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Abstract: Objective  To investigate the liver histopathological features in HBeAg-positive patients of
chronic hepatitis B virus (HBV) infection with normal level of alanine aminotransferase (ALT<C40 U/L),and
further analyze the influential factors of liver inflammation and fibrosis. Methods A total of 185 HBeAg-posi-
tive patients of chronic HBV infection with normal level of ALT were recruited in the study. There were 29
cases (15.7%) of significant liver inflammation (A2—A3),32 cases (17. 3%) of significant fibrosis in liver
tissue(F2—F4). The demographic,clinical and pathological data in patients were retrospectively analyzed. Un-
ivariate and multivariate regression models were used to screen the related factors of liver inflammation and fi-
brosis,and the receiver operating characteristic (ROC) curve was used to evaluate the diagnostic value.
Results Univariate and multivariate regression analysis showed that ALT and liver stiffness measurement

(LSM) were independent predictors of liver inflammation (HR=1.078,1.492,P =0.019,P<0. 001). Family

*  EEDA . LA E RIS H (HM2009-04) ,
VEZ R X L B AT, NIRRT,  © BEEE.Email:397549777@qq. com,



o 2472 BBHEFE KK 202045 9 A% 17 %% 17 #  Lab Med Clin, September 2020, Vol. 17, No. 17

history, HBsAg and .LSM were independent predictors of liver fibrosis (HR =4. 398,0. 343,1. 308, P=0. 023,
0.022,0.008). The area under ROC curve of ALT and LSM in the diagnosis of liver inflammation was 0. 669
and 0. 742 ,respectively (P<C0.05). When ALT=30.5 U/L was taken as the cut off value,the sensitivity,the
specificity and the accuracy of diagnosing significant inflammation were 55.2%,73. 7% and 67. 9% respective-
ly. When LSM=6. 4 kPa was taken as the cut off value,the sensitivity,the specificity and the accuracy of diag-
nosing significant inflammation were 51. 7% ,83. 3% and 75. 4% respectively. The area under the ROC curve
of LSM was 0. 688 (P<C0.05). When LSM=>8. 1 kPa was taken as the cut off value,the sensitivity,the speci-
ficity and the accuracy of diagnosing significant fibrosis were 40. 6%, 92. 8% and 85. 4% respectively.
Conclusion Normal level of ALT do not always indicate the absence of histological inflammation and fibrosis
in patients with HBeAg-positive of chronic HBV infection. The high levels of ALT and LSM were independent
predictors of significant liver inflammation, while family history, the low level of HBsAg and high level of

LLSM were independent predictors of significant liver fibrosis. ALT and LLSM could accurately diagnose the de-

gree of liver inflammation,while LSM could accurately diagnose the stage of liver fibrosis.
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