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Qinical Significance of Dynamic Evaluation of Combined Detection of Hepatitis B Virus Pre S1 Antigen and Core Anti-
gen WANG Kun, TIAN Deying, ZHANG Shujun, et al. Tongji Hospital Af filiated to T ongji Medical Col-
lege, H uazhong University of Science and Technology, Wuhan 430030, China

Abstract Objective: T o explore the correlation of combined detection of Pre S1 antigen and hepatitis B core an-
tigen with HBV DNA as well as its significance in diagnosing and treating hepatitis B. M ethods: HBV DNA in ser
um samples from 100 chronic hepatitis patients and 486 normal controls were detected by means of Quantitative Re-
alTime T agMan PCR (F@ PCR), HBV Pre-S1 combined with HBcA g and hepatitis B serum markers were detected
by HBV NRAg ELISA. Results: Among 342 serum samples with HBV DNA (+ ) , 338 cases showed HBV NRA¢
positive, the sensibility of HBV NRAg was 98.8% (95% CI: 0. 970~ 0.995), the specificity was 99.6% (95% CI:
0.985~ 0. 999) . Mean optical density (OD) of HBV NRAg decreased as the level of HBV DNA dropped in 45 pa-
tients, and have some revelance (r= 0.721). HBV DNA became negative in serum samples of 2 patients. In add+
tion, 3 cases with chronic hepatitis B were found to have HBsAg (— ) and HBV DNA (+ ) in 46 cases with unex-
plained liver dysfunction. Conclusions: Combined detection of H epatitis B virus Pre S1 antigen and core antigen not
only reflects the replication of HBV in patients with hepatitis B, but also shows guiding significance for clinical ap-
plication of antiviral drugs.
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