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Clinical significance of hepatitis B virus pregenomic RNA in chronic hepatitis B patients treated
with nucleoside( acid) analogues Zeng Yifan ,Wang Chuanmin ,He Yugian ,Chen Yue. Department of
Infectious Diseases , Taihe Hospital ,Shiyan 442000, China

[ Abstract] Objective To analyze the expression of serum HBV pregenomic RNA (pgRNA) and
its correlation with HBV surface antigen( HBsAg) in chronic hepatitis B(CHB) patients with serum HBV
DNA <20 IU/ml after antiviral treatment with nucleoside (acid) analogue ( NAs) , investigate the clinical
significance of HBV pgRNA detection. Methods According to the time of NAs monotherapy,185 patients
with CHB were divided into 48 weeks group(53 cases) ,144 weeks group(61 cases) and 240 weeks group
(71 cases). The general data and laboratory test indicators after treatment [ ALT, AST, HBsAg, HBV
pegRNA detection rate and their levels, HBV e antigen( HBeAg) expression] were collected and grouped
for comparison. According to the expression of HBeAg after treatment, 185 patients were divided into
HBeAg positive group(53 cases) and HBeAg negative group( 132 cases). The detection rate and level of
serum HBV pgRNA were compared between the two groups. Spearman correlation analysis was used to
evaluate the correlation between serum HBV pgRNA and HBsAg. Results The level of HBsAg in 240
weeks group was lower than that in 48 weeks group ; The detection rate of HBV pgRNA in 144 weeks group
and 240 weeks group were lower than that in 48 weeks group, the level of HBV pgRNA in 144 weeks group
and 240 weeks group were lower than that in 48 weeks group,and the level of HBV pgRNA in 240 weeks
group was lower than that in 144 weeks group; The detection rate and level of serum HBV pgRNA in
HBeAg positive group were significantly higher than those in HBeAg negative group( P <0.05). Spearman
correlation analysis showed that serum HBV pgRNA level was positively correlated with HBsAg level in
CHB patients treated with NAs, and HBsAg level was positively correlated with HBV pgRNA level in
HBeAg positive patients ( P < 0. 01 ). Conclusion
invasive. After HBV DNA turns negative, it has a broad application prospect as a serological markers for

Serum HBV pgRNA detection is simple and non-

clinical continuous monitoring of cccDNA levels.
[ Key words] Chronic Hepatitis B;

Hepatitis B virus surface antigen; Hepatitis B virus e antigen
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4]
451 1%k (% x+s) [ 4 (U/L) (U/L) (lg IU/ml)
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