was employed to read, save and
Total of 37 534 (6. 81%) substandard
blood samples were detected. Among them, the substandard rates of HBsAg, ALT and anti-HCV, anti-HIV, anti-TP antibodies

gather the test results, and whether the samples were qualified was determined. Results

were 1.10%,3.79%,0.51%,0. 33% and 1. 08 %, respectively. Conclusion

Strengthening the screen of blood detection reagents

and building the team of voluntary blood donors will contribute to the safety of clinical blood transfusion.
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2008 91 388 1 322(1.45) 436(0. 48) 309(0. 34) 932(1.02) 4 514(4.94) 7 513(8.23)
2009 108 619 1 060(0. 98) 529(0.49) 467(0. 34) 1 033(0.95) 4 873(4.49) 7 962(7.25)
2010 120 972 1 086(0.90) 626(0.52) 420(0. 35) 1 304(1.08) 6 299(5.2) 9 735(8.05)
2011 114 824 1270(1.1D) 626(0.55) 344(0. 30) 1 215(1.06) 2 306(2.01) 5 761(5.03)
2012 115 330 1301(1.18) 607(0.55) 274(0. 25) 1474(1.33) 2 897(2.62) 6 553(5.93)
it 551 133 6 039(1.10) 2 824(0.51) 1 814(0. 33) 5 958(1.08) 20 889(3.79) 37 534(6.81)
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