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Background

O Direct-acting antivirals (DAA) allow to achieve
sustained virological response (SVR) for HCV with
high percentage also in people with HIV (PWH)

O Typically, one virus is dominant over the other:
dominance occurs when there is inhibition of one viral
genome by the other virus

O HBYV replication is generally suppressed by viral
interference of HCV with consequent risks of HBV
reactivation after SVR

O SVR could, therefore, also enhance replication of HDV
among triple hepatitis virus co-infected PWH leading
to a progression of the underlying liver disease

O Few data are available about the possible role of

Results

O 1182 HIV/HCYV individuals included:

478 HBsAg neg /HBcADb neg (40.4%)
651 HBsAg neg / HBcADb pos (55.1%)

53 HBsAg pos (4.5%)

L.

21 HDVAb unkwnow (39.6%)
19 HDVAb neg (35.8%)

13 HDVAD pos (24.5%)

L

6 HDV RNA pos (46.1%)
3 HDV RNA neg (23.1%)
4 HDV RNA unknown (30.8%)

Table 1. Baseline patients’ characteristics
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ALT normalization

O HBsAg positivity was associated with lower likelihood to
normalize ALT (Figure2, log-rank p= 0.044) but, when
the HDV co-infection was also included in the Cox
model, only for the HCV+ / HBsAg+ / HDVRNA+ group
was confirmed (aHR 0.20, 95%CI 0.05-0.82, Table 3)

Figure 2. Kaplan-Meier curves of ALT normalization after DAA start
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