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Noninvasive diagnosis value of transient elastography combined with

HBsAg for liver fibrosis in patients with chronic hepatitis B
Li Jingjing Dai Qian Ma Shuangshuang et al

( Dept of Hepatopothy The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To explore the non-invasive diagnostic value of transient elastography ( TE) combined with

serum hepatitis B virus antigen( HBsAg) level in patients with chronic HBV infection. Methods 195 patients were
recruited and divided into two groups: HBeAg-positive group and HBeAg-negative group. ROC analysis was per—
formed to determine the diagnosis value of TE combined with HBsAg for liver fibrosis compared with the gold stand—
ard of liver biopsy. Results The HBeAg-positive patients with significant liver fibrosis had a significantly lower
HBsAg level and Spearman rank correlation analysis showed that HBeAg positive patients with HBsAg had a nega—

tive correlation with the degree of fibrosis (r, = —0.377 P <0.05) . Binary Logistic regression analysis showed

that the level of HBsAg was an indepent prognostic factor of liver fibrosis
( ALT) aspartate aminotransferase( AST)  albumin( ALB)
( LSM)  hepatitis B virus DNA( HBV DNA) ( P <0.05).
under curve( AUC) was 0. 750 sensitivity( SN) was 89.5% specificity( SP) was 57.2% . TE could predict S3—
$4 liver fibrosis and its SN was 83. 6% SP was 68. 3% positive prective value( PPV) was 38. 10% negative prec—
tive value( NPV) was 94.91% . Significant increase of SP and PPV was observed in TE and HBsAg in series com—
bined group for predicting S3-84( SP =86.43% PPV =56.27%) . The parallel conection of TE and HBsAg for
predicting S3-S4 was increased SN and NPV( SN =98.34% NPV =99.03%) . A positive correlation between HB—

sAg and liver fibrosis was revealed in HBeAg negative patients ( r, =0.223 P <0.05) .

gender and age alanine transaminase
platelet( PLT) HBsAg liver stiffiness measurement
HBsAg could predict S3-84 liver fibrosis and its area

Binary Logistic regression
analysis showed that HBsAg was not independent influence factor in HBeAg negative patients. Conclusion Com—
bined use of HBsAg and transient elastography can improve the diagnostic value of HBeAg positive CHB sever liver
fibrosis.

Key words

hepatitis B surface antigens quantification; transient elastography; liver fibrosis



