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Background and aims Clinical and laboratory assessment

# Glucose metabolism abnormalities such as Type 2 diabetes mellitus (T2DM), pre-diabetes and insulin

All patients were assessed at baseline and every 8 weeks till the end of the study.
resistance frequently coexist with liver cirrhosis. Liver ultrasonography and serum AFP at baseline and every 24 weeks during the study to screen HCC.

# HCV infection is associated with an increased risk of developing insulin resistance and T2DM. Both Fasting glucose, oral glucose tolerance test (OGTT), insulin and HOMA-IR at baseline.
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conditions may accelerate the fibrosis progression and natural history of CHC. Diagnosis of glucose abnormalities such as diabetes, impaired fasting glucose (IFG) and impaired glucose tolerance (IGT)
# Previous studies have reported that IR may increase the risk of developing varices and decompensation in were established based on American Diabetes Association criteria.

patients with compensated cirrhosis.

# Despite the increasing interest in the role of diabetes and IR as triggers for liver-related complications and Definition of outcomes

mortality, only few prospective studies have focused on this scenario. # The primary outcome was overall survival or liver transplantation.
# We examined the influence of DM/pre-diabetes/insulin resistance (IR) on overall survival and liver-related % The secondary outcome was the development of the first event of clinical hepatic decompensation.
complications in compensated HCV-related cirrhotic patients v Overall clinical outcomes were measured from the study start date until the date of clinical outcome
Study design and participants v Patients lost to follow-up were censored at the last date they were known to be alive
# Longitudinal and prospective cohort study during 8 years. v" In order to avoid the influence of HCC development on liver-related outcomes, patients with a diagnosis of HCC
# 440 patients with HCV-related cirrhosis were consecutively evaluated between January 2004 and June overtime were censored at the time when diagnosed. During the study period, 13 patients developed HCC. All patients
2007 at a tertiary academic centre (Institute of Gastroenterology, Havana). developing HCC were free of complications at the time of diagnosis.

# 2350 patients who fulfilled the following inclusion criteria were enrolled: Statistical analysis

- Compensated HCV-related cirrhosis.

The main objective of the study was to explore the potential association of T2DM with the overall survival and the

- Both sexes and > 18 years old o _ _ _ o
occurrence of a first event of clinical hepatic decompensation, thus, cumulative probabilities for each outcome were

- Non-responders to, ineligible for or intolerant of peg-interferon plus ribavirin treatment _ _ _ _ _
analysed by standard Kaplan—Meier methods (including 95% confidence intervals [Cl]) and compared by the log-rank test.

Exclusion
Additionally, we explored associations between different cut-offs of HOMA-IR, 2-hour plasma glucose concentrations, and

- Other causes of liver disease. o _
fasting insulin levels and outcomes.

- Previous diagnosis of type 1 and 2 diabetes. _ _ _ _ _ _ _
Cox regression models were used to identify predictors of overall survival and a first event of hepatic decompensation.

- Current or past history of hepatic decompensation.
P & P P All confidence intervals, significance tests, and resulting P values were two-sided, with an a = 0.05.

- Concomitant illness with limited life expectancy, drug dependence, or evidence of HCC.

- Prior SVR to antiviral therapy or underwent treatment with peginterferon plus ribavirin.

Flow of patients through the study Probability of outcomes adjusting by covariates
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* Strategy applied to control hyperglycaemia in diabetic patients during the follow-up. between 50% and 75% (11.6-19.9 ulU/mL) and = 75% (220 ull/mL) percentile. )
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