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BACKGROUND Pair analyses for all biomarkers are reported in Table2 (A and B). Total and LDL-cholesterol along
with platelet count, which prior to DAA tended to be stable or decrease, significantly increased after
HCV clearance whereas high-density lipoprotein (HDL) cholesterol remained unchanged. These

changes, which occur Iin a short time-lapse, potentially contribute to an increase in CVD risk
through shared or separate pathways (as shown by means of a Direct Acyclic Graph [DAG]

« HCV has complex interactions with human lipid
metabolism leading to downregulation of
cholesterol levels.

Figure).
« Treatment with DAAs was proven to induce a
Sharp and S|gn|f|cant increase in total and low- Table 1 —Main characteriticsof the study population Figure — DAG for the model exploring the causal
density lipoprotein cholesterol (LDL) persisting link between HCV-RNA eradication and risk of CVD
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Table2 — Mean values and differences of biomarkers -matched pair analysis. (A) 2 most recent values in a 12
months window -before DAA initiation. (B) 2 latest values in the window [+4;+12] after EOT.
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as well the difference among pairs. I s s s [ S e S — E——

* Univariable paired t-test were conducted to test 200 1327 1410 1231 1206 967 007 439 166 1078 4738 5311 692 <01

- T : 433 14.45 1.83 14.61 1.70 0.16 <.01 702 14.61 1.66 14.62 1.70 0.01 0.81

whether the variations were significantly different 409 1,06 1,08 1,05 106 001 088 " 10 " os o3 o T o T o

HIV-RNA :

from zero. 401 1.05 0.96 0.90 0.94 -0.15 <01 638 0.88 0.92 0.75 0.92 0.13 <.01

° An ANCOVA anal SiS was Used to test Whether CD4count 470 684.4 841.3 722.8 1036 38.3 0.27 205 6942 9211 718.2 908.0 24.0 0.54
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there was an effect of DRV/ I, ATV/r and RAL 417 0.79 0.44 0.80 0.44 0.01 0.13 595 0.83 0.47 0.84 0.59 0.01 0.48

USE. Moreover, In patients exposed to DRV/r a significant increase of total cholesterol was observed
over T1-T2 compared to unexposed ones (A+10.5mg/dL; p=0.02); while a decrease was found

RESULTS for RAL treated patients (A-8.5mg/dL; p=0.04) and no evidence for a difference for ATV/r treated
patients (A+0.05mg/dL; p=0.99).
We Included 468 patients on ART, who achieved

SVR: 22% on DRV/, 20% on ATV/r and 24% on CONCLUSIONS

RAL. Patients’ characteristics: median age 52 (50- | | | |
55) years; 26% female; median BMI 24 (21-26) A complex and rapid change of risk factors for CVD risk seems to occur in HIV-HCV co-

ka/m2; median CD4 584 (357, 824) cells/mmc; Infected patients after HCV eradication with DAA, including increase of total and LDL-
HCV genotype la (36%), genotype 1b (11%), cholesterol and platelets.
genotype 3a (18%) and genotype 4 (13%) (Table * Theclinical impact of these short term changes In lipid profiles on the long term CVD
1). risk still need to be evaluated, as well as the role of DRV/r which might contribute to the
Increase of total cholesterol.
Acknowledgments * Itis increasingly important to assess individuals’ risk profiles before starting HCV
treatment
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