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HEPATITIS C – facts in numbers

Despite the technical development to detect hepatitis C 
virus (HCV) in the serum had decreased substantially the 
risk of acquiring the virus through blood transfusion, at least 
3 to 4 million are infected every year and it is estimated 
that 3% of the population is infected worldwide(15).

The anti-HCV prevalence in blood donors in Latin 
America varies from 0.2%-0.5% in Chile to 1.7%–3.4% 
in northeast of Brazil. Indeed, anti-HCV prevalence in 
blood donors varies from 0.8%–2.8% in southeast to 
1.7%-3.4% in northeast of Brazil. It is estimated that the 
frequency to be of 1.23%(2).

Most patients with hepatitis C are asymptomatic, 
having discovered the virus during blood donation, 
routine check-ups or during diagnostics exams for other 
reasons. The infection becomes chronic in approximately 
80% of the cases. HCV seems to develop mechanisms 
through its proteins to survive in host cells(9). Despite the 
studies to determine the natural history of hepatitis C be 
controversial, it is estimated that at least 20% of patients 
chronically infected develop cirrhosis within 20 years(16). 
Thus, chronic hepatitis C can be considered worldwide 
as “the silent epidemic”.

The HCV infection is also an important risk factor for 
hepatocellular carcinoma (HCC) development(13). HCV 
proteins have been correlated with hepatic carcinogenesis(10). 
Usually, HCC develops after two or more decades of 
hepatitis C infection and the risk is increased with 
advanced fi brosis. It is a frequent complication in the 
eastern countries, but it is already observed an increasing 
trend in its frequency in the western countries.

Risk factors for HCV infection are blood transfusion 
before 1992, intravenous drug use, intra-nasal cocaine 
use, surgery, sexual promiscuity, tattoo, blood exposure  
and hemodialysis(1). However, in some cases, no risk 
factor can be identifi ed.

In this number of the Archives of Gastroenterology, 
three active research groups in Brazil bring to us important 
contributions emphasizing the hepatitis C high prevalence 
in specifi c population groups in Brazil.

In the fi rst, TOVO et al.(18), describe the frequency of 
HBV-HIV and HCV-HIV co-infections, being important 
the association of HCV. Among those who tested for 
anti-HCV, 126/330 (38.2%) were positive, being the use 
of intravenous drug abuse (75.3%) the main risk factor 
in this group.

In the second, GALPERIM et al.(8) report the hepatitis 
C virus prevalence in alcoholic addicted patients. Among 
114 alcohol addicted patients, 17 (15%) were positive for 

the anti-HCV. And again, the use of intravenous drugs 
abuse (13/17) was the main risk factor in this group.

And in the third, PAROLIN et al.(14) report the HCV 
prevalence in type 2 diabetes mellitus (DM) patients. In 
comparison to the virus prevalence in the healthy adult 
local population, defi ned by blood donors (0.65%), type 
2 DM patients presented more anti-HCV positive tests 
(2%, P = 0.04). 

In chronic hepatitis C, progression of fi brosis is what 
determines prognosis and thus the need for treatment and 
its urgency. The fi brogenesis is a dynamic process, where 
it is mediated by necroinfl ammatory activity and stellar 
cells activation. The rate of progression of fi brosis seems 
to vary among patients and the main factors associated 
with this progression seem to be the acquired infection 
age, masculine sex and excessive alcohol consumption. 
Immunosuppression (HIV infection), hepatic steatosis, 
obesity and diabetes seem also to contribute for progression 
of fi brosis(5).

Interferon alpha has been being the base of all the 
regimens for effective hepatitis C treatment. During 
the last decade, researchers have been focusing their 
attentions in the attempt to improve the doses and time 
of treatment, testing different interferons alpha and other 
drugs. Ribavirine, that has little effect on HCV when 
used in monotherapy, has been doubling the treatment 
effectiveness when combined with interferon. Therefore, 
currently the combination of interferon alpha or peguilated-
interferon alpha and ribavirine have been the treatment 
choice for the hepatitis C(4, 7, 11, 12, 19). However, these 
treatments present limited effectiveness, because many 
of the patients who receive this treatment will persist 
with the virus after stopping the treatment. In general, 
patients with hepatic steatosis due to the obesity, alcohol 
consumption or DM respond to treatment less frequently 
than patients without steatosis(6) and in HIV co-infected 
patients the virologic response frequency is lower than 
the patients without co-infection(17). 

The epidemiological results presented by TOVO et 
al.(18), GALPERIM et al.(8) and PAROLIN et al.(14) are 
important for public health decision making, because 
they refl ect the reality found in daily clinical practice. In 
Brazil, where most high cost medical treatment has been 
defrayed by the government it is important to perform 
local pharmacoeconomical studies. In this setting, the 
development of the National Network for Clinical Trials is 
a positive contribution, because it will be able to identify 
forms of allocating resources more cost-effi ciently, 
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besides enabling the clinical trials with new therapeutic options 
optimized to our local reality(3).

The message is clear, the fi ndings described in this number 
of the Archives of Gastroenterology, show the frequency of 
hepatitis C in specifi c groups where probably the progression 
for fi brosis is higher. HIV co-infection, presence of DM and 
alcoholism increase the liver fi brosis progression and at the same 
time are markers for poor response to the available treatment 

for hepatitis C. Much progress was accomplished to improve 
knowledge about hepatitis C, but much more must be done to 
avoid the disease progression in these groups.

Suzane Kioko ONO-NITA
Marcelo Eidi NITA

Flair José CARRILHO

REFERENCES

1. Alter MJ, Margolis HS, Krawczynski K, Judson FN, Mares A, Alexander WJ, Hu PY, 
Miller JK, Gerber MA, Sampliner RE.  The natural history of community-acquired 
hepatitis C in the United States. The Sentinel Counties Chronic non-A, non-B Hepatitis 
Study Team.  N Engl J Med. 1992;327:1899-905.

2. Carrilho FJ, Corrêa MCJM.  Magnitude of hepatitis B and C in Latin America.  In: 
Schinazi RF, Somadossi J-P, Thomas HC, editors.  Therapies for viral hepatitis.  London: 
International Medical Press; 1998. p.25-34.

3. Dainesi SM.  Seeking harmonization and quality in clinical trials.  Clinics. 2006;61:3-8.
4. Davis GL, Esteban-Mur R, Rustgi V, Hoefs J, Gordon SC, Trepo C, Shiffman ML, 

Zeuzem S, Craxi A, Ling MH, Albrech J.  Interferon alfa-2b alone or in combination 
with ribavirin for the treatment of relapse of chronic hepatitis C. International Hepatitis 
Interventional Therapy Group.  N Engl J Med. 1998;339:1493-9.

5. Feld JJ, Liang TJ.  Hepatitis C -- identifying patients with progressive liver injury.  
Hepatology. 2006;43(Suppl 1):S194-206.

6. Ferenci P.  Predictors of response to therapy for chronic hepatitis C.  Semin Liver Dis. 
2004;24(Suppl 2):25-31.

7. Fried MW, Shiffman ML, Reddy KR, Smith C, Marinos G, Goncales FL Jr., 
Haussinger D, Diago M, Carosi G, Dhumeaux D, Craxi A, Lin A, Hoffman J, Yu J.  
Peginterferon alfa-2a plus ribavirin for chronic hepatitis C virus infection.  N Engl J 
Med. 2002;347:975-82.

8. Galperim B, Cheinquer H, Stein A, Fonseca A, Lunge V, Ikuta N.  Prevalence of 
hepatitis C virus in alcoholic patients: role of parenteral risk factors.  Arq Gastroenterol. 
2006;43:81-4.

9. Kato J, Kato N, Yoshida H, Ono-Nita SK, Shiratori Y, Omata M.  Hepatitis C virus NS4A 
and NS4B proteins suppress translation in vivo.  J Med Virol. 2002;66:187-99.

10. Kato N, Lan KH, Ono-Nita SK, Shiratori Y, Omata M.  Hepatitis C virus nonstructural 
region 5A protein is a potent transcriptional activator.  J Virol. 1997;71:8856-9.

11. Manns MP, McHutchison JG, Gordon SC, Rustgi VK, Shiffman M, Reindollar R, 
Goodman ZD, Koury K, Ling M, Albrecht JK.  Peginterferon alfa-2b plus ribavirin 
compared with interferon alfa-2b plus ribavirin for initial treatment of chronic hepatitis 
C: a randomised trial.  Lancet. 2001;358:958-65.

12. McHutchison JG, Gordon SC, Schiff ER, Shiffman ML, Lee WM, Rustgi VK, Goodman 
ZD, Ling MH, Cort S, Albrecht JK.  Interferon alfa-2b alone or in combination with 
ribavirin as initial treatment for chronic hepatitis C. Hepatitis Interventional Therapy 
Group.  N Engl J Med. 1998;339:1485-92.

13. Nita ME, Alves VA, Carrilho FJ, Ono-Nita SK, Mello ES, Gama-Rodrigues JJ.  Molecular 
aspects of hepatic carcinogenesis.  Rev Inst Med Trop São Paulo. 2002;44:39-48.

14. Parolin MB, Réa R, Vargas RM, Almeida ACR, Baldanzi GR, Lopes RW.  Prevalência 
de infecção pelo vírus da hepatite C em pacientes com diabete melito tipo 2.  Arq 
Gastroenterol. 2006;43:77-80.

15. Sarrazin C.  Highly sensitive hepatitis C virus RNA detection methods: molecular 
backgrounds and clinical signifi cance.  J Clin Virol. 2002;25(Suppl 3):s23-9.

16. Seeff LB.  Natural history of chronic hepatitis C.  Hepatology. 2002;36(5 Suppl 1):s35-46.
17. Thomas DL.  Growing importance of liver disease in HIV-infected persons.  Hepatology. 

2006;43(2 Suppl 1):s221-9.
18. Tovo CV, Santos DE, Mattos AZ, Almeida PRL, Mattos AA, Santos BR.  Prevalência 

ambulatorial em um hospital geral de marcadores para hepatites B e C em pacientes 
com infecção pelo vírus da imunodefi ciência humana (HIV).  Arq Gastroenterol. 
2006;43:73-6.

19. Zeuzem S, Feinman SV, Rasenack J, Heathcote EJ, Lai MY, Gane E, O’Grady J, Reichen 
J, Diago M, Lin A, Hoffmann J, Brunda MJ.  Peginterferon alfa-2a in patients with 
chronic hepatitis C.  N Engl J Med. 2000;343:1666-72.

Ono-Nita SK, Nita ME, Carrilho FJ.  Hepatite C – fatos em números.  Arq Gastroenterol. 2006;43(2):71-2.
DESCRITORES – Hepatite C. Diabetes mellitus. HIV. Alcoolismo.

Departamento de Gastroenterologia da Faculdade de Medicina da Universidade de São Paulo, SP.

Ono-Nita SK, Nita ME, Carrilho FJ.  Hepatitis C – facts in numbers 


