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Background & Aim

• Transient elastography (TE) is a validated non-invasive tool to evaluate liver fibrosis in patients with hepatitis C virus (HCV) infection.

• We aimed to investigate the effect of direct acting antiviral (DAA) therapy on liver stiffness measurement (LSM) in patients with HCV 

infection.

Methods

• This study enrolled 46 patients with HCV who had LSM using TE before treatment (baseline) and at 12 weeks after the completion of DAA

therapy at Taipei Medical University Hospital between February 2016 and June 2017.

• Liver stiffness measurement (LSM) more than 9.5 and 12.5 kPa indicated LSM-defined advanced fibrosis and cirrhosis, respectively.

• A significant decline in the LSM was defined as a ≥30% drop from the baseline.

• The APRI score was calculated as ([AST/upper limit of normal value] / platelet counts [109/L]) * 100. FIB-4 was calculated as age (years) x

AST/[platelet count (109/L) x ALT1/2]. The ALBI score was calculated using the formula: −0.085× (albumin g/L + 0.66×log (bilirubin μmol/L)

• A multivariate logistic regression model was utilized to identify the factors associated with a significant decline in LSM.

Results

• The sustained virologic response rate (SVR) was achieved 44 of 46 patients (95.7%). Forty-one (89.2%) patients had genotype 1b HCV 

infection and 40 (87.0%) patients received paritaprevir/ritonavir, ombitasvir, and dasabuvir (PrOD) with and without ribavirin.

• All patients tolerated treatment well without treatment interruption. Two patients had newly-diagnosed hepatocellular carcinoma (HCC) and 3

of 6 patients with HCC had recurrent HCC after treatment.

• 14 (30.4%) and 26 (56.5%) patients had LS-defined advanced fibrosis and cirrhosis before treatment. LSM decreased from the baseline median 

value of 13.9 (interquartile range: 5.8–13.5) kPa to a post-treatment week 12 score of 9.8 (interquartile range: 6.5–12.5) kPa (P<0.001). 23 

(50.0%) achieved at least a 30% reduction in LSM.

• Univariate analysis showed patients with a significant decline in LSM group had higher alanine aminotransferase, aspartate aminotransferase

(AST), LSM and lower creatinine levels than those without a significant decline in LSM.

• Multivariate logistic regression analysis disclosed that high baseline AST level was associated significantly with this reduction (P=0.033). LSM

exhibited a correlation with fibrosis-4 index (R2 = 0.098, P = 0.034).

Conclusions

• Patients with HCV infection receiving DAA therapy was associated with a significant improvement in LSM by TE.

• High baseline AST level was the only independent factor associated with the regression in LSM.

• Further large cohort long-term effects of DAA therapy studies are warranted.


