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Abstract

Objectives: Chronic hepatitis C (CHC) is a major health problem in Egypt with about 9.8% of Egyptian population
having an active hepatitis C infection. Almost Every step in the Hepatitis C virus (HCV) life cycle is closely related to
lipid metabolism. HCV circulate in the body in lipid-rich particle, attach to hepatocytes via lipoprotein receptors.
Recent attention focused on HMG CoA Reductase inhibitors (statins) and their potential therapeutic role in hepatitis
C.

Methods: This retrospective closed cohort study included 60 naïve CHC patients. The HCV statins group
patients (n = 26) received the combination of Standard of care (Interferon alfa and repavirin) and fluvastatin 80 mg
daily; HCV non statins group (n = 43) treated with the SOC treatment only. Both groups receive their treatment over
a duration of 48 weeks.

Results: On-treatment viral responses as well as the SVR were significantly better in HCV statins group in
comparison to HCV non statins group; rapid virological response (RVR), early virological response (EVR) and
sustained virological response (SVR) were (13.3%, 73.3% and 68.3%) in HCV statins group vs. (0%, 58.8% and
52.9%) HCV non statins group with p value 0.00, 0.003 and 0.003 respectively. Multivariate logistic regression model
identified statins use as a significant predictor of an SVR.

Conclusion: A combination of fluvastatin and SOC significantly improved the SVR in naïve CHC Egyptian
patients. Further powered randomized control trails are needed to elucidate statins role in HCV treatment.
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Aim
The primary aim of the study was to assess the efficacy of adding

statins to SOC therapy (PEG IFN/ribavirin) on the on-treatment
virologic response as well as on SVR in CHC naïve Egyptian patients.

Introduction
Chronic hepatitis C (CHC) is a major worldwide medical problem.

According to the WHO 130-170 million people are chronically
infected with HCV (~3% of the world’s population), that it infects 3-4
million people per year, >10% of these people will develop liver
cirrhosis or cancer over time and that more than 350,000 people die
from hepatitis C related diseases each year [1].

About 50-80% of patients with primary HCV infection develop
chronic infection; about 25% of patients with chronic infection develop
cirrhosis within 10-30 years; and 5-10% of patients with cirrhosis
develop hepatocellular carcinoma (HCC) [2].

In Egypt, HCV infection is a major health problem with estimated
prevalence about 22% making it accounts for most chronic liver
disease and hepatocellular carcinoma (HCC) cases in our country [3].

For years, combined interferon α and ribavirin has been the
standard of care therapy (SOC) for chronic hepatitis C [4]. As a result
of adverse events, a moderate rate of virologic response, and high costs
associated with HCV therapy, finding early markers of sustained
treatment response is a clinical priority [5]. The most potent
pretreatment factors for sustained virological response (SVR) were
viral genotype, baseline serum viral load, age, gender, BMI, stage of
liver fibrosis and it was found that genetic polymorphisms for
interleukin 28B located on chromosome 19 also affects SVR [6,7].

Several studies have shown that components of cholesterol-
biosynthetic pathways play an essential role in HCV replication,
especially geranylgeranyl that is needed for HCV replication. It has
been demonstrated that statins (3-hydroxyl-3-methylglutaryl-
coenzyme A reductase inhibitors) interrupt HCV-RNA replication in
cultured hepatocytes [8,9]. Combining statins to SOC therapy had a
synergistic inhibitory effect on HCV replication [10] resulting in
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improvement of early virological response (EVR), rapid virological
response (RVR) as well as SVR without additional adverse effect [11].

Materials and Methods

Study population
This retrospective closed cohort study included 60 adult (18-60

years old) Egyptian patients of both genders with chronic HCV
infection who were diagnosed by anti-HCV antibodies, HCV-RNA in
addition to the histological evidence of chronic hepatitis. Patients were
recruited from outpatient’s clinic of National Hepatology and Tropical
Medicine Research Institute (NHTMRI) and Ahmed Maher Teaching
Hospital, Cairo, Egypt from August 2012 July 2014. The study protocol
was approved by the National Committee for Control of Viral
Hepatitis, Ministry of Health and Population (MOHP), Egypt.

An inclusion criterion was done according to the National
Committee for Control of Viral Hepatitis, MOHP. Patients were
excluded if they had contra-indications to Peg-IFN/RBV therapy (e.g.
leukocyte count <3,000/mm3, platelet count <75,000/mm3,
hemoglobin <13 g/dl for men and <12 g/dl for women, decompensated
cirrhosis, uncontrolled thyroid disease, autoimmune disease,
malignant neoplastic diseases, severe depression, other psychiatric
disorders or active substance abusers) poorly controlled diabetes, body
mass index; BMI>30 kg/m2.

After signing the informed consent, all patients had been scheduled
to receive the SOC therapy in the form of PEG-IFN alpha 2a or 2b plus
weight-based ribavirin (RBV); 15 mg/kg for duration of 48 weeks.
Patients were assigned to treatment groups in accordance to indication
for statins therapy:

Group (1) HCV-statins group (n = 24): Naïve chronic HCV patients
who are assigned to receive PEG-IFN alpha 2a 180 µg/week SC- or 2b
1.5 mg/kg/week SC plus weight-based RBV therapy; daily dose of 1000
mg for patients with body weigh ≥75 kg or 1200 mg for patients who
weighed <75 kg) in addition to statins therapy. Statins therapy in the
form of oral fluvastatine (80 mg/day was given as a primary prevention
of cardiovascular disease (CVD) in high or moderate risk groups; such
as old age, diabetes mellitus, and hypertension; with no overt clinical
evidence of CVD [12-14].

Group (2) HCV non-statins group (n = 36): Naïve chronic HCV
who are assigned to receive PEG-IFN plus weight-based RBV therapy
without documented statins exposure during the evaluation period. All
of them were of low risk patients with no overt clinical evidence of
CVD [12-14].

Data collection
Demographic data (age, gender, body mass index (BMI),

hematological tests, liver biochemical profile [serum alanine
aminotransferase (ALT); aspartate aminotransferase (AST); gamma-
glutamyl (GGT), total bilirubin (Bil), alkaline phosphatase], synthetic
liver function such as serum albumin (Alb), international normalized
ratio (INR), lipid profile (fasting serum cholesterol, triglyceride, low
density lipoprotein (LDL), high density lipoprotein (HDL) in addition
to renal function tests which were measured by using synchron CX4-

clinical system, alfa-fetoprotein (AFP) and Thyroid Stimulating
Hormone (TSH) using Axyam machine-Irelan at baseline then 24
weeks after completion of treatment.

HCV-PCR was evaluated using Real Time PCR (Stratagene) at
baseline and after 4 and 12 weeks on treatment, Thereafter HCV-RNA
PCR was evaluated at week 24 after completion of treatment. Liver
biopsies were interpreted according to the Metavir scoring system [15]
by a single experienced pathologist.

Medical records were then reviewed to identify the data regarding
statins therapy including type, dose, duration, patient compliance, side
effects and response retrieved.

Statistical analysis
Data were collected, checked, revised and entered the computer.

Data analyzed by SPSS statistical package version 19. Excel computer
program was used to tabulate the results, and represent it graphically.

For the quantitative variables, which are normally distributed,
independent t-test used to declare the significant difference between
the two groups (HCV statins group and HCV non statins group) at
p<0.05.

Paired t-test used to declare the significant difference between
before and after treatment period at p<0.05.

Pearson’s correlation coefficient used to declare the significant
correlation between the quantitative parameters within each group at
p<0.05.

Qualitative variables were expressed as count and percentages.
Difference between 2 proportions test used to show the significant
difference between the two groups (HCV statins group and HCV non
statins group) at p<0.05 [16].

Univariate and Multivariable, logistic regression analysis was used
to identify baseline factors that were predictors of SVR. P values based
on the logistic regression model, odds ratios (ORs), and 95%
confidence intervals (CIs) for the ORs were reported for factors that
were significant (P<0.05).

Results

Patients characteristics
The retrospective closed cohort study enrolled 60 treatment naïve

chronic hepatitis C patients: 26 treated with SOC treatment in addition
to statins, and 34 controls treated with SOC treatment only.

All included patients completed 48 weeks of PEG-IFN/RBV
treatment with no reported clinically significant side effects, no dose
modification needed or withdrawal. HCV-statins group received
fluvastatin 80 mg daily. 3 patients reported mild myalgia and headache
during treatment period.

All study participants were subjected to 24 weeks of follow up after
cessation of therapy. Table 1 shows the baseline patient characteristics
of the two groups.
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Variable HCV-statins group (n = 26) HCV-non statins group

(n = 34)

Total number

(n = 60)

P value

Male sex 11 (42.3%)** 26 (76.5%)** 37/60 (61.7%)** 0.007

Age (years) 39.39 ± 1.51 41.18 ± 1.38 40.40 ± 7.89 0.388

BMI* 25.8 ± 1.76 27.61 ± 1.66 26.83 ± 9.38 0.459

Albumin

(3.2-4.8 g/dl)

3.95 ± 0.06 3.77 ± 0.05 3.85 ± 0.322 0.038

Total bilirubin

(0-1.2 mg/dl)

0.94 ± 0.06 1.05 ± 0.07 1.008 ± 0.397 0.275

HCV RNA×106(IU/ml) 260×106 ± 160×106 3420×106±2320×106 2060×106 ± 10300×106 0.184

AST (0-34 U/L) 56.96 ± 3.15 64.32 ± 4.53 61.133 ± 22.667 0.188

ALT (0-49 U/L) 65.61 ± 5.09 57.82 ± 2.82 61.2 ± 21.292 0.189

Cholesterol

(0-200 mg/dl)

283.92 ± 13.13 277.52 ± 8.7 280.3 ± 57.898 0.687

Triglycerides

(0-150 mg/dl)

260.46 ± 10.52 278.91 ± 9.58 270.917 ± 55.257 0.2

HDL 51.19 ± 1.85 51.2 ± 1.44 51.2 ± 8.812 0.995

*BMI: Body Mass Index (calculated as weight in kg/height in m2); HDL: High Density Lipoproteins
**Values are expressed as mean ± SE for continuous variables and number of patients (%) for categorical variables

Table 1: The baseline clinical and laboratory data of all included patients.

Virologic response rates; rapid virological response (RVR), early
virological response (EVR) and sustained virological response (SVR)
were significantly higher in HCV-statins group in comparison to HCV
non-statins group; [(13.3%, 73.3% and 68.3%) vs. (0%, 58.8% and
52.9%) with p value 0.00, 0.003 and 0.003 respectively (Figure 1).

Figure 1: Response rates RVR, rapid virological response at week 4;
EVR, early virological response at week 12 and SVR, sustained
virological response at week 24 after cessation of therapy.

Follow up laboratory values
Both groups of patients showed significant reduction in mean ± SD

of their ALT and AST at the end of treatment compared to baseline

values (p value = 0.000). HCV-statins group of patients had additional
statistical significant reduction of their total cholesterol, triglycerides
and HDL at the end of treatment compared to baseline (p value =
0.000) such significant reduction was not observed in HCV-non statins
group. As shown in Table 2.

Virological and biochemical response
A preliminary comparison of the main SVR predictor balance

between the two groups was performed using univariate and
multivariate testing of the following: Age, gender (female/male), BMI,
statins use, baseline ALT, low/high viral load (≤400,000 IU/ml/
>400,000 IU/ml), baseline low-density lipoprotein baseline
triglycerides, and High density lipoproteins.

At univariate analysis a statistical significant correlation was found
between SVR and statins use; The HCV statins group arm showed
odds ratio of (6.8) for having SVR compared to HCV non statins arm
with p value of (0.006).

In multivariate logistic regression model for the outcome SVR and
statins use as predictor adjusting for the baseline main predictors of
virological response (Age, gender, BMI, baseline ALT, baseline low/
high viral load (≤400,000 IU/ml/>400,000 IU/ml), baseline low-density
lipoprotein, baseline triglycerides, and High density lipoproteins),
statins use was much more significantly associated with SVR with odds
ratio of (15.4) and p value of (0.003) (Table 3).
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Variable HCV-statins group (n = 26) HCV- non statins group (n = 34)

Baseline EOT P value Baseline EOT P value

AST 56.96 ± 3.15 37.19 ± 2.24 0.000* 64.32 ± 4.53 49.67 ± 4.42 0.053

ALT 65.61 ± 5.09 32.61 ± 1.3 0.000* 57.82 ± 2.82 38.35 ± 2.05 0.000*

Cholestrol 283.92 ± 13.13 197.23 ± 7.92 0.000* 277.52 ± 8.7 280.11 ± 8.85 0.337

TG 260.46 ± 10.52 183.38 ± 6.96 0.000* 278.91 ± 9.58 274.67 ± 9.69 0.173

HDL 51.19 ± 1.85 183.38 ± 6.96 0.000* 51.2 ± 1.44 274.67 ± 9.69 0.000*

* Clinically significant; EOT: End of Treatment

Table 2: Follow up laboratory values for HCV-statins group and HCV-non statins group.

Univariate logistic regression

Predictor OR 95% CI P value

Age 1.06 0.99-1.144 0.099

Gender (female vs. male) 1.53 0.49-4.85 0.47

BMI 1.02 0.96-1.09 0.478

Treatment arm (statins versus standard therapy) 6.81 1.72-27.05 0.006

ALT 1.03 0.998-1.07 0.06

Baseline HCV-RNA, IU/mL (400000 vs. 400000) 1.57 0.51-4.817 0.43

Baseline cholesterol mg/dL 1.00 0.99-1.00 0.96

Triglycerides 0.995 0.99-1.00 0.42

HDL 0.9799746 0.92-1.04 0.52

Multivariate logistic Regression

Outcome SVR and predictor statins use adjusted for
baseline predictors of SVR

15.36 2.46-95.79 0.003

Table 3: Pre-treatment variables associated with SVR at univariate and multivariate analysis.

Discussion
The main target of treatment of HCV patients is to eradicate

hepatitis C virus RNA, which is predicted by the attainment of SVR
which is associated with 99% opportunity of being HCV RNA negative
during long-term follow-up [17] as well as decreases in all HCV related
mortality, liver-related death, the need for liver transplantation,
hepatocellular carcinoma rates, and liver-related complications
[18-21].

It is well known that HCV replication process can be disrupted by
treatment with inhibitors of 3-hydroxy-3-methyglutaryl CoA
(HMGCoA) reductase such as the statins [8,22]. Thus statins may
represent an interesting adjuvant to SOC to improve the sustained
virological response (SVR) in HCV patients receiving combination
antiviral therapy [23,24].

The most important finding in this retrospective closed cohort study
is that the response to triple treatment with fluvastatin 80 mg daily oral
supplementing the standard PEG-IFN/ribavirin in 24 patients infected

with chronic HCV is significantly much better than the response to
standard PEG-IFN/ribavirin in 36 HCV patients; RVR, EVR and SVR
in those received triple therapy were 13.3%, 73.3% and 68.3%
respectively which were significantly higher than that (0%; 58.8%; and
52.9%) of the patients who did not receive adjuvant statins therapy.
Our multivariate logistic regression analysis revealed that statin use
was the only predictor for SVR. In agreement with our results Sezaki et
al. [25], Georgescu et al. [26] and Kondo et al. [27] who had
demonstrated the addition of fluvastatin 20 mg daily to SOC treatment
significantly improved the SVR in patients infected with HCV
genotype 1b.

Statins were found to interfere with the replication of HCV through
a precise mechanism of the anti-HCV activities of statins that is
described in recent studies. It was suggested that Statins inhibit the de
novo synthesis of cholesterol in the liver by blocking mevalonate
production via inhibition of 3-hydroxy-3-methylglutaryl CoA
reductase (HMG CoA reductase) and have other pleiotropic effects. In
combination to IFN-a, fluvastatin show strong synergistic activity and
enhance the anti-HCV effect of IFN-a [10,28].
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In our study, the tolerability of the two treatment schedules was
similar, confirming previous data on the safe use of statins in HCV
infected patients [29].

In agreement with previous reports studying the use of statins in
chronic hepatitis C, our results suggest that statins are efficient to use
in patients with CHC who are scheduled for therapy with PEG-IFN
and RBV. No significant differences in adverse events were recorded.

In conclusion, our study concluded that the use of statins improve
SVR when they are added to standard PEG-IFN and RBV therapy.

References
1. Sherman M (2012) Chronic Hepatitis C Virus: Advances in Treatment,

Promise for the Future. Chapter 5: 47-60.
2. Dang SS, Wang WJ, Wang XF, Li YP, Li M, et al. (2012) Telaprevir for

chronic hepatitis C with genotype 1: a meta-analysis.
Hepatogastroenterology 59: 461-468.

3. Mohran ZY, Ali-Eldin FA, Abdel Aal HA (2011) Serum interleukin-18:
does it have a role in the diagnosis of hepatitis C virus related
hepatocellular carcinoma? Arab J Gastroenterol 12: 29-33.

4. Keeffe EB (2000) Hepatitis C: Current and future treatment Infect Med
17: 603-613.

5. Laguno M, Larrousse M, Murillas J, Blanco JL, Leon A, et al. (2007)
Predictive value of early virologic response in HIV/hepatitis C virus-
coinfected patients treated with an interferon-based regimen plus
ribavirin. J Acquir Immune DeficSyndr 44: 174-178.

6. Manns MP, Wedemeyer H, Cornberg M (2006) Treating viral hepatitis C:
efficacy, side effects, and complications. Gut 55: 1350-1359.

7. Ghany MG, Strader DB, Thomas DL, Seeff LB (2009) American
Association for the Study of Liver Diseases Diagnosis, management, and
treatment of hepatitis C: an update. Hepatology 49: 1335-1374.

8. Kapadia SB, Chisari FV (2005) Hepatitis C virus RNA replication is
regulated by host geranylgeranylation and fatty acids. Proc Natl Acad Sci
USA 102: 2561-2566.

9. Ye J, Wang C, Sumpter R Jr, Brown MS, Goldstein JL, et al. (2003)
Disruption of hepatitis C virus RNA replication through inhibition of
host protein geranylgeranylation. Proc Natl Acad Sci USA 100:
15865-15870.

10. Ikeda M, Abe K, Yamada M, Dansako H, Naka K, et al. (2006) Different
anti-HCV profiles of statins and their potential for combination therapy
with interferon. Hepatology 44: 117-125.

11. Zhu Q, Li N, Han Q, Zhang P, Yang C, et al. (2013) Statin therapy
improves response to interferon alfa and ribavirin in chronic hepatitis C:
A systematic review and meta-analysis. Antiviral Res 98: 373-379.

12. Grundy SM, Cleeman JI, Merz CN, Brewer Hb, Clark Lt, et al. (2004)
National Heart, Lung, and Blood Institute; American College of
Cardiology Foundation; American Heart Association. Implications of
recent clinical trials for the National Cholesterol Education Program
Adult Treatment Panel III guidelines. Circulation 110: 227-239.

13. Jellinger PS, Smith DA, Mehta AE, Ganda O, Handelsman, Y et al. (2012)
AACE Task Force for Management of Dyslipidemia and Prevention of
Atherosclerosis. American Association of Clinical Endocrinologists’
Guidelines for Management of Dyslipidemia and Prevention of
Atherosclerosis. Endocr Pract 18: 1-78.

14. https://www.nice.org.uk/guidance/cg181.
15. Bedossa P, Poynard T (1996) An algorithm for the grading of activity in

chronic hepatitis C. The METAVIR Cooperative Study Group.
Hepatology 24: 289-293.

16. Armitage P, Berry G, Matthews JNS (2008) Statistical Methods in Medical
Research. (4th edn.). Blackwell Science Ltd, London.

17. Swain MG, Lai MY, Shiffman ML, Cooksley WG, Zeuzem S, et al. (2010)
A sustained virologic response is durable in patients with chronic
hepatitis C treated with peginterferon alfa-2a and ribavirin.
Gastroenterology 139: 1593-1601.

18. Backus L, Boothroyd DB, Phillips BR, Mola LA (2010) Impact of
sustained virologcal response to pegylated interferon/ribavirin on all-
cause mortality by HCV genotype in a large real-world cohort: The US
Department of Veterans Affairs' experience. Hepatology 52: 428A.

19. Russo MW (2010) Antiviral therapy for hepatitis C is associated with
improved clinical outcomes in patients with advanced fibrosis. Expert
Rev Gastroenterol Hepatol 4: 535-539.

20. Morgan TR, Ghany MG, Kim HY, Snow KK, Shiffman ML, et al. (2010)
Outcome of sustained virological responders with histologically advanced
chronic hepatitis C. Hepatology 52: 833-844.

21. Backus LI, Boothroyd DB, Phillips BR, Belperio P, Halloran J, et al. (2011)
A sustained virologic response reduces risk of all-cause mortality in
patients with hepatitis C. Clin Gastroenterol Hepatol 9: 509-516.

22. Ye J, Wang C, SumpterJr R, Brown MS, Goldstein JL, et al. (2003)
Disruption of hepatitis C virus RNA replication through inhibition of
host protein geranylgeranylation. Proc Natl Acad Sci USA100:
15865-15870.

23. Harrison SA, Rossaro L, Hu KQ, Patel K, Tillmann H, et al. (2010) Serum
cholesterol and statin use predict virological response to peginterferon
and ribavirin therapy. Hepatology 52: 864-874.

24. Rao GA, Pandya PK (2011) Statin therapy improves sustained virologic
response among diabetic patients with chronic hepatitis C.
Gastroenterology 140: 144-152.

25. Sezaki H, Suzuki F, Akuta N, Yatsuji H, Hosaka T, et al. (2009) An open
pilot study exploring the efficacy of fluvastatin, pegylated interferon and
ribavirin in patients with hepatitis C virus genotype 1b in high viral
loads. Intervirology 52: 43-48.

26. Georgescu EF, Streba L, Teodorescu R, Mateescu G, Tataru Abagiu M
(2011) Potential enhancement of both early (EVR) and sustained (SVR)
virological response by fluvastatin in chronic hepatitis C treated with
standard PEGIFN-RIBAVIRIN therapy A pilot study. J Hepatol 54: S5-S6.

27. Kondo C, Atsukawa M, Tsubota A, Itokawa N, Fukuda T, et al. (2012) An
open-label randomized controlled study of pegylated interferon/ribavirin
combination therapy for chronic hepatitis C with versus without
fluvastatin. J Viral Hepat 19: 615-622

28. Ikeda M, Kato N (2007) Life style-related diseases of the digestive system:
cell culture system for the screening of anti-hepatitis C virus (HCV)
reagents: suppression of HCV replication by statins and synergistic action
with interferon. J Pharmacol Sci 105: 145-150.

29. Khorashadi S, Hasson NK, Cheung RC (2006) Incidence of statin
hepatotoxicity in patients with hepatitis C. Clin Gastroenterol Hepatol 4:
902-907.

Citation: : Mohamed AA, El-Halawany F, El-Nabarawy N, Zayed N, Omar H, et al. (2016) Statins Added to Chronic Hepatitis C Treatment: Is it
Beneficial?. J Hepatol Gastroint Dis 2: 117. doi:10.4172/2475-3181.1000117

Page 5 of 5

J Hepatol Gastroint Dis, an open access journal
ISSN:2475-3181

Volume 2 • Issue 1 • 1000117

http://www.springer.com/cn/book/9781461411918
http://www.springer.com/cn/book/9781461411918
http://www.ncbi.nlm.nih.gov/pubmed/21940388
http://www.ncbi.nlm.nih.gov/pubmed/21940388
http://www.ncbi.nlm.nih.gov/pubmed/21940388
http://www.ncbi.nlm.nih.gov/pubmed/21429452
http://www.ncbi.nlm.nih.gov/pubmed/21429452
http://www.ncbi.nlm.nih.gov/pubmed/21429452
http://www.medscape.com/viewarticle/410087
http://www.medscape.com/viewarticle/410087
http://www.ncbi.nlm.nih.gov/pubmed/17106276
http://www.ncbi.nlm.nih.gov/pubmed/17106276
http://www.ncbi.nlm.nih.gov/pubmed/17106276
http://www.ncbi.nlm.nih.gov/pubmed/17106276
http://www.ncbi.nlm.nih.gov/pubmed/16905701
http://www.ncbi.nlm.nih.gov/pubmed/16905701
http://www.ncbi.nlm.nih.gov/pubmed/19330875
http://www.ncbi.nlm.nih.gov/pubmed/19330875
http://www.ncbi.nlm.nih.gov/pubmed/19330875
http://www.ncbi.nlm.nih.gov/pubmed/15699349
http://www.ncbi.nlm.nih.gov/pubmed/15699349
http://www.ncbi.nlm.nih.gov/pubmed/15699349
http://www.ncbi.nlm.nih.gov/pubmed/14668447
http://www.ncbi.nlm.nih.gov/pubmed/14668447
http://www.ncbi.nlm.nih.gov/pubmed/14668447
http://www.ncbi.nlm.nih.gov/pubmed/14668447
http://www.ncbi.nlm.nih.gov/pubmed/16799963
http://www.ncbi.nlm.nih.gov/pubmed/16799963
http://www.ncbi.nlm.nih.gov/pubmed/16799963
http://www.sciencedirect.com/science/article/pii/S0166354213000958
http://www.sciencedirect.com/science/article/pii/S0166354213000958
http://www.sciencedirect.com/science/article/pii/S0166354213000958
http://circ.ahajournals.org/content/110/2/227.figures-only?related-urls=yes&legid=circulationaha;110/2/227
http://circ.ahajournals.org/content/110/2/227.figures-only?related-urls=yes&legid=circulationaha;110/2/227
http://circ.ahajournals.org/content/110/2/227.figures-only?related-urls=yes&legid=circulationaha;110/2/227
http://circ.ahajournals.org/content/110/2/227.figures-only?related-urls=yes&legid=circulationaha;110/2/227
http://circ.ahajournals.org/content/110/2/227.figures-only?related-urls=yes&legid=circulationaha;110/2/227
https://www.aace.com/sites/default/files/LipidGuidelines.pdf
https://www.aace.com/sites/default/files/LipidGuidelines.pdf
https://www.aace.com/sites/default/files/LipidGuidelines.pdf
https://www.aace.com/sites/default/files/LipidGuidelines.pdf
https://www.aace.com/sites/default/files/LipidGuidelines.pdf
https://www.nice.org.uk/guidance/cg181
http://www.ncbi.nlm.nih.gov/pubmed/8690394
http://www.ncbi.nlm.nih.gov/pubmed/8690394
http://www.ncbi.nlm.nih.gov/pubmed/8690394
http://onlinelibrary.wiley.com/book/10.1002/9780470773666
http://onlinelibrary.wiley.com/book/10.1002/9780470773666
http://www.ncbi.nlm.nih.gov/pubmed/20637202
http://www.ncbi.nlm.nih.gov/pubmed/20637202
http://www.ncbi.nlm.nih.gov/pubmed/20637202
http://www.ncbi.nlm.nih.gov/pubmed/20637202
http://www.ncbi.nlm.nih.gov/pubmed/20932138
http://www.ncbi.nlm.nih.gov/pubmed/20932138
http://www.ncbi.nlm.nih.gov/pubmed/20932138
http://www.ncbi.nlm.nih.gov/pubmed/20564351
http://www.ncbi.nlm.nih.gov/pubmed/20564351
http://www.ncbi.nlm.nih.gov/pubmed/20564351
http://www.ncbi.nlm.nih.gov/pubmed/21397729
http://www.ncbi.nlm.nih.gov/pubmed/21397729
http://www.ncbi.nlm.nih.gov/pubmed/21397729
http://www.ncbi.nlm.nih.gov/pubmed/14668447
http://www.ncbi.nlm.nih.gov/pubmed/14668447
http://www.ncbi.nlm.nih.gov/pubmed/14668447
http://www.ncbi.nlm.nih.gov/pubmed/14668447
http://www.ncbi.nlm.nih.gov/pubmed/20568303
http://www.ncbi.nlm.nih.gov/pubmed/20568303
http://www.ncbi.nlm.nih.gov/pubmed/20568303
http://www.ncbi.nlm.nih.gov/pubmed/20833169
http://www.ncbi.nlm.nih.gov/pubmed/20833169
http://www.ncbi.nlm.nih.gov/pubmed/20833169
http://www.ncbi.nlm.nih.gov/pubmed/19372703
http://www.ncbi.nlm.nih.gov/pubmed/19372703
http://www.ncbi.nlm.nih.gov/pubmed/19372703
http://www.ncbi.nlm.nih.gov/pubmed/19372703
http://www.journal-of-hepatology.eu/article/S0168-8278(11)60012-3/abstract
http://www.journal-of-hepatology.eu/article/S0168-8278(11)60012-3/abstract
http://www.journal-of-hepatology.eu/article/S0168-8278(11)60012-3/abstract
http://www.journal-of-hepatology.eu/article/S0168-8278(11)60012-3/abstract
http://www.ncbi.nlm.nih.gov/pubmed/22863265
http://www.ncbi.nlm.nih.gov/pubmed/22863265
http://www.ncbi.nlm.nih.gov/pubmed/22863265
http://www.ncbi.nlm.nih.gov/pubmed/22863265
http://www.ncbi.nlm.nih.gov/pubmed/17928739
http://www.ncbi.nlm.nih.gov/pubmed/17928739
http://www.ncbi.nlm.nih.gov/pubmed/17928739
http://www.ncbi.nlm.nih.gov/pubmed/17928739
http://www.ncbi.nlm.nih.gov/pubmed/16697272
http://www.ncbi.nlm.nih.gov/pubmed/16697272
http://www.ncbi.nlm.nih.gov/pubmed/16697272

	Contents
	Statins Added to Chronic Hepatitis C Treatment: Is it Beneficial?
	Abstract
	Keywords:
	Aim
	Introduction
	Materials and Methods
	Study population
	Data collection
	Statistical analysis

	Results
	Patients characteristics
	Follow up laboratory values
	Virological and biochemical response

	Discussion
	References




