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Testing for HCV: the first step in preventing disease
transmission and improving health outcomes for

HCV-infected individuals
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sions over the past two decades. In addition to testing
donors of blood, tissue and organs to reduce the risk of
transfusion/transplantation-associated HCV, testing can
also motivate individuals to adopt safer behaviours. HCV
testing, when accompanied by appropriate care and treat-
ment, can reduce the extent of morbidity and mortality
that often accompanies chronic HCV infection. Options
for HCV treatment have recently been expanded and
improved with the availability of more effective, anti-
HCV drugs; furthermore, the remarkable results of clinical

requlrmg relatively short duration are on the immedi
horizon. These advances have prompted new US init
tives to recommend HCV testing to the wider commur
(including those populations with a high prevalence
hepatitis C) and promote linkage to treatment for th
found to be HCV-infected. Crucial to the success of th
initiatives are the development of tests capable of id¢
tifying active infection, recent infection, or both, and -
implementation of testing strategies that facilitate brc
access to HCV testing linked to care and treatment.

Ward JW. Antiviral Therapy. 2012, 17: 1397-1401.
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It is recommended that HCV serology testing be offered to individuals who are part of

= IORLINES £ TF T SREEERNE, a population with high HCV seroprevalence or who have a history of HCV risk exposure/
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behaviour.

WHO Recommendation |

It is suggested that nucleic acid testing for the detection of HCV RNA be performed
directly following a positive HCV serological test to establish the diagnosis of chronic HCV
infection, in addition to nucleic acid testing for HCV RNA as part of the assessment for
starting treatment for HCV infection.
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The goal of therapy is to eradicate HCV infection to prevent liver
cirrhosis, HCC, and death. The endpoint of therapy is undetectable
HCV RNA in a sensitive assay (<15 IU/ml) 12 and 24 weeks after the
end of treatment (i.e. an SVR)
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The goal of treatment of HCV-infected persons is to reduce all-cause
mortality and liver-related health adverse consequences, including
end-stage liver disease and hepatocellular carcinoma, by the
achievement of virologic cure as evidenced by an SVR

1. PEEFRFRFESS, PEFURKRS, 2004, 12(4): 194-198,

2. EASL, Journal of Hepatology 2014. 60: 392-420.
3. AASLD-IDSA.Recommendations for Testing, Managing, and Treating Hepatitis C. http://www.hcvguidelines.org
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Sonneveld MJ, et Gastroenterology, 2012, 142: 513-520.el. Clark PJ, ef al. J Viral Hepat, 2012, 19: 332-340.
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