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Analysis of HCV dru? resistance associated variants treated with direct-acting
antiviral (DAA) failure and genetic factors predict of HCC development after
SVR.
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The eradication of HCV by IFN-free DAAs treatment is effective at reducing
the risk of HCC. However, there is still a risk of HCC after eradicating HCV. We envestigated the
host genetic risk factors of SVR-HCC. More than 1100 patients achieved SVR with IFN free DAAs
treatment were enrolled. The proportion of rs17047200 AT/TT was significantly higher in the HCC
group than the non-HCC group . Higher levels of a-fetoprotein, FIB-4 and rs17047200 AT/TT were
independent risk factors for developing HCC. Cumulative incidence of HCC was significantly higher in

patients with rs17047200 AT/TT than in those with AA. Comparing clinical characteristics according
to the TLL1 genotypes, patients with rs17047200 AT/TT had significantly lower platelet counts and
higher levels of FIB-4 than those with AA. The TLL1 variant was independently associated with HCC
development after HCV eradication by IFN-free regimen. We reported these results with J
Gastroenterol. 2019 Apr;54(4):339-346.
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Cumulative incidence of HCC after achieving SVR by interferon-free
therapy according to the number of risk factors
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FIB-4 >2.67
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The start point of chservation (O week) was ot cne year from the end of trestment.

Cumudstive incidence of HCC after achieving SVR by interferon-free therapy according 10 the number of the risk factors AFP
>4.6 rg/mL. FIB-4 >2.67 and 517047200 AT/TT. The 1- and 2-year cumulative incidence rates of HCC from the start
point were 10.4% and 13.65% in the High risk growp, 2.25 and 3.0% in the Intermediate risk group. and 0.0X and 0.0% in the
Low risk grown (0.0% and 0.0X). respectively.
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