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Background: Studies among HIV™ individuals have reported a link between hepatitis C infection
and the development of both diabetes mellitus (DM) and myocardial infarction (MI). However, the

+ve

limited data available in HIV™™ populations are conflicting.

Methods: Using prospective data from the D:A:D cohort, we considered whether hepatitis B virus
(HBV) or C virus (HCV) co-infection were associated with new onset DM or MI. Individuals were
classified as HCV seronegative, seropositive, or unknown and as HBV seronegative/vaccinated or
having inactive, active (HBs, HBe, HBV DNA positive), or unknown HBV infection. Poisson
regression assessed the influence of HCV or HBV infection on the development of DM or MI after
adjustment for potential confounders (age, sex, risk group, ethnicity, previous AIDS, smoking,
family history of cardiovascular disease [CVD], previous CVD, cohort, calendar year, body mass
index, and exposure to ART); analyses of MI also controlled for DM development.

Results: Of 32,395 participants in D:A:D who were free of DM at study entry, 783 developed DM
over 152,054 person-years (event rate: 5.15 /1000 person-years, 95% confidence interval, 4.79 to
5.51). Event rates in those who were HCV ™" and HCV™ were 4.95 (4.50 to 5.40) and 5.55 (4.73 to
6.36), respectively, and for those who were HBV ™" or had inactive or active infection were 5.28
(4.84t05.71),4.83 (3.69 to 5.97), and 4.12 (2.81 to 5.43), respectively. After controlling for
potential confounders, HCV seropositivity was associated with an increased risk of DM (relative
rate compared to HCV™: 1.32 (1.04 to 1.69), but no similar association was apparent for HBV
infection whether inactive (0.85; 0.65 to 1.12) or active (0.74; 0.53 to 1.02). Further adjustment for
changes in lipids had little impact on the results. Over 157,912 person-years, 517 patients developed
MI (3.27; 2.99 to 3.56/1000 person-years). Event rates in those who were HCV™"® and HCV™® were
3.32 (2.96 t0 3.69) and 2.73 (2.17 to 3.29), respectively, and for those who were HBV ™" or had
inactive or active infection were 3.16 (2.83 to 3.49), 4.17 (3.13 to 5.21), and 2.84 (1.77 to 3.91),
respectively. After adjustment, there was no relationship between HCV seropositivity (0.86; 0.62 to
1.19), inactive HBV (1.07; 0.79 to 1.43), or active HBV infection (0.78; 0.52 to 1.15), and the
development of MI.

Conclusions: We found a significant association between HCV co-infection and the development
of new onset DM. There was no association with HBV nor between either HCV or HBV co-
infection and the development of MI.






