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Background 
Hepatitis C Virus (HCV) is the principal etiological factor in post transfusional hepatitis infections. HCV is of the 
Flaviviridae family and is characterised by a high genomic diversity expressed in six major genotypes with numerous  
subtypes. Evidence has emerged indicating that typing and subtyping for HCV is clinically important in  
understanding HCV disease and therapy options. The Portuguese Blood Institute Regional Centre of Coimbra has been  
performing Nucleic Acid Testing in random blood donations since July 2000. Routine testing of all donations  
has been carried out as of January 2005. With the implementation of NAT testing the Institute has performed  
genotypingtests on all HCV RNA positive samples as part of the established algorithm. 

Methods 
The study looked at blood donations from 2000 to 2006. There were found 76 HCV RNA positive samples detected by 
Transcription Mediated Amplification (TMA) technology (Chiron Corporation, USA). The genotype was investigated 
with the Versant HCV Genotype Assay (LiPA) utilizing reverse hybridization of the 5’ untranslated region of the genome.  
 
Results 
Of the 76 HCV RNA positive samples identified 23 as belonging to the genotype 1a (30.3%) followed 
by the genotype 3a (22.3%) and 1b (21.0%). There was one case of co-infection with genotype 1 and 4 
(1.3%) identified. The remaining identified genotypes showed a much lower prevalence 1a/1b (10.5%), 
4 (3.9%), 4c/4d (2.6%), 2a/2c (2.6%) and genotype 1 (5.3%) of which we could not obtain a subtype.  
 
Conclusion 
The prevalence of Genotype 1a within our population is concordant with epidemiological data from West Europe.  
Hepatitis C Virus genotyping permits the analysis of the distribution of the different virus types contributing the  
knowledge of its epidemiology. The clinical importance of the genotype has been clearly evidenced in numerous 
studies and strict algorithms have been implemented with focus on the genotype for treatment options and durations.
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Background
Occult hepatitis B infection in a blood donor can be the source of HBV transmission to the recipient(s). The number of 
post-transfusion hepatitis B (PTH-B) cases is probably underestimated due to a lack of vigilance and poor investigation of 
suspect donor recipient pairs. 

Aims
We present the likely transmission of HBV from an HBsAg negative repeat donor to two recipients. 

Methods
Four months after having received 8 blood components (5FFP, 3RBC) during coronary bypass surgery, a 59 years old 
patient developed acute hepatitis B. All 8 donations were retested for HBsAg and additionally tested for anti-HBc and HBV 
DNA. The following donations of implicated donors were retested as well. In case of positive results also stored samples 
of the the previous donations of the last five years were tested. The second recipient of the suspected donation has been 
traced and tested positive for HBV markers 7 months after transfusion. The methods of testing were Abbott Axsym for 
HBsAg, anti-HBc, anti HBs-titer and Cobas Amplicor HBV Monitor( Roche). 

Results
In one (FFP) of the 8 donations anti-HBc was detected as well as a low HBV DNA concentration (11-12 IU/ml) in 2 of 3 
repeat assays. Stored samples of 3 previous donations and three follow up samples (Aug 2001-Nov 2006) also tested anti-
HBc reactive, but were HBV-DNA negative. The anti-HBs titer had dropped from 29 IU/L in 2001 to 11,6 IU/l at the time 
of the index donation (June 2005), while 3 months later the titer had increased to 53,3 IU/l. The HBsAg S/CO was slightly 
elevated (0,78) in the suspect donation of June. While the incubation time was 4 months in the 1st recipient of FFP, the 
2nd recipient of RBC has been diagnosed with acute hepatitis B 7 months after transfusion.

Conclusion
The transfusion of FFP, which may have contained ~2000 IU or ~10.000 cps HBV-DNA, was the likely source of HBV 
infection in the 1st recipient. A ten-fold lower infectious dose in the plasma of the RBC may have caused hepatitis B with 
a longer incubation time (> 6 months) in the 2nd recipient. The presence of a low anti-HBs titer in plasma obviously failed 
to neutralize infection. A comparative analysis of HBV sequences in donor and recipient samples should be performed  
for definite confirmation of HBV transmission. To our knowledge this is the first time an anti-HBs positive occult HBV 
carrier is implicated in a probable PTH-B case.




